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Pe3ome

B craTbe mpeicTaB/ieH aHAJIU3 H3MEHEHHI KJIIeTOYHOTr0 MMMYHHTETa Y 00JIbHBIX XPOHMYECKHM BHPYCHBIM renaTHTOM
C. Bcero 0bL10 00c1e10BaHo 69 yesnoBek B Bozpacte oT 16 10 58 JjieT. B xo1e ncciie1oBaHNsl YCTAHOBJIEHO, YTO Y BeeX 00.1b-
HBIX XPOHMYECKUM BHPYCHBIM renatutoM C H3MeHeHbl M0Ka3aTeJ I MMMYHOTPaMMBbI 110 CDAaBHEHHIO ¢ HOPMOJi: BbISIBJICH
BbIPa’KeHHBII pPocT nonmyassuuu akTUBUPoBaHHbIX T-muMmdouurtos (CD3+HLA-DR+) npu 3HAYMTEeIbHOM CHUKEHUH IO-
nyasiumii akrusupoBaHubix T-xennepos (CD3+CD4+HLA-DR+), akTuBupoBanubix T-kuiiepos (CD3+CD8+HLA-DR+),
NK-kierok (CD3-CD16+CD56+) u T-NK-kiaerox (CD3+CD16+CD56+), uTo siB/1sieTcsi POsiBJIeHUEM JM3PeryJIsiliiu KJe-
To4yHOro HMMyHHuTeTa. Ilpn 3TOM, ycTaHOB/IeHO CHM:KeHHe JIHM$onUuTapHO-TpoMOouTapHoii aare3uu B 73,8 % ciayuaes,
4TO cBHJeTe/bCTBYeT 0 AuchyHkuun T-1umMponuToB, NposiBsionieiicss B yMeHbIIEHUH UX CIIOCOOHOCTH K a/Ire3ud TPOM-
OonmTOB.

Kniouesvie cnosa: xponnueckuii renatut C, HMMYHUTeT, MMMYHorpamMmma, T-1umM@onuTsl, JuMponuTapHo-TPOMOOIH-
TapHas ajre3usl.
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Summary

The analysis of changes of cellular immunity in patients with chronic viral hepatitis C is studied. 69 people at the age
from 16 to 58 years were examined. The study demonstrated that all patients with chronic viral hepatitis C had changed
immunological indicators, compared to the norm: a pronounced growth in the population of activated T-lymphocytes
(CD3+HLA-DR+) with a significant reduction in populations of activated T-helper lymphocytes (CD3+CD4+HLA-DR+),
activated T cells (CD3+CD8+HLA-DR+), NK-cells (CD3-CD16+CD56+) and T-NK-cells (CD3+, CD16+CD56+) manifest-
ing deregulation of cellular immunity. Adhesion of lymphocytes with platelets decreased in 73, 8 % of cases. This indicates
the dysfunction of T-lymphocytes, which is manifested in the decrease of platelet adhesion.

Key words: chronic viral hepatitis C, immunity, immunogram, T-lymphocytes, adhesion of lymphocytes with platelets.

MupoBas ma"gemusi BupycHoro remnaruta C sBiser- K coxanenuto, B Mupe elie He Co3/JjaHa BaKIMHA MIPo-
Csl OHOI M3 CaMBIX aKTyallbHBIX MpobOaeM coBpemeHHol TuB remartuta C u BO3 mporrosupyer, uto k 2015 roxy
MEJIUIMHBI, 4TO OOYCIIOBIEHO HE TONBKO €ro IIMPOKON  MOKa3arenb 3a0071eBaeMOCTU BUPYCHBIM rematutoM C Mo-
pacIpoCTPaHEHHOCTBIO, HO U JIATEHTHOCTBIO TEUYEHHUs, KeT yTpouThes [9]. Poccust He SBISETCS MCKIIOYEHUEM.
BBICOKOM 4YacTOTOM XpoHM3alMM, BbIpakeHHoCcTbro He- Eme Ha VIII BceepoccuiickoM cbe3ne 3MUAEMHOJIONOB
67aronpHUATHBIX HCXOA0B — IIUPPO3a eUeHH U rernarouen- InaBHbIl canutapuelii Bpau PO I.T. Onumenko (2002)
JIONSIPHOI KapLIMHOMBI, KOTOpBIE SBISIOTCS BEAYIIMMU  0CO0O OTMETUI HEyKJIOHHBIH pocT 3a0071eBaeMOCTH Tema-
B CTPYKTYp€ CMEPTHOCTHU OT 3a00JIeBaHuUil IEUeHN. tutoM C B crpane. [Ipeanonaraercs, uro x 2015-2020 rr.
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YBEITMYHUTCS 9aCTOTA BBISBICHUS XPOHUYECKOTO TEMaTHTa
C Ha craany IEPpo3a MEYECHH M BO3PACTET KOIMIECTBO
HCV-accomumnpoBanHoii renarokapnHOMSI [6].

