and insertion of endoprotesis is difficult and almost impossible to be performed. Pancreatic abscess have to be
treated with percutaneous drainage guided by ultrasound. The success rate is very high (>95%) and it is the
treatment of choice for these severe patients. Pancreatic cysts are also indication for percutaneous drainage
guided by ultrasound particularly when the cyst content is dense or hematomas with necrotizing tissue and
cystogastrostomy might be insufficient to resolve the complication (usually prothesis are thin and might be
obstructed by the cyst content). In conclusion, interventional ultrasound procedures are methods of choice in
the treatment of various gastrointestinal and liver diseases and have to be performed in selected patients.

01Y03 VYJIOTATA HA TEPAIIMCKATA WHTEPBEHTHA VYJITPACOHOI'PA®HUJA BO
TPETMAHOT HA TACTPOEHTEPOXEIIATOJIONIKHATE 3ABOJIYBAIbA

Cepadmmocku B, TTorosa P. Jokcuvosuk H, Tpajkoseka M, Jlnmurpora M, Pamanann A. Togoposcka b
Vansep3ntetcka Knunuka 3a [actpoentepoxenaronoruja. Ckornje, P. Makenonuja

Varpaconorpadujara jgeHec ce JAend  Ha:  PYTHHCKA, WHTEPBEHTHa, JIOTUIEp, KOJIOp JOIiep H
engocoHorpaguja. On Apyra cTpaHa MaK WHTEPBEHTHaTa yiTpacoHorpaduja ce Jeld Ha: AMjarHOCTHYKA
(NMepKyTaHH GHOTICHM BOJIEHH 07 KOHTPOJA Ha YITPa3ByK Ha IpPH Apod, NMaHKpeac W Jpyrd OpraHu)
Tepanucka Kajie 1o craraaT NepKyTaHuTe APeHaKH BOJICHH M0 KOHTPOJA Ha yITpa3sBykK Ha: cyOdpeHuHH
abelieck, GUIOMH, MPOMIMPEHH JKOMYHK MATHINTA W JKILTYHOTO Kece, NaHKpeaTHyHu abcliec, maHpeaTutHu
et 1 apyro. LlpHogpobuute abeuecu ce najuecTd M ondakaar 48%. bunnjapHara eTonatorenesa e
Hajuecta 10 90% o7 GoNHMTE MOKE J1a Ce€ M3MeKyBaaT CO MepKyTaHa ApeHaka BOJIEHA MOl KOHTpoa Ha
YITPa3ByK CO HyJa MOPTAIUTeT. BHIOMUTE MCTO TAaKa ce WHIMKALMja 3a JeKyBatbe Ha OBOj HAHH ek
THe HAjYecTO HACTAHYBAAT MoCIie XMpYPIIKH OTIePaLMH Ha GWIHjapHHOT cHeTeM. YIITe eliHa orepanmja Kaj
0GHe GOTHH e BUCOKOPH3MYHA a CO TIEPKyTaHaTa ApeHaka HeMa MOPTIHTET W H3NEKYBALeTO € CKopo 10 92%.
Ce pazbupa mouekorail moTpeGHO € Ja ce MHCTATUpa eHIO0MpoTes’a BO XOJEJOXYCOT M BO 3acHUYKHOT
sKOTUEH KaHa/l 3a J00HBAE KOMIUIETCH PesynTaT o1 Tepanujata. AKYTHH XONEIMCTHTH Ka) CTapH NalueHTH
Kaje XHpYpPIIKMOT TPETMaH ¢ PU3IUEH MOJKE JIa & JIPEHHpAaT MO MEPKYTaH Matr ¥ yCrnexoT 3a KOHTPo/Ia Ha
3aB0myBameo ¢ MHory BHCOK (77%). [TepkyTanuTe GuIMjapHI IpeHa/KH BOICHH TI0J KOHTPO/IA HA YATPA3BYK
MOKe Ja ce NpaBaT Kaj CHTE MAlMEHTH Kale TOCTOW omcTpykruseH HkTtep. Ce pasompa THe moke 7a ce
IpaBaT 3a 00eKONTYBabE HA MAIIHEHTHTE MPeJl XHPY PIIKHOT TPETMaH, HO W 3a MOCTaByBate HA MpoTesa Kaj
[MOCTapH JIyre Kaje XMPYPIIKaTa MHTEPBEHLI]a € PU3HIHA HO M Kaj WHOTIepabHIHN MATHTHOMM. Ce pazbupa
JPEHHPAETO HA BUCOKUTE XIITAPHH OTICTPY KITMK Tpeda Ja ce n3berHysa Guejku Tpeba 1a ce cTaBaT 1oBeKe
JIPEHOBH TIPEKY KOM TPOTE3HPAIbeTo Mocle Toa CKOpo € HeMoxHo. TlankpeaTnuHiTe abclecH ce mnpasa
MHAMKALMja 33 TIepKyTaHa JpeHaxa BoJleHa 110J1 KOHTPO/la Ha yITpasByK. YCMeX0T BO MHOTY Caydan € rofeM
(>95%) u Kkaj oBue Tewku Gonxu Tpeba 1a ce npumeHysa. [aHkpeaTHIHUTE LMCTH CC MCTO Taka MHOMKAaLM]a
3a NepKyTaHH APeHaky BOJEHH [10]l KOHTPONA Ha yJITPasByK [OrOTOBO KOra ¢¢ THE CO rycTa CoIpikita 1 €o
XEMATOM. KOM HEKpOTH3Hpase, Kale LHCTOracTpOCTOMATA He Ke MOKE Ja ro peL npobnemMoT (rnporesara ¢
TEHKA W ce ONCTpyHpa). Ha «paj Moxke [a 3akiyuyume Jieka WHTEpBEHTHATA  Tepalncka
yaTpacoHorpaduja € MeToa Ha W30Op BO JICKYBAamkeTO Ha TrOpecrioMeHaTHTe 3abosyBata W Tpeba Ja ce
NpUMEHY Ba.

