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Betimi i Hipokratit

Né castin kur po hy né radhét e anétaréve té profesionit mjekésor
premtoj solemnisht se jetén time do ta vé né shérbim té humanitetit.
Ndaj mésuesve do ta ruaj mirénjohjen dhe respektin e duhur.

G Profesionin tim do ta ushtroj me ndérgjegje e me dinjitet. Shéndeti i
e pacientit tim do té jeté brenga ime mé e madhe. Do t'i respektoj e do
3 t'i ruaj fshehtésité e atij qé do té mé rréfehet. Do ta ruaj me té gjitha

forcat e mia nderin e tradités fisnike té profesionit té mjekésisé.
Kolegét e mi do t'i konsideroj si véllezér té mi.

Né ushtrimin e profesionit ndaj té sémurit tek uné nuk do té ndikojé

7,( pérkatésia e besimit, e nacionalitetit, e racés, e politikés, apo pérkatésia
L3 klasore. Qé nga fillimi do ta ruaj jetén e njeriut né ményré apsolute. As
b né kushtet e kércénimit nuk do té lejoj té keqpérdoren njohurité e mia

4 mjekésore qé do té ishin né kundérshtim me ligjet e humanitetit. Kété
¥ premtim po e jap né ményré solemne e té liré, duke u mbéshtetur né
;- nderin tim personal.

& The Oath of Hippocrates

" Upon having conferred on me the high calling of physician and

Eﬁ entering medical practice, I do solemnly pledge myself to consecrate
> my life to the service of humanity. I will give my teachers the respect
"{f" and gratitude which is their due. I will practice my profession with

%o conscience and dignity. The health of my patient will be my first

consideration. I will respect the secrets which are confided in me, even

after the patient has died. [ will maintain by all the means in my
5. power, the honor and the noble traditions of the medical profession..
7 My colleagues will be my brothers.

['will not permit considerations of religion, nationality,

race, party politics or social standing to intervene
between my duty and my patient. I will maintain the
utmost respect for human life from its beginning even

. sunder threat and I will not use my medical knowledge .
contrqry to the laws of humanity. [ make these
prorﬁ@fés solemily, freely and upon my honor

{4 V¥
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[TPUYIHU 3A BU3YE/THU ITIOPEMETYBAIbA KAJ TEIIA U MUIAJTUA

Tony6osuk M, I'omescka Jlamrescka E, Tpnescka Illekepuros H, Benkoscka B, loprescka E

YHUBep3uTeTCKa KIMHUKA 3a ouHu Oonecty, Ckomje, MakefoHuja

Medicus 2018, Vol. 23 (3): 219-225
AIICTPAKT

CeTns0TO 3a BUJI OBO3MOYKYBA TIeplierija Ha HaJiBopelHUOoT cBeT. Co Toa 0BOj opraH uMa (hyHIIaMEeHTaJTHO 3HAUCHe
3a Pa3BOj HA YOBEUKHWTE BEIITUHN U 0OPA30BHUOT TTPOIIEC.

[len Ha TpyJIOT e Kaj rpyna nperjiejlaHyi U JieKyBaHu Jlella U Mjiaju 7o 18 rofuiiHa BO3pacT Ha YHUBep3uTeTcKaTa
Knmuuka 3a ounu bosiectu Bo CKorlje, BO Teproj] o7 8 Mecely, J1a ce OJIpelaT HajuecTUTe BU3YesTHU MTOPEMETYBabA,
Jla ce Ofpeiu CTEIeHOT Ha OLITETYBarbeTo, MOKHOCTA 3a IMPeBeHLrja U TpeTMaH.

Marepujan u metoau: Bo Tpymot ce ondarenu mela U Mjaanu 1o 18 ropuiiiHa Bospact (3 -18 rog.) Kou ce mperyiejaiu
1 JIEKyBaHU Ha YHUBep3uTeTckara KimHUKa 3a ouHu Oojecty mpu MenuunHcKUOT (akyrer Bo CKorlje BO Mepuog
01.09.2017 - 01.04.2018 rog.

Kaj ucrture HarmpaBeH e KoMIUIeTeH OQTaJIMOJIONIKK TIpersiell co ojlpeflyBarbe Ha HajgoOpo KoperupaHata
BU[IHA OCTPUHA, ersamMuHalrja Ha MpefHUOT CerMeHT Ha OKOTO CO OMOMMKPOCKOMHWja W TIpersief; Ha O4YHO JIHO
CO NUpeKTHa W/WIM MHIMpeKTHa odTariMocKorvja. Kaj ofipefieHH ciydan CO CYCIEKTHM TTPOMEHM 3a TMOeMHU
oTasIMOIONIKKU 1 HEBPOJIOIIKK 3a00J1yBarha, HartpaBeHu ce U crielinduuHn ucsieflyBama. HarrpaBena e ckujackoruja,
aBropedpakTOMeTpuja, Mepere Ha NHTPAOKYIAPEH MTPUTUCOK, UCTIUTYBakbe Ha MOTUJIUTETOT, Mo3Ulnja Ha Oynnoycu u
KOHCYJITATUBHU TIPEryIein Off CTIeLIUja/IMCTUUKU IPAHKU O] Ba>KHOCT.

['pajanijaTa Ha BU3YyeJIHUTE TTOPEMETYBama e rpaBeHa criopefi Kateropusatiujata of1 C30.

Pesynratu: BumHara ocTpuHa Kaj HajroreMm 6poj mena ce nwku Hapn 0,3 (74,66 %). Hajuectn 3acrarieHu aujarHo3u
3apajii KOU MMallle HaMmaslyBarhe Ha BUHATa OCTpuHA Oea e3oTporuja U pedpaKIUCKUTe TPENIKU, OJl KOU KaKo
Haj3acrarieHa ce M3ABojyBa cdepHara abepalujy Wi XUIIePMETPOITHMOT acTUrMaru3aM. PedpaKLucKuTe rpeuku
Kaj ucnuTtyBaHaTa rpyra ydectByBaaT Bo 40%. I1o NpUMEHETHOT TepalleBTCKMU IPUCTAIl Kaj TPOIIMKUTe Kou He Oea
37py;KeHr co aMOIMoIja co ofipeflyBarbe Ha pedpakircKaTa rpellika U KopeKiirja Ha UcTaTa BUHaTa OCTpUHA ce
nozo6pu 1 n3Hecysaitie Hap 0.7 criopeq Snellen - oBroT orrroturt Kaj 79.33%. Bo ofHoC Ha 11e/1aTa UCTIMTYBaHa Tpyria
rofoOpyBameTo Ha BuHaTa ocTpuHa Hap 0.5 uMartie Kaj 91.34 % meria.

Kaj 13 pewa (8.66%) Kaj Kou mMMalile opraHcko 3a00/yBarbe Ha OKOTO, KOHTE€HUTATHO WX XepTeoUTapHO YCI0BEHO
3abonyBame (Morbus Stargardt, albinisumus, glaucoma) unu Heyposnomko 3abosyBarke 1 OLITETYBaka 3apajiu
NpeMaTypUTeT, BUIHATa OCTpUHA ce aBMyKewle mon 0,3, 6e3 nomobpyBame 10 CIIPOBEAEHUTE TPeTMaHU, OCBEH Kaj
KOHI'€HUTAJTHATA KaTapaKTa.

3aknydok: Opperien 6poj MopeueHoCTH MOKe Jla ce MpeBeHupaar U Mojyieskar Ha pexabunuraiiyja. Bo romem 6poj
ce TIpUCyTHU pedpaKIUCKU IPENIKU WK TPOIUK CO U 6e3 aMbroruja, KOu AoBelyBaat 110 BU3YesTHA MOTTPeueHOCT.
[To3HauajHUTE BU3YeEJIHU MOMPEeUueHOCTH Kaj fieljaTa ce pe3y/TaT Ha 3HauajHU OPraHCKU TPOMEeHM Ha OpraHoT 3a BUJ,
HeKoraul pUIPYKeHn U CO ZIPYyry CUCTEeMCKU [TopeMeTyBamba.

Kiyunu 360pOBU: BU3YETHU ITOPEMeTyBakha, IIPUUMHY, Jlela ¥ MyIajiu

BoBej

OpraHoT 3a BuZ e efleH Off Haj3HauyajHUTe OpraHu
BO UOBEUKOTO TeJI0 KOj OBO3MOKYBa IepIieliidja Ha
HajIBOpeImHUOT cBeT. Jypu 83% of mokuByBamaTa Ha
HAJIBOPENIHUOT MPOCTOP Ce OCTBApPYBaaT TOKMY CO OBOj
opraH. (1) OBoj mofjaToK MCTAaKHYBa KOJKABO € 3HAUEHETO
Ha CeTWIOTO 3a BUJ] BO Pa3B0jOT Ha JIYI'€TO, TIPETCTaBYBajK1
OCHOBA 3a Pa3Boj Ha YOBEUKHUTE BELITHHU, 00pa30BaHue I

MMUCJIOBHHMOT IIpo1ec.

Op ocobeHa Ba)kHOCT ce BU3YVe/HUTE MOpPeMeTyBama Kaj
nenata 1 Myiaaute. CeH3UTMBHOCTA Ha OBaa IOMy/aliyja
ce I7efla BO TepPCIeKTHBATa Ha Hace/leHWeTo, OJHOCHO
MOJKHOCTA 3a HMBHA efIyKall¥ja ¥ pa3Boj ¥ MOJOLHA
3a HHMBHO BKJIONYBame BO JKMUBOTOT M COIMja/HaTa
cpemuHa. (2) bpojoT Ha IPUUKMHM KOM MOKAT Jla joBeaT
J0 TOpeMeTyBalme BO BHU/OT, KaKO M CTENeHOT Ha
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HapyuryBamara e rofeM. Cenaxk criopesi C30 nypu kaj 80%
of CIy4auTe TOj XeHMKeIl MOJKe Jla ce TpeBeHupa.(2)

Ilen Ha TpyAoT e fa Kaj rpyma jiella U MIaju, KOu ce
npersefaHy U ieKyBaHU Ha YHuUBep3uTeTcKata KmiHuKa
3a ouHM Oonect Bo CKomje BO IepHoj of 8 mecelu, ce
ofipeflaT HajuecTUTe BU3YeHU MOPeMeTyBatba, CTENEHOT
Ha ONITETYBAambeTO, KAKO M MOKHOCTAa 3a IpeBeHIuja U
TPETMaH.

Marepujaj u METOZH

Bo Tpyzot ce ondatenu fena 1 Miaagu o 18 ropguiHa
Bo3pacrt (3-18r) npernemany 1 jeKyBaHM Ha KiuHuKaTa
3a ouHu 6onecty Bo CKorje Bo mepuof od 181 cenTeMBpu
2017 mo 1Bu anpun 2018r. [Ipu Toa ofpeeHa e Hajgoopo
KoperupaHaTa BHJIHA OCTPUHA, HANpaBeH € KOMIUIETEH
o(pTaJIMOJIONIKY TTPersie]i Co er3aMUHaIija Ha TPeTHUOT
CerMeHT Ha OKOTO, OMOMHKPOCKOIIHja ¥ TIPeryie]] Ha 04HO
JIHO CO IUPeKTHa U / WM UHAMpPeKTHa oTaMOCKONHja.
HampaBeHa e cKujackomuja, aBTOped)paKTOMETpHja,
Mepee Ha WUHTPaOKy/lapeH MPUTUCOK, UCTIUTYBambe Ha
MOTHWIMTETOT, TIO3UIIMjaTa Ha OyI0yCHTe M KOHCYITATUBHH
Tnpersiefiu off CrelyjaTMCTHIKU TPaHKK Off BXKHOCT. Kaj
CYCTIEKTHH TPOMEHM 3a ofpefieHd O(TaJIMONMOIMKU |
HEeBPOJIOIIKY 3a00TyBamba, ce HAlPaBeH! ¥ CHelu(uIHI
nperniesu.

I'pajaiija Ha BU3VeTHUTE MOpeMeTyBaia € IpaBeHa
cIopeji KaTeropusaiyjaTa fgazieHa og crpana Ha C30. (2)

Pesynratu

Bo ucniryBamata Bo paMKy Ha 0Baa CTy/Iyja ce ongaTeHun
150 mewia u Mnagu.

Bo rabena 1 mpukaxkaHa e jgeMorpadckaTa 3acTareHoCT
110 BO3PACT U 10JT HA UCTIUTYBAHKTE MAIMeHTH.

Maruku 81(54%)
JKencku 69 (46%)
BrynHO 150
3-6r. 38 (25, 33 %)
7-13T. 98 (65, 33 %)
14-18 1. 149,33 %)
BxynHo 150
Ta6. 1. Ilpuka3s Ha manueHTH cHopef  Jaemorpadckurte

KapaKTepPUCTHKH a. ToJT 0.BO3pacT
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[loctou moronemMa 3acTameHOCT Ha MAIIKMOT MO, a
HajrojieM Opoj Ha Jleria ¥ MJIa/iu e Ha ITKOJICKaTa BO3pacT
of 7 - 13 rogunu (65.33%), mTO MOKE a ce 00jacHH €O
nouspaseHa MaHUQecTalyja Ha BU3YIEHUTe MPOOIeMU
KOM JlellaTa TM 3a0ejie}kyBaaT CO IOToJieMHTe MOTPeOu
TIPH LIKOJICKATE aKTUBHOCTH.

Exotropia 8 0.3-05 07-1.0
Exotropia, 1 03 05
amblyopia ’ )
Esotropia 40 0.2-05 0.8-1.0
Esotropia, 9 01-03 04-07
amblyopia
Nystagmus, 3 <01 01-03
amblyopia
hstygmatismus 17 02-07 07-10
ypermetropicus
Astygmatismus i 02-06 08-10
myopicus
Astygma!tismus
myopicus, 1 03 05
amblyopia, ’ ’
anizometropia
Astygmatismus i )
ixtus 4 0.3-05 09-10
Myopia 10 02-08 07-10
Hypermetropia 18 03-0.8 1.0
Morbus Stargardt 1 0.25 0.25
Retinopathy of i
prematurity (ROP) 4 L+P-02 <03
Cataracta 5 03-05 07-08
congenitalis
Uveitis 3 03-06 09-10
Albinismus, 2 01-02 01-02
amblyopia
Coloboma iridis 1 0.3 0.3
Glaucoma 2 L-P-0.05 LP-01
congenitalis
Ptosis 2 0.3-0.6 05-08
Keratoconus 2 02-04 0.5-06
Myopia alta 3 0.02-0.05 02-04

Ta6. 2 [TpuKkas3 110 ujarHo3u U HUBHA 3aCTANEHOCT Kaj HCITUTYBAHUTE
JIMIIA CO BUJIHA OCTPHHA MPeJ] U 10 TpeTMaH criopefi Snellen - oBuoT
OTITOTHUII

BupiHaTa ocTprHa Kaj Hajronem Opoj fella ce JIBIDKeLIe
Hap 0,3 (74,66 %), co ompe/ieH Opoj ielia co e30Tpomnua 6e3
aMO/TMoNHja Kaj KoM BUJJHATa oCcTHHa Oemre < 0.3, Wi Jj0
0.2. (ta6.2)

[lo mpuMeHeTHOT TepameBTCKU TMPUCTAl Kaj TPOIUUTE
Kou He Oea 371pyKeHH co aMOJTHOTIHja ¥ TI0 Of[pe/lyBambe Ha
pedpakiicKaTa rpelka 1 KopeKiija Ha MCTaTta, BUHaTa
ocTpuHa ce mogo0opu o Hap 0.7 Ha Snellen- oBrOT omrTOTHIT
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(79.33%)

Kaj nmoman 0Opoj mera u mnagu (13 gena umm 8.66%) Kaj
KOM MMallle OPraHCKo 3a00/TyBa, KaKO KOHT€HUTaTHO WA
XepTe[uTapHo YCIIOBeHO 3abonyBame (Morbus Stargardt,
albinismus, glaucoma), um1 HeBPOJIOIIKO 3a00yBambe 1
OIITETYBakbe 3apajii MPeMaTyPUTET, BUJHATA OCTPUHA Ce
neukee noj 0.3, 0e3 mogo0pyBamwe U MO CHPOBEIeHUTe
TepaNuCKU TPETMaH! OCBEH BO CTyJalTe Ha KOHTeHUTATHA
KaTapakTa.

Bo wucnuTyBaHaTa rpyma IO IPUMEHETHOT TPeTMaH,
BHUJIHaTa OCTpPUHA ce Tomoopu Kaj 91.34 % on pgerara
u usHecyBamme Hap 0.5. Kaj gemata co opraHcku
TIopeMeTyBarba UCTO TaKa JI0jfie 10 U3BECHO MO00pyBambe
Ha BUJIHATA OCTPMHA, HO Celak Taa ce fBwKeme 1mox, 0,3
(6,6 %), momeka ocTaHa HempoMeHeTa 3a MepUOJ0T Ha
eBajIyalyja o 8 Mecelu Kaj 3 menia (2%) u usHecysaiie (.3
omrocHo 0, 25 (Coloboma iridis, Morbus Stargardt)

Co mpuMeHa Ha Karteropusainujata Ha C30, (Ta0. 3), mo
TPeTMaH HajrojieM Opoj Ha Jiella ¥ MJIaJiy TpUIaraaT Ha
KaTeropujara Ha JIeCHO ONITETYBake WK 0€3 OIITeTYBabe
Ha BujiHata ocTpuHa (kareropuja 0 ciopes C30) Bo 91.34%.

Hajuecto 3acrameHuTe AWjarHO3W 3apaji KOM MMalie
HaMajlyBame Ha BUJHATAa OCTPUHA 0Oea e30TporHja
1 pedpakIMCKM TpelikKM, CO [OMUHAIMjA Ha
XumepMmeTponujata Bo 23, 33%. PedpakiucKkute rpeiku
BO MCTIMTYBaHAaTa Ipyma yuecTByBaa Bo 42%.

Op.matueHTH (%

JlecHo wi Hema omrtetyBame Ha BuoT 0 (10 0.3) 136 (91.34%
YMepeHo OLITeTyBakhe Ha BUOT 1: (01-0.3) 6 (4%
Temko omrreTyBame Ha BUOT 2: (0.05-0.1)

)
)
)
3(2%)
)
)
)

Cremnuio 3: (0.02 - 0.05) 2(1,33%
Crermuno 4: (0.02) Uma npoex1yja Ha CBETIIO 2(1.33%
Cnenuo 5: Hema cBeTiocHa mpoekiuja 1(0,66%

9 HeonpepeneHo wi HecreupuuHo

Tab. 3 Tlpukas Ha Opoj Ha JMIA CIIOpe MeryHapojHaTa
knacudukaija Ha oonectu ICD 10th peBusuja (2)

Hamomena: Cropes HajHoBata KiaacuuKaluja U
KaTeropusaiiyja 3a MornpeyeHocT Ha BUJIOT, KaTeropujara
0 (Bup HopmaseH o 0,3), 03HauyBa JIECHO WM OTCYCTBO
Ha BU3YyelHa TMOMpeyeHCOT, Kareropuja 1 o3HauyBa
yMepeHa BUJ[HA HonpeyeHocT (BugHa octpuHa 0,3 10 0,1),
a KaTeropujara 2 Tellka Bu3yenHa momnpeuencot (0,1 go
0,05). Kareropujara 3, 4 ,5 o3HauyBa cjienuio. TepMUHOT
“low vision” (c/1ab BuI) r'u MCKTydyBa Kateropujata 11 2.

Juckycuja

BusyennuTe HapyiiyBama BO ToleMa Mepa BiMjaarT
Ha Y4YeCTBOTO Ha WHMBHUYUTE BO CEKOjIHEBHUTE
AKTUBHOCTH, IIITO € 071 TOCe0HO 3HAUeHhe BO MJIajia BO3PaCT.

Original scientific paper I

lctute MMaaT BMjaHHe BO MPOIECOT Ha YCBOjyBambe
Ha pa3/IMYHU JKMBOTHH BEIITMHM U BO KOTHUTHBHHOT
pasBoj, mTo e of (hyHAaMeHTaHO 3Hauewe. HaBpemeHo
OTKpHBabe, TPeTMaH U eflyKallfja Ha JIMIaTa CO BAKOB
XeHJIVKeTl, ce BajkeH (pakTop BO CMKC/Ia Ha HaMajTyBatbe
Ha HeraTUBHUOT MCXO] KaKo ¥ 0e300/THO BKJIOMYBambe Ha
MJ/IaIUTe MHAMBUIYY BO JKUBOTOT Ha BO3PACHHUTE.

CTereHOT Ha BHUJHA MONMpPEYEHOCT MOXke Ja Oupe
pasnuueH. Criopes; CBeTcKaTta 3/ipaBcTBeHa OpraHu3aija
(30 (WHO), rpapjaijjaTa Ha BU3yeJIHaTa MOMPEYEHOCT Ce
0asupa Ha TPOIEHKA Ha BUJIHATA OCTPWHA Ha JAJIeKy,
ofipefieHa o HajmoOpa KopeKi[yja, HO MCTO TaKa ce 3eMa
¥ LIMPUHATA HA BUJJHOTO TOTIE.

Kateropusanmjata ce BpIIM TIPeKy MeryHapogHaTa
knacudukanuja, gecerrara ICD pesusuja Ha WHO
(International Classification of diseases - ICD 10th
revision)ta0.4)(2) koja mpousneryBa op CTymucKuTe
TPYIM 3a IpeBeHLja Ha cienuno, 1972 rop. Llenrta Ha
0Baa KOHBeHIIMja Oua Jja ce HalpaBM CTaHZapu3aliyja
Ha JedMHHUIMjaTa, WTO OM IO OMECHUIO COOMPAETO
MOJATOLM 3a BU3VEJIHUTE IOIPEYEHOCTH, OJHOCHO
CJIENUIO Ha efieH YHIU(OPMEeH HauiH KOj BOEHO O OWJI
1 KOMITapaOuJIeH.

JlecHo WM HEMa OLITeTYBambe Ha BUAOT 0: 6/18 3/10(0.3) 20/70
(SéMle)pzeOI}(Q) gngeTyBa}be Ha Bugiotl: 6/18 3/10 (0.3) 20/70 6/60 1/10
Temko omrreryBame Ha Buor2:  6/60 1/10 (0.1) 20/200 3/60 1/20
(0.05)20/400

Crermmyo 3: 3/60 1/20 (0.05) 20/400 1/60* 1/50 (0.02) 5/300 (20/1200)
Cnemuo 4: 1/60* 1/50 (0.02) 5/300 (20/1200) Mima npoekiiuja Ha
CBETIIO

Cnernuno 5: Hema cBeTiocHa npoeKiyja

9 Heorpe/ieieHo WK HeCHeliu(hMuHO

* IBUJKeIbe Ha paka
Ta6. 4 Kareropusauuja Ha CTeNeH Ha IIOIPEYEHOCT

(ITpentoskeHa peBU3Mja Ha KaTerOpPUH Ha ONITETYBaba Ha
BUJIOT CO Tpe3eHTHpaHa BUHA OCTPHUHA: <, =, WA > )

Cnopen, nogatoiure Ha C30 (WHO, 2017) 253 MumioHH
JIyI'e JKMBeaT CO BU3YelHU HApYLIyBamba, Off KOU PeurCcH
36 MWIMOHH ce CJIelH. (MaKO XPOHMUYHMTE OONeCTH ce
I7IaBHa MPUUMHA 3a BU3VEJIHM HapVIIyBaiha, KaTapakTa
1 HeKoperupaHuTe pedhpaKTUBHU aHOMAJIMU C€ JIBETe
BOJIEUKM MPUUKMHH 3a TOpeMeTyBame Ha BupoT). Cropes
C30 ckopo 80 % op BU3YelIHMOT XeHOMKeIl MOXke fla e
peBep30MIEH 1 MOKe Jla Ce KOperupa co JieKyBame W
Kopekija Ha peppakuuckute aHomanuu (WHO, 2017). (2)

Bo oprHoc Ha fietta u mtaju, criopes C30 maypu 19 MunuoHu
Jella ce CO BU3VelIHM HapyllyBawa, Of KoM Kaj 12
MUJIMOHH Ce JO/KU Ha pedhpaKLiCKKY aHOMAJIUH, JofieKa
1,4 MUIHMOHM flella MMaaT MPeBePMOMIHM HapylIyBarba
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Ha BMJIOT M Oapaar mocebeH TpeTMaH BO Criel[ujajieH
pexadWINTaIOHEeH M eTyKaTHUBeH L[eHTap.

Kpanckuor HallmoHaneH MHCTUTYT 3@ CIETUNIO
(Royal National Institute of Blind - RNIB) (3) Bo
ObenunetoTo Kpancro mporienyBaat feka 40 950 mena
1 MJIajii 7o 25 TroaMHM MMaaT aekTHpaH c1abd BUJ, a
ckopo 25 870 ce Ha Bo3pact mog 17 rogunu. Hajronemmor
TieJT off HUB Ce POJIeHH CO BU3YeJTHU HapylIyBaba Off Kou
20 % uMaaT ¥ JPYTU MOMPEYeHOCT U TOCeOHU MOTpedH,
a aypu 30% 1 MHOTY KOMIUIEKCHH moTpedu. [mobamHaTa
WHUIWjaTHBa 3a IpeBeHIWja Ha ciemwio, Buj 20/20
(Vision 20/20) ucraknysa ieka 0,2 % o 1000 gerra u maazu
7o 25 rop. Bo AHIVIMja MMaaT BU3VelHM HapylIyBaiba,
knacudurupanu cropen C30 1, 2, 3 4 Bo Koja He ce
BKJIyUeHH Jlella o JIeCHU BU3YeIHU HapyliyBama. Criopef
HUBHMTE Haoau AypH Kaj 0,5 mera Ha 10 000 (0,05 %) mo 16
rojl. UMa 3HauajHu BU3YeJIHU HApYILIyBawba WK CIIETUIO.
Kaj TperuHa of oBue [lella BM3YeJIHUTEe HapyIIyBatba
TMeP3UCTHpPaaT Off parame U ce pe3yITaT Ha LiepedpaiHu
ropeMeTyBama, opeMeTyBabha Ha ONTUYKUOT HEPB WK
TopeMeTyBarba Ha peTHHATA.

BpojoT Ha jieria co ¢1ad B ¥ CJIEIMIIO € PeJIATUBHO MaJl
BO OJIHOC Ha NOpeMeTyBamaTa Kaj BO3pacHUTe, HO CO
or7ie[, Ha Bo3pacTa, MOMpeueHoCTa Ha [ielia ja paHrupa
0Baa 3aCTaNeHOCT Ha BTOPO MECTO, MOC/Ie KaTapakTa BO
robajHa 3acTameHOCT W MPETCTaByBa efieH Off MeTTe
npuoputety Ha mporpamata Ha C30. (“Vision 20/20- the
right to sight”) (4)

3a skain Bo P. MakeoHuja ce yiITe HeMa perucTap 3a jelia
M MJIaJiM 3a BU3YeJHM MOpPEeMeTYBara, Ila 0Baa CTY/Iuja
TOHeKajie Ke JIONpUHece 3a BOCIIOCTAaBYBame Ha 0a3a Ha
TOJTATOLI.

Bo Hamara cTyzija ce BoouyBa II0rojieMa 3acTareHoCT Ha
MAIIKKOT TO0JI, HO OHA IITO € MAPKAHTHO € JieKa II0rojieM
6poj Ha Jera 1 MyIaJM IpyUIara Ha MKOJICKaTa BO3PACT 07
7 - 13 ropr. umu 65.33%. OBa b1 MOKeTIO ia ce 0bjacHU O
roy3paseHaTa MaHuQecTalyja Ha BU3yIeHuTe mpooieMu
KOU le1jaTa It 3abesie;kyBaaT co MorojieMuTe oTpedbu Bo
IIKOJICKUTE aKTUBHOCTH.

OcTpuHa Ha BUJIOT Kaj HajrojieM Opoj fielia ce JIBIDKeLIe
Hag 0,3 wim kaj 74,66 %. Kaj ucrture mo mpuMeHeTHOT
TeparneBTCKU MPUCTAIl, Kaj TPOTIUUTE U TI0 OJ[PeTyBAHETO
Ha pedpakiycKaTa Tpellka M KOpeKLWja Ha KCTara,
BUJIHATA OCTPMHA ce TMOAo0pM M W3HecyBalle Haj
0,7 cmopen Snellen- oBuoT omroTmm, Kaj 79.33%.
[TomoOpyBameTo Ha BUOT co Haj 0.5 Koe ce ofjHeCyBa Ha
1ie/1aTa UCIUTYBaHa rpymna ce 3a0esesxa Kaj 91.34%.
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[TopemeTyBameTo Ha BUJIOT MO3Ke J1a Oujie TTpeIu3BUKAHO
oJ1 MHOTY TIprurHU. HeKkou ofi HUB ce HACTIe[{HH, OJHOCHO
TeHeTCKM, HEeKOM Ce YCIOBeHM OOJeCTH CTeKHAaTH BO
TeK Ha eMOPMHATHUOT Pa3Boj WIM TOKACHO BO TeK Ha
JKUBOTOT WIM TAK Ce Moc/ieulia Ha Tpaymu. bpojoT Ha
eTHoTaToreHeTCKUTe (HaKTopu € TrojieM. XPOHWUHHUTE
0OorecTy ce 3HaUajHA IIPUUMHA 38 BU3YETHU [TOPEMETYBarbha
BO [7100aTHATA [TOMY/TAll}ja, MaKo IOCTOM Pa3/IuKa 3aBUCHO
of pasBueHocta Ha peruoHoT. Cmopen (30, 3HauaeH
TMPOLIEHT Ha THe TIopeMeTyBakba OTIara Ha HeKoperupaHa
pedpakumja. PechpakipickaTa rpelika Moyke Jia 0Befie off
YMEepEeHO 710 TEIIKO BU3YeJTHO MOpeMeTyBabe. (5)

[loBekeTo of TalueHTUTe BO HUCIMTYBaHAaTa TIpyIma
1Maa TIOBeKe Off eflHa NpPMYMHA OJHOCHO JWjarHo3a,
Koja [loBela [I0 BU3YelHO MopeMeTyBame. HajuecTo
3acTarleHUuTe JUjarHo3u 3apajii KOu MMallie HaMasTyBabe
Ha BHJIHAaTa OCTPMHA Oea e30Tpomnuja U pedpaKIUCKUTe
TPEIKU Off KOM Ce MCTaKHyBa cpepHaTa abepalyju win
XUMEPMETPOIHAOT ~ acTUrMaTu3aM.  PedpakiuckuTe
TPellIKY Kaj MCIIMTYBaHaTa Ipyla ydecTByBa Bo 42%.

BripoueM Bo HamiaTa CTy/ija Ha Jielja ¥ MJIaJii Hajronem
Jen of TOpeMeTyBamaTa Ha BHJHATa OCTPMHA Oea
pe3y/TaT Ha pedpaKIUCKUTe TPEIIKU ¥ TPOIHMH, KO Ce
TIpeBeHTA0WTHU CO ajieKBaTeH TpeTMaH. Bo cTyaujata e
eBUJIEHTHO T0I00pyBabe Ha BUJOT, IITO € TOCTUTHATO
Kaj 79,3 % ciyuau, Kajie BUIHaTa OCTPHUHA e ofjo0peHa Ha
0.7 1 moBeke 110 Snellen- oBKOT onTOTHIL.

Bo CAJIl, Bo pmeTcka Bo3pacT ce HarjacyBaaT IIeT
3HauajHu (haKTOPU KaKO TNPUUMHHUTENM Ha BU3YETHUTE
nopemMeTyBama. Tyka craraaT KOPTUKAIHOTO CJIEMMIIO
KaKo TMOC/e[]uIia Ha Tpayma WM BOCTIA/MTeNIeH Tpolec
BO OKIMIUTAJHUOT TIpeie]l Ha TJlaBaTa, MpemaTypHaTta
peTHHOMAaTHhja, MOpeMeTyBambe Ha ONTHUYKUOT HEPB WK
HeroBa XUIIoIIa3Kja U anouHu3aM. (6)

Haddad cocopa6.2007 ananu3supajku 3210 gerjaHaogenor
3a TIOpeMeTyBame Ha BUJI Kaj flelja Ha OuyHaTa KIMHUKa
Ha YHuBepsuteToT Bo Cao Ilaono, KoHCTaTHpaaT JeKa Bo
HajrosieM MPOLIEHT MOPEMETYBABeTO Ha BUOT Joara of
TOKCOIUTa3MOTHYEH MaKy/IapeH PeTHMHOXOPOMIUTHC, BO
TIOMaJI ITPOLIEHT Off PETUHAIHY IUCTPODHH U TPeMaTypHa
peTHHONATHja WM KOHTeHUTATHH OUHM Maji)opMariyi,
KOHTeHMTaJIHA KaTapaKTa, KOHTeHHTaJeH IJayKOM W
onThuKa aTpoduja. (7)

Bo rpymara Kajie TOCTOjaT ¥ [Py MOMPeYeHOCTH
OCBEH MOPEeMETYBabeTO Ha BUIOT MPUUMHK 32 C/TAOMOT
BHJI Ce ONTHYKaTa aTpoduja, KOPTUKATHU BH3YeTHH
nopeMeTyBama, IpeMaTypHa PeTHHOMATHja, MOBTOPHO



ANy

MaKylapeH — PeTHHOXOPOMJUTHC, TOKCOIUIA3MOTHYHA
eTHOJIOTHja, OKYIapHH ManopMalid U KOHTeHUTaTHa
KaTapakTa. ABTOpHMTE VKa)KyBaaT JieKa BO aHaTOMCKa
CMHC/Ia Hajuecto ce pabOTH 3a PeTHHAIHM HapyIIyBarba
WIK TOpeMeTyBatha Ha ONMTMUKKOT HEpPB BO Tpyma Co
IPYTH TIOIPeYeHoCTH. (7)

De Paula co copab. Bo peTpocreKTMBHaTa CTyauja
CTIIpoBefieHa Ha YHMBep3uTeTcKaTa OonmHuIfa Bo Bpasun
3a cj1ab BUJI, Ha Jielia Ha Bo3pacT 10 7 rojuuu (229 feria),
VTBp/MIE eKa MPUYMHH 3a C/1a0 BH]T BO HajrojieM IPOIeHT
oun HaHodTamMyc (47%), a BO HENITO MOMaj IMPOLEHT
KOHTeHMTaJIHA KaTapakTa, KOHreHWTaJleH ITIayKoM WIH
TOKCOIUIa3Mo3a. Bo ofiHOC Ha eTwiorujata, BO Hajroiem
Opoj ciyuau Taa e Hemo3HaTa, BO 3HayaeH MPOLIEHT
yUecTBYBaaT NEepPUHATATHM OJHOCHO HEOHATATHU MWITA
uHTpayTepuHu akropu. McTtute yTBpAmIe MeKa Kaj
oKony 64% o1 meljaTa oBKe MPeU3BUKYBAUM MOXKeE [ia ce
n3oeruar. (8)

Crymuja 3a yTBpAyBalhe Ha MPUUMHUTE 3a CJIENUNI0 U
BU3YeTHATe HApyIIyBamba, CIIPOBeJleHa BO TPU PErMOHU
Bo Heman, na 10 950 mema na Bo3pact om O - 10 r.,
NpUKaKyBa JleKa BO HajrojieM MPOIIEHT IpeoBJiayBa
amOmuonujata (42, 9%), a mMOTOa KOHTeHWTa/lHaTa
KaTapakta. OnanuduKalyjaTa Ha pOKHUIIATA Owa
HajuecTa MpUUKMHA 32 MOHOKY/IapPHO CJIETMIIO.

ABTOpHTE CMeTaaT ieKa MoBeke off 2/3 off IPHUNHKUTE KOK
JIOBeTyBaaT 710 BU3VENHH TOPEMETYBaba U CJIETIo, Ce
THIOTEHIIMjaJTHO PeBeHTa0uHI. (9)

Bo HamiaTa mcnMTyBaHa Ipylia, 3HauajHO MoMajn Opoj,
opHocHO 13 mera umu 8.66%, Kaj Kou MMallle OpraHCKO
3a00/TyBarbe Ha OKOTO, KOHTeHUTAJTHO WK XepTeJUTapHO
ycmoBeHo 3abonmyBame (Morbus Stargardt, albinismus,
glaucoma), HEBPOJIONIKO 3a00NMyBame WIM OIITETYBaibhe
3apajy TpeMaTypuTeT, BUJIHATA OCTPMHA Ce JIBIKelle
ozt 0.3, 6e3 1of[00pyBame Mo CHPOBEIEHUTe TeparuCKu
TpeTMaHM OCBeH Kaj CJIydauTe CO KOHreHWTaJHa
KaTapakTa.

OmrreTyBameTo Ha BUZOT Off KaTeropuja 2, 3, 4 u 5 criopef
ICD 10th 6ere mpucyTHa Bo Ma 0poj, OTHOCHO Kaj 8 1era
um 5,3%.

Enabopupajku T TpeHaTajHWTe, MepHHATAIHUTE U
TI0CTHATA/IHUTE TIPUUMHM 32 BU3VETHHU MOpPEMeTyBamba
CJIETIHIIO, ABTOPY HAIJIACYBAAT JIeKa e 07 IT0CeOHO 3HaUeHhe
IITO MOpPAHO OTKPUBAaIe Ha CJICMUIOTO U BU3VETHUTE
nopemeTyBama.(10, 11)

HaBpeMeHOTO [MjarHOCTHIMpame Ha TPUYMHUTE 3a

Original scientific paper I

BU3YeJIHUTE TIOpPEMeTYBama, a CO Toa U CIPeuyBarmbe
Ha TM0jaBaTa Ha MepMaHeHTHHUTe ONITeTYBawa, € Off
KpYIMeTHO 3Hauekbe 3a Pa3BojOT Ha BUHUOT CHCTEM U
(hopMupatbe Ha OMHOKY/IApeH BHJ, BO TIPBUTE TO[MHU O]
JKUBOTOT. MHOT'Y aBTOPH ja MCTAKHYBAaT UCKIyUUTETHATA
BaKHOCT Ha 0BOj KYC BpeMeHCKHM TIepro]T, 32 MO3KHOCT 3a
TPeTMaH Ha JiellaTa KoM MMaaT BaKBH TTopeMeTyBama.(11)

CKpMHHUHT Ha TIOpeMeTyBara Ha BUIOT ¥ HAaBPEMEHHOT
TPeTMaH Kaj TOe/I1HIIH, € O] IPeUCIIOHAPAUKO 3HAUEHHE BO
pasBojoT Ha MyaguTe ayre. [ImacTuuHOCTa Ha BU3YETHIOT
KOPTEKC ¥ BUJJHUTE IATHIITA, KOj € HAjUHTEeH3MBEH [0
TMPETIIKO/ICKA BO3PacT, MaKO HAjHOBUTE CO3HAHHWja ce
CO HOBM MOKHOCTH (12), TO IOTeHIMpa 3HAUEHETO Ha
paHaTa JMjarHOCTHKA, TPETMAHOT ¥ pexabuiMTalujaTa
Ha BUJIOT OHaMy Kajie e MoxHO.(10) OpraHusanujata Ha
3[IPAaBCTBEHMOT CHCTEM, COpabOTKaTa Ha POJUTENINTE,
KAKO U 3HAUEIHETO M y/Iorara Ha pexaOMIUTaljHOHUTe
YCTaHOBH U CIIELHja/THU eIKALKCKY KO Ce TIOBEKe Off
MoTpeOHH 3a JlerjaTa o BU3YEIHY MOMPEYeHOCTH, Ce CO
11e/1 IOCTUTHYBAkbe Ha IO/ KaIlaLiTeT BO Pa3BojoT.

3aKknyuok

(DyHKIIMjaTa Ha OPraHoT 3a BHJI € Ofl OrPOMHO 3Haueke BO
Pa3BOjOT M KOMYHHMKAIIMjaTa CO HAJIBOPEIIHUOT CBET U BO
YCBOjyBambe Ha BEIITHHUTE U YUEIHETO, IITO € Off TI0CeOHO
3Hauewe BO JIeTCKa Bo3pacT. BusyemHHOT XeHuKen uMa
3HauajHO BJMjaHMe BO Pa3BOjOT W COIMjaM3aliMjaTa
Ha MIaJjuTe WHAMBUAYM. [omem Opoj Ha BH3YelHH
nopeMeTyBama Kaj flella U MJIafd He MOMKaT Jla ce
OTCTpPAHAT, HO MPABWIHOTO YCMepyBame U efyKaliuja Bo
CIIelyjaTM3MpaHu MHCTUTYIMK OBO3MOKYBA MHKITy3Mja Ha
OBHeE JIMIIA BO OMIITeCcTBOTO. OfipeieH Opoj MompedeHOCTH
MOJKe J1a ce PeBEeHUPaaT U MOJI/Ie)KaT Ha pexadwinTariyja.
Bo romem 0Opoj ce TpUCYTHH pe(paKIUCKU TPelIKu
WM TPoIuu co M 0e3 am/IMoIHMja, KOM JIOBelyBaar
70 Bu3yelHaTa mompedeHocT. [lo3HauajHu BU3YETHU
TIOTIPeYeHOCTH Kaj jleljaTa ce pe3ylTaT Ha 3HAYajHU
MIPOMEHM Ha OPraHoT 3a BUJI, HeKorail 37Ipy:KeHU U CO
TPYTH CHCTEMCKM TTOpeMeTyBatba. HaBpeMeHo OTKprBambe
Ha OBWe IOpPeMeTyBaita € Of HeCOMHEHO 3Haueme 3a
aekTHpaHUTE JIMIIA M 3@ OMIITECTBOTO BO CMHUC/IA
Ha HUBHA TpeBeHIMja ¥ HaMalyBame Ha HecaKaHUTe
TIOCTIEJTHIIH.
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REASONS FOR VISUAL DISORDERS IN CHILDREN AND YOUTH

Golubovic M, Dashtevska Gosehevska E, Shekerinov Trpevska N, Velkovska B, Gjorgevska E.

University Clinic for Eye Diseases, Medical Faculty, Skopje, Macedonia

ABSTRACT

Introduction: The sense of sight provides the perception of the outside world. Thus, this organ has fundamental
significance for the development of human skills and the educational process.

The aim of the study is to a group of examined and treated children and youthunder the age of 18 at the Clinic for
Eye Diseases in Skopje, in the period of 8 months, to determine the most common visual disorders, to determine the
extent of the damage and the possibility for prevention and treatment.

Materials and Methods: The study includes children and youthaged 18 years (3-18 years) who were examined and
treated at the University Clinic for Eye Diseases at the Medical Faculty in Skopje in the period from 1st of September
2017 to 1st of April 2018.

A complete ophthalmic examination were performed with determine the best corrected visual acuity, the examination
of the anterior segment of the eye with biomicroscopy and an examination of the posterior segment with direct or
indirect ophthalmoscopy. In certain cases with suspected changes ophthalmic and neurological diseases, specific
investigations were made. Skiascopy, autorefractometry, measurement of intraocular pressure, examination of
motility and eye position and consultative examinations from specialist branches of importance were made.

The gradation of visual disorders was made according to the categorization of World Health Organization (WHO).

Results: The visual acuity in most children ranges over 0.3 (74.66%). The most frequent diagnoses for which there was
areduction in visual acuity were esotropy and refractive errors from which the most common is spherical aberration
or hypermetropic astigmatism. Refractive errors in the investigated group take place with 40%. After the applied
therapeutic approach to tropias that were not associated with amblyopia with the determination of the refractive
error and correction, the visual acuity improved and was above 0.7 according to Snellen chart in 79.33%. In relation to
the entire study group, improvement in visual acuity over 0.5 was found in 91.34% of children.

In 13 children (8.66%) who had an organic eye disease, a congenital or hereditary conditional disease (Morbus Stargardt,
albinismus, glaucoma) or neurological disease and premature impairment, visual acuity ranged below 0.3, without
improvement after the treatments carried out, except in congenital cataracts.

Conclusion: Anumber of disorders can be prevented and subjected to rehabilitation. Refractive errors or tropias with
and without amblyopia, which lead to visual disturbances, were found in a large number. The more significant visual
disturbances in children are the result of significant organic changes in the eye, sometimes accompanied by other
systemic disorders.

Keywords: visual disorders, reasons, children and youth
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EFEKTI I METOTREKSATIT NE VLERAT E FAKTORIT REUMATOID DHE
TRIGLICERIDET SI DHE KORRELACIONI EVENTUAL MES VLERAVE TE
TYRE TEK PACIENTET ME ARTRIT REUMATOID

Hysni Ismaili !, Levent Ismaili 2, Meral Rexhepi 5.

Universiteti Shtetéror i Tetovés
Trakya Universitesi
5Spitali Klinik i Tetovés

Medicus 2018, Vol. 23 (3): 226-232

ABSTRAKT
Hyrje

Pacientét me artrit inflamator kané njé risk mé té madh pér paragitjen e sémundjeve kardiovaskulare (SKV) né
krahasim me popullatén e shéndoshe. Edhe pse nuk éshté i gqarté mekanizmi i sakté, mendohet se inflamacioni
kronik persistent ndikon né zhvillimin e SKV. Gjate dekadave té fundit, supresioni efektiv i inflamacionit, me ané
té ilaceve qé e ndryshojné ecuriné e sémundjes (DMARDs), si¢ éshté Metotreksati (MTX), e ka pérmirésuar gjendjen
e pacientéve me artrit inflamator.

Qéllimi i punimit: Té pércaktohen ndikimi i Metotreksatit né inflamacionin dhe né vlerat e faktorit reumatoid (FR)
dhe triglicerideve (Tg) para dhe pas trajtimit, si dhe té hulumtohet korrelacioni eventual mes vlerave té tyre gjaté
mjekimit té pacientéve me Artrit Reumatoid (AR) né afat kohor prej njé viti.

Materiali dhe metodat: Né kété hulumtim jané pérfshiré 80 pacienté té posazbuluar me AR aktiv dhe té patrajtuar
dhe atyre u éshté dhéné terapi me MTX. Te té gjithé pacientét jané pércaktuar vlerat e FR si dhe té Tg, edhe até
né fillim té studimit, pas 6 dhe 12 muajve pas fillimit té studimit.

Rezultatet: Pér Z=0,72 dhe p>0,05 (p=0,47) vlerat mesatare té FR pas 12 muajve (x=80.08 1U/ml), kané dallime
josinjifikante né krahasim me vlerat e tij gjaté pranimit (x=96,86 mg/ml). Pér Z=0,04 dhe p>0,05(p=0,69) nuk
ka dallime sinjifikante mes vlerave mesatare té Tg pas 12 muajve (x=9,16 g/1) dhe vlerave té triglicerideve gjaté
pranimit (x=9,16 g/l). Né fillim dhe né fund té studimit (p>0,05) ekziston korrelacioni i dobét dhe josinjifikant mes
vlerave té FR dhe Tg, ndérsa né mes té studimit (6 muaj) ka korrelacion shumé té dobét josinjifikant dhe negativ
mes vlerave té FR dhe Tg (p>0,05).

Konkluzionet: Trajtimi i pacientéve me AR me MTX sjell suprimimin e sémundjes dhe inflamacionin. Vlerat e
FR nuk ndryshuan para dhe pas trajtimit, por edhe vlerat e Tg nuk kishin dallime sinjifikante gjaté studimit.
Ekzistonte korrelacion mesatarisht i dobét, negativ dhe josinjifikant né muajin e 6-té pas nisjes té studimit.

Fjalét kyge: Artriti reumatoid, faktori reumatoid, trigliceridet, korrelacion.

Hyrje Edhe disa dekada mé paré éshté e njohur se pérfshirja
e sistemit kardiovaskularé dhe vdekshméria nga SKV
te kéta pacient éshté né njé pérgindje mé té madhe.
Sipas disa studimeve, mortaliteti i rritur tek AR né 30-
50% té rasteve éshté si pasojé e SKV, ndérsa vetém 2% té
sémundjeve cerebrovaskulare. Pérvec késaj, né krahasim
me popullatén e pérgjithshme, pacientét me AR vdesin né
moshé mé té re se bashkémoshataret e tyre.(4,5)

Artriti Reumatoid te njerézit éshté forma mé e shpeshté
e artritit inflamator. Te popullata e pérfshiré shkakton
invaliditet té konsiderueshém dhe mortalitet té dukshém.
Pérpjekjet e komunitetit shkencor jané té koncentruar
né kontrollimin e simptomave, zvogélimin e démtimit
té nyjave, pérmirésimin e funksioneve té tyre, si dhe né
zvogélimin e mortalitetit te kéta pacient. (1,2,3)
Inflamacioni i forté, kronik dhe persistent éshté faktori
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kryesor i riskut né paragitjen e SKV-sé. Faktorét klasiké té
riskut pér paragitjen e AR sic jané: hipertensioni arterial,
diabeti, crregullimet e méparshme kardiovaskulare dhe
rritja e numrit té nyjave té inflamuara té reja, mendohet
se kané lidhje gjithashtu me mortalitetin e rritur
nga SKV. Parametrat e aktivitetit inflamator, si¢ jané
sedimentacioni i eritrociteve (SER), faktori rheumatoid
(FR) dhe proteina C-reaktive (PCR)-ja shénojné rritje té
konsiderueshme tek AR aktiv. (4,5,6,7,8,9,)

Metotreksati (MTX) éshté ilac né grupin e ilaceve gé e
ndryshojné ecuriné e sémundjes (DMARDs) dhe éshté
antagonist i acidit folik né trajtimin e crregullimeve
neoplastike. MTX inhibon sintezén e DNA-sé, RNA-sé dhe
proteinave me lidhjen e tyre né dihidrofolat reduktaza.
Ende né boté MTX éshté ilaci mé i pérdorur né trajtimin
e AR (10).

