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3. Kausuyey Chyuall ¢ abgomunasna capkougoza
A liapnes fig. Cmauéoauﬁcka, M. Amasacoss 4 fanve@a B RutkoSa. 14 Kpacwaives i Koueg
RAuduka no SACMPVEHIMEOADaLS YiiGAA L8, Mapung” MY Bapua

Ug. TNipegemaBane kg CAYHad Ha d48-209uiuna wena Cue capkaugoas, 3acAzaua npegumisg kapertiume
OPEaHu ~ YepeH gpof, 9aAak u aUMQHU Boany.

Memogy ua wacregBare: Dusukasen fipeeagg. vepHogpotra Buoxumun; Mapkepu sa Bupycey Xenamum;
Cepymen aHeLo-konBepmupayy EH3um  (ACE); PeHMEEHOZRathun Ha 2DugHun  low: komnlembpiia
momozpadua Ha CPBOHUR kow u Ha Kopewia: mpenarobuoncun y XUCTMOAD2UA Ha kocmHug MO30K;
MeHKoUZAeHa acnupauonHa Guoncyun Ha yBeauugh kopemen Aurden Buzea y CvomBemHn uimoaozgun:
nepkymarna HepHOgDOGHA Buoncun o HUCMOoADZUS,

PEVATATIA om UsCAZ0BHUAMA: Haauuyue H3 XEnamocnaeHomazaausy MU nasnayua o kemniomhpua
MOMOZDAGUA; HaAMUE Ha URMpasenamaana xonscmasg Choped nobuwenyme XCABCMAZHU eHaumMy npis
HODMAneH BUALpYBUX; noBuwen cepymer ACE; Hopmaaka PEimzeH02paguR Ha ePugHuA kows; aSgomunansa
AURpageHonamus wa komnlomuprama momMazpaihus: rekadeuduiupawg 2DEHYAOMAMO3HO Buanaseyye om
uumoaozuama 1a AUMGER Bb3es, Chwg maka U om xucmosszuama na KocmKua Mozuk u pa HepHuA gpob.
Cnopeg NOAY“eHUME pesyamamuy & fieemabena okonvamanna GuazHoza capkougosza, Cocmonnuemo 4y
naliuenmiama ce nogoGpuy NOCMENEHHD CAeg 3anouBate Ha mepanug ¢ kopmukocmepougu‘

Jalviogerye: Capkougozama mpAGBa Bunazy Ja ce BkaloySa 8 JudepeHuuasrama JuszHo2a Ha
xenamucmenomea&unm& Hesabucumo om moia. we £ ¢ Hucka vecmoma.

Cnucwk Ha uslocmoauyume: obpasu om bérmeenozpadiuama pa 2PugHuA kow y Kopemiama
kosinlomupua moroepadus, o6paz om HUMOAOZUA Ha AumGAys Bosea v om XUCMI0AD2UA Ha kocrngus
MOIBK U Ha YepHus gpos,

Mozgemaayy abmap: iaseg W.; PesepBey npegemabawy abmop; Cmanbosutcka M.
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B. Insulin resistance in chronic hepaitis ¢ Comparing to hepatitis B
v C!;a!ovs}:a-lvanova, & iodorvska, v Aviamoski, i Percan,
M. Genadf‘eva-ﬂmw’tmva, £ Curakova, v Seratimast

Univarsity Clinicat Centre - Skopje, Clinic of Gasfmen!emﬁepam.’cgy. Reputlic of Macedonia

There is evidence that HCV can independently to other factors contribute 1o the development of insulin resis-

‘ance in HCV injactad persons.

Alm of study: The aim of stwdy is to evaluate the prevalence of insulin resistance in subjects with chronic
Nepatitis C compared with chronie hepatitis B patients, as well as relationship with the genotype of C virys,
level of viremia and the Presence of fibrosis in the Jiver parenchyma,

Patients and mathods: & total of 72 patients were enrolled in this stugy, including 44 cases with HCV infection

and 28 ats with chronic hepaitis B.
The prevalence of metabolic syndrome was 33essed by modified Adult Treatment Pane 1l criteria (ATP i)




and insuiin resistance (I7) by the homeostasis model assessment {HOMA). All patients underwent fivar biopsy
to evaluate necroinflammation activity, presenca of steatosis and fibrosis as well. Cases with diabetes and
liver cirrhasis ware excluded