B Hacrosimee BpeMs CUNTAeTCsl yCTAaHOBICHHBIM, YTO
BbIcOKast gactota (50-85 % 1o JaHHBIM pa3IMYHBIX aB-
TOpPOB) (OPMHUPOBAHUSI XPOHUUECKUAX (HOpM M pa3BUTHS
OCITIO)KHEHHI 00yCIIOBIEHAa «YCKOJIB3aHHEM» BHpyca OT
MMMYHHOTO Hajzopa [5, 7]. MexaHu3mbl 3T0or0 (heHoMe-
Ha J0 CHX IIOp YeTKO He ycTaHOBJIeHHI. IIpennomaraercs,
YTO IEHTPATBHYIO POJIb B NMUMHHAIIMN BHPYyCa TeMaTHTa
C wurpaer T-kierounoe 3BeHo ummynwurera [1, 8]. Cy-
IIIECTBCHHOE 3HAYCHHE B IMOIJICPIKAaHUH ITaTOIOTHYECKO-
ro Tporiecca y OONBHBIX NMPHUAACTCS HEIOCTATOYHOCTH
CD4+T-xenmepoB u qucbanancy MUTOKAHOB [9].

Takum 00pa3zom, OCHOBHYIO posib B (hopMHpOBaHMH
XapakTepa MMMYHHOTO DPEarnpoBaHMs MaKpOOpTraHM3Ma
UTpaeT B3aUMOJCHCTBHE B CHCTEME «BHPYC—XO3SHHY,
YTO ONpeJeNseT CleHapuii pa3BuThs coobIThit mpn HCV-
nHexnnn [4]. B Toke BpeMs MHOTHE acIeKThl UMMYH-
HOTO OTBeTa npu renarute C 0CTarOTCs HeBBIICHEHHBIMH,
XOTS 9TO aKTyaJbHO KaK B TCOPETHYECKOM AaCIEKTE JUIS
MTOHUMAaHHUs MMMYHOIIATOTeHE3a, TaK W B MPAKTHYECCKOM
IUTaHe JJIS TPOTHO3a TeUEHHS OOJIe3HH.

L]envio nacmosweil pabomul CTANO U3yUYCHHE UMMYH-
HOTO CcTaTyca OOJBHBIX XPOHWYIECKUM BHPYCHBIM TCTIaTH-
ToM C.

MaTepna.m,I U METOAbI

Beiio obcienoBano 69 dyenoBeK, HAXOAMBIIMXCS Ha
cranoHapHoMm JedeHnn B ['Y3 «KpaeBas kimHUYecKas
nHpeKMonHas 6onbHUIa» T. Yutel 3a nepuon ¢ 2011 mo
2013 rr. Mo MoBOKYy XPOHUYECKOTO BUPYCHOIO remaruta
C. XKenmmn 6su10 30,4 % (21), Mmy)uuH — 69,6 % (48).
OO0cnemoBaHHbBIE HAXOAMIMCH B Bo3pacTe oT 16 10 58 jer,
cpeanuit Bo3pact — 36+1 sner. OT Bcex MaLUEHTOB IOJTY-
YeHO T0OpOBOIEHOE HH(POPMHUPOBAHHOE COTVIACHE Ha yda-
CTHE B MCCIICIOBAHUN.