01U04 PORTAL VEIN THROMBOSIS — ETIOLOGY, CLINICAL FEATURES, COMPLICATIONS
M.Trajkovska, R.Popova-Jovanovska, V.Avramovski, M.Genadieva-Dimitrova, V.Andreevski,

B.Todorovska, E.Curakova N.J oksimovic, V.Serafimoski,
Clinic of Gastroenterohepatology, Medical Faculty, Skopje, Republic of Macedonia

SUMMARY: Portal vein thrombosis as a condition is more frequently discovered in recent years, due to the
routine use of imaging procedures, especially Duplex and color Doppler ultrasound, in everyday clinical
practice. Portal vein thrombosis either acute or chronic, is usually presented with non-specific clinical
features. Etiology can be different, systemic and local factors are involved, among them prothrombotic
disorders, cancer and cirrhosis, are the most frequent. Our study included 16 patients (pts), admitted to our
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hospital between 2010 and 2012, with varying clinical symptoms, starting from abdominal pain, up to
abundant variceal bleeding. Duplex and color Doppler ultrasound examination revealed portal vein
thrombosis in all of the them, the diagnosis was confirmed by the means of contrast enhanced Computed
Tomography, Magnetic Resonance Imaging or during surgery. In patients presented with variceal bleeding,
endoscopic measures for bleeding management were undertaken immediately, whereas patients presented
with non-bleeding episodes required anticoagulant treatment (i.v. Heparin, s.c. Clexane, maintened by oral
Syntrom). The treatment outcome was different in different patients, mostly depending on etiology and
clinical features, furthermore the final assessment of the treatment was difficult to achieve, due to the
retrospective nature of the study and the limited period of time.

INTRODUCTION: When we speak about portal vein thrombosis, we mean exactly: thrombosis of the main
portal vein and it’s tributaries, superior and inferior mesenteric vein and splenic vein. Thrombosis occurs in
different segments of the main portal vein, just in extrahepatic part, or in whole portal trunk and it’s
intrahepatic branches. Occlusion by the clot may be complete, or occurring in a part of the vessel, with a
present blood flow around the clot.

Thrombosis of the splenic vein can be isolated from the rest of the portal venous system, whereas occlusion of
the superior and inferior mesenteric vein, usually occurs together with main portal vein thrombosis.

The diagnosis of portal vein thrombosis may be established in the “acute phase”, or in advanced “chronic
phase” with already developed complications as a result of portal hypertension.

The diagnosis of portal vein thrombosis is much more frequently established recently, due to the routine use
of Doppler ultrasonography during abdominal examinations. It has been shown that overall risk of getting
portal vein thrombosis in general population during lifetime is 1% , whereas in cirrhotic patients is much
more higher, from 10% to 20%.

Etiology of portal vein thrombosis can be different, and systemic and local risk factors are involved. The most
frequent are prothrombotic disorders, established cirrhosis, cancer, abdominal infection/inflammation and
intra-abdominal surgery. Risk factors remain unknown in only small percent of cases.

The cause of portal vein thrombosis in cirrhotic patients differs from non-cirrhotics, it is mainly because the
reduced and extremely slow blood flow, which sometimes becomes retrograde in patients with portal
hypertension. These two conditions can lead to blood clot formation in portal vein, despite the decreased
production of prothrombin complex factors in the diseased liver.

Depending on etiology, and weather portal vein thrombosis is in acute or chronic phase, clinical presentation
will vary. Patients refer to the hospital with abdominal pain, nausea and vomiting due to the bowel ischemia
from congestion, or with variceal bleeding as a result of portal hypertension and developed collateral
circulation. Patients with portal vein thrombosis without cirrhosis will develop varices but no ascites, because
the liver is not involved. When ascites is present it implies presence of underlying liver disease. Bleeding can
be presented either as upper (haemathemesis and/or melaena) or lower gastrointestinal bleeding
(enteral/rectal).