Results: We have found normal insulin sensitivity (HOMA score 1.0) in 36 pis with HCV and 26/28 pis with
HBV infection. Insulin resisiance (HOMA scere greater than 2.0) was regisiered in 9/44 cases with HCV
(20%) and in 2/28 pts with nepatitis B respectivaly. Metabolic syndrome was prasent in 2 pts with HCV, liver
steatosis was established in 15 cases with hepziltis C. 7 of them showed Insulin fesistance, and genotype
1 was includad in the majority of cases with increased insulin resistance. The dagree of necroinflammation
according Knodell was greater in the group with IR comparing the others {Knodell score 8 versus 5 respac-
tively), and the presence of mild fibrosis was established in 3 pts with IR versus 1 person in the group with
normal insulin sensitiviy.

Discussion and conglusion: Our oreliminary data support the hypothesis that HCV per se has a role in the
development of insulin resistance, suggesting an influence of viral genotype, viral load, high necroinflamma-
tory aclivity and the presence of fibrosis, especially the relationship between 2 liver steatosis and high HOMA
score. There is a need of further evaluation of inis interplay in farga roup of avaluated subjects and a long-
term tollow-up in terms of development of diabeles. The role of antiviral therapy in these patients shouid be
alsa analyzed.

7, Hucka au @ Bupemusma npu okyamea HBV undekuun 7
4. XeneB, K. Anmoron, A HBaiola, 3. Kpsemal
Kaunuka no eacmpoermeporseun, MEAA 08, Wiaxn Bus cku', MY, Cogun

Okyamuama xznamum B SupycHa (HBY) ungekuus ce Jemurupa ¢ H3sAg(-) u 2nti-HB¢ total (+) cepoapauvey
Crmamyc npu egHOBPEMERHO HaauMue Ha HBV [THK & CeNYMa U/AU EDHUR gpob. NoHacmoniuam ca npuema,
HE CepymHume HuBa na H3V [HK npu okyamia HBY urgekuus ca sucku - nog 1000 cp/mi (< 200 (U/ml).
Mpoyuetu Grxa 6 cayuan ¢ OkyamAa HBY urdekuun v Goanu ¢ vaBecmua gPy2a BMU0AOZUA Ha uepHogpobHa
bossem. MauueHmume Gaxa HBsAg (-}, anmu-Hae total {+) u ¢ Hanuyue na HBY [IHK 8 cepymia. Yemupuria
om mAx 6axa oot comememBawz HCY urGiekuun. HBY [IHK Ge vscaegBana upes real-time PCR (Appliad
Biosystems, USA]

Mpu Beuvky Gioany ce YemaroBuxa CapymAu HuBa wa HBV JHK > 1 000 cp/ml, @ npu 2 om 6 gopu > 10
000 cp/ml. Meguasama na HRY OHK pou obes#ganume 6 nayusma Gews 8640 cp/ml (4773 cp/mi - 67
659 cp/mi). Texkka peakmuBauun wa HEY uHgekuuama ¢ HoBo nosumuBupare na HBSAQ u noBulwekus 1z
ALT g0 18 momu Hag Hopmama, Habalogabaxme € 1 or B-me Cay4an. PeakmuBayunma nacmenu no Bpenie
. 3 UMyHOCYnpecupawia mepanus, Eonpeky npaguAakimusHomo Asyerue ¢ lamivudine.

| Pesysmamume Hu nokasfar. ve npu ckyamea HBY ukgekuun e Goamokia Bupemun tag 1000 cp/mi. B
Hacm om caysaume HBY JHK e gope > 10000 Cp/ml. koemo npegonpean Bucok Urirekuuo3ss puck. TakaGia
Bupemun B couamanue ¢ noSulisdy aMUHOMPAKCEPEEY, @ URgUKaLUA 3a npomuBoBupycHo Aeuzug. Mpu
MOLWHA UMYHOCYNpacuCHa mepanua Hapacmia chacAocmma om peakmuBauun Ha HBY ukGekuusma.
KalouoBu gymu: oceuli HBY infection: 0Bl HBsAG. anii-HBG folal: HAY DNA