FR jané antikore té drejtuara kundrejt Fc fragmentit
té IgG, si dhe IgM, IgA, dhe IgE. FR éshté i detektuar te
AR si dhe né shumé sémundje té tjera (TBC, hepatitis,
ciroza, sifilis, silikosis, fibrosa pulmonale etj). Pérdoret
pér diagnostifikim e RA sipas ACR (American College of
Rheumatology) dhe kritereve té EULAR-it prej 2010-tés.
Vetvetiu FR nuk mund té pérdoret pér diagnostifikim
e AR. Rreth 15-20% té pacientéve me AR asnjéheré
nuk jané FR pozitivé dhe 2-10% té shéndoshé jané FR
pozitivé. Pozitiviteti FR nuk e konfirmon vetvetiu AR si
negativiteti FR, qé nuk e pérjashton. Por, vlerat e larta
té FR jané tregues pér pérshkallézimin e AR dhe vlerat e
uléta jané shenjé pér getésimin e sémundjes. Mes vlerave
té larta té FR-it dhe egzacerbimit té AR ka korrelacion
dhe parashikim té pérkeqésuar te AR. (11,12)

QELLIMI

Qéllimii punimit éshté pércjellja e efektit té¢ MTX gjaté
trajtimit té pacientéve me AR né ecuriné e sémundjes, si
dhe né vlerat e FR dhe Tg, si dhe korrelacioni eventual
mes tyre te pacientét me RA aktiv, para dhe pas trajtimit
me MTX né afat kohor prej njé viti.

Materiali dhe metodat

Subjekte né studimin toné ishin 80 pacienté té zbuluar
rishtazi me AR dhe 30 subjekte kontrolli té shéndoshé.
Pacientét me AR u pérzgjodhén nga pacientét né
ambulancén e Klinikés sé Reumatologjisé né Qendrén
Klinike né Shkup. Ata ishin diagnostifikuar sipas
kritereve té reviduara té vitit 1987 té “American College
of Reumatology” (ARA). Subjektet e shéndosha ishin
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zgjedhur nga personeli i klinikés, si dhe nga té aférmit
e pacientéve. Nga studimi jané pérjashtuar pacientét me
giendje qé ndikon né vlerat e lipideve, sic jané: pacientét
me diabetes mellitus, neoplazmat, infektimet akute,
sémundjet e shpretkés, té veshkave dhe té tireoidesé,
sémundjet iskemike té zemrés, insultet cerebrovaskulare,
pacientét qé pérdornin kontraceptivet orale, beta
blokerét, antilipemiantet, shtatzénat, pacientét me
obezitet etj.(11,12,13,14).

MTX éshté imunosupresor dhe nése jepet né dozé mé
e larta, kjo e suprimon produksionin e antikoréve, si
né pérgjigien imunologjike primare, ashtu edhe né até
sekondare. Pas 3-4 javésh té pérdorimit té tij arrihen
rezultate té mira, por edhe efekti “ribaund” pas
ndérprerjes té tij éshté i shpejté. Te pacientét tané éshté
ordinuar njé heré né javé, oral dhe parenteral, né dozé
prej 10-20 mg.

Analizat laboratorike jané béré né Institutin e Biokimisé
Klinike prané Fakultetit té Mjekésisé né Shkup. Gjaku
pér analizé merrej pas njé gjendjeje urie prej minimum
12 orésh te té gjithé pacientét. Pacientéve u ishte caktuar
profili i lipideve, analizat e zakonshme dhe reaktantet
e fazés akute. Faktori rheumatoid éshté pércaktuar me
testin e aglutinacionit dhe éshté paragitur né IU/ml. Tg
jané pércaktuar me metodén kolorimetrike enzimatike
(CHOD-PAP) dhe jané paragitur me mmol/L.

Aktiviteti i sémundjes klinike te pacientét me AR éshté
matur me zgjatjen e ngurtésimit té méngjesit té nyjave,
numrin e nyjave té edematosura, numrin e nyjave té
kapluara, pyetjet e modifikuara pér pérmirésimin e
shéndetit, shkallén analoge vizuale pér dhimbje etj.

Pérpunimi statistikor éshté nxjerré me programin
statistikor STATISTICA 7.1

Rezultatet
Ecuria e sémundjes

Né grafikonin nr. 1 éshté paraqgitur indeksi né pranim
DAS28 (deasese activity score 28/ ecuria e sémundjes)
pas 6 dhe 12 muaj pas pranimit. Pas 6 muajve pér p<0,01
ekzistojné dallime sinjifikante né krahasim me pranimin.
Né relacionin 6/12 muaj dallimet jané sinjifikante
(p<0,001) dhe né relacionin pranim/12 muaj pér p<0,001
gjithashtu ekzistojné dallime sinjifikante.
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Vlerat e testuara té FR dhe Tg

Né tabelén 1 jané paragitur rezultatet e dallimeve té
testuara té vlerave té FR né relacionin FR pranim /6 muaj
/12 muaj te pacientét me AR.

Pér Chi Sqr.=0,06 dhe p>0,05 (p=0,97) nuk kané dallime
sinjifikante mes vlerave té FR né relacionin e mésipérm.
Tabela 1.

Friedman ANOVA'| Chi Sir. N = 72| df = 2| = |06 i = |97

1,99 143,00

FR pranim
Fl? 6 m. 2,02 145,50 90,99 111,86
FR12 m. 1,99 143,50 80,08 95,24

Pér 7=0,72 dhe p>0,05(p=0,47) vlerat mesatare té FR pas
12 muaj (x=80,08 IU/ml.) dallojné né ményré josnjifikante
né krahasim me vlerat e FR gjaté pranimit (x=96,86 mg/1.)
(tabela 3).

Tabela 2.

96,86 127,88

Wilcoxon Matched Pairs Test

~Z  plevel
FR pranim & Rf 12 m. 72 932,50 0,72 0,47

Né tabelén nr. 4 jané paraqgitur dallimet e vlerave té
testuara tek Tg né relacion pranimin 6 dhe 12 muaj pas
pranimit tek pacientét me AR.

Pér Chi sqr=3,87 dhe p>0,05 (p>0,14) nuk ka
dallime sinjifikante né vlerat e Tg né relacionin Tg
pranim/6muaj/12muaj.
Tabela 3.
Friedman ANOVA'I Chi Sclr. iN = 72| df =2)= 2[31 i = |32
T%pranim 1,88 135,00 1,53 0,85
g6 m. 2,10 151,50 1,55 0,54
Tg12 m. 2,02 145,50 1,53 0,55

Pér 7=1,13 dhe p>0,05 (p>0,26) né vlerat mesatare té Tg
pas 12 muaj trajtimi (x=1,53 mmol/l) nuk ka dallime
sinjifikante né krahasim me vlerat e Tg gjaté pranimit
(x=1,53 mmol/I).
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Tabela 4. Tg pranim & Tg 12 m.
Wilcoxon Matched Pairs Test

Tg pranim & Tg 12 m. 72 76200 1,13

Korrelacionet

Rezultatet e korrelacionit mes vlerave té FR dhe Tg duken
si mé poshté:

Né pranim (0 m.) pér r = 0,01 dhe p>0,05 ekziston
korrelacion shumé i dobét, pozitiv dhe josinjifikant mes
vlerave té FR dhe Tg tek pacientet me AR, pérkatésisht
rritja e vlerés té FR pér 11U/ml éshté e pércjellé me rritjen
e vlerave té Tg pér 0,00007 mmol/1. (grafikon 2.)

Grafikoni 2

Soatterplot: Rf O vs. Tg
TgQ=15195 + TIE-4 ~Ri
Caorrelation: r= ,010725p=0,05)

E
o4
an
o
3
. e -
B e YL a -
—--EEF T T4 e
. §-§== e _E
B = B
[
-100 0 D0 200 300 400 500 80D 70D 800
RIO m . 98% confidence |

Pas 6 muajve qé prej fillimit té studimit (pér r = -0,21, dhe
p>0,05) ekziston korrelacioni mesatarisht i dobét, negativ
dhe josinjifikant mes vlerave té FR dhe té Tg, pérkatésisht
rritja e vlerés te FR pér 1 IU/ml éshté e pércjellé me
zvogélimin e vlerave té Tg pér 0,001 mmol/ml. (grafikon
3).

Grafikoni 3
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Pas 12 m prej fillimi té studimit (pér r=-0,16 dhe p>0,05)
ekziston korrelacion i dobét negativ dhe josinjifikant
mes vlerave té FR dhe Tg tek pacientét me AR (Grafikoni
4), pérkatésisht rritja e vlerés té FR pér 11U/ml éshté e
pércjellé me rénien e vlerave té Tg pér 0,0009 mmol/L.

Grafikoni 4

Scatterplot: Rf 12 m. vs. Tg 12 m.
Tg12m. =1,6032 - ,9E-3 * Rf 12 m.
Correlation: r = -,1579(p>0,05)
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Diskutimi

Ekzistojné déshmi se pacientét me sémundje autoimune
reumatologjike, posacérisht me AR, kané risk té rritur né
paragitjen e morbiditetit dhe mortalitetit kardiovaskular
kur krahasohen me popullatén e shéndoshé. Prezenca
e gjendjes inflamatore kronike sistemike te kéta
pacienté, né formé té njé sinovitisi persistent, e ndérpret
integritetin struktural dhe funksional té endoteliumit
té arterieve, duke e pérshpejtuar aterosklerozen. Rol té
konsiderueshém né kété proces kané citokinet specifike
proaterosklerotike, sic jané: tumori necrosis factor-alfa
(TNF alfa), interleukina-1 (IL-1) dhe interleukina-6 (IL-6).
Hulumtimet dhe meta-analizat e fundit na tregojné se
trajtimi me MTX pércillet me reduktim sinjifikant né
ndodhité kardiovaskulare, té dirigjuara nga ateroskleroza,
sic jané infarkti miokardit dhe insulti cerebral né
krahasim me DMARDs-et e tjera. Kjo na sugjeron se MTX
paraget njé efekt mbrojtés specifik kundér inflamacionit
vaskular dhe aterosklerozés né kontekst té sémundjeve
autoimune reumatologjike (15,16,17,18).

Gjithashtu dihet se pérdorimi i MTX né trajtimin e
AR éshté i lidhur ngushté me zvogélimin e dhimbjes,
pastaj e zvogélon kaplimin e nyjave nga sémundja dhe
siguron pérmirésimin e gjendjes si dhe té cilésisé sé
jetés té pacientéve me AR. Kjo na sugjeron se pérdorimi
i MTX jo vetém q@é e redukton inflamacionin, por
gjithashtu e redukton edhe démtimin kolateral, si¢ éshté
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ateroskleroza.

Né studimin toné, pér Chi Sqr.=0,06 dhe p>0,05 (p=0,97)
nuk ka dallime sinjifikante mes vlerave té FR né relacionin
FR pranim/6muaj/12 muaj.

Vlerat e Tg nuk kishin ndryshime sinjifikante, edhe pse
tek pacientét me AR aktiv té pakuruar ka dislipidemi té
shprehur, gé manifestohet me ndryshimin e vlerave té
disa fraksioneve té lipideve.

Ndryshimet e vogla dhe josinjifikante né vlerat e lipideve
té pérgjithshme, gé mund té gjinden né studimet tjera
mund té shpjegohen me até se ndryshimet béhen mes
fraksioneve té ndryshme té lipideve, gjegjésisht me rritjen
ose zvogélimin e ndonjérés prej tyre. (19, 20, 21, 22, 23, 24).

Faktori reumatoid te pacientét tané nuk kishte
korrelacion té réndésishém me vlerat e triglicerideve
gjaté studimit tone njévjecar. Né té vérteté, ekzistonte
njé korrelacion shumé i dobét, pozitiv dhe josinjifikant
mes vlerave té FR dhe Tg te pacientét me AR né fillim té
studimit, si dhe korrelacion mesatarisht i dobét, negativ
dhe josinjifikant mes vlerave té FR dhe vlerave té Tg
te pacientét e njejté me AR né fund te studimit. Gjaté
krahasimit té ndryshimeve tek pacientét, né aspektin
e prezencés sé FR, nuk jané konstatuara ndryshime né
vlerat e Tg, té analizuara ndérmjet pacientéve me FR+
dhe FR. Prania e FR mé tepér ka vleré parashikuese né
ményré gé pacientét me titér té larté té FR kané rrjedhje
mé progresive té sémundjes dhe me manifestime té
dukshme ekstraartikulare.(11,12)

Né anén tjetér, né lidhje me pérdorimin e ilaceve
biologjike, studimet e fundit kané treguar se
Golimumab-i i kombinuar me MTX tregon kahje pér
potencial antiaterogjen, ndérsa Tofacitinib-i tregon efekt
proaterogjenik, i cili trajtohet pastaj me atorovastatin.
Tocilizumab-i ka efekt té miré né ndryshimet e vlerave
té lipoideve, posacérisht kur kombinohet me MTX.
Abatacepti tregon njé trend kah profili anti-aterogjenik
me efekte né kolesterolin HDL dhe né pérpjesétimin e
kolesterolit total dhe HDL-it.(22,23,24,25)

Sipas Saiko O, trajtimi me MTX i normalizon vlerat e
Tg, ndérsa - né anén tjetér - trajtimi me Infliximab (ilac
biologjik) indukon vlera shumé té larta té TG-ve.(21)

Sipas Park YB (1999), tek pacientét qé jané FR pozitiv,
ekziston korrelacion sinjifikant negativ mes FR dhe HDL
(r=-0,41dhe p<0,05), FR dhe Apo A1 (r=-0,42 dhe p<0,05) FR
dhe pozitiv mes FR dhe sedimentacionit té eritrociteve
(r=0,41 dhe p<0,05).(20,26)
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Gjithashtu edhe Van Halm, me bashképunétorét e tij,
ka gjetur te grupi i kontrolleve korrelacion té vogél
sinjifikant mes FR dhe apolipoproteinés Al (p<0,02).(27).

Né hulumtimet né kété lémi nuk ekzistojné shumé té
dhéna pér korrelacionet mes FR dhe TG te pacientét
me AR. Hulumtuesit mé sé shumti jané pérgendruar né
gjetjen e korrelacioneve eventuale mes sedimentacionit
té eritrociteve dhe proteinés C reaktive me lipoproteinet
dhe apolipoproteinat, pér shkak se kéto parametra jané té
ndérlidhurané ményre direkte ose indirekte me pérhapjen
e sémundjeve kardiovaskulare dhe vdekshmériné e rritur
te kéta pacienté me AR (28,29,30,31).

Pérfundimi

Rezultatet tona na tregojné se pérdorimi i terapisé
imunomodulatore, posacérisht trajtimi me MTX tek
pacientét me AR aktiv dhe té ata qé jané té porsazbuluar,
ndikon né ecuriné e sémundjes: e ngadaléson dhe e
getéson inflamacionin, por nuk ka ndikim sinjifikant né
vlerat e FR dhe Tg, nuk ekziston ndonjé korrelacion i
réndésishém mes vlerave té FR dhe Tg.
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EFFECT OF METHOTREXAT ON THE VALUES OF RHEUMATOID FACTOR AND
TRYGLICERIDES AND THEIR CORRELATION IN PATIENTS WITH RHEUMATOID ARTHRITIS

Hysni Ismaili ', Levent Ismaili 2, Meral Rexhepi 3, Qahil Ibrahimi !
IThe State University of Tetovo ,
Trakya Universitesi, Edirne,

3Clinical Hospital Tetovo.

ABSTRACT

Introduction: Patients with inflammatory arthritis like Rheumathoid Arthritis (RA) have increased risk of
cardiovascular diseases (CVDs) compared with the general population. Although exact mechanisms are still
unclear, persistent systemic inflammation in patients with RA may contribute to the development of CVD. During
the last decade, effective suppression of inflammation with disease-modifying antirheumatic drugs (DMARDs) like
Methotrexat (MTX) has improved the disease outcome in patients with inflammatory arthritis.

Aim of study: To investigate the effect of Methotrexat treatment on the inflammation and values of rheumatoid
factor (RF), tryglicerides (Tg) and to find possible correlation between their values during the treatment of patients
with rheumatoid arthritis in timeline of one year.

Material and methods: 80 patients were included newly diagnosed with rheumatoid arthritis, active and untreated
and were treated then with MTX. At all patients were determined values of RF and Tg at the beginning of the
study, after 6 and 12 months after starting of study, before and after treatment of patients.

Results: For Z = 0.72 and p> 0.05 (p = 0.47) the average values RF after 12 months (x = 80.08 IU / ml) have nonsignificant
differences compared with the values of RF during admission (x = 96.86 mg / ml). For Z = 0.04 and p> 0.05 (p =
0.69) did not find significant differences between mean values of total lipids after 12 months (x = 9.16 g / 1) and
Tg values during admission (x = 9.16 g / 1). At the beginning of the study (p> 0.05) very weak and nonsignificant
correlation exists between RF and values of Tg, and in the middle of study (6 months) there is moderate weak and
nonsignificant negative correlation between values of RF and Tg (p>0.05). At the end of study, weak nonsignificant
correlation exists between the values of RF and Tg (p > 0.05).

Conclusions: Treatement of the patients with RA with MTX leads to supression of inflammation and disease.
In patients RF values didnt change during the study (before and after treatment). Trygliceride values were with
nonsignificant differences during the study. There was moderate, negative, weak and nonsignificant correlation at
6 month after beginning of the study.

Key words: rheumatoid arthritis, rheumatoid factor, trygliceride, correlation.
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ABSTRACT

Polymorphisms in the Angiotensin-converting enzyme (ACE) gene have been associated with development of
diabetic nephropathy (DN), a major microvascular complication of the type 2 diabetes mellitus (T2DM). Since the
genetic predisposition plays an important role in development of DN in patients with T2DM, genetic testing might
largely contribute to better assessment of the risk of DN in such patients. The aim of this study is to investigate
the association of the ACE gene 1/D polymorphism with DN in T2DM patients. The study is designed as a case-
control genetic association study. The samples from 88 patients with T2DM were analyzed, including 57 patients
with DN and 31 without DN. The study includes also 26 healthy controls. The demographic, clinical and laboratory
data are analyzed in addition to the genetic profiling of the patients for the ACE gene. Genotyping of the ACE
gene I/D polymorphism resulted in determination of the patient’s genotype: D/D, I/D or I/I. The results revealed a
statistically significant association of genotypes D/D and I/D with the occurrence of nephropathy compared to the
I/1 genotype. In the group of patients with T2DM, the carriers of the D/D or I/D genotypes have 6.46 folds higher
odds and 1.7 folds higher relative risk for developing nephropathy than the carriers of I/ genotype. The results
confirmed the correlation of the genetic polymorphism and the development of the DN in patients with T2DM
indicating its potential predictive use in terms of the clinical follow-up, treatment selection and prognosis of DN.

Keywords: ACE gene; nephropathy; polymorphisms; type 2 diabetes.

INTRODUCTION progression of the nephropathy. These haemodynamic
changes may be associated with disturbances in the
renin-angiotensin-aldosterone system (RAS). However,
since not all T2DM patients with similar clinical and
laboratory status develop DN during diabetes, the genetic
predisposition is considered to be an important risk

factor.

Diabetic nephropathy (DN)is considered the most
serious microvascular complication of type 2 diabetes
mellitus (T2DM) and is the leading cause of chronic
renal insufficiency (1). In general, it is estimated that 20
to 40% of patients with T2DM will develop DN at some
stage (2). Although, the pathogenesis of this complication

is not completely clarified, the scientific data obtained
from various studies indicate that it is multifactorialy
influenced. The haemodynamic and metabolic disorders
and some growth factors are known to contribute to the
development of this disease. The systemic and glomerular
hypertension significantly affects the initiation and

One of the most studied genes involved in the pathogenesis
of DN is the gene encoding for angiotensin-converting
enzyme (ACE) (2). ACE is one of the major enzymes in RAS
that by conversion of angiotensin-1into angiotensin-2 and
inactivation of bradykinin plays an important role in the
regulation of blood pressure and electrolytes as well as in
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the proliferation of the vascular endothelial cells. It has
been shown that ACE activity is much greater in patients
with diabetic nephropathy compared to patients that have
not developed nephropathy. The renal and cardiovascular
complications seen in diabetic nephropathy might be
closely linked to the polymorphisms in the gene encoding
ACE. The ACE gene is located on chromosome 17 in form
of two alleles, D - deletion and I -insertion resulting
in three genotypes: insertion/deletion (I/D), deletion/
deletion (D/D) and insertion/insertion (I/I). It is known that
the enzymatic activity of the ACE is closely related to the
genotype, individuals with the genotype D/D having the
highest, whereas the ones with the genotype I/I having
the lowest ACE enzyme activity, due to the presence of
the allele D leading to high ACE activity (3).

Previous studies have shown that the genotype I/D has a
higher association with diabetic nephropathy, with this
correlation gradually decreasing towards the genotype
D/D and being lowest in patients with the genotype I/I.
Furthermore, it has been concluded that the genotype
D/D is more prevalent compared to the other genotypes.
However, in some studies no significant relation of the
genotypes to diabetic nephropathy has been detected.

Literature data also suggest that the ethnicity may be
connected to the level of the ACE activity, describing that
in the Asian population allele D is associated with diabetic
nephropathy, whereas in the other races this association
has not been recorded (2, 3). I/D polymorphism is more
prominent among Europeans than in Asians, therefore
eliminating the categorization of this polymorphism as a
predisposing factor for diabetic nephropathy in all ethnic
groups (4, 5).

Since the overall data on the relationship between DN and
the genetic variants of the ACE gene is contradictory, the
aim of this study is once again to examine the association
between the polymorphism I/D of the ACE gene in
patients with DN and T2DM and possibly contribute to
the clarification of this relation. If associated, the risk of
diabetic nephropathy might be reduced by preventive and
therapeutic means.

MATERIALS AND METHODS

In this prospective, observational, genetic-associated
study, 88 patients with type 2 diabetes were analyzed,
including a subgroup of 57 patients with DN and 31
patients without DN. For the purpose of the study, the
demographic, clinical, laboratory and genetic results
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were summarized for each patient, group and in total. The
basic criteria for categorization of diabetic nephropathy
were: HbAlc 26.5% and proteinuria >300 mg/24-hour. In
order to determine the frequencies of the genotypes and
alleles of the investigated gene polymorphisms, samples
of healthy blood donors and volunteers were included as
control subjects. The criteria for inclusion as a control
subjects was that they do not have anamnestic, clinical
and laboratory signs of diabetes, kidney diseases or family
history of the above.

For the genetic analysis, samples of up to 3 mL venous
blood with anticoagulant EDTAxNa2 were collected from
patients. Prior to that, each patient signed an informed
consent and the whole study was approved by the Ethics
Committee. DNA was extracted with sodium chloride and
chloroform method and precipitated with ethanol (6).
The determination of polymorphisms in the ACE gene
was with the TagMan probes containing a nucleotide
sequence specific to the amplified region of the gene,
labeled at the 5-end with the FAM or VIC fluorescent
reporter dyes, while at the 3’-end with the non fluorescent
quencher NFQ. The nucleotide sequences of the primers
and the TagMan probe for the ACE gene are according to
Koch et al., 2005 (7). The resulted curves were analyzed
with an integral software of the system, the StepOne
(Applied Biosystems) software, by the method of allelic
discrimination leading to determination of the genotype
of each patient.

The relationship between the demographic, clinical,
laboratory data and the genetic parameters of the patients
was calculated by the Student’s t-test for the values with
normal distribution or with the Mann-Whitney U-test in
cases of deviation from the normal distribution of the
values of the corresponding parameter. The frequencies
of genotypes and alleles were analyzed by Pearson’s Chi-
square test and the Fisher Exact Test, according which
the relative risk ratio, as well as the odds ratio, were
calculated. The calculations for the confidence interval
(ci) were performed at 95%, p < 0.05. The values for p
< 0.05 were considered statistically significant, while
highly significant were those with p < 0.01. Statistical
calculations were performed using software accessories
XLSTAT 2016 and GenAlEx 6.5 installed on Microsoft
Excel 2016.

RESULTS

The basic demographic, clinical and laboratory
parameters for a total of 88 analyzed patients with type
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2 diabetes with and without nephropathy are shown in Chart 1. Frequency of genotypes and alleles of the ACE gene in the
non-DN and DN patients with T2DM. Bars represent the number of

Table 1. atients with appropriate genotype or allele.
Table 1. Demographic. clinical and laboratory data of the %0 71
patients 70
%w |
g 50 45 43
:f 40 34
Male, n (%) 36 (63.16) 12 (38.71) £30 1 1o 20
3 17
Female, n (%) 21(36.84)  19(61.29) g2 :
Age (vears + SD*) 49 £ 8,60 49 £782 101 ma |fl H
Time with T2DM (years=SD) 112442 9426 Cu bbb o 5
Time with DN (years + SD) 2+1.07(?) / Genotype/allele
BMI when di(aﬁgril%sl;‘)d withT2DM <0, 466 28+ 285 0 Without DM mWith DM
History of smoking, n (%) 36 (63.16) 9(29.03)

Family history of T2DM, n (%) 49 (85.96) 18(58.06) The results from the genetic analysis showed a statistically
significant association of genotypes D/D and I/D with
the occurrence of nephropathy in comparison to the
Diastolic artery pressure (mmHg o=, g3 82477 homozygous I/I genotype. The presence of genotypes D/D

=5D) and I/D increases the chances of developing nephropathy
GlYCGmia'avefagg[;))Veekly mmol/L 754,991 685196 by 6.46 folds and the relative risk by 1.7 folds in comparison

to the presence of the genotype I/I in patients with T2DM

Systolic art H
R mmbg 135751001 12821544

HbAlc (mmol/L + SD) 898 +1.93 8.63+1.49 (Table 3)
Triglycerides (mmol/L + SD) 2.66 = 2.39 1.95+0.79 )
Urea (mmol/L + SD) 10.09+799  5.04+1.66 Table 3. Applicabilit% of the polymorphism ACE I/D as a
15835 + potential predictive biomarker for development of DN in
Creatinine (umol/L + SD) %0§3f6_ 76.83 + 13.16 patients with T2DM
Proteinuria, n (%) 57 (100) 4(12.90)
*SD = standard deviation Sensitivity, % 59.65 46.67 7136
Results of the analyzes where the frequencies of the Specificity, % 83.87 66.75 93.25
genotypes and the I/D alleles of the ACE gene compared | paise positive rate (%) | 16.13 394 2831
to the occ.urrence of nephropathy are compared are | pq. negative rate (%) | 40.35 2804 5266
presented in the Table 2 and Chart 1. Prevalence (%) 6477 5179 u7s
Table 2. The comparison of the frequencies of genotypes and Positive Predictive 0.87 0.77 0.98
alleles I/ D of the ACE polymorphisms in patients with T2DM, Value (PPV)
without and with nephropathy. Negative Predictive | 0.53 039 067
Value (NPV)
Genotype n % n % P ”%II{JL (Podsitiv_e 3.70 1.61 8.49
t
1 9 6129 20 3500 IL;‘ (;0 rta o " . -
- \INegative K . .
I/D 7 22.58 3 5.26 0.0002 likelihood ratio)
D/D 5 1615 34 5965 Relative risk, folds 17 122 2.36
Total 31 10000 57 100.00 0dds ratio, folds 6.46 2.09 19.99
Allele * n n
]1) ‘1‘; ‘;i <000001  DISCUSSION
The ACE I/D polymorphism is the most studied and
* number of chromosomes

published gene polymorphism associated with DN in
patients with T2DM (2, 7-10). In a study that included
99 patients with stable renal function and 140 patients
with impaired renal function, the results showed that
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the genotype D/D was significantly more prevalent in
patients with reduced renal function and retinopathy.
The time period in diagnosing diabetic nephropathy, as
well as the period for initiating chronic hemodialysis, was
statistically shorter in patients with genotype D/D. Thus,
the authors concluded that this genotype is a significant
risk factor for the occurrence of DN in patients with
T2DM (11).

In 2012, an extremely extensive study was published by
Wang et al. presenting a meta-analysis of 14,108 patients
with DN and 12,472 controls gathered from 1994 to 2000.
It includes all available studies that have examined
the association of the I/D genotype with diabetic
nephropathy and the prevalence in healthy populations
in different countries and ethnic populations (12). It
concluded that the I/D polymorphism is significantly
related to the development of diabetic nephropathy. This
significant association was especially notable in the Asian
population.

The prevention of diabetic nephropathy involves
meticulous control of the patient’s glycemia and the
use of ACE inhibitors as therapy. The early use of ACE
inhibitors reduces the intraglomerular pressure and
resulting proteinuria, both key components of diabetic
nephropathy. Glycemic and blood pressure control are
important but not sufficient to decrease the incidence
and progression of DN. Use of ACE inhibitors and a new
class of glucose lowering agents, such as sodium - glucose
co-transporter (SGLT) 2 inhibitors and glucagone - like-
peptide (GLP) 1 receptor agonist may exert additional
renoprotective effect and reduce progression of the DN
(13,14).

The results of our study indicate that the ACE I/D
polymorphism is significantly associated with the onset
of nephropathy in patients with T2DM emphasizing the
potential predictive value of the determination of this
polymorphism. Therefore, the determination of the I/D
polymorphism in the ACE gene in patients with T2DM
can help differentiate patients with a higher risk of
developing DN and even predict the therapeutic response
in such, thus subjecting them to a certain hygiene-dietary
regime, frequent controls, and modification of therapy
and/or administration of appropriate kidney-protective
drugs.
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ABSTRACT

Aim To investigate the association between elective caesarean sections and neonatal respiratory morbidity and
the importance of timing of elective caesarean sections

Methods Cohort study with prospectively collected data of all elective Caesarean sections on mothers with a
gestational age of 37+0 weeks and more, that were performed in our Hospital from 1January 2011 to 1 January 2017.
Multiple pregnancies, fetuses with congenital anomalies, intrauterine deaths, and emergency Caesarean sections
were excluded. Primary outcome measures of neonatal respiratory morbidity included transient tachypnea of
newborn, respiratory distress syndrome, persistent pulmonary hypertension of newborn.

Results 4290 infants were delivered by elective caesarean section at 37+0 and then after Compared with newborns
from vaginal delivery, and emergency cesarean section an increased risk of respiratory morbidity was found
for infants delivered by elective caesarean section at 37 +0 weeks’ gestation to 37+6 weeks (odds ratio 4.5 95%
confidence interval 3.3 to 6.3), 38+0 weeks’ gestation to 38+6 weeks (2.7, 1.9 to 3.6 ), and 39+0 weeks' gestation (2.1,
1.6 to 3.0). Also increasing the incidence of admission to the NICU with decreasing gestational age at term birth
below the 39 weeks of gestation

Conclusions: Infants born by elective caesarean delivery at term are at increased risk for developing respiratory
disorders compared with those born by vaginal delivery. A significant reduction in neonatal RDS would be obtained
if elective caesarean delivery were performed after 39 + 0 gestational weeks of pregnancy.

Keywords Elective cesarean section, neonatal respiratory morbidity, neonatal transient tachypnea , Respiratory
distress syndrome, persistent pulmonary hypertension

INTRODUCTION

caesarean section continue to increase in both developed
and developing countries. Rates as high as 50% have been

Infants born before 39 weeks of gestation are at increased ) i i |
reported in some regions of Latin America.4

risk for neonatal adverse respiratory outcomes, and the

risk increases progressively as gestational age at birth
declines.1,2

As compared with infants born vaginally, those born
by cesarean section are at increased risk for adverse
respiratory outcomes, especially when delivery occurs
before the onset of labor.1,2,5-

This increased risk persists even in infants who are
delivered by cesarean section at full term (i.e., at or
beyond 37 completed weeks of gestation).

The rate of cesarean delivery in the United States rose
from 20.7% in 1996 to 31.1% in 2006.6 Deliveries by
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Caesarean section used to be carried out primarily
because of obstetric complications or serious maternal
illness. Lately many other factors, such as reduced risk to
the mother as a result of improved anesthetic procedures
and surgical techniques, elective caesarean section
because of breech presentation, or previous caesarean
section may have contributed to changes in obstetric
practice and patient choice.2,3,4 Thus increased rates
of elective caesarean section without any obvious or
generally accepted medical or obstetric indication have
been reported to contribute further to the increasing rate
of elective caesarean sections.7,8 If no medical indication
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is present evidence based information about risks and
benefits for mothers as well as newhorns becomes all the
more important for adequate counselling.9

Gestational age at the time of elective caesarean section
may also be important for respiratory morbidity in
neonates.10

Neonates delivered by cesarean, particularly without
the onset of labor, have increased risks of transient
tachypnea of the newborn (TTN), respiratory distress
syndrome (RDS) and persistent pulmonary hypertension
of the newborn (PPHN).11 These infants are deprived of
the maturational benefits of labor mediated by changes
in endogenous steroids and catecholamine as well as the
decreased active clearance of fetal lung fluid by amiloride-
sensitive sodium channels (ENaC).11,12

We evaluated the association between elective caesarean
section and neonatal respiratory morbidity in a large
cohort of women with low risk pregnancies. We also
separately analyses the effect of gestational age at the
time of elective caesarean section.

METHODS

Cohort study with prospectively collecting data from
1 January 2011 and 31 December 2016 at University
Obstetric-Gynecologic ~ Hospital “Queen Geraldine”
for 41095 live singletons delivery . We included in our
analyses all live born singletons without congenital
malformations of gestational ages 37 to 40 completed
weeks (24836 pregnancies). A subgroup (23414
pregnancies) was constructed to analyze the outcome
of low risk pregnancies only. We therefore excluded
all pregnancies associated with intrauterine growth
retardation (n 320 ), diabetes (gestational or overt; n=120
) and pre-eclampsia or hypertension (n=982). We defined
intrauterine growth retardation as birth weight less
than 2500 g in infants born after 36 completed weeks of
gestation. Deliveries were categorized as vaginal, elective
caesarean section, emergency caesarean section.

We categorized caesarean sections after start of labor
or rupture of the membranes as emergency caesarean
sections. Labor was defined as regular uterine
contractions with progression of cervical dilation.

We measured gestational age in completed weeks on the
basis of last menstrual period. (LMP ) or ultrasound of
the first -trimester.

We considered information only related to newhorn
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admissions to hospital immediately after delivery.
The following neonatal outcomes adverse respiratory
outcomes (respiratory distress syndrome or transient
tachypnea of the newborn), resuscitation, Apgar score
at 1 and 5 minute ,, admission to the neonatal intensive
care unit (ICU), and day hospital care . The prespecified
primary outcome was a composite that included any of
the above outcomes. The infants were followed up until
discharge from the hospital.

The diagnosis of respiratory distress syndrome required
signsof respiratorydistress (grunting,retraction, cyanosis
), consistent radiologic features, and oxygen therapy with
a fraction of inspired oxygen (FI02) of 0.40 or greater for
at least 24 hours or until death. Transient tachypnea
of the newborn (TTN) was defined by the presence of
tachypnea within hours after birth and typical radiologic
findings, and persistent pulmonary hypertension (PPH )of
the newborn as a serious respiratory morbidity requiring
treatment for three or more days with continuous oxygen
supplementation, nasal continuous positive airway
pressure, or any period of mechanical ventilation.

We repeated analyses after exclusion of newborns with
meconium aspiration syndrome (n=82 ), sepsis; 253), or
pneumonia (; n=45 ) because these conditions may cause
respiratory symptoms unrelated to delayed transition
from fetus to newhorn but are associated with vaginal
delivery.

We carried out bivariate analyses to compare the risk
of respiratory morbidity in babies delivered by elective
caesarean section with the risk after vaginal delivery and
emergency section caesarean within each gestational
week. We present the association between mode of
delivery and respiratory morbidity as odds ratios with
95% confidence intervals. To evaluate effect modification
by gestational age we used stratified analyses. We
used logistic regression analyses to evaluate potential
confounding variables (parity, maternal age,). Adjusted
odds ratios are also presented for respiratory morbidity
but not for serious respiratory morbidity owing to the
small number of observations.

RESULTS

Between January 2011 -December 2016 there were 23414
live singleton births at our hospital. Among them 17497
term newborn or 74.7% delivered vaginally, 4290 (18.3 %)
term newborns delivered by elective caesarean section,
and 1627 (6.9% ) delivered by emergency cesarean section.
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The number of infants with  respiratory morbidity (
RDS , TTN, PPH ) associated with elective caesarean
delivery or vaginal delivery between the weeks at term

0000000000000

respectively, 180 and 19 /1000 deliveries, and 47 and
10/ 1000 deliveries. In comparison with vaginal births,
infants delivered by elective caesarean section showed

is shown in Fig. 1. a significant progressive reduction in the incidence of
neonatal Respiratory morbidity from week 37 + 0 to week

37+6 and thereafter.

.espiratory Morbidity per Thousand

Link between gestacional ages and Transient tachypnea
of the newborn

Tab.1. Odds ratio of TTN of babies delivered from 2011-
2016, after ECS ,vaginal delivery and emergency sectio
cesarean according to Completed Week of Gestation at
Delivery.

I Elective cesarean sectior

B Vaginal delivery

370+6

380+6 39046

weeks of gestacion

Fig 1 .Incidence of respiratory morbidity per thousand live births
shown by each week of gestation and mode of delivery. The number
of infants with RM following elective caesarean delivery diminishes
significantly with each Weeﬁ of gestation up to week

The incidence of respiratory morbidity (RDS,
TIN and PPH) after elective caesarean
delivery at term and after vaginal delivery was,

400+6

The trends toward the increasing the incidence TTN
with decreasing gestational age at term birth below the
39 weeks of gestation remained significant in analyses
adjusted for potential confounders; the adjusted odds
ratios 4.3 for ECS and 2.3 for vaginal delivery for 37 weeks
of gestation, and for 38 weeks of gestation is respectively
2.4 for ESC and 1.9 for emergency section cesarean.

Tab 1.0dds Ratio of TTN According to Completed Week of Gestation at Delivery and way of birth -Odds Ratio from the Binary Logistic

Regression
Gestacional age T <0.001(3) <0.001(3)
Vaginal delive 37.0-37.06 weeks 2.6 1.7-4.0 <0.001 2.8 1.8-4.2 <0.001
g Ty 38.0-38. 06 weeks 39.0-39. 14 0.9-2.3 0.127 1.5 09-24 0.097
06 weeks 1.0 0.7-1.5 0.822 11 0.7-1.5 0.797
40.0-40. 06 weeks 1.0 - - 1.0 - -
Gestacional age T 0.090 (3) 0.093 (3)
Emergency SC 37.0-37. 06 weeks 38.0-38. 1.2 0.3-54 0.828 13 0.3-6.1 0.735
gency 06 weeks 18 07-48 0.254 19 0.7-5.2 0214
39.0-39. 06 weeks 40.0-40. 0.4 0.2-1.1 0.081 04 0.2-1.2 0.113
06 weeks 1.0 - - 1.0 - -
Gestacional age <0.001(3) <0.001(3)
Elective SC 37.0-37. 06 weeks 43 2.0-9.2 <0.001 43 2.0-9.3 <0.001
38.0-38. 06 weeks 24 1.1-5.0 0.022 24 1.1-5.0 0.022
39.0-39. 06 weeks 14 0.7-29 0.394 14 0.7-29 0.384
40.0-40. 06 weeks 1.0 - - 1.0 - -
§ Odds Ratio of transient tachypnea of the newborn ( TTN) According to Completed Week of Gestation at Delivery - Binary logistic
regression.

* confidence interval 95% (95% CI) for OR

T P value statistically significant from binary logistic regression and degrees of freedom (in parentheses).
1 Model 1 unadjusted for any of factors

9 Model 2: adjusted for mother age.

Tab2 Odds Ratio of Respiratory Distress Sindrom( RDS) after vaginal delivery ,emergency s.c. and E.C.S. according to
Completed Week of Gestation at Delivery for 2011-2016.

The trends toward the increasing the incidence of respiratory distress with decreasing gestational age at term birth
for 37 weeks of gestation at E.C.S remained significant in analyses adjusted for potential confounders; the adjusted
odds ratios 39.8 at 37 weeks of gestation and 1.3 to 12.1 at 38 weeks of gestation, as compared with 1.0 at 40 weeks of
gestation . (Model 2)

Revisté mjekésore - MEDICUS | 240

IS ISP



ANy

Original scientific paper I

Tab 2. Odds Ratio of Respiratory Distres According to Completed Week of Gestation at delivery and way of birth -Odds Ratio from the
Binary Logistic Regression

Gestacional age 0.019(3) 0.017 (3)
37.0-37.06 week
Vaginal delivery 38.0-38. 06 week 15 0.8-2.7 0.197 15 0.8-2.8 0.176
39.0-39. 06 week 2.1 1.3-3.5 0.003 2.2 1.3-36 0.003
40.0-40. 06 week 11 0.7-17 0.599 11 0.7-17 0.588
1.0 - - 1.0 - -
Gestational age t
37.0-37. 06 week
Emergency sectio 38.0-38 .06 week NA - - NA
cesarea 39.0-39. 06 week NA - - NA
40.0-40. 06 week NA - - NA
1.0 - - 1.0
Gestacional age T <0.001(3) <0.001(3)
Elective Secio 37.0-37. 06 week 394 5.4-286.7 <0.001 39.8 5.4-289.9 <0.001
cesarea 38.0-38. 06 week 121 1.7-88.1 0.014 121 1.6-88.2 0.014
39.0-39. 06 week 24 0.3-18.5 0.414 24 0.3-18.6 0411
40.0-40. 06 week 1.0 - - 1.0 - -

§ Odds Ratio of respiratory distress syndrome (RDS ) for each week of gestacional age at delivery - According to Completed Week of
Gestation at Delivery - Binary logistic regression.

* confidence interval 95% (95% CI) for OR

T P value statistically significant from binary logistic regression and degrees of freedom (in parentheses).

1 Model 1 unadjusted for any of factors

9 Model 2: adjusted for mother age.

Tab 3. Odds ratios (95% confidence intervals) of neonatal respiratory morbidity after vaginal delivery ,emergency s.c.
and E.C.S. according to Completed Week of Gestation at Delivery for 2011-2016.

Compared with infants delivered by women intended to have a vaginal delivery, those delivered by elective caesarean
section had an increased risk of respiratory morbidity at any gestational age before 40 weeks. A nearly fourfold
increased risk was found at 37 weeks’ gestation (odds ratio 4.5, 95% confidence interval 3.3 to 6.3) and a threefold
increase in risk at 38 weeks’ gestation (2.7, 1.9 to 3.6), whereas the risk was doubled in infants delivered at 39 weeks’
gestation (2.1, 1.6 to 3.0;)

Tab 3.0dds Ratio of Respiratory Morbidity According to Completed Week of Gestation at Delivery and way of birth -Odds Ratio from
the Binary Logistic Regression

{ GESTACIONAL AGE { NrDelivery | Nr%ofinfant |  Oddsratio§ | 95%Cl * Value of P(3)
i Type of delivery
37 0+6 week
E.S.C. 525 97 (18) 45 33t06.3 p<0.0001
Vaginal delivery 1559 74(4.7) Reference
38 0+6 week
E.S.C. 1603 126(7.8) 27 19 to 3.6 p<0.0001
Vaginal delivery 1869 58(3.2) Reference
39 0+6 week
E.S.C. 1750 60(3.4) 21 16103.0 p<0.001
Vaginal delivery 7115 114(1.6) Reference
40 0+6 week
E.S.C. m 8(1.9) 12 061026 P =0.50
Vagilnaldelivery L 6954 | 106 (1.5)1 o Refergnce ) o . B )
Odds Ratio of Neonatal Respiratory Morbidity Toreach week of gestacional age at delivery = Binary logistic regiesion:

* confidence interval 95% (95% CI) for OR
1 P value statistically significant from binary logistic regression and degrees of freedom (in parentheses).
9 Modeli 2: adjusted for mother age.

Tab 4. Odds Ratio of Admission to the NICU after vaginal delivery ,emergency S.C. and E.S.C. According to Completed
Week of Gestation at Delivery for 2011-2016 .
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The trends toward the increasing the incidence of
admission to the NICU with decreasing gestational age
at term birth below the 39 weeks of gestation remained
significant in analyses adjusted for potential confounders;

0000000000000

the adjusted odds ratios 16.2 for ECS and 9 for Emergency
cesarean section for 37 weeks of gestation, and for 38
weeks of gestation is respectively 5.3 for ESC ,1.6 for
vaginal delivery. (Model 2 ).

Tab 4. Odds Ratio of Admission to the NICU According to Completed Week of Gestation at Delivery and way of birth -Odds Ratio from

the Binary Logistic Regression

Gestational age T <0.001(3) <.001(3)
37.0-37.06 week
Vaginal delivery 38.0-38. .06 week 2.0 14-3.0 <0.001 2.0 14-3.0 <0.001
39.0-39. .06 week 16 1124 0.018 16 1124 0.022
40.0-40. .06 week 11 0.8-14 0.760 1.1 0.8-14 0.768
1.0 - - 1.0 - -
Gestational age t 0.002 (3) 0.002 (3)
37.0-37..06 week
Emergency secio | 38.0-38..06 week 39.0-39. 75 24-238 0.001 9.0 2.7-30.3 <0.001
cesarea .06 week 40.0-40. .06 week 0.6 0.1-4.9 0.619 0.7 0.1-5.6 0.700
17 0.6-4.5 0.296 19 0.7-5.3 0.212
1.0 - - 1.0 - -
Gestational age T <0.001 (3) <0.001(3)
370-37. 06 week
Elective secio 38.0-38.06 week 16.2 5.8-44.6 <0.001 16.2 5.9-44.8 <0.001
cesarea 39.0-39.06 week 5.3 1.9-14.6 0.001 5.3 19-14.7 0.001
40.0-40.06 week 17 0.6-49 0.315 17 0.6-49 0.313
1.0 - - 1.0 - -

§ Odds Ratio of Admission to NICU for each week of gestacional age at delivery - Binary logistic regresion.

* confidence interval 95% (95% CI) for OR

T P value statistically significant from binary logistic regression and degrees of freedom (in parentheses).

1 Model 1 unadjusted for any of factors
9 Model 2: adjusted for mother age.
NA - Modeli Not Applied due to very few cases of interest

No mortality was recorded among either vaginally or caesarean delivered neonates.

DISCUSSION

Respiratory morbidity following cesarean delivery is well
recognized. In a cohort prospectively study by Hansen al
,the incidence of the respiratory morbidity (RDS , TTN,
PPH ) was approximately 10 % at 37 weeks of gestation age
and in our study was at the rate of 18% . At the 40 weeks
of gestation age the incidence rate was 1.5 % no longer
significant and is related to vaginal delivery 13. The same
is true in our study where the incidence of respiratory
morbidity in the 40th week is 1.9% close to of vaginal
births of 1.5%.

The study by Hansen and colleagues evaluated a cohort
of 34,458 pregnancies and found that neonates delivered
by elective caesarean section at 37 to 39 weeks gestation
have a two to four times increased risk of respiratory
morbidity compared with neonates delivered by intended
vaginal delivery (37 weeks: odds ratio 3.9, 95% CI 2.5 to
6.5; 38 weeks: odds ratio 3.0, 95% CI 2.1 to 4.3; 39 weeks:
odds ratio 1.9, 95% CI 1.2 to 3.0). Of more concern is that
the risk of serious respiratory morbidity (oxygen therapy
for more than two days, nasal continuous positive airway
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pressure or need for mechanical ventilation) was even
higher, particularly at earlier gestations (37 weeks: odds
ratio 5.0, 95% CI 1.6 to 16; 38 weeks: odds ratio 4.2, 95% CI
1.6 to 11; 39 weeks: odds ratio 2.4, 95% CI 0.5 to 12).10

Also in our study like the risk of respiratory morbidity
have increased compared with neonates delivered by
vaginal delivery (37 weeks: odds ratio 4.3, 95% CI 3.3 t0 6.3;
38 weeks: odds ratio 2.7, 95% CI 1.9 to 3.6 ; 39 weeks: odds
ratio 2.1, 95% CI 1.6 to 3.0).