Treatment strategies of portal vein thrombosis are still not completely defined, mainly because of the different
etiologies, and absence of sufficient prospective studies.

When thrombotic disorder is the main risk factor, anticoagulation treatment should be introduced
immediately. We may use this treatment even in cirrhotic patients , with no recent evidence of variceal
bleeding, in order to resolve the clot and achieve revascularization, which is important for decreasing portal
hypertension and avoiding potential bowel ischaemia and infarction. Anticoagulation therapy is not an issue if
patient is referring with variceal bleeding and portal vein thrombosis.

THE AIM OF THE STUDY which is retrospective is on establishing etiology, diagnosis, complications and
treatment of 16 patients admitted to the hospital with portal vein thrombosis, detected by duplex/color
Doppler ultrasound.

MATERIAL AND METHODS Study includes 16 patients, 9 male and 7 female (age range 41 to 74) referred
to the hospital between 2010 to 2012y. Patients were admitted to the hospital with variety of clinical
presentations: from abdominal pain followed by nausea, vomiting and fever; through weight loss, malaise and
yellowing of the skin; or with different forms of acute gastrointestinal bleeding, On admission all patients
underwent routine blood testing, coagulation screen, liver and renal functional biochemistry. Portal vein
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thrombosis was diagnosed by duplex/color Doppler ultrasound, and was confirmed in three patients by
contrast enhanced Computed Tomography, in two patients by Magnetic Resonance Imaging, and in one
patient during surgery procedure. There was no need of second imaging procedure in rest of the cases. In
determining the etiology of thrombosis, fine needle aspiration biopsy under ultrasound control, as well as
endoscopic biopsy were used. Endoscopic procedures were used for detecting and treating complications such
as gastric and esophageal varices.

RESULTS Duplex and color Doppler ultrasound revealed isolated thrombosis of splenic vein in 2 (12,5%)
pts; thrombosis of the main portal trunk without involvement of intrahepatic branches in 6 (37,5%) pts;
thrombosis of the whole portal vein (extra and intrahepatic) in 3 (18,7%) pts; thrombosis of the whole portal
system (portal, superior mesenteric and splenic vein) in 3 (18,7%) pts and cavernous transformation of the
portal vein in 2 (12,5%) pts.

Regarding etiology, malignancy was discovered in 4 (25%) cases ( hepatocellular carcinoma in 2 pts, gastric
carcinoma in one, and retroperitoneal malignancy in one); 5 (31%) of the cases had proven liver cirrhosis; in 2
(12,5%) cases thrombosis was a sequel of previous abdominal inflammation (acute pancreatitis) and in 1
(6,25%) case sequel of previous abdominal surgery; 3 (18,7%) pts had prothrombotic disorder and in one case
the cause of thrombosis remained unknown (duodenal malignancy suspected, but without histological
evidence).

Main complications of portal vein thrombosis, sequel of developed portal hypertension, in a form of
esophageal and gastric varices were detected just in 8 (50%) pts. Esophageal varices were detected in 6
(37.5%) pts; gastric (subcardial ) varices in 5 (31%) pts and in 1 (6,25%) pt varices were detected in the
antral region of the stomach.

Same number of patients 8 (50%) ,were admitted to the hospital with bleeding as a leading symptom, but not
all of them had variceal bleeding. One case (6,25%) suffered from intestinal bleeding (difficult general
condition did not allowed any further investigations); one patient (6,25%) had bleeding gastric carcinoma;
onether one (6,25%) had bleeding duodenal tumor (not confirmed as malignancy); bleeding from gastric ulcer
(in presence of gastric varices) was confirmed in one case(6,25%); 3 pts (18,7%) had bleeding from
esophageal varices and one patient (6,25%) had gastric-variceal bleeding.

Bleeding from esophageal varices was urgently managed with band-ligation in 2 cases, and with endoscopic
sclerotherapy in 1 case; patient with ulcer bleeding was treated by adrenalin infiltration; while bleeding from
gastric varices was temporarily stopped by applying histoacryl glue, unfortunately emergency surgery was
needed due to heavy bleeding reccurence. Patients presented with bleeding due to malignancy of stomach and
duodenum, and a patient with intestinal bleeding were medically treated, with PPI , transfusions of fresh
frozen plasma and red-blood cells.

Patients presented without bleeding : 3 pts with prothrombotic disorder and acute portal thrombosis; 1 pt with
thrombosis of whole portal system as a sequel of previous abdominal surgery; 2 pts with cirrhosis, portal
thrombosis and non-bleeding varices, and one patient with liver carcinoma on underlying cirrhosis without
bleeding but with symptoms of bowel ischaemia, underwent anticoagulation treatment. Anticoagulation
treatment was started by i.v. Heparin for 3 days, followed by 7 days s.c. Clexane (2x40mg) and finally
maintained on oral anticoagulant therapy (Syntrom).

Patients with cirrhosis and chronic portal vein thrombosis, as well as the patients with cavernous
transformation of portal vein , without signs of active bleeding, were medically treated with PPI. p-blockers,
transfusions of fresh frozen plasma and red-blood cells.

