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IHTATOI'EHETUYHA XAPAKTEPUCTUKA
IMYHHOI'O CTATYCY IIPU XPOHIYHUX
BIPYCHUX TEINIATUTAX BIC Y JITEHR

Puxano H. A.

BinHMubKU HALIOHAJBLHUI MeIUYHMII YHiBepcUTeT
imeni ML.I. IIuporosa

Xpouniyni BipycHi rematutd (XBI') y miteit
BIZIHOCATBCA 10 «IMYHOKOMIIPOMEHTYIOUHMX»  CTaHiB,
ocKinpkn Bimomo, mo sk npu XBI' B, Tak i mpu XBI' C,
CIIOCTEPIraroThCs BUpa3Hi iMyHHI nopymeHHs [1-3, 5, 6].
Sk 1 mpy BCiX HIMX BipycHHX IH(EKUisAX, iHPIKYBaHHS
HBYV un HCV Bukiikae 3akOHOMIipHY peakilito 3 6oky T-

mimpounTiB, cnopsMOBaHy ~Ha  pO3Mi3HABaHHA 1
MIPUTHIYEHHS 30yaHUKA. BinOyBaetbcs
JdepeHIifoBaHHs cyomomysmin T-nimM¢pouutis,

CIIIBBIJHOIIEHHS SKUX BH3HA4Yac IIOCIIJOBHUNM KacKa
iMyHHEX peakiii [1, 3].

Henockonamicte iMyHHOI CHCTEMH Yy IiTeH,
0cOOJIMBO TIEPIIOTO POKY JKUTTS, BU3HAYA€E OCOOIMBOCTI
narorene3y XBI'. Ilepebir XBI' B ta XBI' C y nireii,
iH(IKOBaHUX MPOTATOM IEPLIOTO POKY JKHUTTS, a TAKOXK Y
MiJJTIITKIB Ma€ OCOONMBOCTI, sSIKi MOB’s3aHI 3 IMYHHOIO
BIMOBIUII0 Ta IIMTOKIHOBOIO PETYIISII€0, MEXaHI3MU
SIKOT PO3KPUTI HEMOBHICTIO. IMyHHI MNOpPYIIEHHS, IO
PO3BHBAIOTECS IIPOTSATOM 3aXBOPIOBAHHS, MOXYTb MaTH
Ba)XJIMBE 3HAUCHHS Ul CTAHOBJICHHS IMYHHOI CHCTEMH
JUTHHH 1 IPOTHO3Y 3aXBOPIOBAHHSI.

Mera: HPOBECTH MaTOreHETHYHY
XapaKTEPUCTUKY NMOKAa3HUKIB KJIITHHHOTO i T'yMOPaJIbHOTO
imyHitety y aireit i3 XBI' B ta C, y 3anexHocTi Bix ¢a3u
perutikaiii Bipycy Ta akTHBHOCTI 3allaJIbHOTO TIPOLIECY.

Martepiaau i meToan
IIpoBeneno iMyHOJIOTi4HE JOCITiKSHHS
nepudeprnynoi kposi 50 mitedd, xBopux Ha XBI' B i C,

BikoM Bix 1 10 18 pokiB, 10 MpHU3HAYEHHS CIENU(BITHOTO
MIPOTUBIPYCHOTO JIIKyBaHHs. Bu3HaueHHs cyOmomymsmin
CD3+, CD4+, CD8+, CDl6+, CD22+, CD25+
TPOBOIIMIM METOJOM HEMpPSIMOl IMyHO(IIIOOPECIICHITIT 3
BUKOPDHCTaHHSIM MOHOKJIOHAJbHUX aHTUTLI («liaemy,
P®-Mocksa). PozpaxoByBanu cTyIiHb IMyHHHX PO3JIaliB
(IPI) — cmiBBimHomennss CD4+ mo CDS8+. Pienn
cupoBatkoBux IgA, IgM Ta IgG Bu3sHauamu MeTogOM
I®A (Humareader 2106, CIIA), BHKOpHUCTOBYBaIHCH
peaktuBn  ¢ipmu  «['panym» (Ykpaina). Crymisb
AKTHBHOCTI 3alaJIbHOTO MPOLIECY BCTAHOBIIOBAIN 3a
aktuBHicTIO AJIT y cupoBarii: MiHIMaJlbHa aKTHBHICTb
(A1) mpu nipBuineni AJIT y 1,5-2 pasu, Husbka (A,) — y
3-5 paziB, momipHa (As) — y 6-9 paziB, Bucoka (As) —
Oimpme, HIXK y 9 pasiB [3]. Dazy pemrikamii (DP)
BCTaHOBJIIOBAJIM IIpHW HasiBHOCTI y cupoBarni HBeAg,
aatu-HBc IgM, aatu-HCV IgM, THK HBV/PHK HCV,
y iHIIOMY BUMAAKy — a3y iHTerpaiii/JaTeHTHy CTalilo
(PIJIC).