The risk of respiratory morbidity in early term infants
(37 to 39 weeks) was confirmed by Tita and colleagues in
an early 2009 study evaluating a cohort of 13,258 women
who underwent an ECD 23 They noted that incidence
of respiratory distress syndrome (RDS) was between 0.8
to 3.7% and significantly higher at the extremes of term
gestation following elective repeat cesarean delivery.
Similarly, the incidence of transient tachypnea of the
newborn was 2.5% to 6.2% and also higher at the extremes
of gestation, also the risk of admission to the neonatal
ICU was from 2.3 to 1.5 at 38 weeks of gestational age.14
In our study risk of admission at NICU have increased
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in ECD in 37 weeks for approximately and at 38 weeks
of gestational age the risk of admission at NICU have
increased by 5.3. The authors suggested that iatrogenic
respiratory morbidity could be reduced by performing
ERCD after 39 weeks gestation.

V Zanardo and Co Neonatal respiratory morbidity risk
(odds ratio, OR), including RDS and TTN, was significantly
higher in the infant group delivered by elective caesarean
delivery compared with vaginal delivery (OR 2.6; 95% CI:
1.35-5.9; p < 0.01). While TTN risk in caesarean delivery
was not increased (OR 1.19; 95% CI: 0.58-2.4; p > 0.05), the
RDS risk was significantly increased (OR 5.85; 95% CI:
2.27-32.4; p < 0.01). This RDS risk is greatly increased in
weeks 37 + 0 to 38 + 6 (OR 12.9; 95% CI: 3.57-35.53; p <
0.01). After 39 + 0 wk, there was no significant difference
in RDS risk.15

While our study revealed an increase in the incidence
of Respiratory Morbidity for both RDS and TTN at ECD
compared to vaginal births.

Conclusion

The risk of neonatal respiratory morbidity after elective
caesarean section in singletons born at University
Obstetric Gynecologic Hospital “Queen Geraldin
between 1 January 2011 and 31 December 2016 was twice
to four times that after intended vaginal delivery within
each gestational week from 37 to 39 weeks. When the risk
of respiratory morbidity after elective caesarean section
in each gestational week was compared with the risk
after intended vaginal delivery at 40 weeks’ gestation,
the relative risk decreased from seven times higher at
37 weeks to three times higher at 38 weeks, whereas
the relative risk at 40 weeks was no longer statistically

significant.

The careful planning of elective caesarean deliveries
after week 39+ 0 could mean substantial cost
savings and avoid the need to separate babies
from their parents, which causes considerable
anxiety to the family.

Although mortality from respiratory disease in ourinfants
was zero, the affected babies suffered painful procedures
with the related risks of complications and additional
morbidity, negative effects on their physiological and
biochemical responses to birth.

These early deliveries are associated with a preventable
increase in neonatal morbidity and admissions to the

Original scientific paper I

neonatal ICU, which carry a high economic cost. These
findings support recommendations to delay elective
delivery until 39 weeks of gestation and should be helpful
in counseling.14
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ABSTRAKT

HYRJE: Termi“Depresioni postpartal” éshté njé pérmbledhje e disa crregullimeve té gjendjes shpirtérore qé
shoqérojné périudhén postnatale. Me rendesi éshté té béhet dallimi midis kétyre ¢rregullimeve, pasi gé menaxhimi
me to éshté i ndryshém. Kéto ¢regullime té afektit, gershetohen njéra me tjetrén sa i pérket simptomatologjisé,
mirépo ato kané edhe vecori unike diferencuese. Ekzistojné tri forma mé té shpeshta té ¢rregullimeve afektive
postpartale: mérzia maternale (baby blues), depresioni postnatal (postpartal) dhe psikoza puerperale (postpartale
ose postnatale). Cdonjéra ndryshon pér nga prevalenca, prezantimi klinik dhe menaxhimi. Suksesi i trajtimit
té DPP do té rritet atéheré kur aktivitetet pér rritje té vetédijes dhe informimi i mjekéve dhe pacientéve té jete
ne nivel te duhur. Arma mé e fugishme do té ishte ulja e pérgindjes sé larté té nén diagnostikimit dhe rritja e
pérgindjes sé grave qé kérkojné ndihmé mjekésore.

QELLIMI: Studimi ka pér géllim té percaktojé pergindjen e paragqitjes sé depresionit postpartal te multiparat.

MATERIALI DHE METODA: Studimi éshté prospektiv, i realizuar né departamentin pér obstetri-gjinekologji prané
Spitalit Klinik ne Tetové, i realizuar né periudhén janar 2018 - néntoré 2018, né kuadér té sé cilit jané analizuar
323 raste shtatzénie, té cilat kané lindur tre e mé tepér fémijé nga gjithésejt 1326 lindje.

REZULTATET: Nga gjithésejt 1326 lindje té realizuara né departamentin pér obstetri dhe gjinekologji, pér analizé
jané trajtuar 323 gra shtatzéna multipara (24,35 %) gé kané patur tre e mé tepér lindje. Nga 323 rastet 260 prej tyre
kané lindur fémijé té 3'té, né 50 raste kané lindur fémijé té 4’té, né 9 raste kané lindur fémijé té 5'té, né 2 raste
kané lindur fémijé té 6'té, né 2 raste kané lindur fémijé té 7'té. Nga kéto lindje té shumeéfishta té realizuara nrenda
periudhés njé viecare né departamentin pér obstetri-gjinekologji prané Spitalit Klinik Tetové, te 15 raste ose (4,64
%) pas lindjes éshté diagnostikuar depresioni postpartal.

PERFUNDIMI: Nga rezultatet e fituara mund té konkludojmé qé depresioni postpartal éshté prezent né pérqgindje
té konsiderueshme respektivisht 1,13 % nga numri i pérgjithshém i lindjeve né rajonin e Tetovés. Gjithashtu
pérgindja e lindjeve té shuméfishta éshté akoma njé pérgindje serioze, gé paraget edhe njé nga shkaget kryesore
té neurozés postpartale.

DISKUTIMI: Depresioni postpartal né boté paragitet tek 10 - 15% té grave, derisa 0.1-0.2% e grave pérjetojné
formén mé té rende, até té psikozés puerperale. Né studimin toné paragitja e depresionit né vlera 1,13 % tregon
poashtu njé pérgindje serioze, mirépo ngelet pér tu diskutuar pérqindja e pacienteve té pa diagnostifikuara.

Fjalé kyc: depresioni pospartal, lindja e shuméfishté

HYRJE afektive postpartale: mérzia maternale (baby blues),
depresioni postnatal (postpartal) dhe psikoza puerperale
(postpartale ose postnatale), ku cdonjéra ndryshon pér
nga prevalenca, prezantimi klinik dhe menaxhimi[2].
Gjaté périudhés postpartale 85% e grave pérjetojné ndonjé
lloj crregullimi té afektit. Depresioni postpartal pargitet
te 10 - 15% té grave, derisa 0.1-0.2% e grave pérjetojné
formén mé té rende, até té psikozés puerperale[3].
DPP aktualisht pércaktohet né pérputhje me kriteret e
Ekzistojné tri forma mé té shpeshta té ¢rregullimeve Manualit Diagnostik dhe Statistikoré té crregullimeve

Termi“Depresioni postpartal”(DPP) éshté nje pérmbledhje
e disa crregullimeve té gjendjes shpirtérore qé shogérojné
périudhén postnatale. Eshté me rendesi té béhet dallimi
midis kétyre crregullimeve, pasi gé¢ menaxhimi i tyre
ndryshon. Kéto cregullime té afektit, gershetohen njéra
me tjetrén sa i pérket simptomatologjisé, mirépo ato kané
edhe vecori unike diferencuese[1].
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mentale (DSM-IV) pér crregullime madhore depresive, ku
sé paku katér nga simptomat vijuese pérjetohen gati se
cdo dité pér té paktén dy javé: insomnia, hypersomnia,
agjitimi psiko motor ose retardimi, lodhja, ndryshime
né oreks, ndjenja té pavlefshmérisé, ndjenja e fajit,
pérgendrim i zvogéluar dhe mendime suicide. Pacienti
po ashtu duhet té keté ndjenja depressive né/ose humbje
té interesit ose kénagésisé né aktivitetet e pérditshme,
qé kané filluar brenda katér javésh gé nga lindja [4]
DPP zakonisht fillon 1 - 12 muaj pas lindjes. Mekanizmi
i vérteté i depresionit postpartal nuk éshté i njohur
plotésisht. Shumica e shkenctaréve besojné qé DPP
éshté njé kompleks bio-psiko-social. Aspektit hiologjik i
sémundjes, bazohet ne ndryshimin e nivelit té hormoneve
estrogjenit dhe progesteronit gjaté shtatzanisé dhe rrénia
e nivelit té kétyre hormoneve pas lindjes té luaj rol kyc.
Aspekti psikologjik merr parasysh vetébesimin e ulur,
pesimizmin si vecori e personalitetit, strategjité e dobéta
pér menaxhimin e stresit, si dhe reagimet e ndryshme
emocionale.Aspekti social asocohet me kushtet
ekzistenciale té gruas shtatzané, mbéshtetjen e partnerit
si dhe nivelin edukativ.

Menaxhimi i DPP-se duhet té jeté i individualizuar pér
cdo pacient. Trajtimi né té shumtén e rasteve arrihet
né ményré ambulatore, mirépo nése rrezikohe jeta e
nénés ose e foshnjés atéheré nevojitet hospitalizimi.
Baza e menaxhimit ambulator pérfshin psikoterapine
dhe farmakoterapine, deri sa rastet e rénda psikotike
kérkojné pérfshirjen e barnave antikonvulziv. Trajtimet
alternative si fototerapia, akupunktura, ushtrimet dhe
masazha po ashtu duhet té merren né konsideraté.
Té dhénat sa i pérket pérdorimit té antidepresantéve
triciklik (ATC), fluoxetine, sertraline dhe paroxetine gjaté
gjidhénies jané inkurajuese dhe niveli i antidepresantéve
né serumin e foshnjés jané shumé té ulta ose té pa
detektueshme.Graté qé trajtohen me acid valproik ose
karbamazepine duhet ti shmangen gjidhénies, pér shkak
té hepatoksicitetit tek foshnjat.[5] Suksesi i trajtimit té
DPP-se do té rritet atéheré kur aktivitetet pér rritje té
vetédijes dhe informini i mjekéve dhe pacientéve té jete
ne nivel te duhur. Arma mé e fugishme do té ishte ulja
e pérgindjes sé larté té nén diagnostifikimit dhe rritja
e pérgindjes sé grave qé kérkojné ndihmé mjekésore.
Llogaritet gé 50% e rasteve me DPP kalojné pa u
diagnostifikuar.Mé sé shumti diagnostikimi béhet nga
mjeku i praktikés primare (41,3%), pastaj nga gjinekologu/
obstetri (30.7%), si dhe nga ndonjé ekspert i shéndetit
mental (13.0%).[6].Eshté imperative qé¢ mjeku i praktikés
primare té familjarizohet me simptomat, faktorét e
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rrezikut si dhe metodat e skrinimit. Njéra ndér metodat
mé té suksesshme té skrinimit pér DPP éshté pyetésori
i Edinburg-ut, Edinburgh Postpartum Depression Scale
(EPDS), ku njé rezultat >9 identifikon 90% té nénave me
DPP.[7] Crregullimet psikiatrike pas lindjes paragesin njé
pergindje té konsiderueshme shéndetésore né komunitet
pér shkak té prevalencés sé tyre dhe ndikimit té tyre né
marrédhéniet prind-fémijé dhe tek cifti bashkéshortor

(1].

QELLIMI

Studimi ka pér géllim té pércaktojé pergindjen e
paragitjes se depresionit postpartal te multiparat né
rajonin e Tetovés.

MATERIALI DHE METODA

Studimi éshté prospektiv i realizuar, né departamentin
pér obstetri-gjinekologji prané Spitalit Klinik ne Tetové,
i realizuar né periudhén janar 2018 - néntoré 2018.
Jané analizuar 323 raste té grave shtatzéna té cilat kané
lindur tre e mé tepér fémijé nga gjithésejt 1326 lindje.
Té dhénat jané marré nga kartelat e lindjes dhe nga te
dhénat kthesé té marra nga mjekét amé té pacientéve
té cilét kané kérkuar ndihmén e tyre.dhe mé pastaj kané
vazhduar kontrollet tek psikologu ose neurologu. Jane
marre ne pyetje multiparat per paraqitje te ndryshimeve
psiqike ne periudhen postpartale.

REZULTATET

Nga gjithésejt 1326 lindje té realizuara né departamentin
pér obsterti dhe gjinekologji jané analizuar 323 gra
shtatzéna ose (24,35 %) qé kané patur lindje té shuméfishta
respektivisht tre ose mé tepér lindje, ( Tabela 1.grafikoni
1).Nga 323 rastet me lindje té shuméfishté, né 260 raste
kané lindur fémijé té 3-té, né 50 raste kané lindur fémijé
té 4-té, né 9 raste kané lindur fémijé té 5'té, né 2 raste
kané lindur fémijé té 6'té, né 2 raste kané lindur fémijé
té 7'té, (Shih. grafikoni 2). Nga 323 lindje té shuméfishta té
realizuara né periudhé 10 mujore né departamentin pér
obstetri- gjinekologji prané Spitalit Klinik Tetové né 15
ose (4,64 %) raste kemi paragitje té neurozes postpartale
( grafikoni 3).Nga 1326 lindje té pérgjithshme rezulton qé
15 ose (1,13 %) raste jané té diagnostikuara me neurozé
postpartale, (Shih. grafikoni 4). Sipas vendbanimit nga 15
raste me neurozé pospartale rezulton qé 9 gra ose (60%)
jetonin né fshat dhe 6 gra ose (40 %) jetonin né qytet, (
Tabela 2. grafikoni 5).
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Tabela 1.
Gjithésejt 1326 lindje
Me lindje té shuméfishté 323(24,35%)
Me paragqitje té neurozés 0
postpartale 15 (1,13%)
Tabela 2.
Fshat 9 (60%)
Qytet 6 (40 %)
Gjithésejt paciente me 0
neurozé postpartale 15 (100 %)

Tabela 2. Ndarja sipas vendbanimit fshat/qytet e nénave te
diagnostifikuara me neurozé postpartale ..

Nga gjithésejt 1326 lindje té realizuara né departamentin
pér obsterti dhe gjinekologji prané Spitalit Klinik Tetové
jané analizuar 323 ose (24,35 %) shtatzéna qé kané patur
lindje té shuméfishta, grafikoni 1.

1326 Nga 1326 lindje,jane analizuar shtatzena me lindje te
1400 i
1300 shumefishta
1000
800
600 323
;83 l m gjithesejt lindje
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Grafikon 1.Ndarje sipas numrit té lindjeve pér periudhé 10 mujore.
Nga té analizuar 323 ose (24,35 %) shtatzéna qé kané patur
lindje té shuméfishta, nga ato né 260 raste kané lindur
fémijé té 3-té, né 50 raste kané lindur fémijé té 4-té, né
9 raste kané lindur fémijé té5-té, né 2 raste kané lindur
fémijé té 6-té ,né2 raste kané lindur fémijé té7'té, grafikon
2.

Ndarja sipas numrit te lindjeve, nga 323 ge kane lindur 3=< femije
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Grafikon 2. Ndarje e sipas lindjeve té shumefishta.

Nga 323 lindje té shuméfishta té realizuara né periudhé
10 mujore né departamentin pér obstetri- gjinekologji
prané Spitalit Klinik Tetové né 15 ose (4,64 %) raste kemi
paragitje té depresionit postpartal grafikon 3 .
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Grafikoni 4. Paraqitja grafike sipas pérgindjes sé sémundjes né
raport me numrin total té lindj
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Grafikon 5. Paraitje grafike e pacientet té cilat u diagnostikuan me
neurozé postpartale sipas vendbanimit fshat/qytet.

PERFUNDIMI
Nga rezultatet e mara mund té konkludojmé qé:

1. Neuroza postpartale éshté prezente né pérqindje té kon-
siderueshém respektivishté 1,13 % nga numri i pérgjith-
shém i lindjeve né rajonin e Tetovés.

2. Gjithashtu pérgindja e lindjeve té shuméfishta éshté
akoma njé pérqindje serioze, qé paraget edhe njé nga
shkaget kryesore té neurozés postpartale.

3. Raporti i vendbanimit fshat/qytet ne raport 60:40 tregon
qé jeta patriarkale né fshat akoma ngelet njé faktor i ra-
porteve jo té shéndosha né raportet burré/grua.

4. Mosha mesatare 26,4 vjec poashtu tregon qé kéta shatéze-
na si pasojé e lindjeve té shumta kané pérjetuar njé
rrénie serioze té shéndetit té tyre té pérgjithshme dhe
né nji faré forme e kané thelluar gjendjen e tyre psigike..
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DISKUTIMI

Depresioni postpartal né boté pérfshiné 10 - 15% té
grave, derisa 0.1-0.2% e grave pérjetojné formén mé
té rende, até té psikozés puerperale. Né studimin toné
paragitja e depresionit né vlera 1,13 % nga te gjithe lindjet
per periudhen njevjecare tregon poashtu njé pérgindje
serioze. Vlen pér tu diskutuar se vallé a paragiten té
gjithé graté me nevojé pér konsultime tek mjeku i tyre
amé ose mjeké té profileve pérkatése.Né boté llogaritet
qé diku 50% e rasteve me DPP kalojné pa u diagnostikuar.
Tek ne ngelet per tu diskutar pergindja e grave te pa
diagnostikuaraPa diskutim gé lindjet e shumta ndikojné
né paragitjen direkte té neurosés postpartale, pastaj
kushtet ekonomike e bejné akoma mé té véshtiré
giendjen e grave té cilat realizojné mé shumé lindje
Menaxhimii DPP duhet té jeté i individualizuar pér cdo
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pacient. Trajtimi né té shumtén e rasteve arrihet né
ményré ambulatore, mirépo nése rrezikohet jeta e nénés
ose e foshnjés, atéheré nevojitet hospitalizimi.Ngelet
qé shogatat jogeveritare asociacionet e ndryshme té
stimulojné ndérgjegjésimin e nénave té reja né lidhje me
planifikimin familjar té tyre.
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ABSTRACT

INTRODUCTION:The term “Depression Postpartal” is like an umbrella, which summarizes some of the mood
disorders associated with postnatal periods. It is vital to distinguish between these disorders, as their management
varies. These affective disorders overlap each other with regard to simpatomathology, but they also have a
unique differentiating feature. There are three most common forms of postpartum affective disorders: baby
blues, postnatal depression (postpartal) and puerperal psychiatry (postpartum or postnatal), each ranging from
prevalence, clinical presentation, and management. The DPP treatment success will increases when awareness-
raising campaigns and informing doctors and patients overcome the social stigma. The most powerful weapon
would be to lower the high percentage of under diagnosis and increase the percentage of women seeking medical
help. PURPOSE: The paper aims to determine the ratio of multiple births and postpartum depression. MATERIAL
AND METHODS: The work is prospective, realized in the Department of Obstetrics and Gynecology at the Clinical
Hospital Tetovo, conducted in January 2018 - November 2018, were analyzed 323 pregnant women who were born
three or more children out of all 1326 births, out of which 15 women had postpartum neurosis, with an average
age of 26.4 years. RESULTS: Out of all 1326 births realized in the department for obstetrics and gynecology are
323 or 24.35% of pregnant women have had multiple births, respectively, three or more births. Out of the 323
cases in 260 cases were born 3 children, in 50 cases were born 4 children, in 9 cases children were born at 5, in
2 cases were born 6 children, in 2 cases 7 children were born, of these multiple births realized in one year in
the obstet’s department gynecology at the Clinical Tetovo Hospital in 15 or (1,13%) postnatal cases are diagnosed
with postpartum neurosis. CONCLUSION:From the results obtained we can conclude that postpartal neurosis is
present in significant percentage respectively 1,13 % of the total number of births in the Tetovo region. Also, the
percentage of multiple births is still a serious percentage, which is also one of the main causes of postpartum
neurosis. DISCUSSION: Postpartum depression affects 10-15% of women, while 0.1-0.2% of women experience
the worst form of puerperal psychiatry, and in our study the emergence of neuroses at 1.13% indicates a serious
percentage,

Key words: multiple births, postpartal
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ABSTRAKT

Hyrje: Artriti urik éshté sémundje qé shkaktohet nga ¢rregullimi i metabolizmit té acidit urik né organizém,
depozitimit té kristaleve té tij né inde dhe shfagjen e episodeve inflamatore né artikulacione. Incidenca e gihtit né
popullaté éshté rreth 0,20-0,35 né 1000 banor, kurse prevalenca 1,6-13,6 né 1000 banor. Diagnoza e hershme dhe

mjekimi bashkékohor dhe adekuat japin mundési gé té ndikojmé né ecuriné natyrore té gishtit.

Qéllimi: Qéllimi

i kétij punimi géndron né diagnozén e hershme dhe trajtimin bashkékohor té sémuréve me artrit urik. Materiali
dhe metoda: Né studim jané pérfshiré 15 té sémuré me artrit urik, gé jané trajtuar né Ordinancén e mjeksisé
familjare 8» Dr Bekim», né periudhén 2017 - 2010. Rezultatet: Né grupin toné 13 ose 86,6% ishin meshkuj dhe 2 ose
13.4% femra, me moshé mesatare 46.8 viec. Té gjithé té sémurét kishin artrit urik akut, formén monoartikulare,
té lokalizuar né gishtin e madh té kémbés. Pérfundim: Diagnoza e hershme dhe mjekimi bashkékohor kané pér
géllime getsimin e simptomave té artritit akut dhe prevencén e ndryshimeve strukturale té nyjave.

Fjalé kyc: Gihti, hiperuratemia, artropati urike akute

Hyrje

Gihti mund té jeté parésor dhe dytésor. Gihti parésor
karakterizohet me crregullimin e lindur té metabolizmit
té purinave me natyré enzimatike, qé rezulton me
shfagje té hiperuricemisé sé pérhershme. Gihti parésor
éshté sémundje e meshkujve, kurse femrat, praktikisht
sémuren né menopauzé. Te meshkujt gihti shfaget pas
moshés 30 vjecare, mé shpesh ndérmjet moshave 40-
60 vjec. Te gihti dytésoré shkaku i hiperuricemisé jané
sémundjet mieloproliferastive té gjakut, sémundjet e
veshkave, saliuretikét, hipoparatireoidizmi, miksedema,
etj.

Pérgéndrimi i urateve né gjak éshté 357 mmol/l ose 6
mg% pér meshkujt dhe 327 mmol/l ose 5,5% pér femrat.
Kur pérgéndrimi i acidit urik né gjak dhe né léngun
indor e kalon kufirin e tretshmérisé, formhen kristale té
mononatrium urat dehidratit, té cilat jané shkaktaré té
artritit akut (5, 7).

Ecuriné natyrore té sémundjes e karakterizojné katér
stade: hiperuricemia asimptomatike, artriti akut,
periudha interkritike dhe shfagja e tofave (6).

Artriti te gihti i ka kéto vecori: fillimi akut, zakonisht
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natén, zhvillimi i shpejté i reaksionit inflamator;
simptomat e dhimbjes dhe ndieshméria e nyjave jané
mjaft té shprehura; lékura merr ngjyré té kaltér dhe
éshté e thaté; manifestohet né formé té monoartritit, me
lokalizim karakteristik te mbi 75% né gishtin e madh té
kémbés; artriti zgjaté disa dité, rrallé heré deri né 3 javé
dhe me getésimin e inflamacionit shfaget remision i ploté
klinik dhe funksional i nyjes.

Faktorét precipitues qé ndikojné né shfagjen e artriti
akut jané: léndimi, intervenimi kirurgjik, stresi psikik,
kosumimi i sasive té médha té ushgimit té pasur me
purine dhe kalori, alkooli, salicilatet, diuretikét tiazid,
ciklosporina, urikozurikét dhe urikosupresorét, etj.

Mjekimi i gihtit varet nga faza e sémundjes. Mjekimi
éshté higjieno-dijetetik dhe medikamentoz. Prej
medikamenteve pérdoren antiinflamatorét josteroid,
urikozurikét dhe urikodepresorét (1).

Qéllimi i punimit
Qéllimi i kétij punimi géndron né diagnozén e hershme
dhe trajtimin bashkékohor té sémuréve me artrit urik.
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Matriali dhe Metoda Tabelal. L
Frekuenca e simptomave té gihtit sipas gjinisé

Né studim jané pérfshiré 15 té sémuré me artrit urik akut,
(é jané trajtuar né Ordinancén e mjeksisé familjare « Dr

Bekim», né periudhén prej vitit 2017 deri né vitin 2018. Pacient 8667 | 1333 | 10000
Diagnoza e gihtit akut éshté bazuar né anamnezén, Dhimbje 86.67 | 13.33 | 100.00
ekzaminimin klinik dhe biokimik dhe ekzaminimin Ajtje 66.67 | 1333 80.00
radiologjik. Skugje 66.67 | 13.33 80.00
Tem. lokale 46.67 13.33 60.00

Rezultatet Tem- sistemore 26.67 0.00 26.67
Né tabelén 1 éshté paragitur frekuenca e simptomave té Uremi 8000 | 1333 | 9533
gihtit sipas gjinisé. Leukocitozé 66.67 13.33 80.00
Sedimetacion 60.00 6.67 66.67

Né tabelén 2 éshté paraqitur frekuenca e simptomave té gihtit sipas moshés.

Tabela 2.
Frekuenca e simptomave té gihtit sipas moshés

Pacienté 1 2 5 1 3 1 2 13 |2 15
Dhimbje 1 2 5 1 3 1 2 13 |2 15
Ajtje 2 4 1 3 1 10 |2 12
Skugje 1 2 5 1 2 1 10 |2 12
T. lokale 2 2 1 2 1 1 7 2 9
T- sistemore 3 1 4 0 4
Uremi 1 2 5 3 1 12 |2 14
Leukocitozé 1 2 4 1 2 1 1 10 |2 12
Sedimetacion 5 1 3 1 9 1 10
Diskutimi

Diagnoza e hershme dhe mjekimi bashkékohor i gihtit
ndikojné né ndérrimin e ecurisé natyrore té sémundjes
dhe e parandalon shfagjen e recidivave té artritit,
tofeve, artropatisé kronike dhe nefropatisé urike. Po
ashtu, diagnoza e hershme dhe mjekimi adekuat mund
té parandalojné ose té ngadalsojné edhe evoluimin e
crregullimeve kardiovaskulare, si¢ jané: hipertensioni
arterial dhe vaskulopatia aterosklerotike.

Mjekimi bashkékohor I gihtit ka dy qgéllime. I pari,
Fig. 1. Podagra zbutjen e simptomava té artritit akut me ané té barnave

' bashkékohore. Artriti urik akut éshté artriti mé dramatik
né urgjencén mjekésore, zgjaté 1-3 dite. Qetésohet
shpejt me antireumatik josteroid, si psh. me capsula
Indometacin a 25 mg c¢do gjashté oré nga dy kapsula 2-3
dité, ose me Kolhicin, né fillim jepen dy tablet 0,5 mg,
kurse pastaj cdo dy oré nga njé tablet deri né getésimin
e simptomave. Qéllimi i dyté, géndron né normalizimin
dhe kontrollén e hiperuricemise (hiperuratemisé),

Fig. 2 Tofe né burzén olecrani
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GIHT, DIAGNOSIS AND TREATMENT

Bekim Ismaili 2, Nevzat Elezi?, Ilber Besimi??

SUMMARY

Introduction: uric arthritis is a disease caused by a disorder of uric acid metabolism in the body, depositing crystals
of it in tissue and the appearance of inflammatory episodes in the joints. Giht incidence in the population is
about 0.20 to 0.35 in 1000 per capita, while the prevalence from 1.6 to 13.6 per 1000 inhabitants. Early diagnosis
and modern treatment and provide adequate opportunity to influence the natural progress of the giht. Purpose:
The purpose of this paper lies in early diagnosis and modern treatment of patients with uric arthritis. Material
and methods: The study included 15 patients with uric arthritis who treated at Private medical institution for
familiar medicine “ Dr Bekim” in Tetovo, in the period 2017 to 2018. Results: In our group of 13 or 86.6% are males
and 2 females or 13.4%, with a mean age of 46.8 years. All the patients had acute uric arthritis, monoarthicular
form, located in the thumb of the foot. Conclusion: Early diagnosis and treatment have for contemporary calm the
symptoms of acute arthritis and prevention of structural changes of joints.

Key words: Giht, Hiperuremy, acute uric arthropaty,
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PROTEINSUCCYNYLAT DHE ME FERO SUCROSOMIAL
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ABSTRAKT

HYRJE:Me anemi nénkuptojmé numrin e zvogéluar té eritrociteve ose sasisé sé zvogéluar té Hgb-sé ose té njérés
dhe té tjetrés né té njejtén kohé, nén vlerat referente pér moshé. Hekuri éshté metal gé merret me ushigimet dhe
éshté i domosdoshém pér sintezén e hemoglobinés dhe ngopjen e depove té saja. Gjaté periudhave té ndryshme
té jetés shtohen edhe nevojat ditore pér hekur si né foshnjat, dhe né qofté se kjo nevojé nuk plotésohet atéheré
zhillohet anemia hipokrome.

QELLIMI: Ky punim ka pér qéllim té pércaktojé raportin kohor dhe rezultatet e trajtimit té anemive ferodeficitare
me hekur (III)-proteinsuccinylat dhe ferrosucrosomial.

MATERIALI DHE METODAT: Punimi éshté prospektiv i realizuar gjaté skriningut té anemisé tek infantét, né
IPSH - PEDIATRIKA né Tetové, dhe laboratorin klinik prané Spitalit Klinik Tetové, jané analizuar 76 infané té
diagnostikuar me anemi ferodeficitare, té moshés 1-12 muaj, té cilét jané mjekuar né periudhén janar - gershor té
2018-tés. Té moshés mesatare 7,4 muajshe, ndarja sipas gjinisé ka gené si vijon: 47 infante té gjinisé femrore, 29 té
gjinisé mashkullore.

REZULTATET: Jané analizuar rezultatet e marra né fillim dhe pas trajtimit me terapi antianemike né té dy grupet,
respektivishté grupi i cili éshté trajtuar me hekur sucrosomial ka treguar pérmirésim té dukshém té parametrave
si jané hgb, hct, MCV dhe Fe ++ pas pérdorimit té terapisé brenda 1 muaji, ndérkaq grupi i pacientéve té trajtuar
me protein succinylat ka patur pérmirésim dukshém mé té dobét sesa grupi i trajtuar me ferosucrosomial.

PERFUNDIMI: Trajtimi me fero sucrosomial éshté treguar mé efektiv te pérgindja mé e madhe e pacientéve me
anemi ferodefecitare, respektivisht parametrat si¢ jané hgbhct MCV dhe Fe ++ kané rritje mé té larté né grupin e
trajtuar me ferro sucrosomiale, pér periudhén 1 mujore.

DISKUTIMI: Ményra e té ushqyerit tek infantét éshté shumé e réndésishme dhe ndikon né rezulatet e trajtimit té
anemisé ferodeficitare, rekomandohen produktet ushgimore té pasura me hekur dhe pérdorimin e terapisé e cila
shkurton periudhén e trajtimit dhe nuk ka efekte anésore.

Fjalé kyc: anemia ferodeficitare, trajtimi.
HYRJE

Me anemi nénkuptojmé numrin e zvogéluar té eritrociteve

té kuge té gjakut, éshté sémundje e cila zvogélon
oksiforitetin e gjakut.

ose sasisé sé zvogéluar té Hgh-sé ose té njérés dhe té
tjetrés né té njejtén kohé, nén vlerat referente pér moshé.

Anemia mund té shkaktohet nga faktor té ndryshém dhe
éshté sémundja mé e shpeshté e gjakut né fémijéri.

Shfaget né 30% té popullatés né boté dhe éshté njéra prej
problemeve mé té médha shéndetésore, karakterizohet
me ndérrimin e madhésisé dhe koloritetit té qgelizave

Pér shkak té oksiforitetit té zvogéluar té gjakut pason
hipoksia e indeve.

Hekuri éshté metal qé merret me ushigimet dhe éshté i
domosdoshém pér sintezén e hemoglobinés dhe ngopjen
e depove té tij.

Pérthithja e hekurit té ushqimeve dhe e preparateve té tij
béhet né duoden dhe né pjesén e sipérme té zorrés sé hollé.
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Hekuri gjendet né formé dy dhe tri valente por né zorré
thithet vetém hekuri dyvalenté, pra forma trivalente
kthehet né dyvalente né prani té acidit klorhidrik.

Né njerezit normal vetém 5-10 % e sasisé sé tij té dietés
thithet, ndérsa né té sémurét me anemi hipokrome sasia
e thithur arriné deri né 20%.

Prania né stomak e ushgimeve té pasura me kripéra té
fosforit dhe kalciumit e ulin sasiné e hekurit gé duhet té
thithet.

Né organizem rreth 2/3 e sasisé sé hekurit gjendet né
hemoglobine,1/4 né depot e saja (palcén e kockés, melci,
shpretké, né formé té feritines dhe hemosiderinés, rreth
3% né mioglobiné.

Gjaté periudhave té ndryshme té jetés shtohen edhe
nevojat ditore pér hekur si né foshnjat, dhe né qofté
se kjo nevojé nuk plotésohet atéheré zhillohet anemia
hipokrome.[10][11]

Hekuri éshté oligoelement gé merr pjesé né shumé
procese metabolike si: bartja e oksigjenit, bartja e
elektroneve, metabolizmin e katekolaminave, sintezén e
ARN-sé , rregullatori i gjeneve etj.[1][3]

Nevoja pér hekur éshté e rritur gjaté zhvillimit té fémijés,
né ményré qé furnizimi i duhur i kétij minerali té jeté i
réndésishém pér té inkurajuar njé rritje té shéndetshme[5]
[6].

Eshté konstatuar se anemia mé rrallé éshté shfaqur te
fémijét e ushqyer me gji, mé shpesh te ata té ushqyer me
qumésht té adaptuar sipas formulés, ndérsa dukshem mé
shpesh te fémijét e ushqyer me qumésht lope[7].

Hekuri né fero socrosomial gjendet brenda njé membrane
fosfolipidike sucrosomiale®,qé do té thoté se éshté shumé
mé hiosolubile, kjo teknologji parandalon plotésisht
efektet anésore té lidhura me hekurin.

Diagnoza caktohet né bazé té manifestimeve klinike dhe
té analizave laboratorike, né até rast eritrocitet jané té
vogla(mikrocite), pérqéndrimi i hemoglobinés gjithmoné
éshté i zvogéluar, prandaj eritrocitet ngjyrosen dobét
(hipokromi), hematokriti éshté i zvogéluar, véllimi
mesatar i eritoriteve (MCV) zvogélohet nén 60 fL,
pérgéndrimi i hekurit né serum éshté i zvogéluar, ndérsa
kapaciteti i lidhjes té hekurit éshté i rritur, pérgéndrimi i
feritinés né serum éshté i zvogéluar.

Manifestimet klinike té anemisé mund té jené té lehta apo
té rénda dhe jané proporcionale me sasiné e zvogéluar té
Hgb-sé.
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Kéto manifestime klinike jané si pasojé e hipoksisé sé
indeve: zbehje e lékurés dhe mukozave, dhimbje koke,
refuzimi i ushqgimit, shtim té ngadalésuar té peshés,
mungesé oreksi, iritabilitet, etj[2][4][8].

Parimet e mijekimit té anemisé sideropenike jané:
dhénia e preparateve té hekurit, té cilat duhet té béhen
gradualisht, duhet té fillohet me doza té vogla deri te
doza e duhur terapeutike, mé sé miri absorbohet si
hekur trevalenté i cili jonizohet miré dhe absorbohet si
ferosulfat ose feroglukonat, preparatet e hekurit duhet
té merren me acid askorbik gjé qé ndihmon absorbimin
e tij dhe ndalon oksidimin e hekurit dyalenté (fero++ne
feri+++), gjithashtu lehtéson absorbimin e hekurit nga
trakti tretés né gjak, mjekimi zgjaté 3 muaj.[9]

QELLIMI:

Punimi ka pér qéllim té pércaktojé raportin kohor dhe
rezultatet e trajtimit té anemive ferodeficitare me hekur
(IIT)}-proteinsuccinylat dhe ferrosucrosomial.

MATERIALI DHE METODAT

Punimi éshté prospektiv i realizuar gjaté skriningut té
anemisé tek infantét, né IPSH PEDIATRIKA né Tetové,
dhe laboratorin klinik prané Spitalit Klinik né Tetové,
jané analizuar 76 infanté té diagnostikuar me anemi
ferodeficitare, té moshés 1-12 muaj, qé jané mjekuar né
periudhén janar - gershor té vitit 2018.

Té ndaré né dy grupe sipas mjekimit:

1. Né grupin e paré 38 té mjekuar me terapi antianemike
pérkatésisht sir.proteinsuccinylate

2. Né grupin e dyté 38 té mjekuar me ferosuccrosomial,
Té mjekuar pér njé muaj.

Tek té gjithé té sémurét éshté marré anamneza rreth
ményrés sé té ushyerit, anemia éshté konstatuar sipas
kritereve pér diagnozé té anemisé, te té gjithé fémijél
éshté marré gjaku venoz né momentin e diagnostifikimit
dhe pas trajtimit njémujor me terapi antianemike
respektivisht : né rastet kur hemoglobina ka gené <11 g/
dl dhe hematokriti <33% ,MVC 70 fL <,Fe ++ 7 ummol/
I<.Mosha mesatare ka gené 7,4 muajsh, ndarja sipas
gjinisé ka qené si vijon:47 infante té gjinisé femérore, 29
té gjinisé mashkullore.

REZULTATET

Jané analizuar rezultatet e mara né fillim dhe pas trajtimit
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me terapi antianemike né té dy grupet, respektivisht
grupi i cili éshté trajtuar me hekur sucrosomial ka
treguar pérmirésim té dukshém té parametrave si jané
hghb,hct,MCV dhe Fe ++ pas pérdorimit té terapisé brenda
1 muaji, ndérkaq grupi i pacientéve té trajtuar me protein
succinylat ka pasur pérmirésim dukshém mé té dobét
sesa grupi i trajtuar me ferosucrosomial.tabela 1.

Nga llogaritja e vlerave mesatare né té dy grupet studimore
rezulton qé né grupin e trajtuar me ferosucrosomial
kemi rritje mé té larté té vlerave té hemoglobinés nga 7,1
mmol/l né 11 mmol/l né periudhén kohore njémujore, né
raport me grupin e trajtuar me feroprotein succynilate.
grafikon 1.

Nga llogaritja e vlerave mesatare né té dy grupet studimore
rezulton qé né grupin e trjatuar me ferosucrosomial kemi
rritje mé té larté té vlerave té hematokritit nga 0,30 % né
0,33 %, né periudhén kohore njémujore né raport me
grupin e trajtuar me proteinsccinylate.grafikon 2.

Ngallogaritja e vlerave mesatare né té dy grupet studimore
rezulton qé né grupin e trajtuar me ferosucrosomial
kemi rritje mé té larté té vlerave té MCV nga 60 fL né 75
fL. periudhén kohore njémujore né raport me grupin e
trajtuar me proteinsuccinylat grafikon3.

Nga llogaritja e vlerave mesatare né té dy grupet studimore
rezulton gé né grupin e trajtuar me ferosuccrosomial
kemi rritje mé té larté té vlerave té Fee ++ nga 2,5 umol/l
né 6,5 umol/l né periudhén kohore njémujore né raport
me grupin e trajtuar me proteinsuccinylate.grafikon 4

Jané raportuar pér disa nga efektet anésore té terapisé
si vjellie né tre raste te pacientét e trajtuar me
proteinsucinylat, ndérkaq te pacientét e trajtuar me
ferosuccrosomial nuk jané referuar efekte anésore.tabela
2.

Né té dy grupet e studimit vérehet qarté dallimi sa i pérket
efekteve anésore respektivisht né grupin e trajtuar me
protein succinlate kemi né tre raste me efekte anésore
té terapisé edhe até me vjellje, né raporte me grupin e
trajtuar me ferro succrosomiale.grafikon 5.

Pérpara Pas Pérpara Pas
terapisé terapisé terapisé terapisé
HGB 71 10 71 1
mmol/l
Het % 0,30 % 0,31% 0,30 % 0,33 %
MCV L 59 n 60 5
Fe ++ 2,5 35 2,5 6,5
umol/l
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Tabela 1:vlerat mesatare té pérgjithshme nga rezulatet laboratorike
pas trajtimit njémujor me terapi antianemike.

Ngallogaritja e vlerave mesatare né té dy grupet studimore
rezulton qé né grupin e trjatuar me ferosucrosomial
kemi rritje mé té larté té vlerave té hemoglobines nga 7,1
mmol/l né 11 mmol/l né periudhén kohore njémujore, né
raport me grupin e trajtuar me feroproteinsuccynilate.
grafikon 1.

11 mmol/l

1 Llogaritje e vlerave mesatare té hgbh

B pas terapise me
prateinsucinilat

10.5
10mmal/l

L

9.5
Hgb me proteMghaoinél & ro sucinilat

H pas terapise me fero
sucrosomal

Graf.1.Vlerat mesatare té hemoglobines né té dy grupet
Ngallogaritja e vlerave mesatare né té dy grupet studimore
rezulton qé né grupin e trjatuar me ferosucrosomial kemi
rritje mé té larté té vlerave té hematokritit nga 0,30 % né
0,33 %, né periudhén kohore njémujore né raport me
grupin e trajtuar me proteinsccinylate.grafikon 2

Llogaritje e vlerave mesatare te Hct

m Vlerat e Hct pas

34 - 33%

terapise me
37 4 31% l proteinsucinylat
30+

W Vierate Hct pas
terpaise me fero
sucrosomial

vierate wvlerate
Hct Hct

Graf. 2.Vlerat mesetare té hematokritit né té dy grupet.

Nga llogaritja e vlerave mesatare né té dy grupet studimore
rezulton qé né grupin e trajtuar me ferosucrosomial
kemi rritje mé té larté té vlerave té MCV nga 60 fL né 75
fL. periudhén kohore njémujore né raport me grupin e
trajtuar me proteinsuccinylat grafikons3.

Logarijtje e vlerave mesatare te MCV

75
80 7 g
ED -
a0 I I W MCV pas terapise me
proteinsucinylate
20 4
MV

W MCV pas terapise me
fero sucrosomial

0+

MCWV
pas pas
terapise terapise

Graf. 3.Vlerat mesatare té MCV né té dy grupet.

Ngallogaritja e vlerave mesatare né té dy grupet studimore
rezulton gé né grupin e trajtuar me ferosuccrosomial
kemi rritje mé té larté té vlerave té Fee ++ nga 2,5 umol/l
né 6,5 umol/l né periudhén kohore njémujore né raport
me grupin e trajtuar me proteinsuccinylate.grafikon 4
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Llogaritje e vlerave mesatare te Fe++

6.5
M pas terapise me
protein succinylat

W pas terapise me fero
sucrosomiale

= L

Hekuri ne serum

Graf. 4.Vlerat mesatare té F++ né té dy grupet.

Jané raportuar pér disa nga efektet anésore té terapisé
si vjellie né tre raste né pacientét té trajtuar me
proteinsucinylat, ndérkaq te pacientét e trajtuar me
ferosuccrosomial nuk jané referuar efekte anésore.tabela
2

Pas terapisé Pas terapisé
Efekte anésore 3 /

Tabela 2.paragitje tabelare e efekteve anésore né té dy grupet.

Né té dy grupet e studimit vérehet qarté dallimi sa i pérket
efekteve anésore respektivisht né grupin e trajtuar
me protein succinlate kemi né tre raste efekte anésore
té terapisé edhe até me vjellje, né raporte me grupin e
trajtuar me ferro succrosomiale.grafikon 5.

Efektet anésore né té dy grupet e studiuara

| te trajtuar me protein
7 succimylate

M te trajtuar me

1 succrosomiale
0 {

te trajtuar méprbtemsumriosdabiale

Graf. 5.Paraqitje gafike e efekteve anésore né té dy grupet.

PERFUNDIMI

Trajtimi i anemive ngelet njé problem i praktikés ditore
me fémijé. Normalisht, trajtimi i anemi ferodeficitare
zgjat 3 muaj. Nga rezultatet e marra mund té konkludojme
se:

1. Trajtimi me fero sucrosomial éshté treguar mé efektiv
te pérgindja mé e madhe e pacientéve me anemi ferode-
fecitare né periudhé njémujore.

2. Parametrat hematologjike si¢ jané: hemoglobina, hema-
tokriti, MCV (mean cel volumen),Fe ++ kané rritje mé té
larté né grupin e trajtuar me ferro sucrosomiale.
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3. Raporti kohore pér periudhén njémujore né grupin e tra-
jtuar me succrosomiale ka treguar pérmirésim mé té
larté né raport me grupin e trajtuar me protein succi-
nylat.

4. Né grupin e trajtuar me ferro succrosomiale nuk éshté
raportuar asnjé efekt anésor, né raport me grupin e tra-
jtuar me protein succinylate ku jané referuar 3 raste me
vijellje.

DISKUTIMI

Ményra e té ushqyerit tek infantét éshté shumé e
réndésishme dhe ndikon né rezulatet e trajtimit té
anemisé ferodeficitare.

Rekomandohen produktet ushgimore té pasura me
hekur sepse vetem terapia e pa shogéruar me ushqyerje
adekuate nuk éshté e mjaftueshme pér té mbajtur né
nivele té duhura parametrat hematologjike, gjithashtu
nuk garanton rritje dhe zhvillim normal vecanerisht né
fazén infantile kur edhe zhvillimi éshté shumé intensiv.

Terapia me ferro succrosomial efektet e veta pozitive i ka
edhe né aspekt té resorbimit té miré né zorré si pasojé e
pérbérjes sé saj, pra nuk nevojitet edhe dhénie e acidit
ascorbic (vitamin C) e cila ka efekt resorbues me té larté
té hekurit né zorré.

Gjithmoné duhet rekomanduar terapiné antianemike
e cila shkurton periudhén e trajtimit dhe nuk ka efekte
anésore. Parandalimi i anemisé sideropenike me
preparate té hekurit né menyre perorale béhet te:

[ - Fémijét me pérgéndrim té ulét té hgh-sé
[ - Fémijét té cilét ushgehen me qumeésht té lopés
prej lindjes
- Fémijét e lindur para kohe

[ ]

m - Fémijét me hipoksemi kronike

m - Fémijét me infeksione té shpeshta
[ ]

- Fémijét me standard té ulét ekonomik.

Autorét si Gomez-Ramirez S, Brilli E, Tarantino G, Murioz
M, mé temén Sucrosomial ® Iron si hekur i gjeneratés sé
re pér pérmirésimin dhe plotésimit Oral, rekomandojné
qé sucrosomial si preparat peroral del si njé mundési
mé e vlefshme pér trajtimin e ID-sé, edhe mé shumé
pér subjektet me intolerancé ndaj ose jo efikasitetin e
kripérave té hekurit.

Lopez A, Cacoub P, Macdougall IC,Peyrin-Biroulet L.
né studimet e tyre hedhin tezén e trajtimeve té reja té
anemise te femijet dhe njerézit e moshave té rritura
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lidhur me Hepcidin i cili ka njé rol kyc né homoeostasen
e hekurit dhe mund té jeté njé objektiv i ardhshém
diagnostik dhe terapeutik.

Gwetu TP, Chhagan MK, Taylor M, Kauchali S, Craib
M. mé punimet e tyre rreth kontrollit té anemisé dhe
interpretimi i testeve biokimike pér statusin e hekurit
te fémijét, rekomandojné shqyrtimin e rregullt té
anemisé te fémijét e moshés shkollore nga komunitetet
e pafavorizuara, me géllim pér té parandaluar pasojat té
cilét i shkakton anemia né rritjen e tyre.

Mafodda A, Giuffrida D, Prestifilippo A, Azzarello D,
Giannicola R, Mare M, Maisano R. né punimin e tyre
"Oral sucrosomial iron versus intravenous iron in
anemic cancer patients without iron deficiency receiving
darbepoetin alfa”: rekomandojné qé hekuri oral i
sucrosomit siguron njé rritje té ngjashme té niveleve té
Hb-sé, dhe me tolerancé mé té larté né raport me hekurin
intravenoz.