DISCUSSION Portal vein thrombosis in clinical practice is usually presented as a sequel of decreased
hepatopatal blood flow in cirrhotic patients (10-20%), or as a complication of abdominal malignancy
(hepatocellular, pancreatic, gastric carcinoma), although in a few cases prothrombotic tendency and
abdominal inflammation (acute pancreatitis, diverticulitis) may be the underlying causes.

Recent years, portal vein thrombosis is more frequently detected in clinical practice, due to the routine use of
duplex/color Doppler ultrasound, a non-invasive, safe, easily reproducible, and cost-effective method,
comparing with other imaging procedures. In case of non-conclusive finding, diagnosis confirmation can be
made with contrast-enhanced CT or MRL

Most frequent, and at the same time, life-threatening presentation of portal vein thrombosis is esophageal
and/or gastric varices bleeding. This presentation is a medical emergency , and requires immediate
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haemostatic procedures , usually endoscopic ligation/sclerotherapy, but sometimes there is also need of
urgent surgical treatment.

The treatment of portal vein thrombosis depends on etiology and whether it is discovered in acute, or in
chronic phase. Patients who suffer from thrombosis due to a prothrombotic disorder should be immediately
anticoagulated. When thrombosis is discovered in cirrhotic patients with decreased blood flow,
anticoagulation treatment may be used in hope of recanalization of portal vein, in order to postpone portal
hypertension, only in patients with non-bleeding varices. In case of variceal bleeding, anticoagulant treatment
is not advisible. In such cases literature review is recommending clot removal during TIPS or surgical
procedure. However, such a risk should be undertaken only after managing the variceal bleeding
endoscopically.

01Y04 TIOPTAJIHA BEHCKA TPOMBO3A - ETHOJOI'HJA, KIWHHYKA CJIHKA,
KOMITVIMKATITHHA

M.Tpajkoscka,  P.ITorosa-Jopanoecka,  B.Aspamoseku,  M.I'enannesa-/[uMuTpoBa, B.AH/IpeeBCcKN,
B.Tonoposeka, E.llypakoea H.Jokcumoruk, B.Cepagumocku.
Krnunnka 3a Iactpoentepoxenaronoruja, Meauunnckn ®axyntet Ckorje

ABCTPAKT  Tloprannara BeHcka TpoMG03a e cocTojba Koja MociefAHUTe IOMHI C& MOYECTO CC OTKPHBA
BO CeKojIHEeBHATA KIIMHMYKA NpPaKTHKA, OiaronapeHie Ha pyTHHCKaTa ynoTpeda Ha “imaging”™ MeToiuTe.
ocobeno duplex/color Doppler yatpassykor. TMopranuata Tpombo3a Moke a Ouje aKyTHA W XPOHMYHA. 2
KJIMHUYKATA CITHKA HA JBETe COCTOjONM e HekapakTepHcTHdHa. ETHonorujaTa € Hajpas/iuvHa, Hajuecto ce
paBoTH 3a MopeveTyBatme Ha KoaryjalujaTa. pasBoj Ha TpoMG03a Ha UMPOTHHYEH TepeH WM - Kako
KOMILIMKallMja Ha Manurua osnect. Ctyamjata ondaka 16 MalleHTH, KOW BO TIEPHOOT 011 2010-1012 roanna
ce XOCTMTATH3HPAHM Ha KJIIHIUKATA TTOPAjIM Pa3THYHa KIHHIYKA CIIMKA, NOYHYBAjKH 071 abA0MHHATHA Goika,
ma ce 70 npody3HO BApUKO3UTETHO KpBapewe. Kaj cute MauueHTH €O duplex/color Doppler yarpassyk
OTKPHEHO € MOCTOEHE Ha TIOPTATHA BeHcka TpomBo3a, oTepeHa co koHTpacTHa KT, MPH wunu 32 Bpeme Ha
XHpypIIKa HHTepBeHImja. Kaj natueHTHTe €O KpBaBehe, MPBO Ce MPE3CMEHM TEPANMCKI MEpKH 33 UTHA
XeMoCTa3a, a NaleHTHTe co TPoMG03a Ge3 KPRABEILE, TPETHPAHH ¢e €O aHTHKOAryJIAHTHA Teparuja, Wit iv.
Heparin/s.c.Clexane , a noroa mepopaiHo co Syntrom). 3aBUCHO of eTHONOTHjaTa M KIMHWYKATA ClIHKa
MCXOA0T HAa JIGKYBAkETO Kaj MalMeHTHTe € pasinyeH, a MpoLeHKaTa Ha HCXON0T Ha Teparnujara
JOMONHUTENHO € OTEKHATA TIOPa/IM PETPOCTIEKTHBHOCTA HA CTyAWjaTa W OrpaHHYEHHOT BPEMEHCKH MEPHOL.