Jlmarao3 XpoHHUYeckoro BupycHoro remaruta C BBI-
CTaBJICH Ha OCHOBaHWH KIMHHKO-Ta00paTOPHBIX JaHHBIX
u obnapyxenust PHK HCV meronom ITLIP. JlnurensHOCTD
3a00JieBaHuUs 10 5 JIeT BBIsBIICHA Y 66,7 %, CBBIIIE 5 JIeT —
y 33,3 %. IlepBas cTeneHb OMOXMMHYECKOH aKTHBHO-
cTH Tporecca onpenensuiach y 55,0 % 6ompHbIx XBI'C,
Bropast — y 45,0 %. Cragus 3aboneBanus mo Metavir
F O-F 1 6puta nuarsnoctupoBana 'y 43,5 %; F 2 —y 42,0 %;
F3-F4-y 14,5 %.

KpoBb 1151 UMMYHOJIOTHYECKOTO 00CIICI0BAHUS MOy~
YaJi MyTeM ITyHKIMH JIOKTCBOI BEHBI B CTPOTO CTECPHIIb-
HBIX YCJIOBHUSX Ha 2-3-M CYTKH CTallMOHAPHOTO JICYCHHUS.
B3siTne KpOBH OCYIIECTBISUTH B YTpeHHHUE 4ackl (8-9 ga-
COB) cTporo Haromak. JIjis MMMYHO(PEHOTHITUPOBAHHUS
kpoBb 3abupamu B npobupky VACUTAINER (BD), co-
JeprKalyro auHarpueByto coib JJITA oobsemom 2,5 mit.

W3ydanuce akTUBHOCTH W KommdecTBo Lympho-
cytes (CD45+), T-cell (CD3+), T-help (CD3+CD4+),
T-killer (CD3+CD8+), T-cellAktiv (CD3+HLA-DR+),
T-helpAktiv (CD3+CD4+HLA-DR+), T-killAktiv
(CD3+CD8+HLA-DR+), B-cell (CD19+), NK-cell (CD3-
CD16+CD56+), T-NK-cell (CD3+CD16+CD56+).

O1eHKyY CyOIOMYIISIIMOHHON CTPYKTYPBI IUM(OIUTOB
OCYIIECTBIISTM CTAHIAPTHBIM METOIOM TPSMOTO TMATHIIA-
pPaMeTPUYECKOro UMMYHO]IIFOOPECIIEHTHOTO OKpaIlnBa-
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HUSI IIeJTBHOW KPOBH C HCIOJIE30BaHHEM KOMMEPYECKOTO
msupyrotero/gukcupyromiero pactsopa OPTILYSE C
(Beckman Coulter) u maHenn MOHOKJIOHAQJIBHBIX AHTH-
ten tetraCHROME™ pu [OTest (Beckman Coulter): 1-s
TIaHeNb CD45-FITC/CD4-RD1/CD8-ECD/CD3-PC5
u HLA-DR-PC7; 2-s1 manens — CD45-FITC/CD56-RD1/
CD19-ECD/CD3-PC5 u CD16-PC7. KonTponbsHble Tpo-
OBl MHKYOHMpOBATM C WMMYHOITIOOYIMHAMH, MCYCHBIMHU
¢dyopoxpomamu (FITC, RD1, ECD, PC5, PC7) coot-
BeTcTByoIIero n3oruna — Meimuueie [gG1, [gG2a [OTest
(Beckman Coulter). [TuTo(mroopoMeTprIo 0CyeCTBISIH
Ha TpoTouHOM IuToduoopumerpe «Cytomics FC-500»
(Beckman Coulter, USA), peructpupoBaiv cyMMapHO He
Mmeree 10 Tricsd coObITHii. JlaHHBIe aHATM3UPOBAIH C I10-
Mmoisio porpammel CXP Cytometer (Beckman Coulter).