Elli L, Ferretti F, Branchi F, Tomba C, Lombardo V,
Scricciolo A, Doneda L, Roncoroni né punimin e tyre
“Sucrosomial Iron Supplementation in Anemic Patients
with Celiac Disease Not Tolerating Oral Ferrous Sulfate”
rekomandojné gé Sucrosomial mund té jeté efektiv né
sigurimin e plotésimit té hekurit né popullatat e véshtira
pér tu trajtuar, sic jané pacientét me CD, IDA dhe
intolerancén ndaj sulfatit té hekurit.

Fabiano A, Brilli E, Fogli S, Beconcini D, Carpi S, Tarantino
G, Sfera Y. né punimin “Sucrosomial® iron absorption
studied by in vitro and ex-vivo models”, konkludojné
se Sideral® RM ruan hekurin né SGF dhe éshté mé i
pérshtatshmi pér internalizimin e Fe3 + nga gelizat Caco-
2, mbrojné Fe3 + nga reduktimi enzimatik dhe nxitja e
absorbimit Fe3 + né epitelin e zorréve.

LITERATURA:
1. M. AzemiMuje Shala,Anemija sideropenike, Pediatria,
Prishting, 2010:791-795.

2. https://www.ncbi.nlm.nih.gov/pmc/articles/
PM(C2528681.

3. Janic  D.Anemija.Ne:Stepanovic ~ R.
Beograd:”Branko Donovic”,2001 387-396.

4, TStojcevski Anemija, Stojcevski T.Zelezna deficitna
anemija. Ne:Hematologija T.Stojcevski i sorabotnici
Shkup :”"MEDIS -informatika1995: 67-90.

5. GjuricG ~ Prehrana  Ne:Mardesic
Zagreb:”Shkolska knjiga’d.d.,2000:233-269

Pedijatria

G.Pedijatria

Profesional paper I

6. MBoranic  Anemije  Ne:Mardesic  G.Pedijatria

Zagreb:”Shkolska knjiga ,d.d.2000:642-649.

7. American Academy of Pediartics.Work Group an
breastfeeding.Breastfeeding and the use of human milk.
Pediatrics, 1997:100:1035

8. Memedali Azemi.Muje Shala,Anemija ,Pediatria.Prisht-
iné, 2010: 788-789.

9. Memedali Azemi.Muje Shala,Anemija ,Pediatria.Prisht-
iné, 2010: 793-794.

10. S.Braho.A.Mucko,Subtancat antianemike. = Farma-
kologjia, Tirané 1994 Shtépia botuese Hipokrati :317-319

11.  Stojceski T, Zhelezno deficitna anemia .Hematologija.
Skopje 1995:81-88

TREATMENT CORRELATION OF

255 | Medical Journal - MEDICUS

AN



0000000000000

I Profesional paper

SIDEROPENIC ANEMIA WITH IRON (IIT) PROETIN SUCCINYLATE. (IPS) AND FERRO
SUCROSOMIAL (FS)

Sani Bajrami',Anita Sinani',Florin Besimi',Sanije Berisha!

'PHO.PEDIATRIKA, Tetovo

IClinical Hospital Tetovo

'Faculty of Medical Sciences, Tetovo

Departament of Obstetry -Gyneacology, Clinical Hospital Tetovo
Departament of Clinical Byocemistry, Clinical Hospital Tetovo

ABSTRACT

INTRODUCTION:By anemia we mean the reduced number of erythrocytes or the reduced amount of Hgb or one
and the other at the same time, below the reference age values. Iron is a metal that takes intoxication and is
necessary for the synthesis of hemoglobin and the saturation of its storage tanks. During the different periods of
life, daily needs for iron as well as babies are increased, and if this need is not met then hypochromic anemia is
developed.

AIM: This paper aims to determine the time report and the results of the treatment of iron-and-blood fermentative
anemia (III) -proteinsuccinyls and ferrosucrosomial

MATERIALS AND METHODS: The prospective study was performed during the anemia screening at infants, at
IPSH PEDIATRIKA Tetovo, and the Clinical Laboratory at the Tetovo Clinical Hospital, 76 infants were diagnosed
with ferhatic anemia, age 1- 12 months, treated in the period January 2018 - June 2018. The average age was 7.4
months, the gender was as : 47 female, 29 male.

RESULTS: The results obtained at the beginning and after treatment with antianemic therapy in both groups,
respectively the group which has been treated with iron sucrosomial has shown significant improvement in
parameters such as hgb, hct, MCV and Fe ++ after using the therapy internally 1 month, while the group of
patients treated with succinylated protein has had significantly worse improvement than the ferosucrosome-
treated group.

CONCLUSION: Fero sucrosomial treatment has been shown to be most effective in the largest percentage of
patients with ferodefecitonic anemia, respectively parameters such as hgbhct MCV and Fe ++ have higher increases
in the iron-treated sucrosomal group for a period of one month.

DISCUSSION: The way of feeding infants is very important and affects the results of the treatment of
ferhatopharyngeal anemia, iron-rich food products are recommended and the use of therapy that shortens the
treatment period and no side effects.

Key words: ferodeficitare anaemi,tretman
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TRAJTIMITANEMIS RENALE ME ERITROPOETIN-EFEKTET E
INFEKSIONIT TE KATETEREVE FEMORAL MBI EFIKASITETIN E

TRAJTIMIT

Sela N., Zabzun M., Poposki A., Dalipi A., Avramoski M., Zhaku S.

Instituti i Nefrologjisé - Strugé, R.e Magedonisé

ABSTRAKT

Medicus 2018, Vol. 23 (3): 257-261

Rezyme: Te pacientét me insuficiencé renale kronike, té shpeshta jané infeksionet nga kateterét per hemodializé.
Trajtimi i anemisé renale te kéto pacienté, éshté me eritropoetin. Frekuenca e dhénies sé eritopoetinit éshté
e ndryshme, mé shpesh jepet eritropoetin me veprim té shkurtér. Né kohén e fundit pérdoret eritropoetin me
veprim té zgjatur - njé heré né muaj. Efekti i trajtimit ndryshon te pacienét me kateter nga ato me fistulé A-V.
Te kéto pacienté éshté e nevojshme rritja e dozés sé eitropoetinit pér rreth 25% né krahasim me dozén fillestare.

Fjalé kyce: Kateter infeksion, eritropoetin, insuficiencé renale.

HYRJE

Anemia renale éshté komplikim i réndé i insuficiencés
renale kronike. Anemia tek pacientét qé trajtohen né
menyré kronike me hemodijalizé con né co-morbiditet,
sémundje kardiovaskulare, ndryshim té kualitetit té
jetés si dhe zvogélim té jetégjatéisé te pacientét té cilét
trajtohen me hemodijalizé.

Aplikimi i eritripoetinés né mjekimin e anemisé renale
te kéto pacient, né menyré té dukéshme ka pérmirésuar
shkallén e jetégjatésisé si dhe kualitetin e jetés. Pérveg
preparateve Kklasike té eritropetinés, si gé jané
Eritropoetin alfa , beta , omega , si dhe biosimilari, né
kohén e fundit jané pérdorur edhe agensa me gjysémjete
té zgjatur té eliminimit dhe si rrjedhojé e kesaj edhe efekt
té vazhduar té mjekimit, si qé jané Darbepoetin dhe
Mircera.

Mircera éshté aktivizues i vazhduar i receptoréve té
eritropoetinés me aplikim njé heré né muaj me gjysém
jete té zgjatur 134 oré dhe si pasojé e késaj né ményré
shumé efikase stabilizohen vlerat e hemoglobinés né
periudhén prej njé muaji.

Te pacientét me insuficiencé renale né trajtim té rregullt
me hemodijalizé tek té cilét éshté vendosur kateter
gendror venoz -femoral, jugular ose subklavia, jané
té shpeshta infeksionet té cilét e zvogélojné efektin e

eritropoetinés né ményré té theksuar. Né kété rast rritet
doza e dhénies sé eritropoetinés.

QELLIMI

Optimalizimi (pérmirésimi) i trajtimit té anemisé renale
me aplikimin e eritropeotinés me veprim té zgjatur;
metoxypolyethylen glycol-epoetin beta, aktivizues i
vazhduar i receptoréve té eritropoetinés - Mircera.

Efikasitet dhe siguri né trajtimin me Mircera.

Korigjmi i dozés sé eritropoetinit né rastet me infeksion
té kateteterit.

PACIENTET DHE METODAT

Jané ndjekur pacienté me insufciencé renale né program
té rregullt me hemodijalizé né Institutin e nefrologjisé
- Strugé né periudhé kohore prej 8 muajsh.

Né studim jané pérfshiré pacienté me status adekuat
té hekurit ; serum feritin >100ng/ml dhe saturimi me
transferin >20% sipas rekomandimit té udhéhegésve
botéror pér trajtimin e anemisé renale (KDOQI-2006
GUIDELINES).

Jané ndjekur pacienté me infeksion té kateterit - me
markeré té rritur té inflamacionit, me infeksion té
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shprehur klinikisht. Pacientét ishin té randomizuar (1:1:1) REZULTATET
né tre grupe : Grupi A (grupi Mircera), grupi B (standard
eritropetin), grupi C (pacient] me kateter femoral - CRP>
30 mg/L. Numri i pacientéve : 33.

MOSHA : 59,10 VJET. SD=+/- 9,05
GJINIA: M: 54.55%, F:45.45

Pacientét né grupin A pranuan Mircera prej 50 dhe 100 PERIUDHA NE HD: 4-6 VJET. SD: +/- 6.08

mikrogram njé heré né 2 javé - subkutan (Q2W) né fazén

e korigjimit si dhe njé heré né 4 javé né dozé prej 50, 100

ose 150 mikrogram ( Q4W) né fazén e mbajtjes. MOSHA: 62.64 VJET. SD: +/- 14.13

Pacientét né grupin B pranuan eritropoetin me veprim té GJINIA: M: 56.55, F:43.45.

shkurtér nga 2000 IU 3 heré né javé gjaté gjithé kohés sé PERIUDHA NE HD: 5-7 VJET.SD: +/- 4.4.
preerni B [ G O E T
Te pacientét e grupit C me CRP > 30 mg/L jané dhéné té MOSHA: 66.58 VIET SD:+/- 13.12

dy llojet e eritropoetinés. GJINIA: M: 5445, F:45.55.

Gjaté kohes sé dozés mbajtése, dozat jané pérshtatur pér PERIUDHA NE HEMODIJALIZE :5-6 VIET

mbajtjen e vlerave té hemoglobinés prej 11-13 g/dl.

DIJAGNOZA RENALE %
40
M Seriesl
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20 ] M Series2
10 I
0 T J w i [ Series3
N Op HTA DM GN HBI Unk. R.Pol IPN

EFEKTET ANESORE TE TRAJTIMIT = O %

B WITHOUTAE

mHEADACHE

OHTA
B VERTIGO
B WEAKNESS

ETHROMBOSIS A-VF.
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MIRCERA GROUP-A:Hblevels gr./L

A 107 132 112 114 117
B 104 110 84 85 107
C 104 110 99 105 113
D 96 90 121 130 141
E 100 115 122 121 119
F 114 113 103 109 116
G 96 82 94 99 111
H 97 113 104 108 116
| 106 103 114 110 106
J 103 107 110 118 132
K 110 115 115 17 120
Average 103.36 108.18 10709 110.55 118
——A
150 0
140 e —teC
/ —<=D
130 A / —*
120 - v = ==
110 B “_54__:5_' T— R ____“'—-_——_;__——_Ti/”'_{.——t :(j
100 = P — . i — —
/ \// / )
90 \/ \ / ——K
80 u : - ; g\ erage
Hgb start Hgb - 2 weeks Hgb - 1 month Hgb - 4 months Hgb - 8 months

EPO GRUPI-B : VLERATE Hb /gr/L

A 93 105 101 105 110
B 123 125 150 142 140
C 125 102 110 109 105
D 120 114 128 123 119
E 104 128 116 121 129
F 100 97 89 101 123
G 112 114 115 127 140
H 110 103 100 108 120
I 106 103 101 105 111
J 121 129 132 126 120
K 105 115 115 118 120
Average 110.82 112.27 114.27 116.82 121.55
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20
Hgb start

T T
Hgh - 2 weeks Hgb - 1 month

Hgb - 8 months
-y A\ erage

Hgh - 4 months

KATETER GRUPI-C :VLERATE Hb /g/L

A 88 92 96 96 100
B 100 102 104 106 110
C 96 96 96 100 110
D 89 92 94 100 106
E 95 98 100 102 108
F 86 88 86 84 80
G 88 92 92 88 82
H 96 96 96 100 106
I 89 92 98 104 110
J 92 94 100 106 110
K 92 96 98 100 108
Average 90.82 92.62 94.82 96.84 105.84
DISKUTIMI infeksionit té réndeé té kateteterit femoral pér hemodializé

Né studim jané pérfshiré pacienté me insuficiencé kronike
renale né program té rregullt me hemodijalizé dhe
trajtimi i anemisé renale me eritropoetin me frekuenca
té ndryshme té aplikimit té eritropoetinit : 3 heré né javé
ose njé heré né muaj si dhe efekti i korigjimit té anemisé
renale gjaté infeksionit té kateteréve gendror venoz.

Né grupin e paré - A/ vlerat target té Hgh u arriten né
78% nga grupi i ndjekur, né grupin e dyté - B/ vlerat target
u arritén né 72% nga grupi i ndjekur, ndérsa né grupin e
treté - C/ né 64 %.

Né fazén mbajtjes sé Hgb vlerat target u arriten né 82 %
né grupin A, respektivisht 74 % né grupin B. Né grupin e
treté - C vlerat target té Hgb u arritén né 64% dhe até me

rritje té dozés sé eritropoetinit pér 25 % né pajtueshméri
me DOQI GUIDELINES.

Te dy pacientét té grupit C ( F dhe G) pér shkak té
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dhe rezistencés né trajtim u bé dhénja e njé njésie mase
erirocitare.

Mekanizmi bazé patofiziologjik pér pérgjigien e dobét
né trajtimin e anemisé gjaté infeksionit té kateteréve
éshté aktivizimi i citokineve inflamatoré (TNF ALFA )
interferon gama dhe interleukin 1 té cilét né ményré
direkte pengojné diferencimin dhe proliferimin e gelizave
progenitore eritroide.

Gjithashtu kéto citokine pengojné prodhimin e
eritropoetinés né veshka si dhe inhibojné absorbimin
duodenal té hekurit dhe lirimin e hekurit nga makrofagét
dhe hepatocitét.

PERFUNDIMI

Té dy grupet e eritropoetinés me korigjime té vogla té
dozave né fazén e dozés mbajtése mund ti mbajné vlerat
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optimale (target vlerat) té Hgh.

Né rastet me infeksion té kateterit, té cilat jané mjaft té
shpeshta tek pacientét me hemodijalizé (HD), ekziston
problem serioz né mbajtjen e vlerave optimale té Hgh. Te
kéto pacienté béhen korigjime té shpeshta té dozave me
zmadhimin e dozés rreth 25% nga doza paraprake né
periudhén prej dy kontrolleve té Hgb.

Né rast té njé rezistence té ploté bhéhet substituimi
me masé eritrocitare dhe me dhénien graduale té
eritropoetinés.

CONCLUSION

To realizing the efficiency of anemia management very
important step is to reduce the administration frequency
of ESAs.

Time savings due to reduction of extended dose intervals
have an important benefit in clinical practice for patients
with CKD as well as for health care professionals.

MIRCERA is very superior ESA with unique receptor
activity and long half-life, which subcutaneous
administration at extended intervals ( once monthly)
effectively maintained stable Hb levels in patients with
CKD.

Higher rHuEPO doses may be required to maintain
similar or slightly lower mean hemoglobin values among
chronic hemodialysis patients with higher numbers
of catheter insertions and VA infections, compared to
patients without any.

Profesional paper I
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INFEKSIONET INTRAHOSPITALE VS ONE DAY SRGERY

IIber Besimi'?, Bekim Ismaili?, Rrezearta Elezi?

ISpitali Klinik, Departamenti i Kirurgjisé dhe Traumatologjisé, Tetové, Magedoni
2UT, Fakulteti i Shkencave té Mjekésisé, Tetové, Magedoni

Medicus 2018, Vol. 23 (3): 262-264
ABSTRAKT

Hyrja: Pérparsité e one-day surgery né prevenimin e infeksioneve nozokomiale jané njé nxitje e punétoréve
shéndetésor né kirurgji pér prevenimin e tyre. Infeksionet intrahospitale definohen si sémundje gé zhvillohet 48
oré pas hospitalizimit. Zhvillohen te 5-10 % e té hospitalizuarve. Trajtimi adekuat dhe bashkohor bén té mundur
zvoglimin infeksioneve intrahospitale. Qéllimi i punimit: Qéllimi i kétij punimi géndron né réndésiné e one-
day surgery né prevenimin e infeksioneve intrahospitale, zvoglimin e pérdorimit té antibiotikéve dhe ofrimin
e mjekimit bashkékohor. Matriali dhe metoda: Né studim jané pérfshiré 133 té sémuré té operuar. Pacientét i
kemi ndaré né dy grupe: grupi I-ré jané 66 té trajtuar me one day surgery dhe grupi II-té 67 pacienté me géndrim
mesatar spitalor 4.3 dité. Pacientét jané trajtuar brenda vitit 2018. Rezultatet: Né grupine I-ré me one-day surgery
77.3% ishin meshkuj dhe 22.7% femra, ndérsa né grupin e II-té 73.1% ishim meshkuj dhe 26.9% femra. Infeksionet
nozokomiale né grupin e I-ré u regjistruan tek 10.61%, ndérsa né grupin e I1-té tek 44.75%. Shkaktaré mé i shpesht
i infeksioneve intrahospitale ishte Staphylococcus aureus né 79% té rasteve. Pérfundim: Aprovimi i trendeve
bashkékohore dhe géndrimi mé i shkurté né spital e parandalon paragitjen e infeksioneve nozokomiale dhe e
zvoglon pérdorimin e antibiotikéve.

Fjalé kyc: Infeksionet intrahospitale-nozokomiale, one-day surgery

Hyrja

Pérparsité e one day surgery né prevenimin e infeksioneve
intrahospitale paraget njé nxitje té punétoréve
shéndetsor qé merren me puné kirurgjike. Infeksionet
intrahospitale definohen si sémundje qé zhvillohet 48 oré
pas hospitalizimit. Vleroshet se infeksionet intarhospitale
zhvillohen tek 5-10 % e pacientéve té hospitalizuar (1, 3, 9).

Frekuenca dhe llojet infeksioneve intrahospitale
varen nga shumé fakctor, si profili i spitalit, gjendja
imunologjike e pacientit, higjiena spitalore, pérvoja dhe
aftésite e personelit mjeksor, doktrina e pérdorimit té
antibiotikéve me qéllime preventive apo curative, etj.
Shfagja e infeksioneve intrahospitale e komplikom edhe
mé shumé trajtimin e sémundjes fillestare té pacientit
dhe né té njejtén kohé e rrit koston e kurimit dhe
kohzgjatjen e géndrimit né spital. Té dhénat e fundit
pér SHBA dhe EU tregojné se rreth 2 milion pacienté
né vité vujné nga infeksione intrahospitale gjé qé e zgjat
géndrimin e tyré mesatarisht pér 5.3 dité né spital dhe
e rrit koston e kurrimit pér rreth 4.5 miliard dollaré.
Prevalence e infeksioneve intrahospitale né kété studim
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éshté 8.2 % (2, 10).

Shkaktarét mé té shpesht té infeksioneve intrahospitale
jané: Escherichia coli, kuagulazé-negativé stafillokokét,
Staphylococcus aureus (vecanérisht meticilin rezistent
stafolokoke), Enterococcus, Psuedomonas auriginosa,
Acinetobacter  species  pnuemoniae,  Klebsiella,
Enterobacter, Proteus mirabilis, Serratia, si dhe
bakteriet anaerobe gram-pozitive (Propionibacterium,
Bacteroides). Né vitet e fundit si shkaktaré i infeksioneve
intrahospitale paragiten edhe Legionalla, Clostridium
difficile dhe Micoplasma hominis. Gjithashtu, me theks té
vecanté si risk pér puntorét shéndetésor paragiten edhe
viruset, si virusi i Hepatitit B dhe C, HIV virusit, Kohéve
té fundit rriten né masé edhe infeksionet intrahospitale
té shkaktuara nga myket e ndryshme si Candida albicans,
Cryptococcus neoformans, Aspergillus, Candida Krusei,
C. parapsilosis , B. lusitaniae dhe té tjera lloje jo-albikans.
Viruset né numrin e pérgjithshém té infeksioneve
intrahospitale marrin pjesé me 25-30 % (8, 9, 11).

Réndésia e one day surgery géndron né faktin se me
shkurtimin e géndrimit né spital prevenohen infeksionet
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intrahospitale, zvoglohet kostoja e kurimit koha e
paaftésisé pér puné (6, 7, 8).

Qéllimi i punimit
Qéllimi i kétij punimi géndron né réndésiné e one day
surgery né prevenimin e infeksioneve intrahospitale,

zvoglimin e pérdorimit té antibiotikéve dhe né ofrimin e
trajtimit bashkékohor.

Matriali dhe Metoda

Né studim jané pérfshiré 133 té sémuré té operuar.
Pacientét i kemi ndaré né dy grupe: grupi I-ré gjithsej
66 té trajtuar me one day surgery dhe grupi II-té gjithsej
67 pacienté me qéndrim mesatar spitalor prej 4.3 ditéve.
Pacientét jané trajtuar brenda vitit 2018. Diagnoza e
komplikimeve éshté véné né bazé té ekzaminimit klinik
48 oré pas operimit, brisit dhe matrialit té marur nga
plaga pér analizé mikrobilogjike (serom).

Rezultatet

Gjaté kétij studimi u analizuan koplikimet né kuptim té
skugjes sé plagés, rjedhja e seromit nga plaga dhe shérimi
per secundum i plagés.

Tabela 1.
Frekuenca e komplikimeve

per primam 46 13 26 1
skugje té plagés 3 1 10 4
serom 2 12 2
per secundum 1 1 1
o 51 15 49 18
Gjithsej
66 67
Grafikoni 1.
60
50
40
30 @Meshkuj
20 mFemra
10
0
One day 4.3 dité
surgery qéndrim
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Frekuenca e pacientéve sipas gjinisé

Tabela 2.
Frekuenca e komplikime sipas grupeve

Pa Komplikime 89.39 55.25
Me Komplikime 10.61 44.75
Gjithsejt 100 100
Tabela 3.

Frekuenca e shkaktaréve té infeksioneve intrahospitale

Staphylococcus aureus 78.95
Psuedomonas auriginosa 9.77
Enterococcus 8.27
Candida albicans 1.50
Klebsiella 1.50

Gjithsejt 100.00

Diskutimi

Trajtimi bashkohor si one day surgery jep njé komoditet té
miré né trajtimin e miréfillt té pacientéve dhe né té njejtén
kohé zvoglon mundésiné e komplikimeve, kohézgjatjen
e kurimit, zvoglon pérdorimin e antibiotikéve dhe né
periudhén afatgjate zvoglon mundésiné e zhvillimit té
rezistencés sé mikrobeve ndaj antibiotikéve (6, 10, 11).

Né studimin toné pacientéve té grupit té I-ré ju dha
vetém njé dozé e antibiotikut e grupit té cefalosporineve
té gjeneratés sé treté me rrugé intavenoze, ndérsa
grupi i II-té me géndrim né spital pranoi dy heré né
dité cefallosporin té gjeneratés sé dyte, 5 dité me rrugé
intavenoze (2, 5, 9, 11).

Gjate trajtimit kirugjikal dukshém zvoglohet mundésia
e shfagjes sé komplikimeve dhe e pérdotimit té
antibiotikéve gjé té cilén e rekomandon edhe OBSH (6).

PERFUNDIM

Infeksionet intrahospitale paragesin problem shéndetésor
qé kérkon gasje serioze dhe profesionale.

Aprovimi i metodave bashkékohore terapeutike si one day
surgery e zvoglon mundésiné e paragitjes sé infeksioneve
intrahospitale.

Zvoglimi i infeksineve intrahospitale e zvoglon koston e
kurimit dhe géndrimin né spital.

Prevenimi i i infeksioneve intrahospitale zvoglon
pérdorimin e antibiotikéve dhe mundésiné e zhvillimit té
rezistencés té bakterieve
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INTRAHOSPITAL INFECTIONS VS ONE-DAY SURGERY
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SUMMARY

Introduction: The advantages of one-day surgery in the prevention of nosocomial infections are an incentive
for health workers in preventing their surgery. intrahospitale infections defined as disease that developed 48
hours after hospitalization. Developed in 5-10% of hospitalized persons. Adequate and modern treatment allows
reduction intrahospital infections. The aim of the paper: The purpose of this paper lies in the importance of
one-day surgery in the prevention of intrahospital infections, reduce use of antibiotics and provision of modern
treatment. Material and methods: The study included 133 patients operated. We divided patients into two groups:
group [-66 I have dealt with one day of surgery and group II 67 patients with an average hospital stay 4.3 days.
Patients were treated in 2018. Results: In group I of the one-day surgery 77.3% were male and 22.7% females, while
in group II were 73.1% male and 26.9% females. nosocomial infections in the I-st group was recorded at 10.61%,
while in Group II to 44.75%. The most frequent cause of infections was Staphylococcus aureus intrahospitale
in 79% of cases. Conclusion: The adoption of modern trends and shorter stay in hospital prevents nosocomial
infections and reduces use of antibiotics.

Key words: intrahospital - nosocomial infections, one-day surgery
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MENAXHIMI I SHTATZANIVE ME BLIGHTED OVUM DHE MISSED
ABORTION NE SPITALIN E PERGJITHSHEM NF FERIZAJ
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Spitali i Pérgjithshém-Ferizaj

Efamed@hotmail.com

Medicus 2018, Vol. 23 (3): 265-270
ABSTRAKTI

Hyrja: Shtatzania éshté njé ngjarje fiziologjike, por gé mund té shogérohet me procese patologjike. Né 5-20% té
rasteve komplikohet me procese patologjike, né mesin e té cilave béné pjesé Blighted ovum dhe Missed abortion.

Qéllimi i punimit: Eshté té béjé identifikimin me kohé té kétyre shtatzanive patologjike,trajtimin adekuat té tyre,
té krahasoj efikasitetin e ndérprerjes sé kétyre shtatzanive me metoda terapeutike, respektivisht kirurgjike.

Materiali dhe metodat: Hulumtimi éshté i tipit transversal, duke shfrytzuar pyetésor. Metoda e anketimit ka
gené pérmes intervistés sy me sy gjaté periudhés 28.02.2017 deri me 25.5.2018. Intervista éshté béré né Spitalin e
Pérgjithshem né Ferizaj, duke pérdoré metodén e pércaktimit té mostrés sé rastit.

Rezultatet: Punimi pérmban shtatzénat e identifikuara me Blighted ovum dhe Missed abortion gjaté periudhés
sé lartcekur né Spitalin e Pérgjithshém té Ferizajt dhe ményrat e trajtimit. Gjaté késaj periudhe né kété Spital
jané identifikuar gjithésej 60 shtatzéna me kété patologji, prej tyre 16 ishin me Blighted ovum si dhe 44 me Missed
abotion. Me Blighted ovum mé shumé ishin ato gé kishin shtatzaniné e paré, gjegjésisht 31.25%,kurse ato gé kishin
Missed abortion ishin né shtatzaniné e treté, gjegjésisht 31.81%. Shumica prej tyre kishin marré Acid folik,gjaté
késaj periudhe. Nga ky numér i té anketuarave(60), vetém njéra gjaté shtatzénisé kishte béré strisho vaginale dhe
cervikale ndérsa 37.5% e shtatzénave me Blighted ovum ishin té atakuara nga virozat e ndryshme, kurse te ato me
Missed abortion kjo shifér arrinte né 45.4%. Duhanpirése ishin 37.5% té shtatzénave me Blighted ovum, gjegjésisht
25% té atyre me Missed abortion. Me Misoprostol tab. ishin trajtuar dhe pérfunduar 68.75% e shtatzanive me
Blighted ovum, kurse te ato me Missed abortion arrinte shifrén 81.81%.

Pérfundimi: Menaxhimi medikamentoz me Misoprostol tab. pér ndérprerjen e kétyre shtatzanive éshté treguar
shumé efikas dhe pa efekte anésore.

Fjalét kyqe: Shtatzéna, Blighted, Missed.

HYRJE anembrionale, qé ndodhin kur vdes embrioblasti por
trofoblasti zhvillohet edhe ca kohe. Nga piképamja
klinike rritja e mitrés éshté mé e ngadalshme se sa te
shtatzanité normale, po ashtu vlerat e HCG jané mé té
ulta . Ekzaminimi ultrasonografik karakterizohet me
gese gestative té zbrazét, pa struktura embrionale. Si
shkaktar i shtazanive anembrionale mé sé shpeshti jané:
crregullimet kromozomale, infekcionet, intoksikacionet
né muajt e paré té shtatzanisé(2). Njé shtatzani
konsiderohet si anembrionale kur né njé ultratingull
transvaginal vérehet gesja e gestacionit me diameter mé
té madh se 25 mm. pa embrion dhe pa sakusin vitelin(3).

Shtatzania éshté njé ngjarje fiziologjike qé imponon
ndryshime funksionale dhe anatomike. Kur kéto
ndryshime jané né njé shkallé té moderuar jané normale,
por nganjéheré mund té béhen patologjike dhe té
rrezikojné shéndetin e nénés. Shtatzania edhe pse éshté
njé ngjarje fiziologjike ajo mund té komplikohet né 5-20%
té rasteve me procese patologjike qé jané té rrezikshme
pér shtatzénén dhe frytin(1). Né mesin e kétyre shtatzanive
patologjike béjné pjesé edhe shtatzanité me Blighted
ovum dhe Missed abortion.

Shtatzanité me Blighted ovum jané shtatzani
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Sipas pérkufizimit Missedi éshté njé vdekje né miter
e embrionit ose fetusit para javés sé 20 té shtatzanisé
me produkte té mbajtura té konceptimit(4). Shkaqget e
vdekjeve té hershme té fetusit jané té shumta dhe shpesh
komplekse, por arsyet mé té shpeshta jané:

1.Crregullimet hormonale

2.Faktorét imunologjiké

3.Sindromi antifosfolipid

4.Anomalité kromozomale

5.Sémundjet infektive akute ose kronike
6.Faktorét e jashtém

7.Varésia: droga, alkooli, pirja e duhanit(5)

Simtomat e njé Missed abortioni mund te jené njé
dhimbje e lehté e barkut, dobési e shtazénés, gjakderdhje
té intenzitetit té ndryshém nga mitra. Né disa raste kéto
shtazéna vazhdojné té kené simptoma té shtatzanisé (té
pérziera, lodhje) pasi ato ende mund té kené nivele té
larta té hormoneve qarkulluse. Ato shpesh nuk kané as
gjakderdhje.

Diagnoza pércaktohet né bazé té anamnezés, ekzaminimit
klinik dhe laboratorik, me kété rast konstatohet njé nivel
mé i ulét i beta HCG(5). Né ekzaminimin ultrasonografik
kemi mungesé té RZF (mungesé e rrahjes fetale).
Fkzaminimi ultrasonografik éshté vendimtar pér
pércaktimin e diagnozes.

QELLIMI I HULUMTIMIT
Qéllimi i hulumtimit éshté :

1.Té béjé identifikimin me kohe té kétyre shtatzanive
patologjike

0000000000000

2.Trajtimin adekuat té kétyre shtatzanive

3.Té krahasoj efikasitetin e ndérprerjes sé kétyre
shtatzanive me metoda terapeutike, respektivisht
kirurgjike.

MATERIALI DHE METODAT

Hulumtimi éshté i tipit transversal, duke shfrytzuar
pvetésor. Metoda e anketimit ka gené pérmes intervistés
sy me sy gjaté periudhés 28.02.2017 deri me 25.5.2018.
Intervista éshté héré né Spitalin e Pérgjithshém né
Ferizaj, duke pérdor metodén e pércaktimit té mostrés sé
rastit. Intervista éshté béré pas kérkimit té lejes me gojé
nga shtatzénat duke garantuar fsheftésin e saj.

REZULTATET

Punimi pérmban shtatzénat e identifikuara me Blighted
ovum dhe Missed abortion gjaté periudhés sé lartcekur
né Spitalin e Pérgjithshém té Ferizajt dhe ményrat e
trajtimit. Gjaté periudhés 28.02.2017 e deri me 25.5.2018
né kété Spital jané identifikuar gjithsejt 60 shtatzéna me
kété patologji, prej tyre ishin 16 me Blighted ovum si dhe
44 me Missed abotion.

Tabela 1.Numri i shtatzénave me Blighted ovum dhe Missed
abortion

Blighted ovum
Numri i shtatzénave %
16 26.66

Missed abortion Totali
[Numri i shtatzénave % N %
44 73.34 60 100.0

Nga ky numeér i shtatzénave té identifikuara, 5 prej
tyre e kishin shtatzaniné e paré, 4 shtatzaniné e dyté, 2
shtatzaniné e treté ,2 shtatzaniné e katért,1 shtatzaniné
e pesté dhe 2 shtatzaniné e gjashté. Kéto raste ishin me
Blighted ovum, kurse me Missed abortionll e kishin
shtatzaniné e paré, 4 shtatzaniné e dyté,14 shtatzaniné e
treté,10 shtatzaniné e katért,3 shtatzaniné e pesté dhe 2
shtatzaniné e gjashté.

Tabela 2.Shtatzania me radhé te rastet me Blighted ovum dhe Missed abortion

Blighted ovum Missed abortion

Shtatzania me radhé |Numri i shtatzénave % Shtazania me radhé  |Numri i shtatzénave %
Shtatzania e paré 5 31.25 |[Shtazania e paré 11 25
Shtatzania e dyté 4 25 Shtatzania e dyté 4 9.09
Shtatzania e treté 2 12.5 |[Shtazania e treté 14 31.81
Shtatzania e katért 2 12.5  |Shtatzania e katért 10 22.72
Shtatzania e pesté 1 6.25 [Shtatzania e pesté 3 6.81
Shtatzania e gjashté 2 12.5  |Shtatzania e gjashté 2 4.54
Gjithsej 16 100.0 |Gjithsej 44 100.0
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Me qéllim qé té kemi informata mé té sakta se né cilén javé té shtatzanisé éshté identifikuar kjo patologji, shtatzénat
né fjalé jané pyetur se kur éshté béré kontrolla e pare te gjinekologu, me kété rast kemi marré kété pérgjigje: te rastet
me Blighted ovum 5 ishin kontrolluar né javén e pare,3 né javén e pesté,3 né javén e gjashté,4 né javén e shtaté dhe 1
né javén e teté, kurse te rastet me Missed abortion 10 ishin kontrolluar né javén e katért,15 né javén e pesté,11 né javén
e gjashté,5 né javén e shtaté dhe 3 né javén e teté.

Tabela 3.Javét e shtatzanisé kur u kontrolluan kéto paciente pér heré té paré

Blighted ovum Missed abortion

Javét e shtatzanisé Numpri i shtatzénave % Javét e shtatzanisé Numri i shtatzénave %
Java e katért 5 31.25 |Java a katért 10 22.72
Java e pesté 3 18.75 [Java e pesté 15 34.09
Java e gjashté 3 18.75 |Java e gjshté 11 25
Java a shtaté 4 25 Java e shtaté 5 11.36
Java e teté 1 6.25 |Javae teté 3 6.81
Gjithsej 16 100.0 |Gjithsej 44 100.0

Tani mé dihet qé né zhvillimin e shtatzanisé né tremujorin e paré rol té réndésishém ka Acidi folik, me kété rast kemi
marré kété pérgjigje: te rastet me Blighted ovum 11 shtatzéna kishin marré Acid folik, kurse 5 nuk kishin marré.Te
rastet me Missed abortion 29 kishin marré kété preparat, por 15 e mohonin kété.

10,24.10% Po 65.90%

/

lo, 31.25%

N

Po,B68.73%

Grafikoni 1.Pérgjigjet e té anketuarave
me Blighted ovum né lidhje
me marrje té Acidit folik

Grafikoni 2.Pérgjigjet e té anketuarave
me Missed abortion né lidhje
me marrje té Acidit folik

Njé prej parametrave té réndésishém né mbrojtjen antenatale éshté edhe arsimimi i shtatzénave, me kété rast nga
anketimet me kéto shtatzéna kemi arritur me té dhénat se vetém 6.25% té atyre qé ishin diagnostikuar me Blighted
ovum, gjegjésisht 6.82% me Missed abortion kishin té kryer fakultetin.

Tabela 4.Niveli i shkollimit té shtatzénave

Blighted ovum Missed abortion

Niveli 1 shkollimit Numri [ shtatzenave % Niveli i shkollimit Numri i shtatzenave %
Shkolla fillore 7 43.75 |[Shkolla fillore 18 40.90
Shkolla e mesme 8 50 Shkolla e mesme 23 52.28
Fakultet 1 6.25  |Fakultet 3 6.82
Gjithsej 16 100.0 |Gjithsej 44 100.0
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Pasi qé né mesin e shkaktaréve té kétyre patologjive rol Tabela 5.Pérgjigjet e shtatzénave qé kishin béré strisho vaginale
N . . . . .. . .. dhe cervikale
té madh kané edhe infekcionet né tremujorin e paré té

shtatzanive, né pyetjen a kané béré strisho vaginale dhe E:ghted Ovsrmi e gf)lssed abo;?l:ri e
cervikale gjaté shtatzanisé, te rastet me Blighted ovum 0 1
kemi marré kété pérgjigje: asnjé shtatzéné nuk kishte [jo Numri i shtatzénave |Jo Numri i shtatzénave
béré strisho, kurse te rastet me Missed abortion vetém 16 43
njé kishte béré strisho. Giithsej 16 Giithsej 44

Konsiderohet gé njé nga infeksionet e shpeshta jané virozat e ndryshme,pér kété arsye né pyetjen: A kané gené té
sémura gjaté shtatzénisé? Kemi fituar kéto pérgjigje: te rastet me Blighted ovum 6 shtatzéna kané gené té sémura
nga viroza, kurse 10 té tjera e mohojné kété.Te raste me Missed abortion 22 shtatzéna ishin té sémura, 24 shtatzéna
e mohojné kété.

Tabela 6.Pérgjigjet e shtatzénave g ishin té sémura nga viroza gjaté shtatzanisé

Blighted ovum Missed abortion

Po Numri i shtatzénave % Po Numri i shtatzénave %
6 37.5 20 45.45

Jo Numri i shtatzénave % Jo Numri i shtatzénave %
10 62.5 24 54.54

Gjithsej 16 100.0 |Gjithsej 44 100.0

Njé dukuri gé ka shumé efekte patologjike né shtazani éshté duhanpirja gjaté shtatzénisé, pér kété arsye shtatzénat
jané anketuar edhe pér kété dukuri negative. Me kété rast kemi marré kéto pérgjigje: te rastet me Blighted ovum 37.5%
kishin konsumuar duhan gjaté shtatzénisé, kurse 62.5% jo, te rastet me Missed abortion 25% kishin konsumuar duhan

gjaté shtatzénisé, kurse 75% e mohonin njé dukuri té tille.

Po, 37.50% o, 62.50%

/

Grafikoni 3.Pérgjigjet e shtatzénave me Blighted Grafikoni 4.Pé1;ig]'iﬁjet e shtatzénave me
ovum pér duhanpirje Missed abortion pér duhanpirje

Pasi gé njé prej géllimeve té kétij punimi ishte identifikimi i trajtimit mé té miré té kétyre shtatzénave, ato u anketuan
se si ishin trajtuar né kété spital. Me kété rast fituam kéto pérgjigje: te rastet me Blighted ovum 11 shtatzéna ishin
trajtuar vetém me Misoprostol tab, kurse 5 me Misoprostol tabl. dhe Revizion instrumental té kavitetit té mitres.Te
shtatzénat me Missed abortion 36 ishin trajtuar vetém me Misoprostol tab, kurse 8 me Misoprostol tab. dhe revizion
instrumental té kavitetit té mitres.

Tabela 7.Trajtimi i shtatzénave me Misoprostol tableta dhe RCUI
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Blighted ovum Missed abortion
Misoprostol Numri i shtatzénave % Misoprostol Numri i shtatzénave %
11 68.75 36 81.81
Misoprostol+RCUI  |Numiri i shtatzénave % Misoprostol+RCUI  |Numri i shtatzénave %
5 31.25 8 18.18
Gjithsej 16 100.0 |Gjithsej 44 100.0
CUT=Revizioni IMStrumentat T Kavitett & MiTres.

DISKUTIMI

Diagnostikimi me kohé i kétyre patologjive, éshté me dobi
té shuméfishté pér shtatzénén, personelin shéndetésor ,
por edhe shogériné né pérgjithési, pasi qé né kéto raste
menaxhimi do té jeté mé efikas. Ekzistojné tri opsione pér
trajtimin e kétyre patologjive:

1.Menaxhimi i pritjes.
2.Menaxhimi medikamentoz
3.Menaxhimi kirurgjik(6)

Menaxhimi i pritjes konsiston né pérfundimin spontan
té shtatzénisé, kjo mund té zgjaté disa dité dhe javé.
Né kété rast duhet theksuar se mbajtja e frytit té
vdekur te shtatzanité mé té vjetra se 12 javé mund té
shkakton crregullime té rénda té koagulimit té gjakut-
DIK (Koagulimi intravaskular i diseminuar) si pasojé
e resorbimit té fermenteve proteolitike. Pér kété arsye
pas diagnostikimit té Missed abortion éshté e nevojshme
pércaktimi i kohés sé gjakderdhjes, kohés sé koagulimit
dhe vlerat e fibrinogjenit né gjakun e shtatzénés dhe
pastaj evakuimi i frytit té vdekur béhet pasi ti kemi vlerat
e fibrinogjenit mbi 1g/L. Nése vlerat e fibrinogjenit jané mé
té ulta, atéheré sé pari kéto vlera duhet té normalizohen
duke dhéné parenteral fibrinogjen ose hepariné i cili
ndérpret procesin e DIK ut(7).

Menaxhimi medikamentoz konsiston né dhénien
e Misoprostol tab. Né Spitalin e Pérgjithshém té
Ferizajt shtatzénave me Missed abortion nén 12 javé té
shtatzénisé i éshté ordinauar 1x800 mcg tab.Misoprostol
peros, cdo 12 oré , kurse ato qé kané pas mbi 12 javé té
shtatzanisé 1x400 mcg tab.Misoprostol peros ¢do 4 oré.
Dhénja e kétij medikamenti né kété Spital béhet vetém
né ményrén peros pér kéto raste sipas protokollit té
brendshém té kétij institucioni. Nga 44 shtatzéna té
takuara me kété patologji né periudhén e lartcekur, 81.8%
e kané pérfunduar shtatzéniné vetém me medikamente,
kurse né 18.1% personeli shéndetésor éshté detyruar
té béjé menaxhimin kirurgjik, gjegjésisht revizionin
instrumental té kavitetit té mitres. Te rastet ku nuk
ka pas sukses menaxhimi medikamentoz, pas 24 oréve

éshté béré menaxhimi kirurgjik, gjegjésisht éshté héré
revizioni instrumental i kavitetit té mitres. Nga té
dhénat e lartcekura, mund té konstatojmé se menaxhimi
medikamentoz me Misoprostol tab.éshté shumé efikas né
trajtimin e kétyre patologjive.

Menaxhimi kirurgjik konsiston né dilatimin e qafés sé
mitres dhe pastaj evakuimin e frytit té vdekur. Kjo formé
e trajtimit éshté e dhimbshme, e kushtueshme dhe me
shumé rrezige.

Nga té dhénat e lartcekura konstatojmé se 31.25% e kétyre
shtatzénave me Blighted ovum e kishin shtatzaniné e
paré, kurse te ato me Missed abortion shumica e tyre,
gjegjésisht 31,81% e kishin shtatzaniné e treté, shumica
e té dy grupeve té kétyre shtatzénave kishin marré
Acid folik, né anén tjetér veset e kéqia, si duhanpirja
ishte prezente né 375% té rasteve me Blighted ovum,
gjegjésisht né 25% té rasteve me Missed abortion.Vetém
375% té rasteve me Blighted ovum deklaruan se ishin té
atakuara nga virozat e ndryshme gjaté késaj periudhe
té shtatzanisé, por kjo pérgindje ishte shumé mé e
theksuar te rastet me Missed abortion ku arriti shifren
né 45.4%. Njé dukuri negative gé bie né sy éshté fakti se
nga 60 shtatzénat e anketuara, vetén njéra deklaron se
ka béré strisho vaginale dhe cervikale gjaté shtatzénisé.
Ky éshté njé indikator qé tregon pér nivelin e arsimimit
shéndetésor té késaj popullate, por njéherit tregon edhe
pérkushtimin e ulét té profesionistéve shéndetésor pér
zvogélimin e kétyre patologjive. Asnjéra nga kéto paciente
nuk kishin béré analiza histopatologjike dhe gjenetike
pasi qé né Spitalin e Pérgjithshem té Ferizajt nuk ekziston
shérbimi pér kryerjen e analizave histopatologjike, si
pasojé e késaj éshté e pamundur té béhet diagnostikimi i
sakté i shkakut té kétyre patologjive.

PERFUNDIMI

Gjaté periudhés 28.02.2017 deri me 25.5.2018 jane
anketuar gjithsej 60 shtatzéna.

Me Blighted ovum ishin 26.6%.
Me Missed abortion ishin 73.4%
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Me Blighted ovum mé shumé ishin ato qé kishin
shtatzaniné e paré, gjegjésisht 31.25%

Ato qé kishin Missed abortion , mé shumé ishin né
shtatzaniné e treté, gjegjésisht 31.81

Nga kéto shtatzéna té anketuara, 6.25% kishin té kryer
fakultetin (rastet me Blighted ovum) kurse te ato me
Missed abortion kjo shifer ishte 6.82%.

31.25% té atyre me Blighted ovum nuk kishin marré Acid
folik, kurse ato me Missed abortion ishin 34.10% qé e
mohonin marrjen e kétij preparati shumé té réndésishém
gjaté tremujorit té paré té shtazanisé.

Nga ky numér i té anketuarave(60), vetém njéra gjaté
shtatzénisé kishte béré strisho vaginale

dhe cervikale.

375% té shtatzénave me Blighted ovum ishin té atakuara
nga virozat, kurse te ato me Missed abortion kjo shifér
arrinte né 45.4%.

Asnjé prej kétyre shtatzénave té anketuara nuk kishin
béré analiza histopatologjike, pasi gqé né spitalin e
lartcekur nuk ekziston shérbimi pér kryerjen e kétyre
analizave.

Duhanpirse ishin 37.5% té shtatzénave me Blighted ovum,
gjegjésisht 25% té atyre me Missed abortion.