BOBE/I Kora 360pyBaMe 3a noprajiHaTa BeHCKa TPOMOO3a MHCIUME Ha TpomGo3a Ha vena portae. /Wil Ha
BEHCKHTE pajnKain Kou ja Gopmupaar: v. mesenterica superior, vena mesenterica inferior 1 vena lienalis.
TTopranHara TpomGo3a Moske 1a ro 3adaka camo r1aBHOTO MOPTHO ctebno (excTpa-XemaTH4HA) W/HIK 1a '
sadaka ¥ MHTpaXenartaiHuTe MNOPTHH rpanHku. Tpomdosara Moke 13 Gu/e KOMMJeTHa — Ja ro OKIyaupa
HeTHOT JIyMeH Ha cajioT, MW CaMO TIapLpjaiHa, Kora TpoMOoT ¢ (pUKCHpaH 32 Aeil 07 3HJI0T, a niepidiepHo €
npucyTeH KpBeH npotok. TpomGosara Ha v.lienalis Moske /12 HacTaHe W30JIMPAHO O OCTAHATHTE rpaHKH Ha
MOpTAJIHMOT CHCTEM, MelyToa Tpomdo3sara Ha V. mesenterica superior u v. mesenterica inferior HajuecTo €
npUApYKeHa CO TPOMG03a Ha TIIABRHOTO MOPTHO CTeOIO.

TMoprasnara TpoMBGo3a MOsKe Jia €& THjarHOCTULIMPa BO aKyTHaTa (asa , Wi BO Hanpe/HaTa XpoHHHa thaza,
KOTa Beke Ce pasBHEHH KOMIITMKAIIMNTE Ha NOPTaHATa XUTIEPTEH3H]a Koja ¢ rocenua Ha Tpombo3zara.
TocaeanuTe roIHHI co KopucTerwe Ha Jloruiep yaTpaconorpapujara, nopranHara TpoMbO3a ce To4ecTo ce
JMjarHOCTHLMPA, @ HEeOJaMHELIHWTE CTYAMM YKAKyBaaT [eka (aKTopoT 3a pW3HK Ol CTEKHyBaibe Ha
nopTaniHa TpoMB03a BO TEKOT HA JKHBOTOT M3HecyBa 1%. OBoj dakTop e MHOTY MOBHCOK Kaj NAlHeHTHTE O
1Mpo3sa 1 u3necysa okony 10%-20%.

ETunonornjata Ha opTanHata TpoMGo3a Moke 1a Ou/le HajpasinvHa, a (akTOpUTE Ha PHU3MK MOKe ja Gunat
CHCTEMCKH MW JTOKaTHH., HajuecTn ce MpoTpOMOMHCKHTE MOpeMeTyBarbha Ha Koaryiaimjara, Mmocroerme Ha
LMpo3a, Kauuep, albJoMHHATHA uH(ekja Wi nHdIaMalMja 1 XUPYPITKa WHTECPBEHLH]A. Kaj wmai
MPOLEHT eTHOJOTHjaTa OCTaHyBa Hemo3Hata. TIpHYMHMTE 33 HacTaHyBaihe HA MOPTATHA Tpombo3a Kaj
MALMEHTHTE CO LHPO3a Ce PA3THKYBa 0 CHTE OCTaHATH, Kaj HWUB TpomBo3ara ce JIOJIKH Ha NCKIYHHTETHO
YCIOPEHHOT KPBEH MPOTOK H [10jaBaTa Ha peBep3eH MPOTOK Kaj MalHeHTHTE CO MopTaiHa XHTIepTeH3H]a, JBE
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cocTojBa KoM M 1ope;] HAMAeHaTa cHHTe3a Ha (DAKTOPHTE Ha KoarysalMja oji cTpaHa Ha 3a00NeHHOT LpH
1poB. Moke J1a BT 10 GopMupare Ha TPOMOH.

Kaunmukata manndecrapja Ha mopTanHata TpomGo3a Moe da Guae pasnHuHa, HajuecTo 3aBHCHO 071
eTHONMOTH]aTa, KaKo M O Toa janu ce paboTH 3a akyTHa WM XPOHM4YHA IOpTajiHa Tpombosa. Hajuecto
malMeHTUTE ce jaByRaaT nopaad OOTKM BO CTOMAKOT, Tajewe M MOBpakame nocie/ula Ha - UpeBHATA
HCXEMMja, FITH MOpaTu BApHKO3HTETHO KPBABEHE KAKO MMOCIEAMLA HA Pa3BOjOT HA racTpoesodareanHiuTe
komatepanu. Kaj naudeHTHTe €O ToOpTamHa TpomoOo3a, Oe3 mEposa M Topen pa3BojOT Ha TOpTaIHA
XUNepTen3nja  BapHKO3MTETHTE HE Ce TIPUAPYIKEHH €O T0jaBa Ha acUMT Mopann codyBaHaTa [PHOApOOHA
(hyHKUMja, TOAEKA Ka] LMPOTHYHNTE MALMEHTH NPHCYTEH € U acLuT. TacTPOUHTECTHHAITHO KPBABCHC MOKE
na ce jaBu BO (hopMa Ha FOPHOAMIECTHBHO: XeMaTeMe3a M/ MelleHa, HIIH A0JIHO/TTeCTHBHO: eHTepoparuja
MM PEKTOPAruja.