OmnpeneneHne mokasareis JUMPOIUTapHO-TPOMOOIIH-
tapHoil aaresun (JITA) mpoBoamimm mo MeTomy, Mpeio-
skerHoMy 0. A. ButkoBckuMm 1 coaBT. (1999) [2]. Cexyro
TerapuHI3APOBAHHYIO KPOBH 00CIIEyeMbIX OOJBHBIX Ha-
CITaWBaJI HAa TPAJHEHT yporpaduH-PHUKoN (TUIOTHOCTH —
1,077) n Beimensumu auMdorutel. CoOnpanu naTepdasHoe
KOJIBITO, COACPIKAIIUE KICTKA M KPOBSHBIC IUIACTHHKH,
OTHOKPAaTHO TPOMBIBAIN (ochaTHO-coNeBbIM Oyhepom
(pH 7,4) u uentpudyruposanu mpu 1 000 00./MuH. B Te-
yenue 3-4 muHyT. HamocamouHyro >KMIKOCTH CIUBAJIH,
0CaJl0OK MHUKPOCKOTIHpoBaiu B kamepe [opsieBa. [lokasa-
tenb JITA BeIpakaan 9UCIOM JTUMQPOIUTAPHO-TPOMOOIIH-
TapHBIX KoarperatoB Ha 100 kierok (Hopma — 13-15 %).
Crenenp anresun (JITU) onpenensuin Kak 4UCiIO KPOBS-
HBIX TUTACTUHOK, a[re3MPOBAHHBIX HA IIOBEPXHOCTH OTHO-
ro sumdonuta (Hopma — 3,0+0,3).

Craructuueckas 0oOpabOTKa MONYyYCHHBIX pe3yJbTa-
TOB OCYIIECTBIISUIACH C UCITOJIH30BAaHNEM ITaKeTa aHaIH3a
Microsoft Excel. OHa BKiTIOUaia onvcanue BHIOOPKH, Ha-
XOXKJICHHE CpefHeH apudMeTndeckoi, cpeqHeKBaIpaTH-
YECKOTO OTKJIIOHEHHS W OIIMOKHM CpeaHed apudmernde-
CKOIf, OIIPEIeISITNCH YaCTOTHl BCTPEYaeMOCTH IIPU3HAKOB,
TPYIIIHPOBKA JaHHBIX.

Pe3ynbrarsl U 00cy:x1eHue

YCTaHOBIIEHO, UTO Y BCEX OOJIBHBIX XPOHHUECKHM BHU-
pycubiM remarutoM C M3MEHEHBI MOKa3aTeld MMMYHO-
TpaMMBI, IO CpaBHEHHIO ¢ HOpMOIl. CpefHue 3HauCHUS
mokasareneil MMMYHOTPaMMbI HPEICTAaBICHBI B TaOIH-
e 1; OTKIOHeHHs OT HOPMBI — B TadmuIe 2.

Tak, y 44,9 % o0crnenoBaHHBIX OTHOCHTEIBHOE KO-
JIUYECTBO JTUMQOLUTOB OKa3aloch CHIKEHHBIM (21,8+
0,8 %), mpu 3TOM, aOCOTFOTHOE YUCIIO TUMPOIIUTOB OBLIO
CHIKEHO TOIbKO y 8,7 %. IIpomeHT cyOnmomynsauu JIuM-
(oumroB CD3+CD4+ 6611 noBbIIIEH y 23,2 % MaIMeHTOB
(59 - 30,8 %), cyonomynsamuu CD3+CD8+ -y 17,4 %.

B 50,7 % cnyuaeB oOHapy>ke€HbI U3MEHEHHS B KJIE€TOU-
HOM 3BeHe uUMMyHHTeTa: y 31,9 % OGONbHBIX BBIIBICHO
camxenne (1,13+0,05) UMMyHOPEryIsITOPHOTO HHIEKCA
(CD4+/CD8&+), y 18,8 % O0IbHBIX HMMYHOPETYIIATOPHBII
uHeKC ObL1 noBbImeH (3,22+0,22).

TTomymsauus aKTHUBUPOBAHHBIX T-mumboruTos
(CD3+HLA-DR+) ©Oblma  CymIECTBEHHO yBeIMYEHA
y 53,9 % ob6cnenoBannbix (14,43 + 2,10 %; 302,43 +
40,81). B 89,9 % cnyuaeB ycTaHOBIICHO CHUJKCHHE AKTUBH-
poBannbix T-xenmmnepoB (CD3+CD4+HLA-DR+) — 1,94+
0,11 %. OgHoBpeMeHHO ¢ 3TUM Yy 69,6 % manueHToB ObLIa



CHIDKCHA CYONOMYISAIMS aKTUBHPOBAaHHBIX T-KMILIEpoB
(CD3+CD8+HLA-DR+) — 2,03+ 0,15 %. Brrasneno 3Ha-
YHUTENFHOE CHIDKCHHE OTHOCHTEIBHOTO M aOCOIIOTHOTO
xonuuectBa nomyimsiuuun CD3-CD16+CD56+ y 82,6 %
60sbHBIX: 2,26+0,27 % u 45,70+5,88 COOTBETCTBEHHO.

