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OKCIMNPECCUA XEMOKWHOB
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Peswome. Xponnueckuii renatut C (XI'C) gBasieTcs MIMPOKO PACIPOCTPAHEHHBIM 3a00JIeBAHUEM C IJIU-
TEeJIbHBIM WHKYOAlIMOHHBIM NEPUOJOM M CTepTOil KiauHu4yeckou kaptuHoii. Ilatorenes XI'C HecMmoTps
Ha UHTEHCUBHbBIE YCWINS OCTAeTCsl HESICHBIM. BBUy CKyTHOCTU KJIIMHUYECKUX MPOSBICHUN NTUArHOCTHUKA
¥ MOHUTOPUHT XI'C BBI3BIBAIOT 3HAYUTEIbHBIE TPYAHOCTU. B 3TOl CBSI31, TaK KaK XeMOKWHBI SBJISTFOTCSI M€E-
JIMaTOpaMU XPOHUYECKOTO BOCTTAJIEHU S, TPEICTABIISIETCS aKTyaJlbHBIM UCCIEI0BATh MECTHBINA U CUCTEMHBIN
UMMYHHBII OTBET ITyTeM onpeaesieHuss MPHK xeMOKMHOB 1 XeMOKMHOBBIX PELIENITOPOB KakK B OMONTAaTE Me-
4YeHU, TaK U B Mepudeprudeckoil KpoBu. B HacTosIieM uccaeqoBaHUM ObUTM U3YYE€HBI KPOBb U OMONTATHI
neyeHu 21 namuenTa ¢ XI'C. B kauecTBe KOHTpoOJIS Ha peaMeT coaepxkanusgd MPHK xemokuHOB u penen-
TOPOB K HUM ObLia udyuyeHa nepudepudeckas kpoBb 10 HCV-HeraTUBHBIX 310POBBIX 1OOPOBOJbIEB. Becem
nalyeHTaM ObLIa MPoBeAeHA OUOTICUS MEYEHU U MOCIIEAYIONIEe TUCTOJIOTUYECKOE UCCIEIOBAHUE, BKIIOYAI0-
1iee B ce0s1 U3y4yeHUe BhIPAKEHHOCTU BocnajieHUus U (prdposa. B 3aBUCUMOCTU OT TUCTOJIOTUYECKOUN KapTU-
HBI TTAIIMEHTHI OB pa30UTHI Ha rpymIbl. M3ydanuce ciaenyiomme xeMokuHbl: MIP-1a, MIP-13, MCP-1,
RANTES u peuentopsr: CCR1, CCR2, CCR3, CCRS5. B pe3ynbraTe UcciienoBaHUs ObUIO OOHAPYKEHO, YTO
y naueHToB ¢ XI'C HabmonaeTcs nocroBepHoe noseilieHue coaepxanuss MPHK MCP-1 B TkaHu TieyeHU
0 Mepe MPOrpeccupoBaHusl 3abosieBaHusI, KpoMe TOro, ypoBeHb conepxxanugd MPHK MCP-1 B meuenu no-
CTOBEpPHO TpeBbIlan TakoBoit B kpoBu. Conepxxanue MPHK CCR1, CCR2, CCR3 u CCRS5 B kpoBU Nanu-
€HTOB C MUHAMAJIbHBIMU TUCTOJIOTUYECKUMU MPOsiBIeHUIMU XI'C ObUIM TOCTOBEPHO HUXKE, YEM MpU OoJiee
BbIpaxXeHHbIX n3MeHeHusx. [Tokazarenu skcnpeccun MPHK CCR1 u CCRS B kpoBU NpsiMO KOppeIrupoBa-
JI C UHJIEKCOM TMCTOJIOTMYECKOW aKTUBHOCTHU U BbIpaXXeHHOCThIO ¢udposa. Conepxanne MPHK MCP-1
B OMonTare HaXOAWJIOCh B MPSIMO 3aBUCUMOCTHU OT TMCTOJIOTUYECKUX U3MEeHEeHU. Takum o6pa3om, mpoBe-
JICHHOE UCCJIeNOBaHUE NIEMOHCTPUPYET, 4To nporpeccupoBanue XI'C peanusyercs yepe3 MECTHYIO aKTHUBa-
nuto cuHTteza MPHK MCP-1, yTo B najbHeiileM NPUBOAUT K MPUCOEAUHEHUIO CUCTEMHOM peakiiii B BUJIE
nosbieHus akcnpeccun CCR1, CCR2, CCR3 u CCRS B nepudepnyeckoii KpoBU.
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CHEMOKINES AND THEIR RECEPTORS EXPRESSION IN BLOOD AND LIVER TISSUE IN CHRONIC
HEPATITIS C
Abstract. Chronic hepatitis C (CHC) is widely
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investigation since they are mediators of chronic inflammation. Therefore, studying local and systemic immune
response by evaluating expression of genes encoding chemokines and their receptors is of sufficient interest.
In present study we investigated peripheral leukocytes samples and liver biopsies from 21 CHC patients. Blood
leukocytes of 10 healthy volunteers were studied as a control for expression of mRNA for chemokines and their
receptors. For all biopsies histological examination including evaluation of fibrosis and histological activity
index was performed. mRNA’s encoding MIP-1a, MIP-1p3, MCP-1, RANTES, CCR1, CCR2, CCR3, and
CCRS5 were under study. We found that the level of liver MCP-1 mRNA expression is increased reflecting degree
of disease progression, moreover it was significantly higher in liver as compared with blood. The results of study
showed that the changes in chemokine/receptor system in blood of CHC patients were significantly stronger
as compared with intrahepatical expression of specific mRNA’s. The contents of CCR1, CCR2, CCR3, and
CCR5 mRNA in patients with minimal histological manifestations were significantly lower than in group with
more severe ones. CCR1 and CCRS5 mRNA expression did directly correlate with histological activity index
and fibrosis degree. The values MCP-1 mRNA’s in liver biopsies were in direct correlation with histological
manifestations. In general, our study shows that CHC progression may be connected with local activation
of MCP-1 gene thus leading to systemic response as increased expression of CCR1, CCR2, CCR3, and CCR5
genes in peripheral blood leukocytes. (Med. Immunol., 2007, vol. 9, N 4-5, pp 379-388)
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