Me Misoprostol tab.ishin trajtuar dhe pérfunduar 68.75%
té shtatzanive me Blighted ovum, kurse te ato me Missed
abortion arrinte shifren 81.81%.
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CTABOBH 1 NCKYCTBA HA JOKTOPUTE 110 JEHTA/THA METUITMHA
3A IEHTAJIHUOT TYPH3AM BO PEITYB/IMKA MAKEJIOHHJA

Haramra ITaBnocka' , Becha Benuk CrechanoBcka', Kupo BanoBcku?, Bratko KokonmaHcku!
THCTUTYT 3a eMUIeMUOJIOTHja ¥ OMOCTATUCTHKA CO MeIMLIMHCKA MH(OPMAaTHKA,
Memuuuncku arynret, Yausepsuret “C.Kupun u Metouj”, Ckormje

2Kareppa 3a O0onecty Ha ycTaTa 1 mapogioHtoTt, CromaTononiku dakynret, Ckomje YauBepsutet “CB. Kupun u
MeTtomuj”, Ckomje
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AIICTPAKT

BoBep: /leHTamHUOT Typr3aM e medMHUPaH KAKO UMH Ha TaTyBare BO Tyra [ApsKaBa co 11eJ1 ia ce ToOre CTOMAaTOJIOMIKI
TperMmaH.Toj mpeTcraByBa TMOAMHOMKECTBO Ha MEIUIMHCKUOT Typu3aM. Hekou 3emju ce pelieNTUBHU, a HEKOHU
eMUTUBHU 3a OEeHTaJHUOT Typu3aM. Bo MpBUTe foaraar ApsKaBjaHU Ha BTOPUTE, 3apaiy 4oOMBarke CTOMATONOLIKN
YCIIYTU KOU Ce PefloBHO MOBeKeKpaTHO MocKanu BO HUBHAaTa mMaTtuuHa 3emja. Len: Ctyaujata uMa 3a e ja ykaxe
Ha CTABOBUTE U MCKYCTBATA Ha AOKTOPHUTE TIO JIeHTajsHa Me[UIIMHA 3a AeHTaJHUOT TypusaM Bo P.Makemonwuja u
eBeHTyasTHaTa pas/MKa MoMery MoJIoBUTEe BO OMHOC Ha HeKou ofl HUB. MaTtepujan u MeTofl: Bo rmeprozioT o7 heBpyapu
o MapT Bo 2018 rogunHa Gellle cIipoBe/ieHa KBAaHTUTATUBHA aHa/IUTHUUKa CTYIMja Ha Mpecek (cross sectional study).
VcrutaHULUTE BO ITPUMEPOKOT Oea CceIeKTHPaHU 10 MeTOZ Ha IIPOCT CJIy4aeH IMPUMEPOK CO TTOUNTYBakbe Ha OgHATIPe]I
YTBPIIeH UHKIY3UOHU 1 €KCKITY3UOHU KPUTEePUYMU. I TpMMEPOKOT I'o COUMHYBaa JOKTOPU Ha I10 JIeHTaJiHa MeJIUII1MHA,
KOU 10 €JIEKTPOHCKU aT Oea KOHTAKTUPaHW M Kou npudarusie [a yuecTByBaaT BO UCTPasKyBameTo. PesynraTti: Bo
HCTpasKyBamkeTo yuecTByBaa 176 JOKTOPHU 10 AeHTa/HA MeAUIMHA, CO 37IpaBa CTarika Ha ToBpaTeH OfiroBOp of 71%.
3a p>0,05, Hemale curHruduUKaTHa pasjidKa BO ITpoceuyHaTa BO3PACT Ha MCTIMTAHULIUTE Of MBaTa rona. He Oerrre
yTBpAeHa curHnuduKkaHTa pasauka (p>0,05) momery momoBuTe BO OJJHOC Ha MCKYCTBOTO 3a paboTa CO MalleHTH Off
CTPAHCTBO KAKO U CTABOBUTE 3a MOTUBMPAUKUTe (DAKTOPU 3a Joararbe Ha oBUe NMaiueHTy. CUrHU(QUKAHTHO MTOBEKe
IIOKTOPU TI0 JIeHTa/IHa MeAuLIHa cMeTaa JileKa PU3MKOT 3a KOMIUIMKAalMja Kaj TalMeHTUTe off CTPAHCTBO M3HecyBa
1-2%, criopepieHO CO OHME KOU CMeTaa [ieKa oBoj pu3uK e mnoBucok (Difference test: Difference 69,30% [(60,7-75,8)
CI 95%]; Chisquare=168,57; df=1; p=0,0001). 3axiydok: 3HauaeH [e/ Of JOKTOPUTE [0 AEeHTa/Ha MeOuliHa uMaar
MoBeKe TOAMIIHO MCKYCTBO BO JIEKYBAETO HA CTPAHCKU MAlLMEeHTH ILITO YKa)KyBa jJeka Bo P.MakemoHuja roctou
IleHTaJIeH Typu3aM. HajuecTo, yenoT Ha CTpaHIIMTe BO BKYITHUOT OpOj Ha MalMeHTH KaKo M BO BKYITHHUOT ITPUXO]] Ha
opauHalnTe He HagMKHyBa 20%. HeorxoiHM ce HaTaMOIIHKM MCTpasKyBarba Ha OBaa Tema.

KHY‘{HI/I 360pOBI/II JeHTaJIeH Typur3aM, IMaljueHT, JeHTa/IeH TYPUCT, CTOMATOJIOIIKW TpeTMaH

Bosep TpoIleHyBa JleKa 3acTalleHocTa Ha JIeHTaTHUOT Typu3aM
BO L[eJIOKYITHAOT CBETCKHU 37IPaBCTBEH TypU3aM U3HECYBa
okony 40% (3). TlomynapHocTa Ha JI€HTATHHOT TYpU3aM
ce JIOJKU BO To/ieM JielT Ha (bakTOT, JieKa TPeTMaHOT U
BPEMETO Ha OIOpaByBaibe Ha MAlJUEHTOT € PelaTUBHO
KpaTKo, JI03BONYBAjKM MY Ha CTPAHCKUOT MAal[MeHT,
TIOTEHIIUjaJTHHOT TYPUCT, BpeMe M eHepruja 3a ogmop (4).

MeauiMHCKMOT ~TypM3aM TpecTaByBa CerMEHT Ha
3gpaBcTBeHUOT Typu3aM. Croopen C30, MemuIMHCKU
TYPUCTH Ce JIYI'eTO KOU TaTyBaaT MpeKy IpaHulia, off efiHa
BO JIpyra 3eMja, 3apajii HeKaKOB MeIUI[UHCKU TPeTMaH.
HajuecTo OapaHu 371paBCTBEHHM YCJIYTH BO JIpyra JipKaBa
ce CTOMATOJIOIIKUTe TPeTMaHW, ecTeTcKaTa XUpYpruja,
eJIeKTUBHATA XUPYPruja 1 TeKyBambe Ha cTepuuter (1). Criopez; MHOTY aBTODH, JIEHTA/IHHOT TYPU3aM IPETCTaBYBa
VIITe efieH KJIacuueH IIpuMep 3a [Jobanu3aliyja.
Cermak, MOOWTHOCTA HA JIEHTAJHUTE TYPUCTU € TIOBeKe
permoHajHa, OTKO/MKy rmobanHa (5). CormacHo ymoraTa
BO PaMKUTe Ha JIeHTaJHUOT Typu3aM, 3eMjuTe Moxke Jja
OMpaT perieNTUBHU M eMUTHBHU. Bo mpBute moaraar

Pesonyumjara 28H-2008 wa ADA (American Dental
Assosiation), ro geduHupa JeHTaTHUOT TYpU3aM, KaKo
UiH Ha TaTyBaie BO Tyra JIpKaBa co LieJ Jla ce 100ue
CTOMATOJIOIIKM TpeTMaH (2). JleHTaqHMOT Typu3aM ce
CMeTa 3a MOJIMHOMKeCTBO Ha MeIUIIMHCKUOT Typu3am. Ce
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IpyKaBjaHU Ha BTOPKTE, 3apajiv JOOMBakbe CTOMATOJIOIIKI
YCIYTU KOM Ce pefIoBHO TOBeKeKpaTHO MOCKalu BO
HUBHaTa MaTWuyHa 3eMmja (6). JleHTalHUTe TYPUCTH
HajuecTo Jioaraar ofi pa3BUEHUTe 3eMjd Ha 3arajHUOT
cet. [lamuenTure op 3amajgHa EBpoma, co morpeba 3a
TleHTaJTHU UHTEePBEHIMH, HajMHOTY MaTyBaaT BO YHrapuja
KaKo JIufiep BO eBPONCKUOT peruoH. Ha amepuKkaHCKUOT
KOHTUHEHT, LIeHTPU 3a JieHTajleH Typu3aH ce MeKCcHKo 1
Kocrapuka. Bo A3uja Bojieuka MeIMI[MHCKO-TYPUCTHUUKA
cuna e MHpaMja, Koja e U CBETCKM CYIepHOpPHA 3a OBOj
po0sieM, a o Hea CO CBOMTE aKTMBHOCTH Ha 0Ba IoJie ce
ucrakHyBa Tajnan.

[lo oBWe 3eMju KOMNETHTMBHO ciiefyBaaT M Ilojcka,
Typuwja, Pomanuja, u XpBaTcka (7).

[7MaBHM NpUUMHKM 3a MEJUIMHCKA a CO Toa M Ha
IeHTa/leH Typu3aMm BHaTpe Bo EBporickata YHuja ce: a)
TMOHKCKaTa IieHa, 0) MOKPaTKOTO BpeMe Ha ueKame; U
B) JioBepbaTa BO CTPYUHOCTA M 37PABCTBEHHOT CHCTEM
(8). Ha amepMKaHCKMOT KOHTHHEHT, (haKTOPHUTE IITO TI'0
ofipeflyBaaT JIEHTAJHHOT TYpH3aM Ce: a) OJHOC IeHa/
ycyra; 0) KamarjuTeT 3a JaBarbe Ha YCIIVTH; B) TeXHOIOTHja;
r) BpeMe Ha ueKame; Ji) JoBepOa BO 37IpaBCTBEH CUCTEM U
1) ypoan umui (9). Cute 0BMe UMHUTENH MOXKe Jja OupaT
Knacuduiypann 1 Kako push (motuckyBauku) u pull
(mpuBneKyBauky) (DaKTOpH, OZHOCHO (DaKTOPU KOM TO
of01MBaaT WK I'o MPKUBJIEKyBaaT mauueHToT (6). Bo mpuor
Ha oBa, push (akTopu ce BUCOKHUTe LieHK Ha VCIVTUTE BO
COIICTBEHATa 3eMja, HEMare 3[PaBCTBEHO OCHTYDPYBarhe
KaK0 M jasuuyHata Oapuepa Mery HMHTPAHTHTE U
momamHuTe cromatonosu. Pull dakropu ce KBanuteToT
Ha ycJIyrara Bo TyraTa 3eMja, KpaTKOTO BpeMe Ha YeKakbe,
HOeBTHHUTE 1[EHM, MO3HABAbETO Ha 3aeJHHUKH jasuK,
VCIIOBUTE 3a OfIMOP, MOJIUTHYKATA KiiMa i gpyro (10).

JleHTaJTHUOT TypU3aM 3a pa3jivKa OfI MeUIMHCKUOT
TypU3aM, He e CeKOrall Ipaliambe Ha u300p, TYKY U Ha
NPUHYJIHA OKOMHOCT. HemocTaToOKOT Ha 37IpaBCTBEHO
OCHTYpYBaie e KiyueH (hakTop 3a AMEpUKAHIUTE CO
HUCKM TIpMMara Jla ce JIeKyBaaT BO MeKCHKAHCKUTe
TMOTPaHNYHM KJIMHUKA KOM HYJaT JIeHTaJHU VCIIyTH
3a MHory moedrtunu uenu (11). Bo EBpoma Bopeuku
PelLieNTUBHY JIeCTUHAIINHM 3a JIEHTaJTHUOT TYPU3aM ce

Yurapuja u [loncka, Kou 3aeHO COUYMHYBaaT [iBe
TpeTuHU ofi eBporckuor masap (4). Cmopen Kovacs u
copabOTHUIIMTE, HA OBOj TMa3ap YHrapuja yuecTByBa CO
39%, [loncka co 32%, lllmanuja co 7%, byrapuja co 7% u
Typumja co 15% (12).

Bo Yurapuja, Kako uieHka Ha EBporickara YHuja, OpojorT

Revisté mjekésore - MEDICUS | 272

IS ISP

0000000000000

Ha cromatono3u Ha 100.000 xuTenu u3HecyBa 66 u e
1oMaji ofi eBPOICKUOT TMPOCeK, LITO 3HAUM JieKa OBOj
napaMetap He e TpecyleH 3a pa3BOj Ha [IeHTATHUOT
TypusaMm. Bo YHrapuja, JleHTalHUOT Typu3aM 3allouHall
CO TIpeKyrpaHWYHa MOOWIHOCT Ha aBCTPUCKUTE U
repMaHCKUTe Mal[eHTH BO PaHUTe JieBeleceTT! TOJUHA
Ha XX Bek. (12,13,14). I'maBHMOT Tpaj; Ha OBaa 3eMja,
npeq; ce TOpajd KYITYPHO-UCTOPUCKATAa aTPaKTMBHOCT
1 HUCKOOVIIeTHUTE JIETOBH, YCIIeas Jja CTaHe “JIeHTalHa
npecronHuHa“ Ha EBpoma (12,13). Ha oBa ce HajoBp3yBaat
1 KBAJIUTETOT Ha VHrapcKaTa JieHTajHa MpaKkca Kako U
HUCKUOT PU3MK 32 KOMIUIMKAI[MU IITO W3HECYBA OKOIMY
5% W e cluyeH Ha eBPOICKHUOT ImpoceK. Croped MHOTY
CTY/IUH, 3aJI0BOJICTBOTO Ha TAllUEHTHUTe Off JieHTaJHUOT
Typu3aM Bo YHrapuja e rojieMo, opajiv ITo HajroieMUoT
JieJ1 Off HUB OM JI0IIIe IOBTOPHO €O McTa e (13).

Bo XpBaTcKa [€HTaJHHOT TypH3aM € Haj3acTameH BUJ
Ha MemuiMHCKU Typusam (15). OpmpepeHu aBTopM ja
mocouyBaat 1 PoMaHMja Kako IeCTHHALIM]a 3a IeHTaTHHOT
TYpU3aM Ha MALMeHTH Off T000raTiTe eBPOICKHU [[PHKaBH,
ocobeHo of1, Mranuja (16).

JleHTaTHUOT TYpU3aM HOCH CO ce0e MHOTY Hpeu3BUIM
Kako IITO € OfITOBOPHOCT HA /laBaTeluTe Ha YCIyTH
3a I0CTOjaHO TIOJWTHYBale Ha HUBOTO Ha CTpPy4dHa
HIOJTOTBEHOCT, KAKO M MMHMMU3Upame Ha PU3HKOT Of
KpBHO mpeHocnuBy Oonectu (17). ETmukuTe acmektd Ha
JeHTaJHMOT TYPU3aM Ce OJJHeCyBaaT Ha aBTOHOMMjaTa BO
1300pPOT Ha JlaBaTe Ha YC/IyTra, TapaHIiyja 3a 0e30eJHOCT
Ha MalMeHTOT, KOHTHHYUTET Ha YCIyruTe, H(opMIpaHa
COIJIACHOCT, [00pa KOMYHHKalldja JieKap-TalyeHT U

nipyro (18).

WcTpakyBameTo ¥Ma 3a e/l [a VKake Ha eBeHTyalHaTa
pa3ivMka ToMery TOJOBMTe Ha  JIOKTOpUTE 0
CTOMATOJIOTMja BO OJIHOC Ha CTABOBHMTE M MCKYCTBaTa 3a
JleHTa/IHMOT Typu3aM Bo P.MakeqioHuja.

Matepwujan 1 MeTOIH

WcTpakyBameTo npecTaByBa KBaHTUTATUBHA CTYWja Ha
npecek (cross sectional study) cripoBefieHa Bo 1epuosoT
on deBpyapu o MapT Bo 2018 roguua. WcmuraHuimre
BO NPUMEPOKOT Ce CeJIeKTUPaHW 110 MeToJ, Ha TMpOoCT
cJTyyaeH MPUMMEPOK CO MOUUTYBabe Ha OJJHATIPe]] YTBPieH
MHK/TY3MOHEH KPUTEPUYM KAaKo aKTMBHA paboTa BO
COTICTBEHA WM Tyra OpfIMHAlMja Ha TepUTOpUjaTa Ha
TprKaBaTa M MCKYCTBO BO paboTa Co JIWIIA Off CTPAHCTBO.
[IpumepoKoT ro counHyBaa 176 JOKTOPHM 110 CTOMATOIOTHja
KOM M0 eJIeKTPOHCKM TaT 0Oea KOHTAKTMPaHU M KOU
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npudaruja ja yuecTByBaaT Bo UCTPaKyBameTo. CTamkaTa
Ha TMoBpaTeH OfIOBOP HAa KOHTAKTUpPAHUTE MCIIUTAHUIIU
usHecysate 71%.

Bo wucTpaxyBameTo Oelle KOPHCTeH CTaHApAU3UpaH
AHKeTeH TMpallaHUK, HAJIOMONHET CO HOBOKPEMPaHU
Tpaiama MpUIarofieH Ha TMoTpeOuTe Ha Hamiata 3eMja
(6). Uctnor Geme objaBeH Ha COLMjAIHAOT MEIUYM -
“Facebook” Bo 3aTBOpeHH IpYIIHM 3a IOKTOPU

10 CTOMATOJIOrKja Iof Ha3uB “CTOMAaTONo3u 00eguHeTe
ce” u “MakemoHcku cromaTonosu”. [IpamrajHuKOT
oeme ammanupad co Google Forms ycmyrara, a Geme
TMOTIONIHYBAH IpeKy MHTepHeT IpernegHuk. [logaTomure
0ea coOMpaHH CO IEJIOCHO TIOUMTYBAE Ha IPOLeIyPUTeE
3a JIOBEpPJIMBOCT Ha JI00KMeHKUTe MH(OPMAIMKA BO OIHOC
HA HMBHA 3arapaHTHpaHa AHOHUMHOCT U WCKIIVIABO
KODUCTEHme 3a HayuHu Lenn. McrpakyBamero Oelre
of00peHo ofi KoH30pLMyMOT 3a JJOKTOPCKU CTYAMH MO

jaBHO 31paBje mpu MemuiuHCKIOT hakynteT Bo CKormje.

CraTHCcTHYKa aHa/IM3a

Auanu3ara Oellle HarpaBeHa CO CTATUCTHUKK MPOrpPaMU
(Statisticafor Windows 7,01 SPSS17.0). 3a seckpuntiBHaTa
aHa/lM3aTa Ha HYMEPUUKUTe Cepud KOPUCTeHH Oea
MepKHTe Ha IleHTpajiHa TeHJeHIuja (IIpoceK, Me/iujaHa,
MUHAMAJTHA ¥ MAKCMMAaJTHU BPEJTHOCTH M MHTEePaKTUBHU
PaHroBM), Kako ¥ MepKM Ha JMcrep3uja (CTaHgapiHa
nesujaiuja). Pearson Chi square test 3a xomoreHocT belie
KODHCTeH 3a YTBpP/[yBake Ha acolujarija Mer'y ofipefieH!
aTpuOYTHBHU JIUXOTOMHM Oesle3d BO [IBeTe TPYNHM Ha
MCIIMTAHUIK. 3a cropefda Ha IPOCEYHHTE BPEJHOCTH
Ha HyMepuukuTe cepuu Oeme KopucteH Mann Whitney
U tect. 3a yTBp/lyBatbe Ha CTaTMCTAYKA 3HAYajHOCT Oellle
KOPUCTEHO HUBO Ha curHuguKkaHTHOCT off p<0.05.

Pesynratu

[IpuMepoKOT Ha HCTPaKyBambeTo o counHyBaa 176
TOKTOPU Ha CTOMATOJIOTHja O KOU

97 (55,11%) on mamku u 79 (44,89%) on ;KeHCKH IOT CO
ofiHoC oMery monoBute of 1,22:1. Bo ogHOC Ha eTHUYKaTa
crpykrypa 151 (85,79%) of mOKTOpHTE IO CTOMATOJIOrHja
oea Maxemonnu, 14 (795%) Anbanuu u 11 (6,26%) mpyru
eTHUKYMU. [IpoceyHara Bo3pacT usHecyBaiue 37,78+7,89
co Median IQR=36 (24-59) rogunu. 3a p>0,05, He Gemre
coryeflaHa cUrHM(MKAHTHAa pa3jiKa BO IPOCEYHATa
BO3pacT Ha WCIMTAHULWTEe Off 7ABaTa mona (Mann-
WhitneyU test: Z=1,1793; p=1,1807).

Review I

Bo Tabena 1, jaieHu ce oiroBopuTe Ha MCITMTAHUIUTE BO
OJIHOC Ha JleBeT CceJIeKTUPaHU Tpalliama, Kako 1 aHa/mm3a
Ha pas/uKarta Momery MoJOBUTe BO OJIHOC Ha JlaJieHUTe
oxrosopu. 3a p>0,05, HeMa curHuMKaHTHA acolyjaIiyja
TIOMEI'y TIOZIOT Ha UCTIUTAHUIIUTE U JOOMEHUTE Of['OBOPH
Ha 0110 KOe 0] HaBeJIeHHTe Mpaliiaba KoM Ce OfHecyBaaT
Ha MCKYCTBOTO BO pab0Ta CO MAIL[eHTH Off CTPAHCTBO, KAaKO
¥ CTaBOBMTE 3a MOTUBMPAUKKUTe (aKTOPH 3a Jjoarame Ha
TaIMeHTH Off CTPaHCTBO.

JlomoNHUTeTHO BO  paMKUTe Ha  MCTPaKYBambeTo
Oelle HampaBeHa aHajM3a BO OJHOC Ha IieHAaTa Ha
cTomaTojolkuTe yciayrd Bo P.MakefoHuja cropesieHo
co ppyru 3emji. beme cornemano gexa 47 (47,08%) on
UCIMTAHUIUTE CMETAaT JIeKa CTOMATONOIIKMUTE YCIIVTH
Bo P.Makenonuja ce 3a 51-100% moHuCKHU criopefieHO CO
I'pumja; 24 (36,36%) cMeTaat feka ce 3a 51-100% moHUCKH
cropezieHo co byrapuja; 45 (69,23%) cmeTaat fieka ce 3a
1-50% nmonucku criopeseno co Cpouja; 42 (54,62%) cmetaaT
neka ce 3a 1-50% monucku cropemeHo co Kocoo; 41
(68,33%) cmeTaar fexa ce 3a 1-50% MOHUCKY CIIOPEEHO CO
An6anujau 106 (65,43%) cMeTtaa neka ce Haji 100% MOHUCKK
CIIOPeJIeHO 3araJHOeBPOIICKUTE U MPEKYOKeaHCKHU 3eMjH.

Pu3uKOT 3a HempeqBUjIeHN KOMIUIMKAL[MU MOpPajd KOU
TAIMeHTOT OfI CTPAHCTBO OM TPebaio TOBTOPHO Jia [ojaT
BO OpJMHAlI[1jaTa, HAjrOlIeMUOT [iefl O] UCITUTAHULIUTE U
toa 149 (84,65%) usjaBune meka usHecyBa 1-2% cieneHo
co 22 (12,51%) kou cMeTaaT JieKa M3HecyBa 3-5% M caMo
5 (2,84%) oBOj pu3MK TO IpOIIEHYBaaT Ha IOBEKe O
6%. IlpomeHTyanHaTa pas3mvka TOMery WMCIUTAHULIATE
KOM CMeTaaT [leKa PHU3MKOT 3a KoMIUIMKauuja e 1-2%
CTIOPeJIeH0 CO CUTe OCTaHATH KOM MMaaT Pa3jIidHo Off
0Ba MHUC/IEIbe € CTATUCTUUKU curHu(uKaHTHa 3a p<0,05
(Difference test: Difference 69,30% [(60,73-75,78) CI 95%;
Chi-square=168,57; df=1 p=0.0001) Bo mpuior Ha 3HayajHO
ToroJieMa 3acTaneHoCT Ha UCITUTAHUIIUTE KOU PU3UKOT IO
Knacu(UIMpaaT Kako HajHU30K OJHOCHO 1-2%.
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Tabena 1. Anami3a Ha CeJIeKTUPaH! OJTOBOPU Ha [JOKTOPUTE Ha CTOMHTOJ'IOI'I/Iia cropeq 1o

Kornky ropiuisu nekyBate cTpaH I

0-5 romuau 1 6,25 Pearson Chi-square:
6-10 roguHn 50 28,41 6,059, df=4, p=0,1951
11-15 ropuHu 62 35,23
16-20 ropuaK 36 20,45
noBeke of 21 ropuHa 17 9,66

1-20% 121 68,75 Pearson Chi-square:
21-40% N 1931 2,9344 df=4, p=0,5689
41-60% 9 511
61-80% 5 2,84
81-100% 7 3,98

1-20% 90 55,68 Pearson Chi-square:
21-40% 38 2159 2,5899, df=4, p=0,6286
41-60% 22 12,50
61-80% 10 5,68
81-100% 8 4,54

1-20% 78 44,32 Pearson Chi-square:
21-40% %3 13,07 8,1507, df=5, p=0,1481
41-60% 15 8,52
61-80% 18 10,23
81-100% 36 20,45

Ba)KHO 39 22,16 Pearson Chi-square:

Ba)KHO, HO He TPecyIHo 18 10,23 2,0218, df=3, p=0,5679
MHOTY BayKHO 118 67,04
HEeBajKHO 1 0,57

Ba)KHO 74 42,04 Pearson Chi-square:

BaJKHO, HO He TPeCyHO 28 15,91 0,5398, df=3, p=0,9101
MHOTY BajKHO 61 34,66
HEBaKHO 13 7,39

BaKHO 62 35,23 Pearson Chi-square:

Ba)KHO, HO He MIPeCyIHO 35 19,89 49298, df=3, p=01771
MHOTY Ba3KHO 71 40,34
HEeBajKHO 8 4,54
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BKYIHUOT COOZIHOC 11eHa/KBa/IM TET OTKOJIKY BO MaTHUHATA 3eMja
Ba)KHO 57 32,39
Ba)KHO, HO He MIPECYHO 12 6,82 Pearson Chi-square:
MHOTY Ba3KHO 102 5795 19929, df=3, p=0,5739
HEeBaKHO 5 2,84
[IpoceueH 6poj Ha MOCETH Ha CT PAHIA 3aPajiu Jieueke Bo Bamiata opauHaiumja
efHa 9 511
ABe 39 22,16 Pearson Chi-square:
3.5 91 51,70 0,9522, df=3, p=0,8128
6 1 oBeke 37 21,02
* curnuukanTHO 3a p<0,05
Juckycuja Jledere U3HeCyBa 3-5 moceTH, fofeka 22,2% ru TeKyBaaT

IIpoCceyHo co 2 mocety, a 3a 21,1% oBoj mpocek U3HecyBa
6 u moBeke mocetu. OBa YKaKyBa Ha KOMIUIEKCHU
WIA MYITUJMCIMIUIMHADHA TpPeTMaHu U JieKyBamba
Ha cTpaHckuTe mnaiueHTd. Cropes oAroBopute Ha
UCIIUTAHUIWTE, IIeHUTe Ha CTOMATOJIOIIKUTE YCIYTH
BO HallaTa 3eMja Ce KOHKYPEHTHO MOHUCKU CIIOpefieHO
CO HEeKOM COCe[JHM U pa3BUEHUTe 3araj[HOeBPOINCKU
W TNpeKyoKeaHCKu 3emju. OBa YVKaKyBa Ha €KOHOMCKa
OTPAaBJIaHOCT HA TATYBAWETO HA CTPAHCKUOT MallieHT
[enranuuor Typusam Bo P.Makeionnja Beke Ma CBOja oy matiuHata 3emja Bo PMake/oHuja, Kako JIeHTaIHO-
tpajuunja. Hajronem 6poj op MCTMTAHULUTE OFHOCHO  rypucTHUKa JlECTHHALA.

35,2% oproBopuiie Jieka jiekyBaaT crtpaniu mery 11-15
roguHy, a 28,41% meka Toa ro rmpaBaT Bo mocjiegHuTe 6-10
TOJIVHM. YIeJIOT Ha CTPAHCKUTE TAllieHTH BO MPO(UTOT
Ha oppauHanujata usHecyBa ofi 1-20% cropen 68,7% of
ucnutanuimre, 21-40% cropen 19,31% u 81-100% 3a 3,9%
on, HuB. Hamarta fujacrmopa, ofJHOCHO MCeJleHUIUTe, 3a
HajrosieM Jiefl off UCITUTaHULIUTe U Toa 44,2% courHyBaaT
120% oj BKYIHKOT OpOj CTPAHCKY TallMeHTH, Jo7eKa 3a
20,4% ucniutanuiiy, Toj yaen usHecysa 81-100% .

[IpumepokroT of 176 moKTOpM MO JeHTalHa MeJHMIIMHa,
KOM OfITOBOpUJIE JIeKa JIeKyBaaT CTPaHI[H, MPeTCTaByBa
37IpaBa CTallka Ha OBPaTeH oAroBop of 71% oj] BKYIIHUOT
0poj MCIUTAHUIM, IITO VKa)kyBa Ha (haKTOT JieKa BO P.
Makepmonmjanocton ieHTaneH Typusam. OBauCTPaKyBambe
MOKa)KyBa JIeKa HeMa CUrHU(MKATHA acoliyjaliija IIoMery
TI0JIOT Ha MCTIMTAHUIIUTE ¥ JOOMEHUTE OJIrOBOPH Ha OMII0
Koe 0ff ceJIeKTHPaHKTe Mpallarmba.

Hajromemuor pgen op wucnuraHunure (84,65%) ro
TPOL[eHIIe PU3UKOT O HelpeIBU/IeH! KOMIUIUKAIM KaKo
HajHU30K (1-2%), ITO e MOMAJIKY O eBPOIICKHOT IIPOCEK U
MPOCEKOT HAa KOMIUTMKAIMK Kaj YHrapCKUTe CTOMATOJ031
Koj u3HecyBa 5% (13). VieHTHYHM pe3yiTaTd MOKaKyBa
HCTPaKyBake Ha XPBATCKUTE JOKTOPY Ha CTOMATOJIOTHja,
KOM BO Hajrosiem 0poj 0Boj pu3uK ro orieHue co 1-2% (6).Bo
OJTHOC Ha MCTPaKYBAMHETO MeI'y XPBATCKUTE CTOMATONIO3H,
TI0CTOjaT COBMaramba co BpeMETO Ha JIeKyBatbe Ha CTPaHIH,

Hajronem jien op ucrniuranuuure (67,04%) kako mHory VIeI0T Ha CTPAHIIM BO BKYITHUOT OPOj MAIMeHTH, KaKo U BO
BayKHU 3a CTPAHCKUTE TYPUCTU I'M OLIEHWIE NOHUCKUTE  yreoT Ha CTPAHCKHUTE MAIMeHTH BO BKYITHUTE MTPUXO/I Ha
LieHM BO OfHOC HA MarnuHata 3eMja. BrymHo 42,1%  opnumanumjara Bo Koja paboru ncmmranukor (6). Buejku
KaKO BaKHA ja OleHWIe Tofodpara U MOKBaUTETHA XpBaTcKa e 3eMja Koja e TIOCOUEHa BO JIUTepaTypaTa
CTOMATOJIONIKA YC/IyTa OTKOKY BO MATHUHATA 3€Mja. gako KoMIETHTHBEH (akTOp Ha JEHTATHHOT TYpPH3aM
IlokpaTkoTO Bpeme Ha UeKaie OTKONKY BO MaTHUHATa g EBpoma, pe3yiraTuTe ojf 0Ba MCTpaKyBame BiieBaaT

3emja, Hajronemuor fen ucnuranuu  (40,34%) ro HaJle)k 32 MJIHUHATA Ha MaKeJIOHCKaTa CTOMATOJIOIIKA
OLIEHWIe CO MHOTY Ba)kHO. BKyImHMOT coofHOC IieHa/ JI6jHOCT Ha 0Ba MOJe.

KBQJIUTET OTKOJAKY BO MaTMYHATAa 3eMja IO OlleHuse
KaKo MHOTY BakeH aypu 57,95% op ucnutaHuiute. Ha
Ba)KHOCTA Ha OBOj MapameTap, npejf, MOHUCKUTE [[eHW Ha
CTOMATOJIOIIKUTE YCIIYTY KaKO OfieJTHa [TPeHOCT, YKaKyBa OBOj TPyJ ro NMPHKAKYBA IMOCTOEHETO M UMHHMTENHTE

1 MCTPakKyBatbe Ha JeHTaJIHUOT Typu3aM Ha Mcrpa (19). Ha JIEHTQIHUOT TYPU3aM KaKo I70DaneH MefUIUHCKH,
eKOHOMCKMHOTIIITeCTBeH(heHOMEH, UMjauMITIeMEHTalija

€ CellaK pervoHasiHa. TpY,/:[OT I'M IIpUKaKyBa CTaBOBHUTE
M UCKYCTBaTa Ha JOKTOPHUTE II0 JeHTa/IHa MeJulIMHa I10

3aKknyuok
BkymHo 51,7% ucnuTaHUIY KM3jaBUje [eKa IPOCeUHHOT
Opoj Ha TMOCeTM Ha CTPAHCKUTe TAI[UeHTH 3apaju
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ofipefieHu TIpallama 3a JeHTanHuoT Typusam. [Ipu Toa,
MOJIOT Ha WCIMTAHMIMUTE HeMa 3HauajHO BiIMjaHWe Ha
OZITOBOPHUTE Ha CeJIeKTHPaHKTe Tpaiiama. CrpoBefeHaTa
aHa/lM3a Ha OJTOBOPHTE HA OfpefeHH IIpallama Ha
WCIIUTAHUTE JTOKTOPH 10 JIeHTa/THa MeJUIMHA, MOKa)KyBa
JleKa 3HauaeH fie/l Off HMB JIeKyBaaT CTpaHI M Toa
MoBeKe TOfIMHH, IITO 3HauM ieKa Bo P.MakenoHuja mocTou
nentaneH TypusaMm. Cermak, yaenoT Ha CTpaHIUTE BO
BKYIIHHOT OpoOj MAI[MeHTH W BO BKYITHUOT IPUXOJ, Ha
opAMHAIMjaTa Kajie paOb0TH MCIHUTAHUKOT, 3a Hajronem
nen of HUB, He HajgMuHyBa 20%. KoHKypeHTHocTa Ha
IIeHUTe Ha CTOMAToJoLIKuTe yoiyrd Bo P. Makemonuja,
3aeJIHO CO IPYTUTe MOTUBHPAUKK (PaKTOPHU Ha IeHTAJTHUOT
Typu3aM, € MOKeH IOTeHI[jal M TMepcleKTHBa Ha
MaKeJJoHCKaTa CTOMaTojolKa fejHocT. Ilopagu Toa, ce
cyrepypa IOHATaMOIIHO OIICEKHO UCTPasKyBarbe Ha 0Baa
TeMa M KpeMpame Iperopaky 3a Pa3Boj Ha JIONTOPOYHa,
KBa/JIMTeTHA M KOHKYPEHTHA Hal[OHA/IHA CTpaTeruja 3a
JeHTajieH Typu3aM Bo Penyonuka MakeoHuja.
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ATTITUDES AND EXPERIENCES OF THE DOCTORS OF DENTAL MEDICINE ON DENTAL
TOURISM IN REPUBLIC OF MACEDONIA

Natasha Pavloska', Vesna Velik Stefanovska', Kiro Ivanovski? Vlatko Kokolanski'

'Institute of Epidemiology and Biostatistics with Medical Informatics, Medical Faculty, Ss Cyril and Methodius
University of Skopje

2Department of Periodontology and Oral Pathology, Faculty of Dentistry, Ss Cyril and Methodius University of
Skopje

ABSTRACT

Introduction: Dental tourism is defined as an act of traveling in a foreign country in order to obtain dental treatment.
It is a subset of medical tourism. Some countries are receptive, and some are emitting to dental tourism. In the first
come citizens of the second, in order to obtain dental services that are regularly multiple times more expensive
in their home country. Purpose: The research aims to point out the attitudes and experiences of doctors of dental
medicine for dental tourism in the Republic of Macedonia and the eventual gender difference in relation to some
of them. Material and method: In the period from February to March 2018, a cross-sectional study was conducted.
The respondents in the sample were selected using a simple random sample method with respect to predefined
inclusion and exclusion criteria. The sample of the survey is made up of doctors of dental medicine, who were
contacted electronically and accepted to participate in the research. Results: The sample is made up of doctors of
dental medicine, with a healthy response rate of 71%. For p> 0.05, there was no significant difference between the
sexes of the respondents in relation to the average age. There was no significant difference (p>0.05)between sexes
in terms of experience of working with patients from abroad, as well as attitudes towards the motivating factors
for the arrival of these patients. Significantly more doctors on dentistry considered that the risk of complication in
patients from abroad was 1-2%, compared with those who thought this risk was higher (Difference test: Difference
69.30% [(60.73 -75.78) CI 95%]; Chi-square = 168.57; df = 1 p = 0.0001). Conclusion: An important part of the doctors
of dental medicine have more years experience in treating foreign patients, suggesting that there is dental tourism
in the Republic of Macedonia. Most often, the share of foreigners in the total number of patients, as well in the
total income of the clinic, does not exceed 20%. Further research on this topic is necessary.

Keywords: dental tourism, patients, dental tourist, dental treatment.
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EFFICACY AND SAFETY OF HEMODIALYSIS WITH DIFFERENT
DIALYSATE CALCIUM CONCENTRATION

A.Poposki; M.Zabzun; A.Derebanova ; I.Salkoski; N.Matoska; V.Kovacheska; S.Zhaku; O.Caposka; O.Murtezai;
J.Ziba; N.Sela

Institute of Nephrology and Dialysis Struga, RMacedonia

Medicus 2018, Vol. 23 (3): 278-279
ABSTRACT

Introduction.Inadequate control of serum phosphorus and calcium levels leads to various complications in
hemodialysis (HD) patients,includng renal osteodistrophy and tissue calcification.Many causes contribute to the
positive calcium balance and hyperphosphatemia in hemodialysis patients such as dietary intake of calcium
,Jingestion of calcium-based phosphate binders,treatment with vitamin D,calcium transfer from dialysate,and
abnormalitiesin bone turnover.In order to prevent and treat hypercalcemia ,a decrease in dialysis calcium has
been proposed.

Aim.The multicenter,prospective,open and comparative study involved four hemodialysis centers from Serbia and
was performed with the aim to analyze the effectiveness and safety of dialysate with 1.5 and 1,25 mmol/L calcium-
dCa.

Patients and method.Fifty four patients on regular hemodialysis (30 females,aged 52yrs,duration of hemodialysis 84
months) were included in the study.According to the biochemical analysis,patients were divided in four groups:two
of them were treated with different dCA and another two with 1.75mmol/L during the entire studied periods.
Group 1 consisted of 19 pts with secondary hyperparathyroidism HPT(hypocalcemia,hyperphosphatemia, and PTH
400-1000 pg/ml) group 2 consisted of 25 pts with biochemical parameters indicating adynamic bone disease ABD
(hypocalcemia,norma alkaline phosphatese and PTH below 150 pg/ml),group 3 as a control for HPT patients (7pts)
and group 4 as a control group for ABD patients(3pts) .Hemodialysis sessions have been conducted with 1.5 mmol/l
dCa for three months(Period 1) ,and then dCa was decreased to 1.25 for additional three months (Period 2) for
patients from groups 1 and 2.Biochemical analysis were determined once a month (calcium -Ca,iCa,phosphate-PO4
,before and after HD,alkaline phosphatase,pH),parathormone -iPTH and bone alkaline phosphatase-BAP before
the study,at the end of the third month and at the end of the study.The dialysis parameters(weight before and
after,blood pressures before,during and after HD,ultrafiltration rate ,heparin dose) as well as patients complaints
between two dialysis sessions were recoded.

Results. Reduction of dCa to 1.5mmol/l for a patients with HPT( Table 1) caused significant decrease of Ca (p=0.000)
and iCa(p=0.003) and increase of phosphate (p=0.05) before HD in the first month,that was maintained stable to
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the end of the study.BAP increased (p=0.001) in the first
three months while iPTH values remained stable till the
end of the study.In the period 2 Ca,iCa and phosphate
did not changed,but CaxPO4 decreased significantly.

Reduction of dCa to 1.5 mmol/l in patients with ABD
(Table 2 ) caused decrease of Ca and iCa in the first month
of the study ,that were maintained stable until the end
of the study.At the same time,significant and permanent
increase of BAP and iPTH were noted,indicating the
stimulation of parathyroid glands and higher bone
turnover.

Table 1. Changes of laboratory parameters in patients with
secondary hyperparathyroidism depending on dialysate calcium
concentration.

Ca,mmol/l 2,6+0,2 2,24+ 0,2 24+ 0,2
Ca++,mmol/l 1,25+ 0,1 1,13+_0,1 1,2+ 0,1
PO4mmoll | 186+03 | 215+06 | 176+04

CaxPO3mmol2/ | 47, o, 57+19 4,36+ 1
BAP % 341+228 | 5353+143 | 5227+ 696
PTHpg/ml | 822,57+ 480 | 844,52+ 329 | 81155+ 111

Table 2.Changes of laboratory parameters in patients with
biochemical indices of adynamic bone disease depending on
dialysate calcium concentration.

Ca,mmoll 24+.02 22+.02 2,3+.02
Cattmmoll | 12740, 114,01 114.0,1
PO4,mmol/1 16+.04 18+.0.4 16+.03

CaxPO/41,£nmol2 41411 39+ 14 23+.02
BAP, % 161+228 | 428+143 51,2+ 69,6
PTH pg/ml 63,5+_480 155,1+_329 189,6+_111

The obtained results enabled us to increase the calcium-
based phosphate binder dose and for the first time,to
introduce the vitamin D3 metabolities.Hypotension and
severe bone pain were the causes of the discontinuation
of HD with dCa 1,25 mmol/l in three pts.Two additional
pts died just before the end of the study due to cancer.

Review I

Conclusion

According to the results obtained,it may be concluded
that lower dCa is effective in patients with HPT,because
it decreases serum Ca,enables better control of
hyperphosphatemia and vitamin D3 therapy.Dialysate
with lower Ca stimulates parathyroid glands leading
to higher mineralization of the bone in patients with
ABD.Such changes were noted during the first month
of hemodialysis with dCa of 1,5 mmol/l.Obtained results
confirmed that low dCa could be used for treatment of
patients with HPT and ABD. Proper patients selection
(especially patients with hypotension) and careful control
is necessary.
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NDIKIMITINFEKSIONEVE TE TRAKTIT GJENITOURINAR NE
VLERESIMIN E SPERMOKULTURES

[Ibert Ademi*', Nevzat Elezi?, Bekim Ismaili’, Adnan Vrajnko*, Majlinda Ademi
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Medicus 2018, Vol. 23 (3): 280-286
ABSTRAKTI

Infeksioni i traktit urinar (ITU) éshté infeksion i cili i kaplon organet e traktit urinar. Kur ky infeksion do ti pérfshi
edhe gjenitaliet atéheré themi se kemi té béjmé me infeksionet e traktit urogjenital (ITUGJ). Mashkulli si faktor
kontribuon né rreth 50% té rasteve té lidhura me infertilitetin te ciftet ku rreth 12% -35% té kétyre rasteve u
atribuohen infeksioneve té traktit gjenital té mashkullit. Mvarésisht nga natyra e infeksionit, né kéto raste mund
té vien deri né kompromitimin e prodhimit, transportit dhe prodhimit testikular té spermatozoideve. Megjithaté,
infertiliteti i shkaktuar nga kéto infeksione éshté mundésisht i shérueshém. Infeksionet e traktit gjenital te
meshkujt jané pak mé té veshtiré pér ti zbuluar. Kéto infeksione shpesh mbeten asimptomatike (té “heshtur”)
me rezultat gé mé pas kjo té transmetohet te partneri pérkatés seksual e cila situate sjell deri né fertilizim
dhe déshtimin e shtatzénisé. Né mbaré botén zmadhohet problemi i paragitjes sé rezistences sé patogjenéve.
Ky test, megjithaté, duhet té pérfshijé jo vetém mikrobet aerobe, por edhe ato anaerobe, pasi gé kéto mund té
gjenden pothuajse né té gjitha ejakulatet, me rreth 71% qé potencialisht jané patogjen. Prandaj né rastet ku
kemi indikacion pér infeksion té traktit gjenital, spermokultura duhet té mbrohet, vecanérisht te pacientét me
spermé té kualitetit diskutabil. Ne pérgjithési, né njé vit regjistrohen dikund 340 miljon infeksione té reja. Midis
tyre, patogjen mé té pérhapur jané Chlamydia trachomatis, Ureaplasma urealyticum, Neisseria gonorrhoeae, dhe
Mycoplasma hominis. Escherihia Colli konsiderohet si bakterije i cili transmetohet né ményre jo-seksuale. Té
gjithé kéto, shkaktojné epididmit, orkiepididimit ose prostatit dhe kontribojné né zmadhimin e koncentrimit té
leukociteve seminale né ejakulat.

Hyrje infertilitetit mashkullor.[3] Kontaminimi i spermés vjen
nga trakti urinar i pacienteve ose nga transmitimi seksual
nga partneri i tyre prej patogjeneve si¢c jane Neisseria
gonorrhoeae dhe Chlamydia trachomatis. Prezenca e
patogjenéve té tjeré né pérgéndrime mé té médha se 103
bakterije / ml ejakulat (bakteriospermi) konsiderohet
klinikisht si shenjé e njé infeksioni aktiv.[4] Diferencimi i
infeksioneve aktive té traktit gjenitourinar nga mikroflora
e réndomte éshté e véshtiré. Infeksionet, akute ose
kronike, mund té kompromitojné spermatogjenezén dhe
funksionin e spermés. Lloji dhe ashpérsia e njé infeksioni
mund té identifikohet nga njé spermokulturé pozitive
duke e pércaktuar sasiné e njésive formuese té kolonisé
dhe pércaktimin e ndjeshmérisé antibiotike. Termat
bakteriospermia dhe infeksioni duhet té dallohen nga
termi inflamacion pasi qé ky i fundit éshté pérgjigje e

Né vlerésimin e njé infeksioni té traktit gjenitourinar,
spermokultura konsiderohet si njé parameter i
réndésishém diagnostifikues, pasi qé infeksionet e
traktit gjenitourinar dhe inflamacionet jané njé nga
shkaget e mundshme té infertilitetit mashkullor. Sperma
pérbéhet nga spermatozoidet dhe lengjet e sekretuara
nga organet seksuale ndihmése.[1] Gjéndrat dhe organet
gé kontribuojné né formimin e spermés konsiderohen
si sterile. Steriliteti i uretrés interna mbrohet nga
rrjedha normale e urinés; megjithaté, uretra distale nuk
konsiderohet si zoné sterile. Prandaj, kultivimi i mostrave
té spermés zakonisht sjell né rritjen e mikroorganizmave,
shumé prej té cilave konsiderohen si flora normale e
traktit gjenitourinar.[2] Studimet sugjerojné se infeksionet
e traktit gjenitourinar pérbéjné deri né 15% té rasteve té
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indeve ndaj infeksionit. Ndér meshkujt infertil, studimet
raportojné njé pérhapje té infeksioneve midis 11.6% dhe
45% té rasteve, né historine e té ciléve kemi té dhéna pér
shgetésime uretrale té cilet jané tregues té infeksionit.
[5,6]

Infeksionet e traktit gjenital te meshkujt jané véshtiré
pér ti zbuluar pasi gé né shumtin e rasteve ato jané
asimptomatike dhe shpesh mbeten té pa diagnostikuar,
vetem nése pacienti nuk kérkon trajtim pér simptomet
e paraqitura.[7] Megjithaté, pér arsye té rritjes sé
numrit té pacientéve qé kérkojné trajtim pér fertilitetin
e démtuar duke pérdorur riprodhimin e asistuar
(inseminimi intrauterin, fekondimi in vitro ose injeksioni
intracitoplazmatik i spermatozoideve), dijagnoza e
infeksioneve “té heshtura” té traktit gjenital duhet té na
e terhek vémendjen se infeksioni mund té ndérlidhet me
astenozoosperminé.[8] Infeksionet té cilét jané shkaktaré
té infertilitetit mashkullor, rezistenca ndaj disa
antibiotikéve té zakonshém me ndikim té dobét mund
ta dobésojné efikasitetin e antibiotikéve té pérzgjedhur
né shérimin e ITU té komplikuar ose né rikthimin e
fertilitetit mashkullor.[9,10,11]

Faktoret qé ndikojné né potencijalin e pjesémarrjes sé
spermatozoideve

Te pacientet asimptomatik, leukocitet shpesh paragiten
né ejakulat, bile edhe te meshkujt fertile.[12] Studime
té shumta kané treguar se leukocitet jané prodhues té
fugishém té specieve reaktive té oksigjenit (ROS) dhe
mund té kené efekte té démshme né funksionimin e
spermés dhe integritetin e ADN-sé sé spermés.[13,14]
Pavarésisht nga OBSH[4] qé pranon se prania e leukociteve
éshté tregues i njé infeksioni, disa studime([15,16] zbuluan
se paraqitja e leukocitospermisé dhe bakteriospermisé
asimptomatike pérkatésisht nuk kané asnjé vleré
dijagnostike né identifikimin e meshkujve me infeksione
bakteriale akute dhe parametrat e spermés jonormale.
Arsyet pér kété zbulim té papritur mund té jené né
vonesén e mundshme té veprimeve té démshme té ROS
té prodhuar nga leukocitet pér shkak té neutralizimit té
tyre nga antioksidantét. Nése njéherit kapaciteti i ketij
neutralizimi dobésohet, ROS do té keté efekt negativ. Nga
ana tjetér, edhe sasité mé té vogla té bakterijeve mund té
kené njé efekt negativ té drejtpérdrejté né motilitetin e
spermatozoideve.[17] Megjithate, kjo duket se do té mvaret
nga lloji i patogjenit.[18] Gjithashtu, njé¢ numér i madh
studimesh ofrojné déshmi se bakteriospermia mund té
rezultojé né pérkeqésimin e spermatogjenezés, zvogélimin
e motilitetit té spermatozoideve, reaksionin e ndryshuar
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té akrosomés, morfologjiné e ndryshuar, formimin e ROS
qé drejton né démtim té ADN-sé bérthamore té spermés,
formimin e antitrupave antisperm dhe obstruksionin
e traktit gjenital qé drejton né inflamacion dhe fibrozé.
[19,20,21,22] Nga ana tjetér, disa autor theksojné se
leukocitospermia asimptomatike mund té jeté indikacion
pér infeksion té “heshtur” té traktit gjenital.[23]

Citokinet gjithashtu luajné njé rol imperativ né
mekanizmat imunologjike dhe inflamator né pérgjigje
té infeksioneve pritése. Kéto faktore modulues jané
grupuar mé tej né pesé grupe té ndryshme midis té
cilave interleukinat (ILs) veprojné duke (i) moduluar
leukocitet pér té prodhuar pérgjigje inflamatore dhe (ii)
duke reduktuar gelizat inflamatore.[24] Gjithashtu, ato
veprojné gé ose ti nxisin ose ti inhibojné citokinet tjerg,
duke rezultuar me njé rjeté té citokineve ndaj sé cilés
gelizat reagojné.[25] Késhtu, infiltrimi i patogjenéve
stimulon prodhimin e IL-8 nga makrofagét,[26] qé thuhet
se ushtron njé efekt negativ né potencialin e fertilizimit
té spermatozoideve.[27] Gjithashtu, infeksionet shpesh
rezultojné né démtimin e indeve qé stimulojne gjenerimin
e IL-1 dhe shkakton efekte té métejshme né mjedisin
rrethues.[28] IL-1 stimulon neutrofile polimorfonukleare
(PMN) dhe makrofag pér té sekretuar IL-6, e cila nga ana e
tij ndérvepron me limfocitet B gé né fund té béhen geliza
prodhuese té antitrupave.[29] Kéto antitrupa u déshmuan
se jané té drejtuara kundér pérhapjes sé patogjenéve dhe
mund té ndérhyjné mé tej né funksionimin e spermés.[30]
Nga ana tjeter, pasi qé shumica e studimeve jané béré né
hulumtimin e bakterijeve aerobe e jo né ato anaerobe, té
dhénat pér kéto té fundit jané té pakta sa i pérket ndikimit
té kétyre patogjenéve té cilét jané zbuluar né spermé.
[31,32] Kjo mund ti pérshkruhet situatés sé véshtiré gjaté
kultivimit té organizmave anaerob.