Tabnuya 1
CpeHue 3HaYeHHUs NMOKA3aTe/1eii HIMMYHHOTO CTaTyca
y 6oabubIX XBI'C
Iloka3arenn Hopma X]I;S%%,HITL%O

Lymphocytes (CD45+), % 28-36 27,65+ 0,75
Lymphocytes (CD45+), H 1363-2808[2253,47 + 84,95
T-cell (CD3+), % 61-85 80,05 + 0,80
T-cell (CD3+), H 946-2079 |1796,86 + 69,04
T-help (CD3+CD4+), % 35-55 48,74 £ 1,03
T-help (CD3+CD4+), H 576-1336 | 1103,03 + 48,93
T-killer (CD3+CD8+), % 19-35 27,59 +£0,91
T-killer (CD3+CD8+), H 372-974 | 614,84 + 30,66
CD4+/CD8+ 1,5-2,6 1,96 + 0,10
T-cellAktiv (CD3+HLA-DR+), % 0,5-6,0 9,22 +1,21
T-cellAktiv (CD3+HLA-DR+), H 7-165 199,81 + 24,34
T-helpAktiv (CD3+CD4+HLA-DR+), % 4-12 2,45+0,26
T-killerAktiv (CD3+CD8+HLA-DR+), % 5-18 4,62 £ 0,69
B-cell (CD19+), % 7-17 10,25+ 0,61
B-cell (CD19+), H 111-376 | 232,87+ 18,61
NK-cell (CD3-CD16+CD56+), % 8-17 3,77 £ 0,46
NK-cell (CD3-CD16+CD56+), H 123-369 | 79,72 +£9,70
T-NK-cell (CD3+CD16+CD56+), % 0,5-6,0 1,50 + 0,30
T-NK-cell (CD3+CD16+CD56+), H 7-165 27,55 +5,99

Tabruya 2

OTKJIOHEHHUSI OT HOPMBI nokasareJiei HMMYHHOI'0 cTaTyCa

Cyononyssiiust CD19+ 6pma cHmkenHodr B 30,4 %
ciryqgaeB (4,8+0,3 %), moBbimeHHOW — B 15,9 % ciydaeB
(19,13 £0,63). Iponentr CD3+CD16+CD56+ Obu1 cHU-
sxker y 50,7 % o6ompubx (0,17 £0,03 %), y 21,7 % Obn
noBeIieH nporeHt CD3+ (88,89+0,86 %).

B Hacrosmiee BpeMs MIMPOKO H3YYAIOTCS MEXKKIIe-
TOYHBIC B3aWMOJICHCTBHUS, OCOOCHHO MEXIy CHCTEMOU
reMocTa3a U IMMYHHTETa. YCTAaHOBIICHO, YTO TPOMOOITH-
TBI IMEIOT OTHOIICHUE K NMPOTEKAHHUIO BOCIIAJIHTEIBHBIX
peaknuii: aare3uBHBIC B3aUMOJICHCTBHS MEXIy TPOMOO-
UTaMH U JICHKOIIUTaMH SIBISTIOTCS Ba)KHBIMH 3BEHBSIMHU
MEXaHU3MOB, 00CCIICUNBAIONIINX MHTPALUIO JICHKOIIUTOB
B 30HY IOBPSKACHUS, a, CICIOBATCIBHO, BOCIAJICHUS
Y pa3BUTHS UMMYHHBIX U pelapaTUBHBIX peakuuit [2, 3].
OTOT PeHOMEH MONTYYMI Ha3BaHUE JTMM(OIUTAPHO-TPOM-
OorTapHON aare3u .