TperMaHoT Ha mopTatHaTa TPoMOO3a € ceylTe TMPEeAMET Ha JMCKYCHja, Tpejl ce MOpain pasnniHara
eTHONOTMja W GWIEjKW He TOCTOjaT AOBOIHO MPOCTIEKTHBHM KIMHAYKM CTyAHH. AHTHKOAryJ1aHTHHOT
TpeT™MaH ce KOPHUCTH Kora MpHMMHA 3a TpomGosaTa e XurepkoarynabmiHa cocTojba, WM Kaj LHpo3a co
HEKpBapeuKH BAPUKO3UTETH W ITOPTA/THA BEHCKA TPoMOO03a, CO Ll J1a Ce pacTBOpH TPOMDOOT M J1a ce NMOCTHTHE
peBacky/iapu3aliMja Ha nopTansHoTo cTefno, M co Toa Ja cc HamanaT KOMIUTHKalpWTe Ha nopralnata
XHIIepTeH31ja M /a ce Crpeu LUpeBHATa HCXeMHja M MHDapKLHja. AKO MaUHEHTOT ce jaBuW Ha Jiekap ropaav
KpBAPEUKHM BAPMKO3UTETH M MOPTAJHA BEeHCKA TpoMOO3a, TPETMaH CO aHTHKOArylaHTHa TepanMja He ce
npernopa4ysa.

[TEJT HA CTYJIHIJATA Cryaujata e PETPOCIEKTHBHA, a UENTa Ha CTyaujata ¢ YTBpAyBabe Ha
eTHOIOTMjaTa, KJIMHUYKATA MPe3eHTalujd, KOMILUIMKALUWUTE U TPETMAHOT Ha 16 maiueHTH TPUMEHH BO
SonHMTa co mopraniaTa TpoMGosa BijeHa Ha dupleks/color Doppler yaTpassyk.

MATEPHJATI UMETOA  Bo cryamjarta ce BKIyYeHH 16 mauueHTH, 9 Makn U 7 KEHH, Ha BO3pacT o1l 41
10 74 rox. MmaMkauMjata 3a mpueM Kaj CuTe TAIMEHTH ¢ pasinyHa, o] OonkH BO abIOMEHOT, TaAeHe,
MOBPAKAH:E; IIPEKY TYOMTOK HA TEKHUHA, C1A00CT U MOKO/TYBakLE; 10 pasHH (hopMit HA TacTPOMHTECTHHATIHA
xemoparuja. Kaj cuTe NauMeHTH 0pU MPHEM HANpaBeHW cc 1abopaTopucki TeCTOBM (KpBHA CIIHKA,
KOATVIIALMOHEH CTaTyC, UPHOAPOSHH W GyOpexkHH (yHKIMOHAIHN tectoBn) , a co real-time u Doppler
yaTpacoHorpauja e YTBP/CHO TOCTOEHE HAa TPOMOO3a Ha MOPTATHHOT BEHCKH CHCTEM. Kaj 3 ox nus
TpoMmG03aTa e MOTBP/EHa CO KOHTPAcTHA KOMITjyTepH3HpaHa Tomorpaduja, kaj e/leH o MarHeTHa pe30HaHca,
a Kaj eleH ONepaTHBHO, Kaj OCTAHATHTE TALMEHTH HEMAlle notpeda 0j1 JOMOJHUTETHH HCIIHTYBamba. 3a
OTKpHBAH-¢ Ha eTHOJOTHjaTa HAa TPOMBO3aTAa KOPHUCTCHU CE M MHBA3HBHU METOMH, OLHOCHO oworcija 1o/t
KOHTpPOTA HA Y/ITPa3ByK, M cHIOCKOMNCKa Guoncuja. [ OpHOIUTeCcTHBHA eHI0CKOIMja CIyIKeLIe 3a OTKTHBAbE
W TpeTMaH Ha KOMIUIMKALMHTE Ha Tpombo3aTa BO CMHMCIA HA MPHCYCTBO HA e3odarealTHi WM TacTpUUHH
BAPHKO3UTETH .

PE3SVJITATHU Co kopuctere Ha duplex u color Doppler yiTpassyk, yTBpACHO € MOCTOCHE Ha W30JMpaHa
nveHanHa Tpomoosa kaj 2 (12,5%) nauueHTH; TpOMG0O34 caMo Ha TJTABHOTO ITOPTHO cTeb1o Be3 3adakarme Ha
MHTpaxenaTaTHiTe paJiKaim kaj 6 (37.5%) maumenTH; TpomO03a Ha IJ1aBHOTO TIOPTHO cTebso co Tpombdosa
Ha WHTpaxenatatHuTe rpaHkn kaj 3 (18.7%); TpoMBO3a HA LENHOT MOPTEH cUCTeM (V. portae, V. lienalis, v.
mesenterica superior) kaj 3 (18,7%) nauneHTH 1 KaBepHO3HA tpanchopmaija kaj 2 (12,5%) nauupeHTH.