Klasifikimi i infeksioneve té traktit urinar dhe gjenital

Klinikisht, infeksionet e traktit urinar dhe gjenital
jané Kklasifikuar sipas natyrés sé mikroorganizmave
dhe simptomeve klinike té tyre, té cilat pérfshijné (1)
infeksione té pakomplikuara té traktit urinar té poshtém
(ITU), (2) pijelonefriti i pakomplikuar, (3) ITU i komplikuar
me ose pa pijelonefrit , (4) urosepsa, (5) uretriti dhe (6)
prostatiti, epididimiti ose orkiti.[33] Megjithaté, sipas
njé studimi paraprak né 58 pacienté, duket se lokacioni
(testiset, epididimitet, vezikulat seminale dhe prostata)
i infeksionit nuk ka ndikim né funksionet e spermés né
aspektin e motilitetit ose fragmentimit té ADN-sé sé
spermés. Nivelet e PMN-elastase ishin dukshém mé té
larta vetém né pacientét me epididimit ose prostatitit,
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(Henkel et al., i pabotuar).

Vlerésohet se, mé shumé se njé milion infeksione
seksualisht té transmetuara paragiten ¢do dité né té gjithé
botén, duke i béré kéto infeksione si shqetésim thelbésor
pér shendetin publik dhe ate socioekonomik.[34] Deri mé
sot, patogjenét mé té pérhapur té infeksioneve seksualisht
té transmetuara né ITU té pakomplikuara pérfshijné C.
trachomatis, Ureaplasma urealyticum, N. gonorrhoeae
dhe Mycoplasma hominis, me pérjashtim té Escherichia
coli. Né 65% -80% té rasteve, E. coli konsiderohet shkaktari
mé i zakonshém i infeksioneve té traktit urogjenital
té transmetuar né ményré jo-seksuale, vecanérisht né
entitete klinike si epididimo-orkit ose prostatit.[3] Pérvec
késaj, nj¢ numér i madh i infeksioneve virale, pérfshiré
parotitin, HPV, HSV dhe HIV, gjithashtu kontribuojné né
rritjen e koncentracionit té leukociteve.[35]

Spermokultura dhe Chlamydia trachomatis

C. trachomatis éshté njé patogjen obligativ me njé formé
intragelizore (jo-infektive, trup rrjetezor reproduktiv)
dhe njé formé ekstraqgelizore (infektive, gé léshon toksiné
elementare), e cila éshté pérgjegjése pér 30% -40% té
rasteve té uretritit. Njé studim i Stamm ka treguar
gjithashtu se C. trachomatis rezulton né dy infeksionet mé
té pérhapura transmitive seksuale,[36] duke shkaktuar
uretrit te meshkuj dhe cervicit te femrat. Né pérgjithési,
vlerésimet nga OBSH tregojne se C. trachomatis llogaritet
sishkaktare pér 92 milioné infeksione té traktit urogenital
né vit,[37] me paragitje asimptomatike né 70% -80% té
grave dhe 50% té meshkujve. Gjithashtu, C. trachomatis
éshté zbuluar né gelizat Leydig té testiseve, [38] prostatés,
[39] dhe madje edhe ne epididim dhe vezikulat seminale,
[40] duke rezultuar né orkitet, prostatitet, epididimitet
dhe uretritet.

Meshkujt me infeksion té C. trachomatis mund té
shérbejné si rezervuaré pér transmetim tek femrat.
[41] Studimet kané treguar gjithashtu se Chlamydia
sp. mund té transportohen nga leukocitet né spermé,
té tilla si neutrofile dhe makrofagé, té cilat jané mé
té pérhapura gjaté njé infeksioni[42,43] Transmisioni
ndérmjet meshkujve té infektuar dhe partneréve té tyre
seksual éshté vértetuar, [44] dhe partneret e meshkujve
me infeksion simptomatik uretral kané mé shumé gjasa
té jené té infektuar sesa partneret e meshkujve me
infeksion asimptomatik té uretrés.[45] Prandaj, partnerét,
meshkujt dhe femrat paraprakisht duhet té testohen
nése dyshohet pér njé infeksion seksual transmetues, né
ményre @é ta trajtojné infeksionin dhe ta pérmirésojné
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rezultatin e fertilitetit. Prania e antitrupave antiklamidial
te meshkujt shogérohet me praniné e infertilitetit te
partnerét femra.[46]

Ményrat e trajtimit

Infeksioni me C. trachomatis trajtohet me dozé té vetme
ditore orale azithromycin (Igr) ose doxycycline (2x100
mg), erythromycin (500mgx4), ofloxacin (300mgx2) pér 7
dité.

Spermokultura dhe Ureaplasma urealyticum

Incidenca e paragitjes sé infertilitetit mashkullor pér
shkak té infeksionit me U. urealitycum éshté reth 10-
40%. mekanizmi me té cilin U. urealyticum i démton
spermatozoiditet ende nuk éshté vértetuar. Né pergjithési,
né shumicén e hulumtimeve ku tregohet prezenca e
kétij patogjeni né spermé, ndérlidhet me numrin e
reduktuar té spermatozoideve[47,48], motilitetit[49] dhe
morfologjisé[50], viskozitet mé te larté dhe me pH mé té
ulét.[48]

Ményrat e trajtimit

Trajtimi i infeksionit me U. urealyticum pérbéhet nga
doza e vetme ditore orale me Azithromycin 1 gr ose
doxycycline 2x100 mg pér 7 dité

Spermokultura dhe
Mycoplasma genitalium

Mycoplasma hominis dhe

M. hominis dhe M. genitalium té dyja jané té lidhura
me ITUG] [51,52] qé zéné 10,8% dhe 5% té rasteve.
[53] M. hominis éshté shpesh i lidhur me uretritin
nongonokokal, vaginozén bakteriale dhe ethet e lindjes
[54], ndérsa M. genitalium éshté njé shkaktar etiologjik
i uretritit nongonokokal dhe uretritit nonklamidial[55]
dhe mund té rezultojé me cervicit[56] dhe endometrit.
[57] Té dy llojet jané té afta té pengojné reproduktivitetin
duke u lidhur dhe depértuar né membranén e plazmés
sé spermés humane,[58,59] e cila nga ana e tij ndikon né
fertilitetin mashkullor, né fillimin e shtatzénisé dhe né
shéndetin e mundshém té pasardhésve.

Ményrat e trajtimit

Trajtimi ndaj Mycoplasma sp. pérbéhet nga doza e vetme
ditore orale me Azithromycin 1 gr, ose azithromycin
500mg ditén e paré e pastaj 2x250 mg 2-5 dité.[60,61,62]

Spermokultura dhe Nesieria Gonorrhoeae

Né vitin 2008, OBSH njoftoi se incidenca globale e N.
gonorrhoeae ishte mé e madhe se 106.1 milioné raste, me
pacientét meshkuj qé zakonisht paragitnin simptome té
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ITU té atribuar me uretritit, epididimitit dhe prostatitit
té ndérlidhura me tajitie mukopurulente nga uretra.
[63] Gonoreja pérhapet népérmjet kontaktit seksual
ose kontaktit gjaté lindjes. Njé njollé Gram e mostrave
uretrale mashkullore qé i demonstrojné leukocitet
PMN me diplokok intragelizor, mund té konsiderohet
si vértetim dijagnostik pér infeksion me kété shkaktar
Gram-negativ té meshkuijt simptomatikeé.[64]

Ményrat e trajtimit

Ceftriaxone 250mg i.m. plus azithromycin 1gr si dozé e
vetme.

Spermokultura dhe Escherichia Coli

E.Coli jané aerob, bakterije Gram negativ dhe jané
shkaktaré mé té shpeshté té epididimo-orkitit té
transmetuar né ményré jo-seksuale, té cilét kontribojné
né 65-80% té gjitha rasteve me prostatit akut ose kronik
te meshkujt.[65] Efekti i démshém i kétij shkaktari né
fertilitetin mashkullor dhe né kualitetin e spermés
rezulton né motilitetin e spermatozoideve[66] dhe né
reaksionin shkatérues té akrosomit.[67] Reaksioni i
mundshém i démtimit té spermatozoidit pérqéndrohet
né prodhimin e toksineve dhe produkteve metabolike
qé burojné nga proliferacioni i bakterijeve. Jané té
zbuluar dy mehanizma té cilat ndikojné né shkatérimin
e spermatozoideve gjgjésisht sjellin deri né apoptozé dh
shkatérimin e membranes mitohondrijale.[68]

Ményrat e trajtimit

Trajtimi ndaj E.Coli pérbéhet nga Ciprofloxacin (250mg
x 2 per os pér 3 dité), Norfloxacin (400mg x1 per os pér
4 dité) dhe Trimethoprim-Sulfamethoxazole (160-800 mg
x1 per os 3 dité).

Konkluzioni

Duke marré parasysh se infertiliteti éshté njé problem
globali cili éshté né ritje, ku shume cifteve urekomandohet
reproduksioni i asistuar, madje edhe me njé gjendje
sic éshté astenozoospermija e shkallés sé mesme, njé
diagnostifikim i ploté andrologjik éshté thelbésor pér
ta mbajtur minimumin e kostos dhe stresit psikologjik
té pacientéve. Megenése infeksionet e traktit gjenital té
meshkujve jané té lidhura me funksionin dhe motilitetin
e dobét té spermatozoideve dhe té cilat jané té “heshtur”
ose asimptomatik, ky ekzaminim duhet ta pérfshijé edhe
testimin e duhur bakteriologjik té spermés duke pérfshiré
edhe rezistencén antibiotike. Duke vepruar késhtu do té
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mund té zgjidhet njé terapi e pérshtatshme antibiotike.
Kjo nga ana tjetér éshté vendimtare sepse transmetimi i
infeksionit tek partneri femér duhet té shmanget pér ta
rritur probabilitetin e fekondimit dhe shtatzénisé, si dhe
pér ti eliminuar sémundjet e mundshme té pasardhésve
pér shkak té infeksionit. Sidoqofté, pérdorimi i njé
spermokulture si test provues mund té keté njé kosto
pér pacientét. Prandaj, njé test sic éshté spermokultura,
nuk do té keté kuptim né vlerésim e saj, nése béhet vetém
te meshkujt ku kemi shenja klinike, por duhet marré
parasysh edhe ato me simptome té “heshtura”.
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THE INFLUENCE OF GENITOURINARY TRACT INFECTIONS IN SPERM CULTURE
ESTIMATION

ABSTRACT

Urinary Tract Infection (UTI) is an infection that affects the urinary tract organs. When this infection will include
genitals then we say that we are dealing with Urogenital Tract Infections (UGTI). The male factor contributes
approximately 50% to infertility-related cases in couples with an estimated 12%-35% of these cases attributable
to male genital tract infections. Depending on the nature of the infection, testicular sperm production, sperm
transport, and sperm function can be compromised. Yet, infections are potentially treatable causes of infertility.
Male genital tract infections are increasingly difficult to detect. Moreover, they often remain asymptomatic
(“silent”) with the result that they are then passed on to the relevant sexual partner leading to fertilization
and pregnancy failure as well as illness of the offspring. With the worldwide increasing problem of antibiotic
resistance of pathogens, proper diagnosis and therapy of the patient is important. This testing, however, should
include not only aerobic microbes but also anaerobic as these can be found in almost all ejaculates with about
71% being potentially pathogenic. Therefore, in cases of any indication of a male genital tract infection, a semen
culture should be carried out, particularly in patients with questionable semen quality. Globally, an estimate of
340 million new infections with sexually transmitted pathogens is recorded annually. Among these, the most
prevalent pathogens including Chlamydia trachomatis, Ureaplasma urealyticum, Neisseria gonorrhoeae, and
Mycoplasma hominis. Escherichia coli are considered the most common nonsexually transmitted urogenital tract
microbes. These pathogens cause epididymitis, epididymo-orchitis, or prostatitis and contribute to increased
seminal leukocyte concentrations.
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ABSTRACT

Oxidative stress is a disorder of the equilibrium of oxidoreductive processes in an organism that occurs due to
the excessive production of free oxygen radicals (ROS), which cellular homeostatic mechanisms are unable to
neutralize and eliminate.

When the balance of the antioxidant system fails, and this happens when ROS is in high concentrations, serious
damage to biomolecules occurs, resulting in a pathway to pathophysiological and pathological changes and even
death of the cell.

The last decades a lot of studies improves the role of ROS as final mediators of cell impairment and cell morphology,
numerous pathophysiological events, aging, poisoning, etc.

Oxidative stress also plays an important role in physiological adaptation and in the regulation of the intracellular
signal transduction. ROS causes damage to the mitochondria and mitochondrial DNA, which proves to be one of
the factors of aging. Recent studies clearly indicate that uncontrolled ROS is the main cause of stem cell aging.

Key words: oxidative stress, mitochondrial DNA , signal transduction, aging, stem cells

1. Production of free radicals and oxidative stress is cytotoxic, while lower content is necessary for the
regulation of several key physiological mechanisms,
including cell differentiation, cell proliferation and
regulation of redox-sensitive signal transduction
pathways [4-7]. During cellular metabolism, some of the
ROS are normally produced in order to perform specific
functions. The superoxide anion, hydrogen peroxide and
nitric oxide represent three types of ROS, essential for
normal physiology, but also responsible for accelerating
the aging process and involved in cellular degenerative
Oxygen  Free  Radicals (ROS) are  formed processes characteristic of various diseases. Combined,
in  many aerobic cell metabolic processes they produce highly reactive oxygen radicals, hydroxyl

They includes, but are not limited to radicals, such as  radicals and peroxynitrites, which can attack complex
superoxides and hydrogen peroxide, which react with piomolecules [8].

variousintracellular molecules, including lipids, proteins, . . .

and DNA [3]. Although ROS are produced during normal 2. Production of ROS during hyperthermic stress
aerobic metabolism, the hiological effect of the ROS on Increasing the temperature in the environment in
intracellular targets depends on their concentration, which the organisms stay, and which leads to metaholic
and an increased concentration of radicals is observed activation combined with elevated oxygen consumption,
under oxidative stress conditions. Increased ROS content initiates the state of the so-called oxidative stress [9].

Oxidative stress results with increased production
of free radicals and reactive oxygen radicals, as well
as reduction of antioxidant defenses, which in turn
leads to damage to biological macromolecules and
disturbance of normal metabolism and physiology[1].
Oxidative stress usualy occurs when free radicals are
produced faster than can be neutralized by antioxidant
mechanisms [2].
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Even poor oxidative stress can have serious destructive
effects and cause modification of many cellular
functions that can end with cell death. In response to
these problems, cells exposed to heat shock increase
antioxidant defenses, particulary in the activity of
antioxidant enzymes[10]. Free oxygen radicals that are
toxic to the cell can be produced in hyperthermia. After
exposure to high temperatures, the levels of superoxide
anions, hydrogen peroxide and nitrogen oxides increase,
as well as an increase of the content of lipid peroxidation
products in different cells, including tumor cells [11-
13]. In conditions of hyperthermia, the formation of
free radicals increases significantly [14]. Exposure to
the hyperthermal environment causes oxidative stress
in organisms, which may result in cytotoxicity [15-17]
and oxidative stress is the precursor to irreversible
hepatocellular damage caused by hyperthermia [18].
A low concentration of free radicals can induce the
expression of genes responsible for the synthesis of
antioxidant enzymes while high levels of free radicals
cause suppression of these genes further compromising
the ability of inactivation cells of ROS [19].

3. The role of ROS in signal transduction

Although ROS are regarded as harmful products of
aerobic metabolism, especially when present in high
concentrations, recent research implies that low levels of
these prooxidant molecules play a role in the modulation
of the activation of some transcription factors [20-21].
An increasing number of molecules, such as many kinases
[22,23], phosphatases [24], and transcription factors [25-
28] in a whole series of signal transduction pathways,
are thought to be modulated through intracellular redox
status. In addition, it is known that several transcription
factors, such as the small GTP-binding protein Rac, act
as activator of ROS- generating enzymes (for example,
NADPH oxidase) and produce ROS which are acting as
modulators of the molecules located below in the signal
cascade [29,30 |. The regulation of transcription factors
by ROS can be performed by direct modification of the
crucial amino acid residues, mainly by the formation of
disulphide bonds within the DNA binding domains or by
indirect phosphorylation / dephosphorylation as a result
of changes in the redox-modulated signaling pathways.
The consequences of redox modulation are bi-directional,
regulating by activation or inactivation of the affected
transcription factors. Multiple transcription factors
related to the aging process are susceptible to redox
regulation. Thus, the tumor suppressor p53, Forkhead
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transcription factors, activating protein-1 (AP-1) and NF-
KB [31] are involved in cell cycle regulation processes,
apoptosis, aging, and longevity [32,33].

4. Antioxidant protection
4.1 Cellular antioxidant systems

The different cells and tissues have varying degrees of
metabolic activity and are characterized by different
oxygen consumption. The levels of their antioxidants
are also different, for example, glutathione and cystein
are less common in the brain than in the liver, kidneys
or muscle tissue.Examination of oxidative responses
in different in vivo models suggests that complex
organisms, such as mammals, tissues and organs, possess
special antioxidant systems and this can be the basis for
a varying degree of susceptibility to toxic influences
on the external environment. Defensive mechanisms
targeted against oxidative damage mediated with the
action of free radicals, include: catalytic removal of free
radicals and reactive forms helped by enzymes such as
superoxide dismutase (SOD), catalase (CAT), glutathione
peroxidase (GPx), and thiol-specific antioxidants such as
superoxide dismutase (SOD), catalase (CAT), glutathione
peroxidase (GPx), and thiol-specific antioxidants; binding
of proteins (e.g., transferrin, metallothionin, haptoglobin,
ceruloplasmin) for prooxidative metal ions such as iron
and copper; protection from damage to macromolecules
with the help of “stress” or “heat shock” proteins and
reduction of free radicals by electron donors such as
GSH, vitamin E (¥-tocopherol), vitamin C (ascorbic acid),
bilirubin and uric acid [34].

4.2 Mitochondrial antioxidant protection

Mitochondria are considered to be subcellular
compartments that have the largest share in the
production of ROS and are directly exposed to their effect.
Therefore, the functioning of the antioxidant systems
within these organelles required for energy metabolism
is of particular importance. Antioxidant system of
mitochondria is generally similar to the cytoplasmic
system. The mitochondrial matrix contains a specific
form of SOD, with manganese present in the active site
[35], which eliminates the superoxide anions formed in
the matrix or on the inner side of the inner membrane.
The expression of Mn-SOD is further induced by agents
that cause oxidative stress, such as radiation or hyperoxia,
in a process mediated by the oxidative activation of the
nuclear transcription factor NF-XB [36,37]. At the level
of the mitochondria, hydrogen peroxide, as a product
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of the superoxide anion dismutation and as the main
precursor of the hydroxyl radical (in the presence of
reduced transition metals), is mainly degraded by the
action of the glutathione peroxidase enzyme. In the
liver, about one-third of the cell GPx activity falls on the
mitochondrial GPx [38].The presence of a second type
glutathione peroxidase associated with the mitochondrial
membrane and it is known as phospholipid hydroperoxide
glutathione peroxidase.This enzyme 1is specifically
involved in the reduction of lipid peroxides originating
from the membrane [39,40].

4.3 Cellular mechanisms for reparation

Despite the multitude of antioxidant defense systems,
oxidative damage occurs and the consequences of these
are accumulated in vivo. The next level of cell defense
of oxidative stress involves the repair or removal of
oxidatively damaged macromolecules. In order to avoid
the gradual accumulation of oxidative lesions in the
DNA bases and to maintain genomic stability, there are
multiple mechanisms for DNA repair.The oxidized DNA
bases are removed through mechanisms for securing
the modified parts of the molecule. Although these
corrective mechanisms show a high degree of efficacy,
DNA lesions are still accumulating with the aging of the
body. Such accumulation is the most dramatic on the
level of mitochondrial DNA [41], where the mechanisms
of repair are less pronounced [42]. DNA polymerase
enzymes have the ability to check and correct the
sequences, and when this capacity of the mitochondrial
DNA polymerase is experimentally disabled, three to
five times the increased occurrence of mutations with a
corrosive shortened lifespan can be detected [43,44]. The
protection of membranes is achieved through a complex
system that includes three mechanisms: lipid remodeling,
lipid replacement and inactivation of lipid peroxidation
products. The activity of antioxidants interrupted by
chain reactions may result in the production of lipid
hydroperoxides. Some of these molecules are metabolized
by the action of glutathione peroxidases [45].

5. ROS and aging

The theory of the aging process is based on the action of
oxidative stress, according to which, increased levels of
ROS adhere to the aging process, leading to functional
changes, pathological conditions, and even death [46].
Increasing the degree of oxidative stress will shorten
the life span of the organisms and all exogenous and
endogenous stress factors that have some relation to
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the production of ROS will affect the redox balance of
the organism. The scientific literature abounds with
results that support these claims, but they also prove the
opposite . Despite the huge number of literary data that
process and present results related to oxidative stress-
based aging theory [47-52], a causal relationship between
ROS and the aging process is not yet clearly established.
The aging process has attracted a significant interest in
the study of the underlying mechanisms of aging, and
many theories are set out to explain the phenomenon of
aging.

There is an emerging consensus that aging is a
multifactorial process, which is genetically determined
and influenced epigenetically by environment [53]. In
addition to being generated during cellular metabolism
in mitochondria, ROS can be produced in response to
different environmental stimuli such as growth factors,
inflammatory cytokines, ionizing radiation, UV, chemical
oxidants, chemotherapeutics, hyperoxia, toxins, and
transition metals [54-64].

Once they are produced, ROS react with lipids,
proteins, and nucleic acids causing oxidative damage
to these macromolecules [65-69]. ROS readily attack
DNA and generate a variety of DNA lesions, such as
oxidized DNA bases, abasic sites, and DNA strand
breaks, which ultimately lead to genomic instability
[70]. As mitochondria play a critical role in regulation
of apoptosis, which is implicated in the aging process
[71], age-related mitochondrial oxidative stress may
contribute to apoptosis upon aging.

Mitochondrial genome encodes proteins required for
oxidative phosphorylation and ATP synthesis, and RNAs
needed for mitochondrial protein translation [72]. The
mtDNA is densely packed with genes and only contains one
noncoding region called the displacement loop (D-loop)
[73]. The D-loop is important for mtDNA replication and
transcription and has been extensively studied for the
presence of age-related mutations [72].

6. ROS and oxidative stress in stem cell aging

Reactive oxygen species (ROS) have been increasingly
implicated in the physiological regulation of crucial
developmental processes, e.g. the emergence of
embryonic blood stem cells or differentiation of
embryonic cardiomyocytes [74-76]. There is also
increasing evidence that ROS are implicated at many
distinct levels of biological processes, from gene
expression and protein translation to protein-protein
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interactions, etc. [77]. Particularly in stem cells, changes
in oxidation state, otherwise known as redox regulation,
might be responsible for the communication between
mitochondria and the nucleus [78-80].

Reactive oxygen species (ROS) are well known to be
implicated in various important cellular processes
including signaling, regulation of homeostasis, or
induction of death. Oxidative stress resulting from
increased ROS production and impaired free radical
scavenging systems can cause severe damage to biological
macromolecules, affecting cell proliferation and causing
genomic instability and cellular senescence. Although
ROS are involved in a wide range of cellular processes, a
limited number of studies have examined the generation
and function of ROS in stem cells. It is known that ROS
may enhance differentiation of stem cells and facilitate
reprogramming into induced pluripotent stem cells
(iPSCs), but on the other hand, they are also associated
with malignant transformation or premature aging.
Stem cells have also been shown to possess defective DNA
repair machinery, which may have serious consequences
for cells exposed to extensive oxidative stress [81].

Stem cells are ontogenically diverse cell populations
distributed in niches throughout the human body. They
are unique in being pluripotent and endowed with a
lifelong capacity for self-renewal. As stem cells can
develop into a virtually infinite spectrum of cell types
in organisms, prospects of their wide application in
regenerative medicine, drug screening, and disease
modeling have been suggested in the past decades.
According to their origins, stem cells can be broadly
divided into embryonic stem cells (ESCs) and adult stem
cells (ASCs). Although ESCs are totipotent to form a brand
new organism, studies on human ESCs are subject to
ethical controversies, particularly in countries following
the Christian faith [82].

Many intrinsic and extrinsic factors, such as changes
in genetic structure and chromatin modifications,
and nonoptimal culture conditions (e.g., nutrients,
temperature, drugs, radiation, inflammation, mechanical
stress, and oxidative stress), can induce replicative and
premature senescence [83].

Genome-wide gene expression analysis show that cell
aging due to different factors rarely overlap in the gene
expression profile, which implies that the aging process
is distinctly regulated by multiple signaling pathways
(84,85].
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Reactive oxygen species (ROS) generated from normal
metabolism or extrinsic mediators are among the most
important endogenous toxins and regulatory factors in
stem cells. They are also the direct inductive factors for
DNA, protein, and mitochondrial damage. Thus, from a
general perspective, an emerging focus in stem cell aging
biology is to understand the mechanisms that underpin
the balance between oxidative stress and antioxidative
defense in those cells [86)].

Cellular redox status significantly influences stem
cell homeostasis. The existence of oxidative stress
frequently demands an adaptive response from the
endogenous antioxidant stress machinery, which in turn
significantly modulates the level of oxidative stress. On
close inspection, stem cells may respond differentially
to different levels of oxidative stress. Under a mild stress
condition, cells mainly regulate apoptosis-related gene
expression, antioxidant enzyme activity, and defensive
transduction pathways to fulfill antioxidative needs. In
contrast, sustained and intense oxidative stress dampens
stem cell proliferation and promotes premature aging,
apoptosis, and even tumor formation [87].

The cellular antioxidation machinery encompasses
several key pathways. Firstly, through the regulation of
endogenous antioxidant enzymes (e.g., SOD, catalase,
glutathione peroxidase) and other nonenzymatic
molecules (e.g., ergothioneine, vitamin C, microelement),
cells efficiently remove excessive oxidants and protect
important organelles from ROS-induced damage [88].

Conclusions

Oxidative stress as a result of increased production of ROS
and damaged systems for the removal of free radicals can
cause severe damage to biological macromolecules that
affect cell proliferation and causing genomic instability,
cellular aging, and induction of cell death.

Hyperthermic stress leads to increased production of
oxidative stress indicators, and to the reduction of the
activity of antioxidant enzymes. The exposure to high
temperature leads to increased production of ROS,
resulting in oxidative injuries.

For a long time, it has been assumed that ROS induces
axial damage to proteins, lipids, and nucleic acids.
However, in recent years, some physiological effects of
ROS have been set as hypotheses in the sense of having
redox regulation of some biological processes including
the transduction of mitogenic signals. This means that an
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intracellular generation of ROS is needed to maintain the
homeostasis and that their formation / removal should
be controlled.

Regarding the enzymes belonging to the redox cycle of
glutathione, the process of natural and induced aging
causes a significant increase in the activity of GPx
and GR, and leads to the occurrence of decreased and
uncoordinated enzyme oxidative capacity within the
mitochondrial fraction.

Many studies show a connection to DNA repair pathways.
The main mechanism used by cells for oxidative damage
repair is BER-base excision repair. It exists in the
mitochondria. However, it should be considered that the
BER direction is different between the species taking into
account the integrity of the genome

ROSs are derivatives of oxygen that occur during life in
an oxygen environment. Supposing that there are a long
discussions in the scientific community about the causes
of aging, we have an impressive number of data indicating
that ROS is indeed the main cause of aging.

Increased radical production or reduced defense against
ROS leads to reduced life expectancy. Many studies
have shown that oxidative stress and mitochondrial
dysfunction are the most important factors contributing
to the aging process.

The importance of oxidative stress in stimulating
aging of stem cells is well illustrated by recent studies
that emphasize the possibility of maintaining cellular
homeostasis and improving transplantation efficiency by
regulating endogenous antioxidant mechanisms.
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Case report

ZOLLINGER-ELLISON CHHJIPOM : ITPUKA3 HA C/TYUAJ

JInuocka-Jocudopuk dana, [lonoBa-JoBcHoBcka P, Yanocka-MBaHoBcka B, TpajkoBcka M, CrappenoBa-I'puBueBa
K, lumurpoBa-Tenaguena M, [lepuban I', TomopoBcka b

YuuBepsuTeTcka Knunuka 3a lactpoenTtepoxenaronoruja, Ckorje, MakejoHuja

Medicus 2018, Vol. 23 (3): 295-301

ABCTPAKT

Bosepn: Zollinger-Ellison cunnpom (3EC) e petka cocrojba Koja HacTaHyBa Kako I0C/Ieiiiia Ha 3rojieMeHa cekpelyja
Ha XOPMOH TaCTPUH, Ofl efleH WK MOBeKe HEBPOEHJOKPUHU TYMOPH, FaCTPUHOM/ M.

[Tpukas Ha ciyyaj: 62 TofiuIIHa KeHa, CoO YeTHPUTOIUIITHA aHAMHe3a 3a erUracTpUIHU OOJKY, Tajierhe 1 TToBpaKare,
10-15 TeuHu BofleCTH CTOJIMIM Ha JieH 6e3 rojaBa Ha CJIy3 U KpB, HAMAJIeH arleTy 1 TyOere BO TejlecHa TeXKUHa, CO
MOBPEMEHO CMUPYBame Ha cumrToMute co Mo, JlabopaTopucKuTe aHaau3M MoKaxkaa MOKaueHW BPEIHOCTH Ha
Urea 14.2 mmol/L,Kreatinin 256 mmol/L, K 3.2 mmol/L, 1 racTpuH Bo cepym BUcoKo rnosutuseH 2404 pg / ml ( ped.13-
115pg / ml). TopHOmMrecTUBHATA EHZOCKOIMja, TMOKayKa MPUWINYHO M3Pa3eHu YIlepaTUBHO-HEKPOTUUHU TPOMEHU
Ha xpaHoBofioT. C/Ty3HMIIATA HA KeYIHUKOT Hellre co MaKpOCKOTICKK aCIeKT 3a XUMepPIruIacTUUKN/XUMepTpohUuKn
MPOMEHUN a XUCTOIATONIONKUOT HAO TTOKayka cKpaTeHu (hOBEOTApHU KPUIITH W XUTIEpIyiasuja Ha MapueTajHuTe
KJIeTKu. Bo Ayo/ileHyMOT AOMUHAHTHU Jiesnn bGea moctOynoapHo, Bo J12 Kajie ce 3abesierkaa TOBeKe yilllepaTHBHU
JIe3WH CO XeMaTUHU3UPaHO TTeTHO.

YnTpa3sByUyHUOT HAOM, TIOKaKa Majia oBajiHa (hopMmalija co ToJIeMUHA Off OKOMTy 13 MM, JIeCHO XUTlepexoreHnyHa 710
CaMOT SUJI Ha MIyOo[IeHyMOT, HO OBaaT MpoMeHa He ce MOTBpAu co KoHTpaceH KT Ha abmomeH. EHmocoHorpadmjaTta
MOKayKa jaCHO orpaHMyeHa CO XUITOEXOTeHO Xajio COJIMIHA XWIlepeXoreHa TM ITpoMeHa co M of 17x20 MM, Mery
3UAOT Ha JYOJIEHYMOT W JKOJIYHO Kece. Ha MHCTUTYT 3a naTodr3MosIordja 1 HyKJjiepaHa MeuliHa Oelle HarpaBeHa
TpudasHa cuuHTUrpaduja ( OKTpeoTu ckex )1.3 u 24 yacoBHa 110 aIyiMKalyja Ha obesieskaH COMaTOCTaTUHCKY aHaJIor
( Tc 99m-tektrotyd, noza 740MBq), roKaska IpUCyTHA 1aTOJIONIKA aKyMyJ/laliija BO LIPHUOT APOO-TIpoeKiivja Ha TIeTTH
CerMeHT 3a/] JKOJTUHOTO Kece. [lyjarHo3aTa JOMOMHUTETHO € TIOTBpJieHa XUCTOIATONIONIKM BO pedepeHTeH LieHTap BO
CrnoBenwuja. [1anineHTKara Gelile moctaBeHa Ha Bucoku fo3u UITTTm (2x80mg) a moTtoa Ha UIITo (2x80mg), mito goBeme
IO TIOJIOOPYBAaE Ha OIIIITa COCTOj0a U CMUPYBame Ha CUMTOMUTE,

3aknydyok : Kaj cekoj mammenTt co comHenmne 3a 3EC morpebHa e KIMHUUKATa MIpe3eHTalyja, ¥ TOTBPAyBamke Co
OMOXeMUCKU TEeCTOBM M MMUIIMHI TEeXHMKM CO LIeJ JIOKaJM3aluja W ofipellyBarbe Ha has3aTa Ha TacTPUHOMOT/
HoMUTe. Hajmobap MomanuTeT 3a JIoKaJIM3uparke Ha racTpUHOM CIIOPE]] Hallle MCKYCTBO e yiaTpacoHorpadujara, EYC
1 COMAaTOCTATUH peLenTopcKa cuuHTurpaduja. KoHeuHo, co MynITUAMCLUUITIMHAPEH MIPUCTAIl MOYKE Ja Cce JJOHece
rorojieM MpUIOHEeC BO JIMjarHOCTMKATa U TpeTMaHOoT Ha rnatuentute co 3EC.

Knyunu 36opoBu: Zollinger-Ellison cungpowM, racrpudom, WIITYC,EYC

Bogep naHkpeacoT.'Bo 1960 roguHa, OTKpUeH e TaCTPHHOT,
Kako KJIyueH XOPMOH BO TaToreHe3aTa Ha TacTpUYHaTa

Zollinger-Ellison cungpom (3EC) e peTka cocTojba Koja )
Xurepcekpenyja. 2

HacTaHyBa KaKo Mocjiefinija Ha 3rojieMeHa ceKpellyja Ha
XOPMOH TacTpHH, Off efleH WK 1MoBeKe HeBPOeHJOKPUHU ['acTpUHOMOT e pefiok HeBPOeHJOKPUH TYMOp, CO
TYMODH, TaCTPHHOM/H. Huupenna of 0,1-3 cyyan Ha MUJTMOH JTULIA.S

BorecTta 00MYHO ce [MjarHOCTUIMPAAT Ha BO3PAcT Mery
20 u 50 roguHK, a BO OJJHOC HA IOJIOBUTE, TIOCTOU MaJa
IpeJoMUHAaLFja Ha MALIKUOT IOJI.

Cunppomot npBmat e ommman of Zollinger u Ellison
Bo 1955 roguHa, ¥ OMJ  Ipe3eHTUpaH CO racTPHUHA
XUIepceKpelyja, XuneparuanuTeT U aTUTTAYHY eNTHYeHH
VIKYCH TIOBp3aHM CcO He-Oera KieTouHu Tymopu Ha Ce cMeta meka okony 0,1% off cuTe MeNTHYeHW VIKYCH
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u 2-5% o pellAMBUpAUKUTe VAKYCH Ce IIOBP3aHMU CO
racrpuHoMu. KOkomy 50-70% ofi mpUMapHUTe TYMOPH ce
JIOKa/Iu3upanu Bo ayomeHyMoT, 20-40% Bo maHKpeacor,
HO MOJKHA e M eKCTparHTeCTHHAJTHA JIOKaIu3aliuja (cpile,
jajHMIIMTeE, JKOMUHOTO Kece, IPHUOT Mpo0, OyOpesw).
[acTpuHOMHTE MOKe Jia ce TIofiefiaT Ha J[Ba CYOTHIIA:
CIIOPAJIUYHU TaCTPMHOMMU, KOM Ce OJITOBOPHHU 3a 75% off
CHTe TaCTPUHOMM M TACTPMHOMM BO CKJIOI Ha MY/ITUTIHA
eHJIOKpPUHa Heorias3uja TMMI 1- aBTO30MHO JIOMUHAHTHO
dbamuujapen cunzppom (MEH 1)." 90% op racTpuHOMuUTe
ce co AujameTap of 3-5 mm ."

3EC MHOry u4ecTo TIOTpelIHO Ce [MjarHOCTHIUpa
10pajii HeroBaTa pelaTUBHA PETKOCT U HeJOCTAaTOKOT
Ha  crenuduunu  cumnTomMu.  JludepeHrmjaaHo
IMjarHOCTMYKY Jloara Bo TPefIBUJI: TaCTPOEHTEePOKOTUTHC
o7 MH(EKTHBHA ETHOJIOTHja, CHHJIPOM Ha HEPBO3HO
IpeBo, KapIMHOM Ha fiebesio 1peBo, MenTHYHa 0ojiecT,
nemvjakja, MEH 1 cunpgpoM, XenukoOakTep MHMIOPU
nH(peKIMja, racTpuyHa xuneprpoduja, XunepKarueMuja,
uTH. TUMIMYHKUTE CHMITTOMM BKJTy4yBaaT: AUQy3HU OOMKK
BO abJTOMEHOT, XpOHNYHATA CeKPeTOPHA Jiujapea, Hay3eja,
BOMUTYC, Iucdaruja u oguHodaruja, OTe;KHATO AUIIEHE,
XeMareme3a,MaJTHy TPUIIja,ry0erbe Ha TelleCHa TeKMHA U
arneTHuT.

OmpenyBameTo Ha CEPYMCKO HMBO Ha TacTpUH € Of
KIYYHO 3HAuewe 3a IOCTaByBale Ha JMjarHosaTa, a
KOHeUHaTa JIijarHo3a 3aBUCH Off IIaTONIONIKUTE ¥ MMVHO-
XUCTOXeMUCKHTe aHamm3u.B ¥

[IporHo3ata Ha Oonecra 3aBUCH Off TOJleMHHaTa Ha
TYMOPOT U TMPUCYCTBO Ha MeTacTasu. Okony 50- 60% op
racTPUHOMHUTE Ce MaJIUTHU ¥ MeTacTa3upaaT 3a BpeMe Ha
MoCTaBYBakbe Ha AujarHosara.'

Bo TpymoT mpercraByBame ciyuaj co 3EC oTKpueH 1o
TIOBEKETO/IUIIHO IIPUCYCTBO Ha O0TaTa CUMITTOMATO/IOTHja,
TOJIKYBaHA KaKo UPUTAOM/IEH KOJIOH, a/lepricKa peakiyja
Ha XpaHa ¥ eHTepUTHC.

[Tpuka3s Ha ciydaj: 62 rofuIHa JKeHa, CO YeTUPUTOIUIIIHA
aHaMHe3a 3a eUracTPUYHY OOJIKY, Tajierbe U MoBpaKarbe,
10-15 Teunu BofiecTH CTONUIM Ha JieH Oe3 1ojaBa Ha C/Iy3
¥ KpB, HaMaJIeH arleT! ¥ I'y0eme BO TeleCHa TeKHMHa,CO
MOBpPeMeHO CMUpYBame Ha cummromute co UlIIIo.

3a Toj BpeMeHCKM Mepuofi MMana 6 XOCTUTaNu3aliH,
15-THa aMOy/ITaHTHM TPeTMaHM, 3 KOJOHOKcomuu , 4
racTPOCKOIMH U ITacayka Ha TeHKHU I[peBa.

T'acTpocKomckuTe Haomu Oea €O HAof 3a e€pO3MBEH
TaCTPUTHC, MYITUIIHMA VIIepaluu Bo  Oynoyc u
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MoCcTOYI0apHN V/Lepalid a KOJIOHCOKOIICKUTE HAofu
Oea ypemuu. IlamueHTRaTa € BojleHa CO JIMjarHo3a:
HeMH(eKTHBEH TaCTPOEHTEPOKOMMTUC M CHHAPOM Ha
HEPBO3HO I[PeBO.

JlabopaTopicKuUTe MCIIMTYBamka 3a MHTONEPAHTHOCT Ha
XpaHa, Oea TIO3UTHBHU 3a KPaBjo MJIEKO 1 KPaBjo KICEI0
MJIEKO, XeJbJla U MaK.

Bo offHOC Ha OMINTHOT CTATyC TPU MPUeM TallieHTKaTa
Oemie ageOpuiIHA, CBECHA, OPUEHTUPaHA, KOHTAKTHOWIHA,
KoKa €O HamajieH TYprop ¥ elacTUYHOCT, BUJIMBU
CITy3HUIIM HopMaTHo peboeru, BMU 16.5. Ot crarycot mo
CHCTeMH, a0IOMEHOT Oellle MOJT HUBO Ha TPaJHKUOT KOIII,
TAJITATOPHO OOTHO OCET/INB emuracTpuyHo. OcTaHATHOT
CTATYC 0 CHCTEeMH Oellle ypeyieH.

Ha npueM mareHTKaTa uManre 7 Heo(hOpMeHH CTOTHIIA
a 24u.muype3a Oeme 600m1. Kompokynrypara Oemre
HeraTHBHa.

JlabopaTopucKMTe  aHAIM3M  TIOKa)kaa  MOKAueHH
BPEIHOCTH Ha Jerpafjarnuonute mnpoaykru ( Urea 14.2
mmol/L,Kreatinin 256 mmol/L), xunokamuemuja (K 3.2
mmol/L), momeka ocTaHaTUTe TAOOPATOPUCKHU aHAIM3U
0ea Bo pedpepeHTHH TpaHUI. [aCTPUH BO CEPYM BUCOKO
nos3utuBeH 2404 pg / ml ( ped.13-115pg / ml).

['opHopUrecTHBHATa €HIOCKOMHMja, TIOKaKa MPUIIMYHO
M3paseHu  YILePaTUBHO-HEKPOTHYHM  TPOMEHH Ha
xpaHoBofioT.  C/y3HMIIaTa Ha  JKEJYIHUKOT Oetie
CO  MaKpOCKOIICKH acrekT 3a  XMIEepIUIaCTUYKH/
XUITEePTPO(UUKKM MPOMEHM a XHCTONATOOIIKMAOT HAOL
TOKa)Ka CKpaTeHu (hOBeolapHU KPUIITH U XUIepIlIa3uja
Ha TapUeTaIHUTe KIeTKU. Bo 1yoieHyMOT 1OMUHAHTHU
ne3un Oea mocTOynOapHO, Bo JI2 Kazie ce 3abernexaa
TIOBeKe V/IIePATUBHY JIe3UH CO XeMaTHHU3UPAHO METHO.
Camuot OyOyc Oellle co BocIajeHa JIUTraBHMIlA HO 0e3
y/ILepaTUBHY JIe3UH.

YATpa3ByYHMOT HAOJ TMOKaka Majia oBajiHa (hopMalfyja
CO ToNieMHHA off OKOMy 13 MM, JIecHO XurepexoreHUYHa
70 caMoOT SHJI Ha JIyOfIeHYMOT, HO OBaaT IpoMeHa He ce
noTBpau co KourpaceH KT Ha abmomeH.

EHpiocoHorpadujaTa IOKa)ka jacHO OrpaHMYeHa Co
XUIOEXOTeHO Xajll0 CONUJIHA XWITepeXoreHa TM ITpOMeHa
co oM of, 17x20 MM, Mer'y 3U0T Ha [yOJieHYMOT U JKOTYHO
Kece.

Ha uHcTHTYT 3a aTohu3K0I0ryja M HyKiepaHa MeIUIiHa
Oerre HarpaBeHa TpuasHa ciHTUrpaduja ( OKTPeoTH
ckeH )1.3 u 24 yacoBHa MO alUIMKalyja Ha o0OejeKaH
comatoctaTuHcku aHaior ( Tc 99m-tektrotyd, mosa
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740MBq), moxaska IMpUCyTHa MaTONONIKA aKyMy/alyja BO
IIPHUOT JIPOO-TIPOEKIIHja Ha IeTTH CEerMEHT 3a]] JKOMUHOTO
Kece.

[lujarHo3aTa  JIOTIONIHUTENHO € TMOTBp/ieHa
XUCTOMATOMONIKY BO pedpepeHTeH IieHTap Bo CioBeHuja.

[TanuenTkara Oere moctaBeHa Ha Bicoku mosu UIIIIm
(2x80mg) a moroa Ha WIIIlo (2x80mg), mTo AoBeme o
nofo0pyBame Ha OIIITa COCTOj0a M CMUpYBalme Ha
CUMTOMHUTE,

lluckycuja

HeBpoeHJIOKpUHUTE  TYMOPH  TIOTEKHYBaaT O]
HeBPOEHJIOKPUHM, BHCOKO CTelfjau3upaHi KIIeTKH,
KOM criopes crenduuHaTa CTUMYJAIja, ceKpeTupaar
COOJIBETHM XOPMOHH M PeryaupaaT HU3a Ha OMOXeMUCKH
¥ (h3MOTOIIKY TTPOL[eCH BO OPTaHU3MOT.

Jlo meHecKa ce oTKpueHH noBeke off 50 HeypoeHJOKPUHU
KneTounu BuoBu Ha HuBO Ha IUT. Cekoja op HUB MMa
CBOja KapaKTepHCTUYHA XOPMOHCKA IIPOAVKIMja, OfF
Koja TIpoM3jieryBa M COOJIBETHA perylaTopHa yiora.
JleHecKa ce cMeTa JieKa XOpPMOHCKHUOT moTeH1ujan Ha [UT
CHCTeM MpeJiCTaByBa IMIaBeH IPeHoc Ha HH(opMaIuu Bo
OpraHM3MOT, a He camo Ha HuBO Ha ['MT. ™ M M ¥

JlujarHosa Ha 3EC ce 6a3upa Ha MPETXOHO ONMUIIAHUTE
Kputepuymu.'® 1 12

OnpenyBameTo Ha 0Oa3ajHUTE BPEHOCTH HA TaCTPHH
BO CEpPYM BO HANIKOT C/Ty4yaj TOKkKa BUCOKU BPEJJHOCTH
o 2404 pg / ml, a criopey mogaToLMTe O TUTEpaTypaTa
HajronieM fen of, manuenTute co 3EC mMaaT mokaueHu
0a3alHM BPeJHOCTH HA TacCTPUMH BO CEpyM Ha TJIajiHoO,
a Kora THe BpeaHocTH ce ToBucoku 1000 pg / ml
MPAKTUYHO TOA € CUTHU(PUKAHTHO 3a IMjarHOCTUL[MPathe
Ha Oonecra.® W Bo cnyuaj kora pH BpegHocTa Ha
TaCTPUYHUOT COK € <2 (Mepeme Ha Oa3ajiHaTa ceKpelyja
Ha JKeJIyfleyHa KICe/IMHa) i KOHIIeHTpalija Ha racTpyH e
nomery 100 u 1 000 pg / ml, Bo BakoB c/ydaj Mopa fia ce
HaIpaBy CEKTPETUHCKUOT TecT. 2° 2223

VIMUIIVHT TeXHUKUTe ce U3BeJyBaaT Co IieJl Ia ce ofjpelu
JIOKaMM3aljaTa W/Wwin ofipeid CTauyMOT Ha Oosecra.
Moke fa OMJaT KOHBEHI[MOHAJHM HEMHBA3WBHU WM
MHBA3MBHU JI1jarHOCTUYKM MOJIaJTATETH.