YCTaHOBIICHO, YTO Y OOJBHBIX XPOHHYCCKHM BHPYC-
geiM reratutoM C oOmmii mokasarens JITA sBisercs
noHKeHHBIM — 9,130 (56 %). OJHOBpPEMEHHO C 3TUM
YMEHBIICHHBIM OBIJI0 M CpEeJHEe YHCIO TPOMOOINTOB,
BCTYITUBIIINX B KOHTAKT ¢ JuMdorramu — 2,60+ 0,12.

T.e. mokazarens TMMPOIUTAPHO-TPOMOOIIUTAPHOM a1~
re3ud ObLT HYDKE HOPMBI Y 73,8 % 00CIeIOBaHHBIX Talld-
eHToB (7,300 — 45 %), Beimie — y 11,5 %; nokazarens JITU
oKazajcs Hibke HOpMBI B 47,5 % cmydaeB (1,82+0,11),
BeIme — B 27,1 %.

BoiBoabI

Takum 00pa3oM, NPOTHBOBUPYCHBIH MOTEHIMAN
y OONBHBIX XPOHHUECKUM BHPYCHBIM remarutom C o0e-

y oapnbix XBI'C CIICYHMBACTCSI BBIPAKCHHBIM POCTOM TIOMYJSIIHN  aKTH-
Pacnpenesenie, B % BupoBaHHbIX T-mumdonutoB (CD3+HLA-DR+) mnpu
Moxazaren HIKE BBINIE 3HAYUTEIFHOM CHIDKEHHH TIOMYJSLHMH aKTUBMPOBAHHBIX
HOpMa
— DI HZZI\;H 4: R H_O%lm T-xemmepos (CD3+CD4+HLA-DR+), axTUBHpPOBaHHBIX
ymphocytes +), % > > >
Lymphocytes (CD451). H 57 | 696 | 217 T-xunnepos (CD3+CD8+HLA-DR+), NK-kinerok (CD3-
T-cell (CD3+), % 15 [ 768 | 217 CD16+CD56+) u T-NK-knerok (CD3+CD16+CD56+),
T-cell (CD3+), H 29 | 69.6 | 27.5 YTO SIBJIAETCS HPOSBICHUEM JAU3PETY/ISALUHN KICTOYHO-
T-help (CD3+CD4+), % 5.8 71,0 23,2
Thelp (CD3+CD4+). H 58 1696 | 246 Tr0 UMMYyHHTETa MU OTpaxkaeT nmMmyHomatorene3 HCV-
T-killer (CD3+CD8+), % 102 | 724 17,4 I/IH(I)CKHI/II/I.
Tkiller (CD3+CD8+), H 130 | 812 | 58 [Ipg >TOM YCTaHOBIEHO CHUKEHHE JUM(OIH-
CD4+/CD8+ 319 | 493 18,8 o
TcellAktiv (CD3-HLA-DR1). % 0 461 | 53.9 TapHO-TpoMOouuTapHO# azaresun y OompHBIX XBI'C
T-cellAktiv (CD3+HLA-DR+), H 0 63,8 | 362 B 73,8 % ciydaeB, 4TO CBUIETEIBCTBYET O TUCQYHKIIHH
T-helpAktiv (CD3+CD4+HLA-DR+), % 899 | 86 | LS T-nuMQpOIUTOB, IPOSBIISIOMIENCS B yMEHBIIEHUH HX CIIO-
T-killerAktiv (CD3+CD8+HLA-DR+), % 69,6 | 20,6 4.4
B-cell (CD194). % 304 | 537 | 159 COOHOCTH K aJIre3ut TPOMOOLMTOB.
B-cell (CD19+), H 29,0 | 53,6 17,4 BrIensnoxkeHHOE TT03BOJISIET PEKOMEHI0BATh OIpe-
NK-cell (CD3-CD16+CD56+), % 826 | 1741 0 JleJIEHHe MMMYHOTPaMMBI M UCTIONIb30BaHHE TeCTa JTUM(O-
NK-cell (CD3-CD16+CD56+), H 739 | 26,1 0 o
T-NK-cell (CD3+CD16+CD561). % 507 | 449 | 44 LUTapHO-TPOMOOIUTAPHON aAre3nH JUIsl OLICHKH UMMYHH-
T-NK-cell (CD3+CD16+CD56+), H 43,5 | 52,1 4.4 TeTa y OONBHBIX BUPYCHBIM rematutom C.
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