MajnrHa eTuosiorija Ha Tpomboszarta € YTBpACHA kaj 4 (25%) cayuan (xenarouenynapeH KapUMHOM Ha
IMPOTHYHA OCHOBA Kaj /Bajlia, W 10 €leH KaplUMHOM Ha JREJIyAHHK H PETPONEpHTOHEAIHA MallurHa
neormasma); S (31%) naiMeHTH pasBUIC TpomGo3a Ha LUMPOTHYEH TCPEH; kaj 2 (12.5%) TpomOo3ara ¢
Mocienda Ha abAoOMMHAIHA MHGJaMalija (aKyTeH MaHKPeaTHT) ; Kako MoCTONCpaTHBHA KOMTLIMKaINja
TpoMBOo3a HA MOPTAJIHHOT CHCTEM € KOHCTATHPaHA kaj 1 (6.25%) naumeHT, Kaj 3 (18.7%) xoncraTHpaHa €
XUIIepTPOMOOTHYHA COCTOjOA, A0JcKa kaj | (6,25%) eTnosorujata OCTaHa HEMO3HATA (KIUHHYKA H
EHOCKONCKA CYCITEKIHja 33 MANTHA HEeoTa3Ma Ha yOJIeHYMOT, XHCTOJIOUIKH HeroTepaeHa). [1apHATE
KOMIUTHKapuTe Ha TpoMBo3aTa kako Mocjieanua Ha TopTaliHaTa xurepTensfja, esodaroracTpUIHUTE
BapHKO3UTeTH Oea OTKPHEHH CamMo kaj 8 (50%) ox ManUeHTHTE. Esodareannnte BapHKO3MTCTH Ce
neTekTHpaHu kaj 6 (37.5%) MalMeHTH, dhyHIYCHH BapHKO3UTETH Kaj 5 (31%), a kaj 1 (6,25%) MauMcHT
OTKpHEHH Ce BAPUKO3WUTETH M BO aHTpaliHaTa peruja Ha ey anukor. Her Gpoj Ha maupeHtn 8 (50%) ce
XOCTTATM3UPAHN TIOPal  KPBaBekhe, HO He Kaj CHTC € YTBPICHO BAPUKO3NTETHO KpBaserme. Kaj eacH
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manment (6,25%) yTBpEHa € eHTepoparuja (koja nmopaau TeKUHATA Ha oruTaTa cocTojba He € eBasyupaHa);
Kaj efeH mauueHT (6,25%) XeMoparujata ce JOITKEIE Ha JKelyJeTHa HeoTamMa; BO CICH cayuaj (6,25%)
KpBaBemETO Oelle TMocTeniia Ha HeoTasMa BO JyONEHyMOT; KpRaBeRe O] WKelyjeHueH yIKyC (1 Tope
MPHCYCTBOTO HA cyGKapAMjaTHi RAPHKO3UTETH) € JIETEKTUPAHO HCTO Taka Bo ejeH cayyaj (6,25%); kaj enieH
naument (6,25%) KpBaBeweTo Oelue rocieaniia Ha (YHIyCHH BapHKO3WTETH, JIOJICKA MPEOCTAHATHTE 3
(18,7%) xpBaBetba ol e30(harcaTHi BapHKO3HTETH (011 BTOP U TPET CTEMEH).

KpeaperbeTo 011 e30(areaiHuTe BAPHKOIHTETH Gellle YPreHTHO TPETHUPAHO BO [Ba CIydaH co auranuja, a Bo
TPETHOT ClyHaj co cKIIepo3aliuja; Kaj NAMEHTOT €O YJIKYCHO KpBABSHE xeMocTaza Oelie TNocTHrHaTa co
uHduITpaLja co anpeHanuH, anuMKallfja Ha XHCToakpun Oeue ynotpeGeHa Kaj MaHeHT Co npody3Ho
KpBaBewe 071 (yHIyCHH BApHKO3UTETH, HO M MOpeA Toa 10j7e 10 peunauB, Wro Oete WHIUKALH]ja 33 UTeH
omeparyBeH TpeT™aH. [TalMeHTHTe KON KpBapea 071 ey etHa W CyCNeKTHA AyOJIEHaIHA HEorIa3ma, Kako H
[MaLMeHTKaTa CO eHTepoparuja Oea KOH3epBATMBHO TPETHPAHH. €O MHXMOUTOPH Ha TPOTOHCKA [MyMMa.
Tpancdy3uH Ha 1171a3Ma U ePUTPOLIMTHA Maca.