Bo HamwmoT ciyyaj TacTPMHOMOT Oellle  OTKpUEH
co ynTpacoHorpaduija. Criopep; mofiaToIUTe O
JUTepaTypaTa Co yATpacoHorpaduja Moxke fa ce
meTeKTHpa racTpuHoMuTe Bo 30% off caydauTe, U Toa

Case report I

JIe3UH TIOTOJIeMU Off 3 CM, [iofieKa Jie3ud momanu off 1
CM HeMOjKe Jla Ce JieTeKTHpaar, IITo He ce TIOTBPAH BO
HAIIKOT C/1y4aj. 20

KommapatiBHE ~ CTYIMjuM TIOKaKaa meka MP

censutuBHocT 71%-83%) u KT

(censutuBHOCT 42%-56%) ce crenubHUHM TEXHKU 3a
NPUKAKYBabe Ha TPUMApPHHU JIe3UH, U LPHOIPOOHU U
KOCKEHHM MeTacTas3d Kaj MalMeHTH CO HeBPOEHJOKPUHH
TYMODH, @ Ce IPernopauyBaar i 3a cjiefieibe Ha Or0OBOPOT
Ha Tepanuja. 20 2X. Bo Hammor cnyyaj MP HeGemie
HarpaBeH off TexHMukM npuunbn a KT Ha abmomen co
KOHTpacT Oelle MPOUYMTAH CO VpefeH Haof off /Bajia
VICKYCHH PEHI'€HOIO3M.

Kaj okomy 20% op mDalnueHTHTe, He MO}e Ja ce
UIeHTU(UKYBA  TaCTPUHOMOT CO  CTaHJApOHU
KoHBeHIMoHanun Texuukd u CPC. Bo oBue cnyuan,
BO TeK Ha OIepPaTHMBHUOT 3axBaT MOKe Jla ce KOPHCTH
JyofleHa/IHM TpaHC/IyMUHALMja WM WHTpaolepaTUBeH
VIITpa3ByK. A

EnpiocoHorpadujaTa Bo HAIIMOT C/ydaj IOKa)ka jacHO
OrpaHMyYeHa co XMIIOeXoreHo Xajo COMMIHA XUllepexoreHa
TM IIpoMeHa co im off 17x20 MM, Mer'y 3UI0T Ha IyOJleHYMOT
u x.Kece. Criopeq nogaronute off ntuTeparypara EYC uma
CeH3UTHBHOCT off 79-82%.3° CtymujaTa Ha Anderson MA
u cop. o 2000r. mokaka jmeka EYC uMa CeH3UTHBHOCT
on 93% u cnernubuuHOCT 0 95% BO JIOKaaM3aldja Ha
racTPpUHOMM CO MHTpalaHKpeaTHMyHa JIOKaju3alyja.
2N 32 EYC e epukaceH MeTof| 3a IWjarHOCTHIMpPabe Ha
IyolleHa/THU ¥ TMAHKPeaTHYHH TacTPUHOMM, INTO Oelire
TIOTBP/IEHO W BO HAIIKOT C/Ty4aj. 33 3K

Tpudasnata cruHTUrpadmja ( OKTPEOTH]], CKeH ),
MoKayka TPUCYTHA MATO/MONIKA aKyMy/alyja BO I[PHUOT
Ipo0-TIpoeKIMja Ha IIeTTH CETMEHT 3aj] JKOMYHOTO
Kece. HeogamMuennute cTyquu nokaxaa geka CPC uma
rnorojieMa CeH3UTHUBHOCT (75%-100%) mpu feTekuuja Ha
racTPUHOMH CO JIOKaJIM3aljija BO JYOfIeHYM M IaHKpeac,
BO CIIOpe/I0a CO KOHBEHI[OHAIHUTE METO/IY KaKo IITO Ce
KT, MP u Y3 3¥ 3 3¥iro Gemre MOTBPAEHO ¥ BO HANIMOT

CIy4aj.
IllenTa Ha TpeTMaHOT Kaj mamueHTto co Zollinger-Ellison

CHHJIPOM, € Jla Ce KOHTPO/IMpa TacTpUYHaTa CeKpelruja u
XUPYPIIKA peceKIfyja Ha TYMOPOT.

MepiukaMeHTO3Ha Tepanuja MPBO TH BKJIyUyBa aHTU
CEeKpeTopHU JieKoBU. WHXMOMTOPM Ha MPOTOHCKATa
TyMIIa ce MPBUOT M300p HA TPETMAHOT Kaj IMallMeHTUTe
co 3EC. HajuecTo ce KopuctaT oMeIpasoi, TaHCOIpasor,
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MaHTOIIPa3os, padenpa3on U ecoMemnpason. (47) Hamara
[alnyeHTka Oemre mocraBeHa Ha BHCOKM pmo3u I,
nanronpason (2x80mg) a mortoa Ha MHIIIo (2x80mg)
IITO [IOBeJie 710 TIOfI0OpYBame Ha OIIITa COCTOj0a U
TIOBJIEKYBame Ha cumnTomuTe. JlJokaxkaHo e meka PPIs ce
0e30eHY 1 e(hMKaCHU BO TepanujaTa Ha TalMeHTUTe CO
3EC nypu u noBeke of, 10 roguuu, 63 HIKaKBH TOKCUYHI
ecbexru. 3 3 3K

XUpPYUIKAOT TpPeTMaH ce TperopayyBa Kaj MalieTH Co
3EC Kou HemaaT MYITHIUIA eHJOKPUHA HeoIla3uja TUII
1 unu meTactaTcka 6onect.’? K° Harara manueHTKa goou
Iperopaka 3a MoHaTaMolleH XUPYIIKY TPeTMaH.

OcTaHaTHOT ~ Me[UKAMEHTO3eH TpPeTMaH BKIIyUyBa:
COMAaTOCTATHHCKU aHaJIO31
xeMmoTepruja (5-chmyopoypaipn, —streptozotocin ) u

uHTepepoH, ¥ TOa BO C/yYaj Kora TracTPUHOMUTE
pacTaT W/WIM ~ MeTacTasupaar. XemoeMOonu3aiuja
co XeMOTepaIeBTCKU areHcu (Streptozotocin
wmi doxorubicin), moBegyBa [0  HaMaJyBame Ha
IUPKY/TUPAYKUTe CePYMCKUTE HUBOA Ha MENTUIOT KaKo
1 rojieMMHaTa Ha TyMopoT. H'MNK

3aKknyuok

Kaj ceroj maumumeHtT co comHenume 3a 3EC moTpeOHa
e KIMHWYKaTa T[pe3eHTalja, M TIOTBPAYBame CO
OMOXeMUCKH TECTOBM W WMHUIIMHT TEXHHKH CO IiefT
JIOKaM3aliyja u offpefiyBatbe Ha (ha3aTa Ha racTPUHOMOT/
Homute. Hajmobap MopmamuTeT 3a JOKanM3upame Ha
TacTPMHOM CIIOpe]] Hallle UCKYCTBO e yITpacoHorpadujara,
EYC u comaTocTaTiH peLienTopcka CIMHTUTpaduja.

Op mpunokeHarta MTepaTypa CUTe CIOPaJUuHU CIyJan
Ha 3EC Tpeba 1a OugaT XMpYpLIKY pelleH:, BKIYUYBajKu
NIyofleHOTOMUja, JIYPU U Kaj TalMeHTH CO HeraTUBHU
pesynTaTi, OWfIejKM TMOCTOM BUCOKA BepojaTHOCTA 3a
Haorame U OTCTpPaHyBakbe TYMOP.

TperMaHOT €O AHTHCEKPETOPHH JIEKOBM MOKe fla T'H
HaMaJIi KOMIUTMKAIMUTE ¥ MOpOUAUTeTOT. IHXOUTOpH
Ha ITIPOTOHCKAaTa MyMIa 3a KOM e JIOKa)KaHO JleKa ce
0e30emHuE eduKacHU, 0e3 MoceOHM HecakaHW eqeKTH
MOKe Jla ce KOpUCTaT BO TEKOT Ha JONT BpPeMeHCKH
TIepPUO]I,

KoHeuHo, €O MyITUIMCIUIUIAHAPEH TIPUCTAN — MOKe
7la ce JioHece TIOTOJIeM TIPUIOHEC BO JIMjarHOCTHKATa U
TpeTMaHoT Ha narueHTuTe co 3EC.

Revisté mjekésore - MEDICUS | 298

IS ISP

0000000000000

Pedepennu

1Zollinger RM, Ellison EH. Primary peptic ulcerations of the
jejunum associated with islet cell tumors of the pan-
creas. Ann Surg., 1955; 142: 709-728

2 Hou W, Schubert ML. Gastric secretion. Curr Opin Gastro-
enterol., 2006; 22: 593-598.

3 Hung PD, Schubert ML and Mihas AA: ZollingerEllison
Syndrome. Curr Treat Options Gastroenterol 6: 163170,
2003.

4Berna MJ, Hoffmann KM, Serrano J, et al. Serum gastrin in
Zollinger-Ellison syndrome: I. Prospective study of fast-
ing serum gastrin in 309 patients from the National In-
stitutes of Health and comparison with 2229 cases from
the literature. Medicine., 2006; 85: 295-330.

S5Eriksson B, Oberg K, Skogseid B. Neuroendocrine pancre-
atic tumors: Clinical findings in a prospective study of
84 patients. Acta Oncol., 1989; 28: 373-377.

6 Stage JG, Stadil F. The clinical diagnosis of the Zollinger-

Ellison syndrome. Scand ] Gastroenterol Suppl., 1979;
53:79-91.

7 Andersen DK: Current diagnosis and management of
ZollingerEllison syndrome. Ann Surg 210: 685703, 1989.

8 Roy PK, Venzon DJ, Feigenbaum KM, et al. Gastric secre-
tion in Zollinger-Ellison syndrome: correlation with
clinical expression, tumor extent and role in diagnosis
- A prospective NIH study of 235 patients and review of
the literature in 984 cases. Medicine (Baltimore), 2001;
80: 189-222.

9 Roy PK, Venzon DJ, Shojamanesh H, et al. Zollinger-Ellison
syndrome: clinical presentation in 261 patients. Medi-
cine (Baltimore), 2000; 79: 379-411.

10 Osefo N, Ito T, Jensen RT. Gastric Acid hypersecretory
States: recent insights and advances. Curr Gastroen-
terol Rep., 2009; 11: 433-441.

11 Brandi ML, Gagel RE, Angeli A, Bilezikian JP, BeckPeccoz
P, Bordi C, ConteDevolx B, Falchetti A, Gheri RG, Libroia
A, et al: Guidelines for diagnosis and therapy of MEN
type 1 and type 2.] Clin Endocrinol Metab 86: 56585671,
2001.

12 Howard TJ, Stabile BE, Zinner MJ, Chang S, Bhagavan BS,
Passaro E., Jr Anatomic distribution of pancreatic endo-
crine tumors. Am J Surg 1990;159:258-64.

13 Roy PK, Venzon DJ, Shojamanesh H, Abou-Saif A, Peghi-
ni P, Doppman JL, Gibril EJensen RT. Zollinger-Elli-

son syndrome. Clinical presentation in 261 patients.
Medicine(Baltimore), 2000; 79: 379-411.



ANy

14 Jensen RT, Doppman JL, Gardner JD. Gastrinoma. In:
Go V, editor. LW, Brooks FA, Di Magno EP, Gardner JD,
Lebenthal E, Scheele GA, eds. The exlocrine pancreas:
biology,pathobiology and disease. New York: Raven
Press, 1986; 727-744.

15 Fendrich V, Langer P, Waldmann J, Bartsch DK and Roth-
mund M: Management of sporadic and multiple en-
docrine neoplasia type 1 gastrinomas. Br J Surg 94:
13311341, 2007.

16 Rehfeld JF. The new biology of gastrointestinal hormones.
Physiol Rev 1998; 1097-108.

17 Eriksson B, Oberg K. Pipomas, nonfunctioning endocrine
pancreatic tumors: clinical presentation, diagnosisand
advances in management. In: Mignon M, Jensen RT. En-
docrine tumors of pancreas: recent advances in research
and management. Basel: Karger, 1995: 208-22.

18 Wolfe, MM, Jensen RT. Zollinger-Ellison syndrome: Cur-
rent concepts in diagnosis and management. N Engl |
Med, 1987; 317: 1200-1209.

19 Roy PK, Venzon DJ, Feigenbaum KM, Koviack PD, Bashir
S, Ojeaburu ]V, Gibril EJensen RT. Gastric secretion in
Zollinger-Ellison syndrome. Correlation with clinical
expression, tumor extent and role in diagnosis-a pro-
spective NIH study of 235 patients and a review of 984
cases in the literature. Medicine., 2001; 80: 189-222.

20 Frucht H, Howard JM, Slaff JI, Wank SA, McCarthy DM,
Maton PN, Vinayek R,Gardner JD, Jensen RT. Secretin
and calcium provocative tests in the Zollinger-Ellison
syndrome. A prospective study. Ann Intern Med., 1989;
111: 713-722.

21 Tartaglia A, Bianchini S, Vezzadini P. Biochemical diag-
nosis of gastroenteropancreatic endocrine tumors. Min-
erva Med., 2003; 94: 1-7. [PubMed]

22 Wiedenmann B, Jensen RT, Mignon M, Modlin CI, Skog-
seid B, Doherty G, Oberg K.Preoperative diagnosis and
surgical management of neuroendocrine gastroentero-
pancreatic tumors: general recommendations by a con-
sensus workshop. World J Surg., 1998; 22: 309-318.

23 Ricke J, Klose KJ, Mignon M, Oberg K, Wiedenmann B.
Standardisation of imaging in neuroendocrine tumours:
results of a European delphi process. Eur ] Radiol., 2001;
37:8-17.

24 Maton PN, Miller DL, Doppman JL, Collen MJ, Norton JA,
Vinayek R, SlaffJI, Wank SA, Gardner JD, Jensen RT. Role
of selective angiography in the management of patients

with Zollinger-Ellison syndrome. Gastroenterology.,
1987; 92: 913-918.

Case report I

25 Roche A, Raisonnier A, Gillon-Savouret MC. Pancreatic
venous sampling and arteriography in localizing insu-
linomas and gastrinomas: procedure and results in 55
cases. Radiology., 1982; 145: 621-627.

26 Norton JA, Fraker DL, Alexander HR, Venzon DJ, Doppman
JL, Serrano J, Goebel SU, Peghini PL, Roy PK, Gibril F,
et al. Surgery to cure the Zollinger-Ellison syndrome. N
Engl ] Med., 1999; 341: 635-644.

27 Rosch T, Lightdale CJ, Botet JE Boyce GA, Sivak MV,
Yasuda K, Heyder N, Palazzo L,Dancygier H, Schusdzi-
arra V. Localization of pancreatic endocrine tumors by
endoscopic ultrasonography. N Engl ] Med., 1992; 326:
1721-1726.

28 Anderson MA, Carpenter S, Thompson NW, Nostrant TT,
Elta GH, Scheiman JM.Endoscopic ultrasound is highly
accurate and directs management in patients with neu-

roendocrine tumors of the pancreas. Am J Gastroenter-
ol,, 2000; 95: 2271-2277.

29 Ruszniewski P, Amouyal P, Amouyal G, Grangé JD, Mignon
M, Bouché O, Bernades P.Localization of gastrinomas by
endoscopic ultrasonography in patients with Zollinger-
Ellison syndrome. Surgery., 1995; 117: 629-635.

30 Tomassetti P, Migliori M, Lalli S, Campana D, Tomassetti
V, Corinaldesi R.Epidemiology, clinical features and di-

agnosis of gastroenteropancreatic endocrine tumours.
Ann Oncol,, 2001; 12(Suppl 2): S95-S99.

31 Jensen RT. Gastrointestinal endocrine tumours. Gas-
trinoma. Baillieres Clin Gastroenterol, 1996; 10:
603-643.32 Norton JA, Jensen RT. Current surgi-
cal management of Zollinger-Ellison syndrome
(ZES) in patients without multiple endocrine neo-
plasia-type 1 (MEN1) Surg Oncol., 2003; 12: 145-151]
33Kwekkeboom, DJ; Krenning, EP (April 2002). “Soma-
tostatin receptor imaging.”. Seminars in nuclear medi-
cine. 32 (2): 84-91. doi:10.1053/snuc.2002.31022]

34 Gibril F, Reynolds JC, Doppman JL, Chen CC, Venzon DJ,
Termanini B, Weber HC,Stewart CA, Jensen RT. Soma-
tostatin receptor scintigraphy: its sensitivity compared
with that of other imaging methods in detecting pri-
mary and metastatic gastrinomas. A prospective study.
Ann Intern Med., 1996; 125: 26-34.

35 Springer International Publishing. Proton pump inhibi-
tors first choice in Zollinger-Ellison Syndrome Drugs &
Therapy Perspectives. Volume 14 November 2012 DOL
10.2165/00042310-199709010-00002.

36 Banasch M, Schmitz F. Diagnosis and treatment of gas-
trinoma in the era of proton pump inhibitors. Wien Klin

299 | Medical Journal - MEDICUS

AN



I Case report

Wochenschr., 2007; 119: 573-578.

37 Welage LS, Berardi RR. Evaluation of omeprazole, lanso-
prazole, pantoprazole, and rabeprazole in the treatment
of acid-related diseases. ] Am Pharm Assoc (Wash),
2000;40: 52-62; quiz 121-3.

38 Ito T, Igarashi H, Uehara H, et al. Pharmacotherapy of
Zollinger-Ellison syndrome. Expert Opin Pharmacoth-
er,, 2013; 14: 307-321.

39 Metz DC, Strader DB, Orbuch M, Koviack PD, Feigenbaum
KM, Jensen RT. Use of omeprazole in Zollinger-Ellison
syndrome: a prospective nine-year study of efficacy and
safety. Aliment Pharmacol Ther., 1993; 7: 597-610.

40 Mignon M, Pospai D, Forestier S, Vatier J, Vallot T. Treat-
ment of patients with Zollinger-Ellison syndrome. Clin
Ther., 1993; 15(Suppl B): 22-31. 8205592.

41 Ruszniewski P, Laucournet H, Elouaer-Blanc L, Mignon
M, Bonfils S. Long-acting somatostatin (SMS 201-995)
in the management of Zollinger-Ellison syndrome: evi-

Cnura Op.1. lopHOArecTHBHA eHJOCKOIHTja

Revisté mjekésore - MEDICUS | 300

IS ISP

0000000000000

dence for sustained efficacy. Pancreas., 1988; 3: 145-152.

42Tomassetti P, Migliori M, Gullo L. Slow-release lanreotide
treatment in endocrine astrointestinal tumors. Am J
Gastroenterol., 1998; 93: 1468-1471.

43 Tomassetti P, Migliori M, Corinaldesi R, Gullo L. Treat-
ment of gastroenteropancreatic neuroendocrine tu-
mours with octreotide LAR. Aliment Pharmacol Ther.,

2000; 14:557-560.
44 Oberg K. Advances in chemotherapy and biotherapy of
endocrine tumors. Curr Opin Oncol., 1998; 10: 58-65.

45 Ruszniewski P, Malka D. Hepatic arterial chemoemboli-
zation in the management of advanced digestive endo-
crine tumors. Digestion 2000;62(Suppl 1):79-83.

46 Ruszniewski P, Rougier P, Roche A, et al. Hepatic arterial
chemoembolization in patients with liver metastases
of endocrine tumors. A prospective phase II study in 24
patients. Cancer 1993;71(8):2624-30.

D= 13.3mm

P 100% M1 0.04

P100% WI0.04

Crnuka 6p.2.YirpacoHorpaduja



ANy

Case report I

o . : = |

Cnuka 0p.4. Engoconorpaduja

Cnurga Op.3. TpudasHa cipHTHrpaduja ( OKTPeoTH ] CKeH )

ZOLLINGER-ELLISON SYNDROME: CASE REPORT

Lichoska-Josifovikj F, Popova-Jovanovska R, Chaloska-Ivanovska V, Trajkovska M, Stardelova-Grivcheva K,
Deriban Dj, Dimitrova-Genadieva M, Todorovska B

University Clinic of Gastroenterohepatology, Skopje, Macedonia

ABSTRACT

Backround: Zollinger-Ellison syndrome (ZES) is a rare condition that occurs as a consequence of increased
secretion of hormone gastrin, from one or more neuroendocrine tumors, gastrinoma.

Case report: We present a single case of 62 years woman, with a four-year history of epigastric pain, nausea and
vomiting, diarrhea (10 to 15 per day) without mucus and blood, reduced appetite and weight loss, occasionally
calming the symptoms with [PPo. Initial laboratory results were: Urea 14.2 mmol / L, Creatinine 256 mmol / L,
K 3.2 mmol / L and Gastrin in serum highly positive 2404 pg / ml (ref.13-115pg / ml). Upper endoscopy showed
very pronounced ulcerative-necrotic changes in the esophagus. The gastric mucosa was of macroscopic aspect
for hyperplastic / hypertrophic changes, and the histopathological finding showed truncated foveolar crypts
and hyperplasia of parietal cells. In the duodenum, dominant lesions were postbulbaric, in D2, where we were
observed ulcerative lesions with hematinized spots. An ultrasound finding showed a small oval formation of
approximately 13 mm in size, easily hyperhomogenic to the wall of the duodenum, but this change was not
confirmed with a contrast CT on the abdomen. Endosonography showed clearly limited hypohegochino halo solid
hyperehogene TM change 17x20 mm, between the wall of the duodenum and the gallbladder. At the Institute
for Pathophysiology and Nuclear Medicine a three-phase scintigraphy (octreotide scan) 1.3 and 24 h after the
application of the marked somatostatin analogue (Tc 99m-tektrotyd, dose 740MBq) was performed, showed a
pathological accumulation in the liver-projection of the fifth segment behind the gallbladder . The diagnosis is
additionally confirmed histopathologically in a reference center in Slovenia. The patient was placed on high doses
of IPPP (2x80mg) and then IpPo (2x80mg), which led to an improvement in general condition and calming of the
symptoms.

Conclusions: Any patient with suspected ZES requires clinical presentation, and confirmation with biochemical
tests and imaging techniques to localize and determine the stage of gastrinoma. The best modality for localization
of gastrinoma in our experience were ultrasonography, EUS and somatostatin receptor scintigraphy. Finally, with
a multidisciplinary approach, greater contribution could be made to the diagnosis and treatment of patients with
the ZES.

Key words: Zollinger-Ellison syndrome, gastrinoma, US, EUS
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ABSTRACT

The aim of the study is to evaluate long-term results of surgical treatment of strabismus and diplopia associated
with Graves ophthalmopathy in the 40-year-old patient.

The patient had preoperative diplopia and restricted mobility on the eyes. The patient was prescribed to wear
Fresnel prisms prior to surgery. The patient achieved a single binocular vision without prisms after the operation.
The muscles surgery of the both vertical recti on the right eye were performed by recession and reattachment of
the muscle to the globe. On the left inferior rectus was performed recession with adjustment suture. Standard
measures were used for the primary strabismus surgery of rectus inferior and rectus superior on the right eye,
and adjustable suture surgery on the rectus inferior on the left eye. Adjustment of the sutures was done the day
after the surgery. After two years of post-operative following, no need was observed for any subsequent operation.

Conclusion: The operation of the restrictive thyroid ophthalmopathy using recessive standard technique combined
with adjustable sutures can provide excellent post-operative results and patient satisfaction.

Key words: Graves ophthalmopathy, thyroid ophthalmopathy, diplopia, surgical treatment

INTRODUCTION

Thyroid eye disease is an autoimmune condition. Thyroid
ophthalmopathy is an inflammatory disorder of the
extraocular muscles, orbital fat and orbital connective
tissue, that is most commonly seen in patients with
Graves hyperthyroidism. In the initial acute phase there
is lymphocytic infiltration and edema of the extra-
ocular muscles with deposition of glycosaminoglycan’s
and hyaluronic acid as well as adipogenesis (1). These
processes can lead to an increase in the volume of the
orbital contents such as periorbital swelling, extraocular
muscle dysfunction, disfiguring proptosis, exposure
keratitis, increased intraocular pressure and optic
nerve compression. The inferior rectus is commonly
affected, followed by the medial and superior rectus (2).
Involvement of the extra-ocular muscles may be bilateral
or unilateral.

AIM

The aim of the study is to evaluate long-term results of
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surgical treatment of strabismus and diplopia associated
with Graves ophthalmopathy in the 40-year-old patient.

CASE REPORT

A 40-year-old patient with vertical strabismus on the left
eve (hypotropia) and restricted elevation of both eyes, was
treated at the Department of Strabology at the University
Eye Clinic in Skopje. After the operation he was regularly
monitored every 6 months. The preoperative angle of
vertical deviation was 25 PD of the hypotropia on the left
eye. Left eyelid retraction and restrictive left hypotropia
with very limited elevation of the left eye was present.
There was a limited elevation of the right eye also. Visual
acuity on both eyes was 1,0 without glasses. Diplopia was
present. Initially, the patient had adopted a compensatory
head posture to avoid the diplopia causing a muscle
spasm characterized by discomfort on movement and
restriction in the opposite field of sight. This resulted
with secondary fibrosis of the involved muscles which
prevented muscles relaxation, causing diplopia and
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torticollis. Intraocular pressure was normal, on the right
eye 14,6mm Hg and 173mm Hg on the left eye. Hertel
exophthalmometer measured 22mm on the right eye and
23mm on the left eye. The thyroid function tests were in
the normal range with positive autoantibodies. Magnetic
resonance imaging (MRI) scan showed enlarged and
edematous inferior rectus muscle on bhoth eyes. ECHO-
graphy of the orbit showed hypertrophy of both inferior
rectus muscles.

One vear before the surgery, treatment in the form
of immunosuppression (systemic corticosteroids) was
prescribed to the patient. The patient responded well to
the systemic corticosteroids, therefore was no need for
surgery decompression.

Case report I

After the end of the systemic corticosteroid therapy, the
patient’s eye proptosis was tapered and didn’t re-activate,
however there was restriction in both eyes mobility.
Since the patient suffered with diplopia, the Fresnel
prisms were prescribed and worn for 3-months before
the surgery. On the non-dioptric glass was put 10 PD on
the right eye with base-down prism and 10 PD on the left
eye with base-up prism. The patient was active smoker
and was advised to stop smoking. Measurements of the
strabismus were stable 8 months prior to surgery.

At each ophthalmology visit, the patient underwent
orthoptics evaluation with Hess chart and prism cover
test measurements in all position of sight, both in near
and distance fixation (Picture 1).

Picture 1. Graves ophthalmopathy, hypotropia OS, restriction of movements of both inferior recti

METHOD-SURGERY PLAN

The affected extra-ocular muscles were tight and fibrotic.
Gaining access to the muscles was challenging. A forced
duction test was carried out in order to assess the
tightness of all the muscles. The position of the muscle
insertion was measured prior to the recession it and
again after the recession. After the recession of the left
inferior rectus, the same was moved posteriorly 4mm and
inserted adjustable suture. The adjustment of the sutures
was done the next day after the surgery. The right inferior

rectus was recessed 3mm. The right rectus superior
muscle was resected 3mm and sutured 2mm anteriorly.

There was significant reduction in postoperative
vertical deviation. The ocular deviation after 12 months
postoperatively was 3 PD. On the cover test the eyes were
in ortophoria for far and near, as well as single vision
was achieved for far and near. Postoperatively, there was
neither unusual inflammation nor increased restriction
of the recessed muscles (Picture 2).

Picture 2. Ortophoria in the primary position after the strabismus surgery of the verical deviation
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After 2 vears of the surgery, increased intraocular
pressure on the left eye was measured at 22mm HG and
anti-glaucomatous drops were prescribed. Visual field
and optical coherent tomography was done on both eyes.
OCT findings of both maculae were normal and the RNFL
(retinal-nerve-fiber layers) of both optic nerve heads was
symmetrical and normal (111 on the right eye and 110
on the left eye) (Picture 3). There were no scotomas or
peripheral defects observed on the visual fields on both
eyes.

Picture 3. Normal findings of OCT of the PNO and maculae of both
eyes

DISCUSSION

Enlargement and dysfunction of the extraocular muscles
is characteristic of thyroid orbitopathy and can cause
strabismus with diplopia that is difficult to be treated.
The diplopia is difficult to manage and significantly
affects the quality of life of the patient, the ability to
work, read, drive, etc (3,4).

Strabismus surgery guidelines may be helpful to optimize
surgical results and to reduce the risk of reoperation.
Surgery should not be performed before the strabismus
deviation angle is stable for at least for 6 months (5).

Surgical goals and expectations should be defined and
discussed with the patient. The main goal should be
to restore BSV (binocular single vision) in the primary
position at distance and near, as well as the reading
position (5). It is important to stress the fact that multiple
surgeries may be necessary to achieve this goal. Recession
of the inferior rectus may result in lower lid retraction,
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inducing gaze limitation. As in all forms of restrictive
strabismus, muscle resection should be avoided because
it is likely to aggravate the muscle movement. Strabismus
hook is useful when operating on very tight muscles.
Using the strabismus hook, complications such as globe
perforation or inadequate capture of muscle tendon, may
be avoided. Careful duction testing should be performed
before operation and forced duction test has to be
performed during the surgery. Larger muscle recession
has to be accompanied by conjunctival recession to avoid
postoperative restriction through conjunctival tethering.
Patients with vertical strabismus develop a large fusional
range for their deviation. Accordingly, a patient with right
hyper-phoria will have developed the ability to remain
binocular despite a large left hypo tropic deviation (5).
Attention should be paid to dissection of Tenon’s capsule,
particularly around the inferior rectus since there is high
incidence of slipped muscle after the large recession.
This is partly due to inferior rectus muscles’ short arc of
contact with the globe, but also due to the presence of
Tenon’s capsule which may predispose to non-adhesion
to the globe.

Surgery is helpful but more complex in TED (thyroid eye
disease) than other types of strabismus (6). Pre-operative,
the patient has to be counseled about the goals and
limitations of strabismus surgery. This conversation and
its understanding is of paramount importance, since a
degree of limitation remains postoperatively even after
two or even three surgeries (5). Other issues such as lid
retraction following vertical rectus recession should also
be discussed pre-operatively.

With careful planning and meticulous surgery, a
satisfactory central field of binocular single vision can
be achieved in the primary position and in downgaze,
returning these patients to comfortable binocular status
for the vast majority of their everyday life.

CONCLUSION

The operation of the restrictive thyroid ophthalmopathy
using recessive standard technique combined with
adjustable sutures can provide excellent post-operative
results and patient satisfaction.
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XUPYPIIIKA KOPEKIIHJA HA KPUBOITIEICTBO KAJ T'PEJBCOBA ~ ODTAJIMOITATHJA -
[IPUKA3 HA C/TYUAJ

Becna Mapkoscka YeneBa

Yuuep3uret “CB. Kupun u Metozuj”, Kninuka 3a ounu oonectu, Ckorje, MakenoHuja

ABCTPAKT

Len: EBanyaiiyja Ha AONTOTOJMUIIHUTE pe3y/iTaTu Ofl XMpypLIKaTa MHTEPBEHLUja Ha KPUBOIJIEACTBOTO W JIBOJHOTO
rnefame npu ['pejpcoBara odranmornaruja Kaj 40 rofguiieH MaiueHT.

[TaleHTOoT MMallle IBOJHO IVleflahe M OrPpaHNUEeHO JIBIbKehe Ha OUHKTe jaboKa. [Ipernuiany ce @pecHeoBU IprU3Mu
npeq orepatuBHO. llarueHToT nMo0u efuHUYeH OMHOKy/apeH BUp 6e3 Mpu3Marcka KOpeKIiidja MoCT-OrepaTuBHO.
Xupypiikata WHTEPBeHIMja Ha MpaBUTe BEPTUKAIHU MYCKYIM Ha JEeCcHOTO OKO Oellle M3BefleHa CO pellecuja U
TOBTOPHO TIPUTIOjyBatbe 3a CKjepata. Ha jeBUOT TpaB JlofleH MyCKys Oellle M3BefieHa peljecuja co MPpUIarofjyInBu
cytypu. CranjapaHu MepKy 6ea KOPUCTEHU 3a MpUMapHara XUPYpIIKa WHTepBeHIUja Ha [I0JTHUOT U TOPEH MpaB
MYCKYJT Ha [IECHOTO OKO, U NPWIAro[lJIMBU CYTYPH Ha NOJHUOT MPaB MYCKYJT Ha JIEBOTO OKO. [IpuarofiyBameTo Ha
cyTypuTe Oellle U3BEMIeHO CJIeIHUOT JIeH 10 XUPYPLIKATa UHTepBeHuja. 110 2 rofiuHu o1l CliefierheTo Ha MalueHTor,

HeMa MHAWKALMKU 3a [OBTOPHA XMPYPLIKA UHTEPBEHIIU]a.

3akydok: Co orepaligjara Ha PeCTPUKTUBHATA TUPOUHA o TasMOTIaTja co TIPUMeHa Ha CTaHAapIIHUTe PelleCUBHU
MporLie/lypy KOMOMHUPAHU CO METOJIaTa Ha TIPWIArOIMBU CYTYPU MOJKE J1a e TOCTUTHAT OJIMYHU TTOCTONEePATUBHU
pesy/TaTy 1 3a/I0BOJICTBO Kaj TIallueHTOoT.

Knyunu 36opoBu: ['pejcoBa odranmoraTuja, TMponaHa o rajMoIaTija, IBOJHO Iiefame, XUPYPIIKA TPeTMaH
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DIVERTIKULI I MECKEL-IT - PREZANTIM RASTI

Jakup Jakupi, Gafur Memeti, Adnan Vrajnko, Ylber Ademi, Besnik Zeqiri

Spitali i pérgjithshém ,,Ferid Murad”” - Gostivar
Reparti i Kirurgjisé sé Pérgjithshme

ABSTRAKT

Medicus 2018, Vol. 23 (3): 306-309

Divertikuli i Meckel-it éshté njé mbetje e kanalit omfalomezenterik. Ai u emérua pas pérshkrimit anatomik dhe
embriologjik té tij, né fillim té shekullit té 19-té, nga Johann Meckel. Njihet si njé divertikulum i vérteté i zorréve
té holla dhe zakonisht vlerésohet té jeté i pranishém né 2% té popullsisé sé pérgjithshme,me vetém njé pérqgindje
shumeé té vogél gé té jeté simptomatik. Né kété prezantim, ne paragesim njé vajzé 16-vjecare me ankesat e dhimbjes
sé barkut, té pérziera dhe té vjella. Gjaté ekzaminimit fizik ne vrojtuam acarim peritoneal. Eksplorimi kirurgjik
zbuloi inflamacion té njé divertikuli té madh Meckeli me njé zoné gangrenoze. Né ményré gé té sigurohet hegja e
indeve té inflamuara, u krye resektimi i segmentit té zorréve té holla, ileum-it dhe u rivendos kontinuiteti me T-T
anastomozé primare. Segmenti i hequr u dérgua pér analizé histopatologjike. Divertikuli i Meckel-it éshté njé
diagnozé e réndésishme diferenciale né dhimbjet akute té barkut te fémijét.

HYRJE

Divertikuli i Meckel-it - éshté njé anomali kongenitale
e karakterizuar nga mbetja e ploté ose e pjesshme e
kanalit omfalomezenterik. Ky kanal vé né komunikim
(né embrion), sakusin vitelin me ansén umbilikale té
intestinit primitiv. Normalisht gjaté zhvillimit embrional
ky kanal mbyllet duke shkuar drejt atrofisé. Né rastet
kur nuk mbyllet pérbén njé anomali qé takohet né 2%
té popullsisé dhe mé shpesh tek meshkujt. Divertikuli i
Meckel-it zakonisht nuk jep asnjé shgetésim.

Manifestimet patologjike kryesore ndodhin si pasojé e
verifikimit té ndérlikimeve: inflamacionit (divertikulit),
qé mund té stimulojé njé appendicit tipik, hemoragjisé ose
perforacionit (vecanérisht kur né paret éshté i pranishém
indi heterotipik gastrik ose pankreatik), simptoma
té ngjashme me ato té ulcerés peptike duodenale dhe
okluzion intestinal nga invaginimi divertikular ose nga
torsioni i divertikulit. Eshté e shpeshté shfagja e njé
ulcere né divertikul, pasojé e sekrecionit acido peptik nga
ana e ishujve heterotopiké té mukozés gastrike.

Né kéto raste simptomatologjia éshté ajo e njé hemoragjie
intestinale, pa shkage té tjera té dukshme, me anemi
akute ose kronike, nga humbje té vazhdueshme hematike,
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dhimbje né mezogastér ose né kuadratet inferior té
abdomenit. Ndérlikimi mé i réndé éshté perforacioni
qé provokon peritonit. Divertikuli éshté shprehje e
inflamacionit gé¢ mund té zhvillohet né raste mé té rénda
né flegmonén divertikulare me perforacion dhe peritonit.
Kéto raste mund té ngatérrohen me njé appendicit
dhe diagnoza diferenciale arrihet vtém me ndérhyrje
kirurgjikale. Trajtimi i divertikulit béhet me kirurgji.

PREZANTIM I RASTIT

Pacientja u pranua né spitalin toné né orét e hershme té
méngjezit me té dyshuarin e apendicitit. Prezantimi klinik
pérbéhej nga dhimbje abdominale gjaté 24h, fillimisht
periumbilikal dhe mé voné e lokalizuar né kuadratin
e djathté té poshtém, temperaturé té ulét, té pérziera
dhe té vijella. Gjaté ekzaminimit fizik, pacientja ishte e
zbehté, febrile, me ndjeshméri té pérgjithésuar té barkut
dhe acarim peritoneal. Studimet laboratorike treguan
leukocitozé té lehté (11,4-10*9 pér L), me neutrofili (84%).
Me kété pamje klinike, nuk kishte nevojé pér ndonjé
studim preoperativ té imazherisé. U krye laparatomi
urgjente e cila zbuloi inflamacion dhe njé gangrené té
Diverticulit té Meckel-it, 50 cm larg valvulés ileocekale.
Njé segment 20 cm ileal qé pérmbante divertikulumin
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u resecua dhe u krye njé anastomoz T-T (fund-me-fund) gojore filluan ditén e 5-té postoperative, me marrje té ploté
me dy shtresa, e ndjekur nga njé appendectomi. U vendos gojore 2 dité mé voné, té shogéruar nga lévizjet normale
sonda nazogastrike si dhe dren né cavum Douglassi. té zorréve. Pacientja u lirua nga spitali né ditén e 7-té,
Antibiotikét intravenozé jané nisur intraoperativisht pas operacionit. Studimi histopatologjik pritet né vijim.
(cefuroxime, gentamicin dhe metronidazol). Ushgimet Pacientja éshté asimptomatike 3 javé pas operacionit.

Fig.1.Divertikuli i Meckel-it Fig.3.Anastomoza T-T e ileum dhe mezoja

Fig.2.Anastomoza T-T e ileum-it Fig.4. Divertikuli i Meckel-it pér patohistologji
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DISKUTIMI

Zorra e hollé pérbén pjesén mé té gjaté té traktit tretés,
ajo e ka origjinén né sfinkterin pilorik dhe pérfundon me
valvulén ileo cekale. Gjatésia e saj éshté rreth 7 metra dhe
ndahet né tre pjesé: duodeni, jejunumi dhe ileumi.

Mukoza brenda lumenit paraqget plika té shumta rrethore
dhe spinale qé e rrisin né ményré té konsiderueshme
sipérfagen, por pér kété géllim rezultojné akoma mé
efikase vilet intestinale qé e rrisin shumé sipérfagen e
absorbimit. Né mukozén e ileumit jané karakteristike
grumbullimet limfatike té quajtura pllakat e Payerit.
Jané tre shtresa qé e ndértojné murin e zorrés, qé jané té
pasura me ené gjaku dhe nerva.

Funksioni themelor i kryer nga zorra e hollé éshté:

m Tretja e ushgimeve
m  Absorbimi i ushgimeve té tretura

m Rregullimi endokrin i funksioneve gastrike dhe
pankreatike

m Transporti i mbetjeve ushgimore drejt zorrés sé
trashé

Pér pasojé zorra e hollé éshté e pajisur me aktivitet
digjestiv, absorbues, sekretor dhe motorik. Arritja e
materialit ushgimor nga stomaku né duoden, stimulon
baroreceptoré té pércaktuar té cilét té sensibilizuar
nga gelizat anterokromafine nisin lévizjet peristaltike
té zorrés sé hollé. Me réndési jané té ashtuquajturat
reflekset entero-enterike té cilat lejojné harmonizimin
e zbrazjes gastrike, detensionimin intestinal dhe hapjen
e valvulés ileocekale. Né tretjen e ushgimeve njé rol mé
réndési parésor kané enzimat pankreatike dhe kriprat
biliare. Mukoza duodenale dhe jejunale, nén stimulin e
produkteve e té digjestionit ushqimor, prodhon njé seri
polipeptidesh me aktivitet endokrin, qé luajné njé rol té
réndésishém né rregullimin e funksioneve té stomakut,
té heparit dhe rrugéve biliare, té pankreasit dhe té veté
ZOTTésS.

Té dhéna té pérgjithshme semiotike

Dhimbja né patologjité e zorrés sé hollé nuk ka njé piké
té zgjedhur dhe as karakteristika specifike té irradjimit.
Ajo zakonisht referohet né zonén periumbilikale. Natyra
e saj mund té jeté e ndryshme né varési té patologjisé
qé e shkakton dhe té stadit né té cilén ndodhet kjo
patologji. Pérgjithésisht origjinén e saj mund ta kérkojmé
né distendimin enterik apo né spazmat e muskulaturés
intestinale né gjendje okluzioni ose subokluzioni.
Ndérlikimet inflamatore té divertikulit Meckel, né pjesén

Revisté mjekésore - MEDICUS | 308

IS ISP

0000000000000

mé té madhe té tyre, imitojné kolikat apendikulare.

Bashkekzistenca e kolikave abdominale me hiperemi
kutane, bronko-spazma, dermatozé apo shqetésime
neuropsigike duhet té cojné vémendjen e mjekut drejt
ekzistencés sé mundshme té njé sindrome karcinoidi.
Njé pjesé e madhe e patologjive qé prekin zorrén e hollé,
shfagen me probleme té tranzitit, pasoja té okluzionit apo
subokluzionit intestinal dhe thuajse gjithmoné éshté i
pranishém meteorizmi. Ndérlikime té shumé patologjive
té zorrés sé hollé mund té krijojné kuadrin klinik té njé
abdomeni akut, cka kérkon vémendjen e kirurgut.

Diareja éshté karakteristiké e patologjive infektive
té zorrés sé hollé, por kur shogérohet me element té
hemoragjisé intestinale éshté objekt i kirurgjisé, si pér
humbjen e gjakut, ashtu dhe pér dyshimin e njé infarkti
intestinal. Hemoragjitt mund té manifestohen né
formé melene, apo né prani té gjakut okult. Njé defekim
hemoragjik masiv né njé pacient té trajtuar mé paré
me protezim té aortés abdominale, duhet té drejtojé
vémendjen drejt njé fistule aorto-enterike.

KONKLUZIONI

Divertikulii Meckel-it, edhe pseirrallé, éshté njé diagnozé
diferenciale e réndésishme né dhimbjen akute té barkut
né moshén pediatrike dhe ajo kérkon njé indeks té larté
dyshimi.

Ekzaminimi objektiv - ky béhet pas vlerésimit té gjendjes
sé pérgjithshme dhe konsiston né:

Inspeksioni - vleréson abdomenin e pacientit, shprehjen
ose jo té meteorizmit, eventualisht peristaltikén e
dukshme, praniné e cikatricave, pasojé e intervenimeve
té méparshme. Pigmentacioni melanotik, njollat e fytyrés
né bashkekzistencé me aneminé dhe hemotagjiné, béjné
té mendohet pér polipozé familjare.

Palpacioni i abdomenit - jep informacion mbi
sensibiltetin, dhimbshmériné dhe mbrojtjen muskulare.
Neoformacionet e zorrés sé hollé duhet té jené shumé té
avancuara pér t'i perceptuar me palpim. Duhet verifikuar
prania apo mungesa e masave herniare, qé jo rrallé heré
mund té jené arsyeja e okluzionit intestinal.

Perkusioni - mund té jeté informacion pér meteorizmin e
shtuar dhe praniné e versamentit ascitik intraperitoneal.

Askultacioni - né okluzionin intestinal tregon pér
aktivitetin hiperperistaltik, cka vérehet edhe né fazén e
hershme té infarktit intestinal. Tipike né fazat e vonshme
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éshté heshtja abdominale.

Eksplorimi digital rektal - jep informacion mbi
konsistencén e feceve dhe mbi praniné e gjakut.

Diagnostika imazherike - instrumentale

Radiologjia me kontarst té zorrés sé hollé éshté themelore
né vlerésimin e pjesés mé té madhe té patologjive.

Shentigrafia mund té jeté e nevojshme né raste specifike.

Skaneri dhe ekografia abdominale jané ekzaminime qé
vetém né raste specifike, si tumoret, kané vleré.

Enteroskopia paraget véshtirési pér ekzaminimin e ploté
té zorrés sé hollé. E kryer intraoperator nga kirurgu merr
vlera né saktésimin e zonave hemoragjike. Me vleré éshté
eksplorimi i ileumit terminal gjaté kolonoskopisé.
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[Tuesn ybo[1 HAa pOroBMIlaTa € MHOIY peTKa MOoBpejja Ha OKOTO. MICTHOT MOsKe J1a pesysiTupa CO pas3jinyHu OYHU
MaHubecTaln U KOMIUTMKALINW, BKIYUYBAjKU emnuTereH medeKT Ha POroBHWIlaTa, CTpoMasHa WHMWITpalja Ha
poroBulIaTa, 3arydba Ha eHIOTeTHU KJIeTKY, TIIayKOM, KaTapaKTa, TTpefieH YBEUT, ONTTUUKHUOT HEBPUT, T1a AYPU U TpajHO

ryoerme Ha BUTIOT.

ETI/IOHOFVIjaTa Ha OBME KOMITVIMKalMK1 € ITOBPp3aHa CO IMeHeTprpadKy, MMYHOJIOIIKW 11 TOKCMYHN e(beKTI/I Ha OCUJIOTO 1

VHjeKTUPaHUOT OTPOB.

Bo OBOj Tpyd INprUKakKyBaMe IMaljueHT CO Y60,H O/] TT4esia 1M 3a0CTaHyBarkbe Ha OCMJIOTO BO pOroBullaTa Ha OKOTO, KakKO

1 HAYMHOT Ha HEroBMOT TPETMaH.

TpI/I Mecelu T10 TtoBpejaTta, IalliMeHTOT MMallle CKOPO LeJIOCHO BpaRaHae Ha BMIHaTa OCTPMHa Ha ITOBPeeHOTO OKO, a
Ha MeCTOTO Ha OCUJIOTO MMallle MMHKMMaJIHa pe3nyaiHa onaumblxmam/l]'a Ha poroBulLiaTa.

Knyunu 36opoBu: Tuesnta, yoo1, poroBHMUIIA, OCUIO, TPeTMaH

BOBE]]

[Tuenuu yOop Ha poroBUIlaTa € MHOIY PeTKa IoBpefa
Ha OKOTO, Koja IITO MOMKE Ja pe3yITUpa CO pa3IndyHu
OUHM KOMIUTMKAL[MK, BKIYUYBajKu emutesieH jedekT Ha
poroBuilaTa, CTpoMaaHa MH(UITpalija Ha POrOBUIATA,
3ary0a Ha eHJJOTeJIHUTe KIeTKH, XudeMa, IpeJieH VBeuT,
IJIaYKOM, KaTapaKTa, ONTHUKMOT HEBPUT, T1a JIyPU U TPajHO
ryoeme Ha BUZOT. (1,2)

EtuonorujaTa Ha oBMe KOMIUIMKAlUM € TOBp3aHa €O
MEHeTPUPAuKd, MMYHOTOMIKA W TOKCUYHU e(eKTH
Ha OCUJIOTO ¥ HEroBHOT WHjeKTUPaH OTPOB TIPeKy
poroButiata. (2,3) IIpu ybom0T, OCUIOTO Ce OTKUHYBA Of
TJesIaTa ¥ OCTaHyBa 3a0071eHO BO poroBuiiata. OcuioTo
¥Ma MHOTYODOjHY BJIaKHEHIla KO MPETCTaByBaaT efieH
BIJI Ha pe3epBoap Ha 0TPoBOT. (4) (cimka 1)
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Cnuxa 1. Ocuso of muena

3Bop: Wiwatwongwana D, Jarivapan N, Wiwatwongwana A. Eyelid
Bee Sting With Late Migration Onto the Cornea After Primary
Removal: The Mystery of the Bee Stinger. Arch Ophthalmol. 2012
Mar; 130(3): 393.
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OBoj 0TpOB e 0c1000/IyBa BO BpeMeTpaerwe 0ff HEKOJIKY
MHUHYTH 10 y0070T. OTPOBOT COAPKU aMUHM, MENTHIM
1 OpojHM eH3MMH, KOM MMaaT alepriCKo M TOKCHUHO
mejcrso. (1,2,5) Anepruckute peakijuy Ha yOoz off Imuesna
MOJKe Jla Bapupaar off JIeCHU JI0 TelIKH, @ TOKCHHOT Kaj
CeH3MOMTU3MPaHU JIMYHOCTH MOKe Jla TpeJu3BUKa W
aHaM/IaKTHYEH oK. (1)

Ilopagy peTKocTa Ha OBKE MOBPEH, He IOCTOM TOYHO
neduHMpaH MPOKOT 3a TpeTMaH. KInMHuuKuTe mpucTanm
KOH Tal[ieHTHTe €O YOOAM Ha TMuejla Ha POMKHMIATA
0CTaHyBa KOHTPOBEP3HH, IIOYHYBAjKM Of KOH3ePBAaTHBEH
110 XMPYPIIKHU 1300p. (2,5)

ITPRKA3 HA C/IYYA)

[lanmenT Ha 79 ropMinHa Bo3pacT [0jie Ha Iperses Ha
Knunuka 3a ounu 6onectu Bo CKomje Iopajid KaCHYBabe
ofI TIuejia BO JIEBOTO OKO. I1aIjyieHTOT aHaMHEeCTHUUKH Jjajie
TOJIATOK JieKa TIpefi oKoly 4 Jaca ro KacHaja IJesiaTa
BO JIEBOTO OKO U C€ MOKaIM Ha CHIHA 0OOJKa, COM3erhe
U 3aMaTeH BUJ Ha IOBpefileHOTO oOKo. IlaiueHTOT e
oIlepupaH of] KaTapaKkTa Ha JIBeTe Oul.

Beme HampaBeH odTanMornomky mpersef. IlanueHTor
MMallle OTOK Ha TOPHUOT 1 J10JIeH O4eH KallaK Ha JIEBOTO OKO.
BHOMMKPOCKONICKY HAoJl - KOWYKTUBATHA XUIIEpPeMHja,
MapaleHTalHO  OCHIO JIa00KO MMIIPErHUPaHoO BO
POTrOBHIIaTa, CO OKOMTHA MH(WITPaIIKja, CTPOMaJIeH efieM
1 HabopM Ha JiecLieMeHT. (cnuka 2) Hemaie peakiuja Bo
TMpeJiHaTa KOMOpA, MPUCOT Oellle HOPMajieH, a JieKaTa
OMepaTMBHO OTCTPaHeTa M BrpajieHa MHTPAoKy/IapHa
nexa (MOJI).

Cnuka 2. [lprka3 Ha MPeTHAOT CerMEHT Ha JIEBOTO OKO MPH MpHeM
Ha K/IMHUKAaTa

BupHa octpuHa Ha moBpezieHoTO oKo Oere 0,05 co MOJI, a
MHTPAOKY/IaPHUOT MPUTUCOK - IUTUTATTHO HOPMAaJIeH.

Hopaml HEIPUCTAITHOCTA Ha BPBOT Ha OCHUJIOTO M HETOBa

Case report I

1no/yTaboKa MMIIPErHUPAHOCT BO DOTOBUIIATa, Oelie
HANpaBeHO XWMPYPIIKO OTCTPaHYBame Ha OCHIIOTO CO
JIOKaJTHA aHecTe3uja.

HOCTOHepHTI/IBHO MAOUEHTOT IIpuMallie JIOKaJIHO U
CUCTEMCKH KOPTHUKOCTEepPOnIH, JIOKa/IHUA AQHTHOMOTCKY U
UKJIOIZIErMYHU areHCH, KaKo 1 OpaieH aHTUXUCTAMUHUK.

[To Bajierme Ha 0CUIOTO, MH(UITpAIMja Ha POrOBHIIATA BO
HapeJHUTe JIeceTHHa JieHa MOCTelleHO ce HaMaJlyBalle.
EgemoT Ha poroBuIilaTa II€JIOCHO Ce IIOBJIeue, CO IITO
Jojfie 1o Too0pyBame M Ha BUHaTa ocTpuHa Ha 0,3 co
4(Q)8

Ha nociefHUOT KOHTpOJeH Ipersies, TPU Mecely mocsie
HOBpefiaTa, MalyeHToT Malle CKOPO LeJIOCHO BpaKame
Ha BHUJHATa OCTPUHA Ha ToBpegeHoTo oko (0,9-1,0
menymHo co MOJI), cemak Ha MeCTOTO Ha OCHJIOTO MMalie
MUHMMaJIHa pe3ujyajiHa onanuguKalyja Ha pOroBULaTa.
(cuka 3).

Cnuka 3. [Ipuka3 Ha NpPeHUOT CerMeHT Ha JIEBOTO OKO 3 Mecely
T0CJIe TI0Bpe/iaTa

JTUCKYCHJA

[lueiute ce WHCEKTM KOW TMpuIaraaT BO TIpymaTa
IMIOKPUIIM Wi  onHOoKpuinyu (Hymenoptera). (6)
[TuesHUOT OTPOB € KOMITJIEKCHA MelllaBMHA Ha TOKCMYHU
CYNCTAHIMK Kako ocdonumasa A, MeTUTHH, alaMUH,
XMaJIypOHKZIa3a M MAacT KJIeTOUeH JlerpaHy/lTHpauku
merrug, (MIJ). (1,2,6,7) ®ochomumaza A U MenuTHH
IpeTcTaByBaaT /5% Oj] KOMIIOHEHTHTe Ha OTPOBOT. (7)

Y6071 o1 Iuen Ha OUMTe Ce PeTKH, HO MCTUTE MOKAT Jla
JI0BeJIaT 0 TeMKN KOMIUTMKALUK CO CePHO3HU BU3YeTHH
KOHCEKBEHIIMM KaKO HajiBOpelIHa WM BHATpeIIHa
oTa/MOIIernja, YBEUT, MAIWINAT, HEBPUT ¥ ONTHUKA
arpoduija. (1,2,8) Bo nureparypaTa ce omuuiaHu YOOI of
ITYe/TH Ha Pas/nyHH JIENOBH Off OKOTO ¥ IIOMOLIHKOT OYeH
arapar - Ha OUHKTe KaIaly, KObYKTHBAaTa, POroBULATa 1
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cKiepara. (3-8)

OdranmornomkuTe KOMIUMKAIMM 1O YOOI Off Tyesia
CO 3a0CTaHyBale Ha OCUJIOTO BO POTOBUIIATA HA OKOTO
ce pe3ylTaT Ha TOKCMYHM M MMYHOJIOLIKM PEeaKIuh Ha
XeMHUCKHUTe MeIijaTOpy Ha MHjeKTUPaHUOT OTPoB. (1,2)

Bo JIATepaTypaTa Ce€ OIUIIaHW pPa3JIMYHU KIMHUYKU
IIpUCTaIld BO HAUMHU Ha TpeTHhpambe Ha OBHe ITallMeHTH.

Bo morosem 6poj cTyauu ce cyrepupa oCHIOTO Ja Ouje
OTCTPaHETO BO MPB aKT, MaHYeJIHO, CO M3BJIeKYBambe Ha
HeroBHOT BUJIIMBUOT Kpaj off poropuiiara. (1-4,8,9) Cemnak,
HaJIBOPEIIHOTO OTCTPAHYBake Ha OCHJIOTO MOKe Jla Oujie
MHOTY TeIIKO JIOKOJIKY BPBOT O OCWJIOTO He € J0CTareH
1 WICTOTO € JTa00KO MMITPerHupaHo Bo porosuiiaTa. [Ipu
BaKBUOT HauMH Ha OTCTPaHYBale Ha OCHJIOTO TOCTOM
PU3MK 0f] 320CTaHyBabe Ha ()parMeHTH o OCHJIOTO.

Criope; HeKoM aBTOPM XUPYPUIKOTO OTCTPaHYBame
He e MOTPeOHO BO C/Iy4aW Kora 3ajipKaHOTO OCHIIO He
HpeIn3BUKYBa HeraTUBHU 0(DTaIMOJIOIIKM KOMIUTHKALIH.
(5,9-11) Cropep, oBMe aBTOpHM, KOra efHall OTPOBOT O
muejaTa e HeyTpaaM3upaH, CaMOTO OCHJIO CTaHyBa
11e/IOCHO MHePTHO ¥ MOJKe Jila OCTaHe BO porosuiiata 0e3
Jla MpeiM3BUKa II0OHaTaMOLIH) HecakaHy peakiuu. (5,9-11)

Bo cryaujata Ha Gilboa u cop. ce mpe3eHTHpaHH [iBajiia
TMalMeHTH CO 3a0CTAaHATO OCKIIO, Kaj Kou (hparMeHTH off
OCHJIOTO OCTaHaJIe BO IpeiHaTa OuHa Komopa 21 rofuHa,
OJTHOCHO BO BTOPHOT CJIy4aj MoBeke off 28 ropuuy, Oe3
HUKAKBM CYOjeKTUBHM TerobM ¥ 3HAI[M Ha OKyIapHa
uHdnamamyja. (11)

[Tokpaj criomeHaTUTe CIy4au co KOH3epBaTUBEH MpUCTal,
TI0CTOjaT IIOrosieM Opoj MpUMepH BO JIMTepaTypara, Kaj
KOM 3a/TP;KYBAETO Ha OCUJIOTO Off IT4ejia pe3yaTHpasIo co
BOCIIajIeHUe ¥ KOMIUTMKAIIMK Ha POTOBUIIATa M OCTAaHATHTe
CTPYKTYpH Ha okoro. (1,2,4,5,7,10,12-14)

Jain u cop. mpuKaxyBaaT cjydaj Ha 17-rOAMIIHO MoMYe
CO 3a0CTAHATO ITYEIMHO OCWIO Off 2 TOAMHH, IITO
Pe3VITHpAJIo CO COCTOj0a Ha XPOHMUEH KepPaTOVBEUTHLC.
OcunoTo OUII0 XUPYPIIKK OTCTPAHETO, MO IITO JIONIIO [0
TIOBJIEKYBatbe Ha cuMiTomure. (12)

Vélez u cop. mpHKakyBaaT Mal[UeHT Kaj Koj 6 Mecelu
10 TYEJIMHCKO Y0O[ ce jaBWie Cepuo3HU OKYIapHU
KOMIUTMKAIIMM TIOBP3aHM CO TOKCUUHMOT edeKT Ha
OTpOBOT - JedopMal[ja Ha POTOBWI[ATA M Pa3BOj Ha
karapakra. [lopaju Toa OWI0 MOTPEOHO CIIPOBEMyBambe
Ha arpecyBHU MEPKM 3a HUBHA KOPeKIlUja - TeHeTpupauka
KepaToIUTacTKa ¥ XMPYpPruja Ha KaTapakra. (7)
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HaumHOT Ha TPETMaHOT Ha OBME IOBPEJU 3ABUCH O]
1noBeke akTopH. (6)

Omito mpudaTteHo e JieKa YPreHTHO OTCTpaHyBambe Ha
OCHJIOTO € IOTPeOHO Kaj MaIjeHTH Kaj KO KaKO KOMITTULIMH
ce jaByBaaT MH(UITpal[ja Ha POTOBUIIATA U €JIEM.
(6,7,13) OTCcTpaHyBameTO € MHOTY IIOEJHOCTABHO JIOKOMKY
1IMa HaJBOpeIlHa IPUCTAIIHOCT Ha BPBOT Ha OCHJIOTO U
HCTOTO OUJIe OTCTpaHeTo MaHyenHo. (6,8,11,13,14) Jlokonky
HeMa HaJIBOpellHa TPUCTAITHOCT M OCHJIOTO e [Ia00KO
MMIIPETHAPAHO BO POTOBHMIATA WIM JYPH IPOAMpa BO
npeJHaTa OYHa KOMOpa, MCTOTO MOpa XMPYPILIKM fla ce
orcrpaHnu. (14) Bo oBue ciyyan MeToponorujata, a mpej
ce MCKYCTBOTO Ha O(hTa/IMOXMPYProT Urpaat KiaydHa BO
KOHEUHHOT MCXO[.

1 Kaj manueHToT Koj WITO TO Mpe3eHTUpamMe BO TPYHOT,
Mopajj HaJBOpENIHAa HENpPMCTAIIHOCT M JylaboKa
MMITPETHAPAHOCT HA OCHJIOTO BO POTOBMIIATA, MCTOTO
Mopaliie XMPYPIIKH fla OKie OTCTPAHeTo.

MeMKaMeTo3HHOT TPeTMAH Ha OBKE TOBPeJM BKIY4yBa
NpUMeHa Ha CTePOMIH, JIOKAIHI aHTHOMOTHIIM, OpPaHM
AHTUXUCTAMHHMIM ¥ 1ukiomwternmy. Crepoupgu  ce
KOPYCTAT 3a HAMAJIyBarbe Ha BOCIA/ICHMETO MH/YLMPAHO
071 0TPOBOT. (2) JIokaHKUTe aHTUOMOTHUIIN Ce IPUMEeHYBaaT
3a TNpeBeHIMja o CeRyHzapHa uH(ekumja. OpanHu
AHTUXUCTAMUHMIM ja  CIpeuyyBaT aKTUBHOCTA Ha
OMOreHUTe AMUHM, a LMKJIOIUIETMI[M Ce KOpUCTaT 3a
yOmaskyBarme Ha O0/IKaTa off IMINjapHUOT CIIa3aM, Kako 1
3a CIIPeYyBAbeTo Ha HACTAHYBAkbe Ha CUHEXMH.

HesaBucHo famu  Ke ce wu30epe KOH3epBaTHBeH
WIA XUPYPIIKM TIPUCTAI, HEOONXofHa e pefloBHa W
TOZIONITOTPAjHA eBajlyalyja Ha moBpefeHoTo oko. Co Toa
HaBpeMeHO Ke ce eBU/IEHTHPAaT KOMIUIMKAIUUTeE U Ke ce
CIIpeyaTt MOKHHTE TENIKUTe BU3YeTHA KOHCEKBeHII. (1)

JlonropouyHOTO MeHalMpale BKIy4yBa TpeTMaH Ha
KOMIUTMKAI[MUTe HACTAHATH Off 0BOj BUJ| Ha TIOBPEI:

- pehpakTUBHA KOpPEKIIMja Ha aCTUTMATU3MOT reHepHpaH
o[ JTy3HATa Ha POTOBUIIATA,

- TMeHeTpWpauyka KepaTOIUIaCTMKA, Kora JIy3HaTa ja
KOMIIDOMHMTHpA BH3YyeJHAaTa OCKa JMPEKTHO MM Kora
rnocTou fiechopMaliyja Ha poroBHIIaTa MOPaJIH ONITETYBatbe
Ha eHJIOTeJTHUTE KIIeTKU 1

- XMpypruja Ha KaTapakTa, JOKOJIKY Ji0jie o TojaBa Ha
KaTtapakTa. (1,7)



ANy

3AK/IYYOK

[TuenuH yOOJ Ha POroBMI[ATA MOMKE [ja Pe3yITHpa Co
Cepro3HM KOMIUTMKalu. [lopaju Toa MeHAIMpambeTo
Ha oBHWe MoBpeau Tpeba fa Ouje BO Kopenarmja co
VHIMBUVAJHATe MaHM(EeCTaluy, [IOCTAlHOCTA Ha
OCHJIOTO ¥ K/IMHMYKATa CJIMKa IITO ce pa3BuBa. [loTpedHa
e ¥ OJJO/ITOTPajHa eBajIyal[yja Ha MOBPEIEHOTO OKO, KAKO
61 Ce eBUIEHTHpAe MOKHHITE KACHUTE KOMIUTMKALIAN 1
01 ce CITpeunsIo TPajHo TyOere Ha BUIOT.
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BEE STING WITH A RETAINED STINGER IN THE CORNEA OF THE EYE

Gjoshevska Dashtevska Emilija

ABSTRACT

Bee sting on the cornea are very rare eye injury. It can result in various eye manifestations and complications,
including an epithelial corneal defect, stromal infiltration of the cornea, loss of endothelial cells, glaucoma, cataract,
anterior uveitis, optic neuritis, and even permanent loss of vision. The etiology of these complications is associated
with penetrating, immune and toxic effects of the sting and injected venom.

In this paper we present a patient with a bee sting with a retained corneal stinger, as well as the manner of its
treatment.

Three months after the injury, the patient had almost complete recovery of the visual acuity of the injured eye, and
at the area of the stinger he had minimal residual opacification of the cornea.

Keywords: bee, sting, cornea, stinger, treatment
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té jené edhe né gjuhé tjera). Autoréve u kérkohet té
lektorojné dhe té redaktojné unimin e tyre veté, né
gjuhén pérkatése.

Ju lutemi pérdoreni madhésiné standarde té punimit né
format: Word pér Windows, Times New Roman 12.

Doréshkrimet dérgohen né format elektronik, qofté me

CD ose pérmes e-mailit tek Kryeredaktori,
Prof. Dr. Nevzat Elezi,

Zyra e Redaksisé, rr. Mehmed Pashé Deralla
nr.16, 1200 Tetové, apo né

e-mail: shmshm@live.com

Revista pér njé numér pranon jo mé shumé se njé artikull
nga njé autor, dhe jo mé shumeé se dy si ko-autor.

Autorét duhet té deklarojné se kontributi i tyre nuk éshté
publikuar apo pranuar pér publikim diku tjetér, pérderisa
nuk pérfundon procedura vlerésuese ne Revistén toné.

Autorét gjaté aplikimit duhet té pérmbushin formen e
kerkuar nga Komiteti Ndérkombétar i Redaktoréve té
Revistave Mjekésore (ICMJE) pér kriteret e autorésisé,
respektivisht “Kérkesave uniforme pér Doréshkrimet e
Pranuara né Revistat Biomjekésore”, cilén mund ta gjeni
né www.icmje.org .

Revista do té njoftojé pranimin e artikullit tuaj brenda
shtaté ditésh dhe do t'ju béjé me dije se kur do té
informoheni pér vendimin e késhillit redaktues.

Artikujt pér t'u botuar né Medicus do té recensohen.
Késhilli redaktues do té marré parasysh komentet
e recensuesit dhe pastaj mund té kérkojé nga autori
ndryshime apo plotésim té punimit.

Revisté mjekésore - MEDICUS | 314

IS ISP

000000000000

INFORMATION FOR AUTHORS

These guidelines are in accordance with the
“Uniform Requirements for Manuscripts Submitted
to Biomedical Journals”

(The complete document appears at wwuw.icmje.org)

Medicus is an international journal of that publishes
papers from all areas of medical research. Furthermore,
the journal indends to bring educational material of high
quality to its members for continuous medical education
(CME), by publishing original research, professional and
review papers, case reports, brief communications,
literature summary articles and editorials.

The Journal is official organ of the »Association of
Albanian Medical Doctors from Macedonia«.

The language of publication is Albanian and English (the
editorial board may decide whether other language will
be used for publications). Authors are requested to have
their paper proof-readed and edited for the respective
language.

Please use standard-sized paper and submit your article
in the following formate: Word for Windows, Times New
Roman 12.

Manuscripts should be submitted in electronic format,
either on disc or by e-mail to the Editor-in-Chief,

Nevzat Elezi, MD. PhD

Editorial Office, Str. Mehmed Pashe Deralla,
No 16, 1200 Tetovo,

Email: shmshm@live.com

The Journal allows submission of no more than one
article as an author, and at most two, being a co-author
per issuance.

The authors attest that their contribution has neither
been published nor submitted for publication elsewhere,
untill the editorial procedure is over.

Authors should adhere to the International Committee of
Medical Journal Editors (ICMJE) authorship criteria in so
far as they apply. These can be found at www.icmje.org.

The Journal will acknowledge receipt of your article
within seven days and let you know when you will be
informed of the editorial board’s decision.

Articles to be published in Medicus will be peer-reviewed.
The editorial board will take into account the reviewer’s
comments and may then promt the author for changes or
further work.



Ay

Numri i fageve (pérfshiré tabelat dhe/ose figurat/
ilustrimet) varet nga lloji i artikullit:

punim origjinal hulumtues -deri nel2 fage dhe jo mé
shumé se 6 tabela dhe/ose grafikone/fotografi;

punim profesional ose punim revyal - deri ne 8 fage dhe
jo mé shumé se 4 tabela dhe/ose figura/imazhe;

prezantim rasti apo kumtesé e shkurtér - deri 6 fage dhe
maksimum 3 tabela dhe/ose figura/imazhe.

Letér redaksisé - deri 2 fage

Sé bashku me doréshkrimin, dorézoni njé fage me
titullin e artikullit; emrin/at e autorit/ve, duke pérfshiré
emrin me jo mé shumé se dy tituj shkencor; emrin e
departamentit dhe institucionit né té cilin éshté héré
punimi; institucioni ku punon ( pér secilin autor); si dhe
emri dhe adresa e autorit té cilit do ti adresohen kérkesat
nga ana e Redaksisé (shihni Informacionet plotésuese pér
autorét)

Abstrakti duhet te jete me jo mé shumé se 250 fjalé.
Duhet té konsistojé né katér paragrafé, i klasifikuar né
Hyrje, Metodat, Rezultatet dhe Diskutimi (Pérfundimet).
Ato duhet té pérshkruhen shkurt, respektivisht, problem
genésor i studimit, se si éshté kryer studimi, rezultatet e
fituara, dhe perfundimi.

Tabelat, figurat dhe legjendat (shihni Informacionet
plotésuese pér autorét)

Fjalét kyqe -Tri deri pesé flaje apo fraza te shkurtéra
duhet t'i shtohen pjesés sé fundme té fages sé abstraktit.

Citatet e referencave né tekst duhet fillimisht té jené nga
revistat e indeksuara né PubMed. Stili i referencave gé
kérkohet nga Medicus éshté i formatit Vancouver (shihni
Informacionet plotésuese pér autorét).

Shkurtimet (akronimet) pérdoren pér njésité matése,
kurse né raste tjera kur pérmendet pér heré té paré, ai
duhet té jeté i sqaruar me fjalén bazé bashkangjitur.

Pér té gjitha barnat duhet té pérdoren emrat gjenerik
ndérkombétar. Nése né hulumtim jané té pérdorura
brendet e patentuara, pérfshini emrin e brendit né kllapa
né paragrafin e Metodave.

Doréshkrimi i dérguar tek botuesi duhet té shénohet nga
autorét , nése jané né seksionin e “punimeve origjinale
shkencore” apo né pjeset tjera pérmbajtesore té revistés.

Autorét marrin dy kopje té botimit pérkatés.
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The number of pages (including tables and/or figures/
illustrations) is dependent upon the type of the article:

original research paper - up to 12 pages and no more
than 6 tables and / or graphs / pictures;

professional or review paper - up to 8 pages and no more
than 4 tables and / or figures / images;

case report or brief communication - up to 6 pages and
a maximum of 3 tables and / or figures/images.

Leter up to 2 pages

With the manuscript, provide a page giving the title of
the paper; the name(s) of the author(s), including the
first name(s) and no more than two graduate degrees;
the name of the department and institution in which
the work was done; the institutional affiliation of each
author; and the name and address of the author to whom
reprint requests should be addressed. (see Additional
Information for Authors)

Provide an abstract of not more than 250 words. It should
consist of four paragraphs, labeled Backround, Methods,
Results and Conclusions. They should briefly describe,
respectively, the problem being in the study, how the
study was performed, the salient results, and what the
authors conclude from the results.

Tables, figures and legends (see Additional Information
for Authors)

Three to five key words or short phrases should be added
to the bottom of the abstract page.

Quotations of references in the text should primarily be
fromjournalsindexed in PubMed which have proven their
significance. The style of references required by Medicus
is the Vancouver format (see Additional Information for
Authors).

Except for units of measurement, abbreviations are
discouraged. The first time an abbreviation appears it
should be preceded by the words for which it stands.

The international generic names should be used for all
drugs. When proprietary brands are used in research,
include the brand name in parentheses in the Methods
section.

All manuscript sent to the editor should be noted by the
authors whether they are meant for the “original research
papers” section or the rest of the journal’s content.

The authors receive two copies of the relevant issue.
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Informacione plotésuese pér autorét

1. Fagja e paré - ballina: Duhet té pérmbajé: (a) titullin e punimit, té
shkurtér, por informativ; (b) emri, inicialet e emrit té mesém dhe
mbiemrit té secilit autor; (c) institucioni; (d) emri i departamentit
qé i atribuohet punés shkencore; (e) emri dhe adresa e autorit pér
t'iu pérgjigjur né lidhje me doréshkrimin; (f) burimi/pérkrahja né
formé té granteve, paisjeve, barnave dhe né pérgjithési.

II. Fagja e dyté - abstrakti dhe fjalét kyge: Abstrakti duhet
té shkruhet me maksimum prej 150 fjalésh pér abstraktet e
pastrukturuara, dhe me 250 fjalé pér abstraktet e strukturuara
(pjesét pérmbajtésore: objekti/ete studimit ose hulumtimit,
procedurat bazé, sic éshté pérzgjedhja e subjekteve apo kafshét
laboratorike, metodat vrojtuese dhe analitike, pastaj, rezultatet/
gjetjet pérfundimtare (té dhénat dhe réndésia e tyre statistikore,
nése éshté e mundur), dhe konkluzionet kryesore. Vini theksin
mbi aspektet e reja dhe té réndésishme té studimit apo vrojtimit.
Nén abstraktin indentifikoni dhe shkruani fjalét kyge: 3-5 fjalé
apo fraza té shkurtéra qé do té ndihmojné né paisjen me tregues
té punimit dhe publikimit té abstraktit. Pérdorni terme nga lista
e Index Medikus pér Néntituj Mjekésor (Medical Sub-Headings
[MeSH]); nése nuk ka term té pérshtatshém né MeSH pér disa terme
té reja, mund té pérdorni termet e dhéna.

III. Fagja e treté dhe té tjerat - teksti i ploté i artikullit: Teksti i
ploté I artikujve hulumtues ose vrojtues normalisht, por jo
domosdoshmérisht, duhet té jeté i ndaré né paragraf me kéta
néntituj: hyrja, metodat dhe materialet, rezultatet dhe diskutimi.

1. Hyrja: Krijoni njé kontekst apo prapavijé(trualli) té studimit (qé
né fakt éshté natyra e problemit dhe réndésia e tij). Pér té béré
kété duhet té béni njé hulumtim té literaturés - duke kérkuar,
gjetur dhe lexuar punimet pérkatése, qé duhet té jené si referencé
né doréshkrimin tuaj. Sqaroni hipotezat tuaja dhe planifikoni ti
testoni ato, si dhe pérshkruani qéllimet tuaja. Kini géndrim té
qarté se cka prisni té gjeni dhe arsyet qé ju udhéhogén tek hipotezat
qé keni krijuar. Objekti i hulumtimit mé sé shpeshti fokusohet kur
parashtrohet si pyetje. Mos pérfshini té dhéna apo rezultate nga
puna gé do té raportohet.

2. Metodat & Materialet: Ky paragraf duhet té pérfshijé até
informacion qé ishte né dispozicion né kohén gé plani apo
protokoli i studimit po shkruhej. Té gjitha informacionet e marra
gjaté studimit i takojné paragrafit té Rezultateve,

Pérshkruani pérzgjedhjen tuaj té pjesémarrésve sé vrojtimit
ose eksperimentit (pacientét ose kafshét laboratorike, pérfshiré
kontrollat) qarté, duke pérfshiré kriteret e pérshtatshme (inkluzive)
dhe pérjashtuese (ekskluzive).

Parimi udhéheqés duhet té jeté i garté se si dhe pse studimi
éshté béré né njé ményré té caktuar. Jepni detaje té mjaftueshme
pér metodat, mjetet dhe materialet (jepni emrin dhe adresén
e prodhuesit né kllapa), dhe procedurat pér té lejuar té tjerét té
kuptojné dhe riprodhojné rezultatet tuaja.

Nése njé metodé e caktuar qé éshté pérdorur éshté e njohur, atéheré
nuk éshté e nevojshme té jepet pérshkrim komplet i saj. Mund t'i
referoheni punimit né té cilin sé pari heré éshté pérshkruar dhe té
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Additional Information for Authors

I. First page - front page: It should contain: (a) title of paper, a
short, but informative; (b) the first name, initials of middle name
and last name of each author; (c) the institution; (d) the name of the
department that is attributable to the scientific work; (e) the name
and address of the author with whom to correspond about the
manuscript (f) source/support in the form of grants, equipment,
drugs, or all.

II. Second page - abstract and keywords: The abstract should be
written with a maximum of 150 words for unstructured abstracts
and 250 words for structured abstracts (containing parts:
objective(s) of study or research, basic procedures, such as selection
of subjects or laboratory animals, observational and analytical
methods, then, the main findings/results (data and their statistical
significance, if possible), and the main conclusions. Emphasize the
new and important aspects of the study or observation.

Below the abstract identify and write the keywords: 35 words or
short phrases that will assist in indexing the paper and publication
of the abstract.

Use terms from the list of Index Medicus for Medical Sub-Headings
(MeSH); if there is no appropriate MeSH term for some newly
introduced terms, we can use the given terms.

II1. Third and further pages - full text of the article: The full text
of research or observational articles should normally be, but not
necessarily, divided into sections with the following headings:
introduction, material and methods, results and discussion.

1. Introduction: Provide a context or background for the study
(that is, the nature of the problem and its significance). To do this
you must complete a literature review - searching for, finding
and reading relevant papers, which must be referenced in your
manuscript. Explain your hypotheses and the plan to test them,
and describe your aims. Clearly state what you expect to find and
the reasoning that led you to the hypotheses that you have made.
The research objective is often more sharply focused when stated
as a question. Do not include data or conclusions from the work
being reported.

2. Methods & Material: This section should include only
information that was available at the time the plan or protocol for
the study was being written. All information obtained during the
study belongs in the Results section.

Describe your selection of the observational or experimental
participants (patients or laboratory animals, including controls)
clearly, including eligibility and exclusion criteria.The guiding
principle should be clarity about how and why a study was done in
a particular way.

Give sufficient details of the methods, apparatus and materials
(give the manufacturer’s name and address in parentheses), and
procedures to allow others to understand and reproduce your
results.

If a particular method used is well known then there is no need
to give a complete description. You can reference the paper in
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pérmendni ndonjé modifikim/ndryshim qé keni béré. Jepni arsyet
pér pérdorimin e tyre dhe vlerésoni kufizimet e tyre. Né fund,
pérshkruani se si i keni analizuar té dhénat tuaja, duke pérfshiré
metodat statistikore dhe pakon programore qé keni pérdorur.

Autorét e doréshkrimeve té rishqyrtuara duhet té pérfshijné
njé paragraf gé pérshkruajné metodat qé kané pérdorur pér
lokalizimin, pérzgjedhjen, ekstrahimin dhe sintetizimin e té
dhénave. Pérdorni formén joveprore té foljes, né vetén e treté, kur
dokumentoni metodat, gjé qé do té fokusonte vémendjen e lexuesit
tek puna qé éshté béré e jo tek hulumtuesi (P.sh. Jané marré, jané
realizuar, jané prezantuar etj.)

2. a) Statistikat: Pérshkruani metodat statistikore me detaje
té mjaftueshme pér t'ia mundésuar njé lexuesi me njohje né até
fushé t'i qaset té dhénave origjinale pér té verifikuar rezultatet e
raportuara. Kur éshté e mundur, pércaktoni sasiné e zbulimeve
dhe prezantoni ato me indikatoré pérkatés té gabimeve né
matje apo pasiguri (si¢ jané inter-valet e besueshmérisé). Evitoni
mbéshtetjen vetém né testet statistikore té hipotezave, sic jané
vlerat p, qé déshtojné té transmetojné informacion té réndésishém
mbi madhésiné e efektit. Jepni detaje rreth pérzgjedhjes sé rasteve
(randomizimi) dhe pérshkruani metodat dhe sukseset e vro-jtimit
gjaté realizimit té studimeve té verbuara. Definoni termet
statisTtikore, shkurtesat dhe mé sé shumti simbolet. Specifikoni
programin kompjuterik qé éshté pérdorur.

3. Rezultatet: Ky paragraf duhet t'i béjé gjetjet tuaja té qarta.
Prezantoni rezultatet tuaja né rend logjik né tekst, tabela dhe
ilustrime, duke dhéné sé pari rezultatet kryesore ose mé té
réndésishme. Mos i pérsérisni té gjitha té dhénat né tabela apo
ilustrime, né tekst. Nénvizoni ose pérm-bledhni shkurtimisht
vetém vrojtimet mé té réndésishme.

Kur té dhénat pérmblidhen né paragrafin e Rezultateve, jepni
rezultate numerike jo vetém si derivate (pér shembull, pérqgindja)
por gjithashtu si numra absolut nga té cilét derivatet jané
llogaritur, dhe specifikoni metodat statistikore qé jané pérdorur
pér t'i analizuar ato.

Kufizoni tabelat dhe figurat né aq sa jané té nevojshme pér té
sqaruar argumentin e punimit dhe pér té vlerésuar té dhénat
ndihmése. Duke pérdorur grafikonet pér té reprezentuar té
dhénat tuaja si alternativé e tabelave, do té rrisé kuptueshmériné
e lexuesit. Mos i dyfishoni té dhénat né grafikone dhe tabela. Duhet
té jeni té qarté se cili lloj i grafikoneve éshté i pérshtatshém pér
informacionet tuaja. Pér shembull, pér té reprezentuar korelimin
mes dy ndryshoreve, preferohet grafiku vijézor, krahasuar me
grafikun rrethor apo né formé shtyllash.

Sa i pérket té gjitha paragrafeve, qartésia dhe té génit i thukté
éshté kyce. Mos prezantoni té njéjtat té dhéna mé shumé se njé
heré. Kufizojeni veten né té dhénat gé ndihmojné né adresimin
e hipotezave tuaja. Kjo éshté e réndésishme edhe nése té dhénat
i aprovojné ose nuk i pranojné ato. Nése keni béré analiza
statistikore, duhet té jepni vlerén e proba-bilitetit (p) dhe té tregoni
se éshté shprehés (sinjig né nivelin qé ju po testoni. Varésisht nga
analizat e pérdorura, gjithashtu mund té jeté e réndésishme té jepni
intervalet e besueshmérisé sé rezultateve (Confidence Interval -

Information for authors I

which it was first described and mentioned any modifications
you have made. Give the reasons for using them, and evaluate
their limitations. Finally,, describe how you analysed your data,
including the statistical methods and software package used.

Authors submitting review manuscripts should include a section
describing the methods used for locating, selecting, extracting, and
synthesizing data.

Use the third person passive voice when documenting methods
which would focus the readers’ attention on the work rather than
the investigator.(e.g. Were taken, was performed, were presented
itd.)

2. a) Statistics: Describe statistical methods with enough detail to
enable a knowledgeable reader with access to the original data to
verify the reported results. When possible, quantify findings and
present them with appropriate indicators of measurement error or
uncertainty (such as confidence intervals). Avoid relying solely on
statistical hypothesis testing, such as p values, which fail to convey
important information about effect size. Give details about the ran-
domization and describe the methods and success of observations
while using blinded trials. Define statistical terms, abbreviations,
and most symbols. Specify the computer software used.

3. Results: This section should make your findings clear. Present
your results in logical sequence in the text, tables, and illustrations,
giving the main or most important findings first. Do not repeat all
the data in the tables or illustrations in the text. Emphasize or
summarize only the most important observations.

When data are summarized in the Results section, give numeric
results not only as derivatives (for example, percentages) but also as
the absolute numbers from which the derivatives were calculated,
and specify the statistical methods used to analyze them.

Restrict tables and figures to those needed to explain the argument
of the paper and to assess supporting data. Using graphs to
represent your data as an alternative to tables will improve the
reader’s understanding. Do not duplicate data in graphs and
tables. You need to be clear what type of graphs is suitable for your
information. For example, to represent the correlation between
two variables, a line graph is preferred to a pie chart or a bar chart.

As with all sections, clarity and conciseness is vital. Don’t present
the same data more than once. Restrict yourself to the data that
helps to address your hypotheses. This is important whether
the data supports or disproves them. If you have carried out a
statistical analysis, you should give the probability (P) value and
state it is significant at the level you are testing. Depending on
the analysis used, it may also be important to give the confidence
intervals of the results, or the statistical parameters such as the
odds ratios. Provide a caption for each figure making the gen-eral
meaning clear without reference to the main text, but don’t discuss
the results. Let the readers decide for themselves what they think
of the data. Your chance to say what you think comes next, in the
discussion.

3. Tables: Each table should be inserted at the point of the text
where they have to be placed logically, typed by the same rules
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CI), ose parametrat statistikoré si proporcionet e rastit (odds ratio).
Béni pérshkrimin tek secila figuré duke béré té qarté domethénien
e pérgjithshme pa referencé né tekstin kryesoré, por mos diskutoni
rezultatet né té. Léreni lexuesin té vendosé veté se ¢faré men-don
pér té dhénat. Mundésia juaj pér té théné se cfaré mendoni, éshté
né vazhdim, tek diskutimi.

3. Tabelat: Secila tabelé duhet té vendoset né vendin e tekstit ku
duhet té vihet logjikisht, e plotésuar me té njéjtat rregulla sikur
teksti i ploté. Mos i dérgoni tabelat si fotografi. Secila tabelé duhet
té citohet né tekst. Tabelat duhet té jené me numra ashtu qé té
jené né koordinim me refer-encat e cituara né tekst. Shkruani njé
pérshkrim té shkurté té tabelés nén titullin. Cdo sqarim shtesé,
legjendé ose sqarim i shkurtesave jostan-darde, duhet té vendoset
menjéheré poshté tabelés.

4. Diskutimi: Ky paragraf éshté pjesa ku ju mund té interpretoni
té dhé-nat tuaja dhe té diskutoni duke ballafaquar dhe krahasuar
gjetjet tuaja me ato té hulumtuesve té méparshém. Rishikoni
referencat e literaturés dhe shihni nése mund té pérfundoni se si
té dhénat tuaja pérkojné me até qé keni gjetur.

Ju gjithashtu duhet té llogarisni rezultatet, duke u fokusuar né
mekaniz-mat né prapavij té vrojtimit. Diskutoni nése rezultatet
tuaja mbéshtesin hipotezat tuaja origjinale. Gjetjet negative jané
aq té réndésishme né zhvillimin e ideve té ardhshme sikur gjetjet
pozitive.

E réndésishme éshté se, nuk ka rezultate té kéqija. Shkenca nuk
té béjé me té drejtén dhe té gabuarén, por merret me zgjerimin e
njohjeve té reja.

Diskutoni si jané paragitur gabimet né studimin tuaj dhe cfaré
hapa keni ndérmarré pér té minimizuar ato, késhtu duke treguar
se ju ¢cmoni ku-fizimet e punés tuaj dhe fuqginé e pérfundimeve
tuaja. Duhet gjithashtu té merrni né konsideraté ndérlikimet e
gjetjeve pér hulumtimet né té ardhmen dhe pér praktikén klinike.
Lidhni pérfundimet me géllimet e studimit, por evitoni géndrimet
dhe pérfundimet e pakualifikuara, qé nuk mbéshteten né ményré
adekuate nga té dhénat. Shmangni prioritetet deklarative apo té
aludoni né punén qé nuk éshté krahasuar.

5. Referencimi: Referencat jané baza mbi té cilén éshté ndértuar
raporti juaj. Shqyrtimi i literaturés dhe leximi i referencave
gjithmoné duhet té jeté piké fillestare e projektit tuaj. Ky
paragraf duhet té jeté i sakté dhe té pérfshijé té gjitha burimet e
informacionit qé keni pérdorur.

Né formatin “ Vancouver” , referencat numérohen njé nga njé, sikur
qé shfagen né tekst dhe identifikohen me numra né hibliografi..

Shénoni té gjithé autorét kur jané gjashté e mé pak; kur jané
shtaté ose mé tepér, shénoni tre té parét, pastaj shtoni “et.al.”
Pas emrave té autoréve shkruhet titullii artikullit; emriirevistés
i shkurtuar sipas ményrés sé Index Medicus; viti i botimit; numri
i véllimit; dhe numri i fages sé paré dhe té fundit.

Referencat e librave duhet té jepen sipas emrit té autorit, titulli i
librit (mund té citohet edhe titulli i kapitullit para titullit), vendi
i botimit, botuesi dhe viti.
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as for the full text. Do not send tables as photographs. Each table
should be cited in the text.Tables should be numbered so that they
will be in sequence with references cited in the text. Provide a brief
explanation of the table below the title. Any additional explanations,
legends or explanations of non-standard abbreviations, should be
placed immediately below the table.

4. Discussion: This section is where you interpret your data
and discuss how your findings compare with those of previous
researchers. Go over the references of your literature review and
see if you can determine how your data fits with what you have
found.

You also need to account for the results, focusing on the
mechanisms be-hind the observation. Discuss whether or not your
results support your original hypotheses. Negative findings are just
as important to the de-velopment of future ideas as the positive
ones.

Importantly, there are not bad results. Science is not about right or
wrong but about the continuing development of knowledge.

Discuss how errors may have been introduced into your study
and what steps you took to minimise them, thus showing that
you appreciate the limitations of your work and the strength of
your conclusions. You should also consider the implications of
the findings for future research and for clinical practice. Link
the conclusions with the goals of the study but avoid unqualified
statements and conclusions not adequately supported by the data.
Avoid claiming priority or alluding to work that has not been
compared.

5. Referencing: The references are the foundation on which your
report is built. Literature searches and reading of references
should always be the starting point of your project. This section
must be accurate and in~clude all the sources of information you
used.

In the Vancouver format, references are numbered consecutively
as they appear in the text and are identified in the bibliography by
numerals.

List all authors when there are six or fewer; when there are
seven or more, list the first three, then add “et al.” The authors’
namer are fol-lowed by the title of the article; the title of the
journal abbreviated ac-cording to the style of Index Medicus; the
vear of publication; the volume number; and the first and last
page numbers.

References to books should give the names of any editors, place
of publication, editor, and year.

In the text, reference numbers are given in superscript. Notice
that issue number is omitted if there is continuous pagination
through-out a volume, there is space between volume number and
page numbers, page numbers are in elided form (51-4 rather than
51-54) and the name of journal or book is in italics.The following is
a sample reference:



Ay

Né tekst, numrat e referencave jepen me indeks té sipérm. Véreni se
¢éshtja e numrave neglizhohet nése ka numértim té vazhdueshém
pérg-jaté gjithé véllimit, ka hapésiré mes numrit té véllimit dhe
numrit té fages, numrat e fageve jané né kété formé: 51-4 né vend té
51-54, dhe emri i revistés ose librit éshté né italic. Né vazhdim éshté
njé shembull i referencés:

Artikujt e revistave:

1. Lahita R, Kluger J, Drayer DE, Koffler D, Reidenberg MM. Antibod-
ies to nuclear antigens in patients treated with procainamide or
acetylpro-cainamide. N Engl ] Med 1979;301:1382-5.

2. Nantulya V, Reich M. The neglected epidemic: road traffic inju-
ries in developing countries. BMJ 2002;324: 1139.

3. Murray C, Lopez A. Alternative projections of mortality and dis-
ability by cause 1990-2020: global burden of disease study. Lan-
cet 1997;349: 1498-504.

Librat dhe tekste tjera:

4. Colson JH, Tamour NJJ. Sports in juries and their treatment. 2nd
ed. London: S. Paul, 2006.

5. Department of Health. National service framework for coronary
heart disease. London: DoH, 2000.

www.doh.gov.uk/nsf/coronary.htm (accessed 6 Jun 2003).

6. Kamberi A, Kondili A, Goda A, dhe bp; Udhérréfyes i shkurtér i
Shoqatés Shqiptare té Kardiologjisé pér parandalimin e Sémundjes
Aterosklerotike Kardiovaskulare né praktikén klinike, Tirané, 2006

7. Azemi M, Shala M, dhe bp. Pediatria sociale dhe mbrojtja shénde-
tésore e fémijéve dhe nénave. Pediatria, Prishtiné 2010; 9-25

Shmangni pérdorimin e abstrakteve si referenca; “té dhéna
té papub-likuara” dhe “komunikime personale”. Referencat e
pranueshme, por ende té papublikuara lejohet té merren, vetém
nése shénoni se jané “né shtyp”.

6. Mirénjohjet: Ju mund té keni déshiré té falénderoni njerézit qé
ju kané ndihmuar. Kéto mund té rangohen prej atyre gé ju kané
pérkrahur me teknika eksperimentale deri tek ata gé ju kané
késhilluar deri né bér-jen e doréshkrimit final.

7. Formati i fajllit té té dhénave pér ilustrimet (figurat): JPG

Nése pérdoren fotografité e pacientéve, qofté subjekti, qofté
fotografité e tyre nuk duhet té jené té identifikuara, ato duhet té
shogérohen me lejen e shkruar nga ta pér pérdorimin e figurés.
Format e lejuara jané né dispozicion nga redaksia.

Nése fajllet e té dhénave jané shumé té médha pér t'u dérguar me
e-mail, rekomandohet dérgimi me CD né adresén toné.

8. Legjendat pér Ilustrimet (Figurat)

Legjenda e tabelés duhet té vendoset mbi tabelé. Referenca e njé
tabeleje, e cila éshté marré nga ndonjé publikim tjetér, duhet té
vendoset poshté tabelés. (Eshté pérgjegjési e autorit té sigurojé
lejen e ribotimit nga botuesit e atij botimi) Legjenda e figurés
duhet té vendoset né fund té fages. Referenca e figurés e marré
nga ndonjé tjetér publikim vendoset né fund té legjendés. (Leja e
ribotimit duhet té sigurohet nga botuesi i kétij botimi).

Information for authors I

Journal articles:

1. Lahita R, Kluger J, Drayer DE, Koffler D, Reidenberg MM. Antibod-
ies to nuclear antigens in patients treated with procainamide or

acetylpro-cainamide. N Engl ] Med 1979;301:1382-5.

2. Nantulya V, Reich M. The neglected epidemic: road traffic inju-
ries in developing countries. BMJ 2002;324: 1139.

3. Murray C, Lopez A. Alternative projections of mortality and dis-
ability by cause 1990-2020: global burden of disease study. Lan-
cet 1997;349: 1498-504.

Books and other monographs:

4. Colson JH, Tamour NJJ. Sports in juries and their treatment. 2nd
ed. London: S. Paul, 2006.

5. Department of Health. National service framework for coronary
heart disease. London: DoH, 2000.

www.doh.gov.uk/nsf/coronary.htm (accessed 6 Jun 2003).

6. Osler AG. Complement: mechanisms and functions. Englewood
Cliffs: Prentice-Hall, 1976.

Avoid using as references abstracts; “unpublished data” and
“personal communications”. References to accepted but yet
unpublished articles are allowed to be made, only if you note “in
press”.

6. Acknowledgements: You may wish to acknowledge people who
have helped you. These can range from those who supported you
with exper-imental techniques to those who read or offered advice
on your final manuscript.

7. Data file format for illustrations (figures): JPG

If photographs of patients are used, either the subjects should not
be identifiable or their pictures must be accompanied by written
permis-sion to use the figure. Permission forms are available from
the Editor.

If data files are too big for transmission as an Email attachment
submis-sion of a CD to our address is recommended.

8. Legends for Illustrations (Figures)

The legend of a table has to be placed above the table. The reference
of a table, which has been taken from another publication, must
be placed below the table. (It is the author’s responsibility to
obtain the permission of reproduction from the publishers of the
publication.) Figure legends are to be placed at the end of the paper.
The reference of a figure taken from another publication stands
at the end of the legend. (Permission of reproduction must be
obtained from the publishers of this publication).
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