TTamMeHTUTE: CO aKyTHa noprarHa TpoMB03a Kako mMocieuna Ha XHTepKoary1adimHa cocTojoa (Tpojua),
eHA NalMeHTKa cO T0CTOTepaTHBHA tpomBo3a, 1Bajlia MAUMEHTH CO LHPO3a, nopranHa Tpomboza H
BAPUKO3MTETH 03 3HAUM 32 KPBABCHLE, CICH MALMCHT co MaJMrHI3MpaHa uMposa Oe3 KpBaBere a co
KTHHMKA 33 Me3cHTepHjaiHa nexemuja, 6ea nocTaseHi Ha anTHKoAryJaHTHA Tepanuja. AHTHKOarynaHTHaTa
Tepanuja Oemle 3aroyHaTa co amp. Heparin i.v. Bo Tex Ha 3 JieHa, cieleHa €0 amp. Clexane a 40 2x1 s.c
HeneNa JieHa W TIPOJO/KeHA €O OpanHa aHTWKOoarylaHTHa Teparnidja MO Iiema, Moc/e HarpaseHata
KOHCY/TaUMja co TpaHcdy3nomIor. OcTaHaTuTe cIyvau (XpOoHH4YHA MOpTajTHa TpoMO03a Ha LMPOTHYEH TEPEH
WM TIOTBP/IEHA KABEPHO3HA TpaHchopmarja), 0e3 3HAUM 33 AKTHBHO KpBABEILC fea KOH3epBATHBHO
TpeTHpani co B-610kepH. MHXUOUTOPH HA MPOTOHCKATA Ty MIa, Tpancdy3um Ha MasMa i epuTPOLMTHA Maca.

JTUCKYCHUIA TlopranHaTa BeHCKa TpomB0o32a BO KIMHIIKATA MPakTHKA HajuecTo ce jaByBa Kako Toc/ienia
Ha ycriopeHara IMpKYJIalija Kaj nagueHTuTe co upHoapoOHa uMpo3a (10-20%) nnu KaKo KOMTUIMKALIMja Ha
MajirHa Heorasma BO abJOMEHOT (XemaTtoleynapeH, KejlyaetcH, mankpeatiueH kapimHom). TlopeTko,
NpHUMHK 33 Tpombo3aTa ce XMITepKoary1abHIHuTe cOCTOjON WM uHdravManuiTe Bo abIOMEHOT (akyTeH
[IAHKPEATHUTHC, IHBEPTHKY IUTHC).

Jletexmijata Ha TiopTayHaTa BeHCKa tpomBosa co duplex/color Doppler yaTpa3syk TMOCHEHATE TOIHHH
CTaHYBa PyTHHCKA METOZIa, Koja € HEHHBA3WBHA, edTiHa W Ge30eqHa 3a MALMEHTOT . BO OIHOC HA IPYTHTE
npoueaypu. Bo HejachHuTe cIyuau, nopraiHara TpoMG03a HEOMXOAHO € Ja ce MOTBPIN €O xoHtpactHa KT
wi MPH.

Hajuecra u HajonacHa npeseHTalja Ha ropranHara TpoMOO03a, HE3aBHCHO 01 eTHOJIOrHjaTa, ce
racTPOMHTECTUHAIHUTE KpBaBetha KoM fapaaT ypreHTeH MEAWLMHCKH TPeTMaH. Tepanujata BKIyUyBa
CHIOCKONCKH XeMOCTATCKH MPOLEy PH, HO HEKOTalll & HEOTXOeH 1 WTEH oreparHBeH TpeTMaH.

TpeTmaHoT Ha camata nopraaHa TpomB0o3a 3aBHCH O eTHOJIOMjaTa M OJ1 CTAAMYMOT KOra € OTKpHEHA
(akyTHA WM XpPOHMUHA). AKO TpomBo3aTa ce 107AHN Ha XurepKoary1adunHa cocTojba, NalMeHToT BETHAL
TpeGa fAa ce MOCTAaBM HA AHTHKOATY/AHTHA teparmja. Kora Tpombosata e mocieiuna Ha ycrnopeHa
UpKyanmja Kaj naueHTHTe Co nuposa, aHTHKOATYJIAHTHATA Teparivja ce JaBa 3a 1a ¢ HanpaBH 00w 3a
pekaHau3allja, caMo Kaj MauHeHTH €O He-KpBaBEUKH e30(harealIHil BAPUKOIUTETH, 32 114 CC yeIiopi pa3Bojot
Ha TopTatHaTa XunepreHsija. Bo c/lyuaj HA MOCTOEH:E Ha KPBABEYKH BApHKOIUTETH. aHTHUKOAryaHTHaTa
Teparnuja He Cé COBETYBA, BO TOj CTydau MperopakuTe 071 uTepaTypara ce oTCcTpaHyBame Ha TPOMOOT 34
BpeMe Ha TOCTaBYBaibe Ha TUTIC wmv npH XUpypLika uHTepBeniMja. Bo cekoj cay4aj, OBOj PH3INK CE

mpe3eMa camo TMocie MPETXOHO pelaBake Ha BApIKO3NTETHOTO KPBaBEeHe CO JIUTalfja, Kako MeToza Ha
uzbop.
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