Pe3yabTaTH Ta 00rOoBOpeHHSs

YcraHoBieHO, 10 Y JiTei, BIipyc B SKHX
mepedyBaB y ®P, 3apeecTpoBaHO JOCTOBipHE 3MCHIICHHS
CD3+ (ma 10,3 %), CD4+ (ma 22 %), mo BKa3ye Ha
CTIHKMH IMyHO#E(IIUT KIITHHHOI JIAHKW IMYHITETY.
3menmenHs Bincotky CD3+ mpsmo kopemoe  3i
sMmenIneHHsM CD4+ (r=0,98; p<0,001). Bigcotok CD8+,
SIKI BUKOHYIOTh IUTOTOKCHYHY (DYHKIIIO y BIJHOLIEHHI 10
Bipyc-iH(]IKOBaHUX r'enaTolUTIB, OyB 30unbIIeHn# (Ha 12,5
%), 1110 BKa3y€e Ha aKTHBAIlI0 [IMTOTOKCHYHHX PEAKIi y
ma"ny (asy maTonorigHoro mporecy. Takox  cimif
Bim3HaunTH 30UTbmeHHS Bimcotky CD25+ (ma 42,2 %)
(tabmn.1).

Toxi sk y mamieHTiB, Bipyc y SKUX nepeOyBaB y
OI/JIC, chin BIAMITUTH CYTTEBE 3HWKEHHS BIJICOTKY
CD16+ (na 31 %), m0 MOXe BKa3yBaTH Ha MPUTHIYEHHS
[UTOTOKCUYHUX PEaKI[iif, CHpPAMOBAHUX HAa 3HUIICHHS
iHQiKOBaHMX  BIpyCOM KIITHH y  BIINOBiAb Ha
TIPUMTHHEHHS PeTuTiKaii Bipycy.

Tabauysa 1. lloxaznuku K1imunnoi ma 2ymopansHoi 1auKu imyHimemy, 3a1excHo 6i0 ghazu 3axeoprosannus, (M+m)

IMoxaznuku KonTpons, n=63 OP, n=34 OI/JIC, n=16 pl-p2
Jlimpouurn, % 54,9+1,64 40,042,13%** 41,20+1,9%** >0,05
CD3+, % 62,4+1,16 56,0£1,75%* 53,804£2,25%** >0,05
CD4+, % 36,7+0,72 28,63+1,02%** 26,40+1,28%** >0,05
CD8+, % 23,96+0,50 27,37+0,8%** 27,201, 11%* >0,05
CDl16+, % 22,67+0,19 22,26+0,89 15,40+0,52%** <0,001
CD22+, % 18,25+0,79 25,68+0,94*** 26,80+1,80%** >0,05
CD25+, % 17,67+0,44 25,13+0,95%** 26,40+2,16%** >0,05
CD3+/22 3,41+0,02 2,1840,02%** 2,01£0,05%** >0,05
CD4+/8 (IPI) 1,56+0,02 1,0420,02%** 0,97+0,03%** <0,05
IgA, /0 1,07+0,20 1,57+0,18 1,84+0,33 >0,05
IgM, 1/ 0,82+0,06 1,1840,08%** 1,16+0,09* >0,05
IgG, /1 11,43+0,46 14,91+1,50** 14,89+1,69** >0,05

Hpumimku: (Tym i 6 nacmynnii mabauyi) * — 00CMOBIPHA BIOMIHHICMb Y NOPIGHAHHI 3 KOHMPOAbHOW 2pynot (¥ — p<0,05, ** — p<0,01, *** —

p<0,001); pl-p2 - docmosipna iominnicmv misxc epynamu PP ma @PI/JIC.

3umxkenss [Pl BinOysanocs sik y ©OP (Ha 33 %),
tak 1y @®I/JIC (Ha 38 %). bimbm cyrreBe nopymienHs [PI
HacraBaio y xitedt i3 JIC mpu XBI' C ta ®I npu XBI' B

(p<0,05) (muB.Tabdm. 1). Pieemp CD8+ 3HaxogWThCsi B
o0OepHEeHIN KOpeTMiiHIA 3a]1eXKHOCTI 3 moka3HuKoM IPI
(r=-0,45, p=0,018), Tomi sik Bimcorok CD4+ — y mpsamiit
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(r=0,38, p=0,049), mo miaTBEpIKye OTPUMaHI HaMHU
pesynbratu. 30inblieHHs Bigcorky CD22+ Bkasye Ha
nepeBaXkaHHsI TYMOPAJIbHOI JIaHKU IMyHiTeTy sk y OP (Ha
41 %), tak i y @I Bipycy (Ha 47 %). 301IbIICHHS BiICOTKY
CD8+ mpsamo xopemoe 3 CD22+ (1=0,43, p=0,024)
HE3aJIe)KHO BiJI peIUTIKaTHBHOI aKTHBHOCTI Bipycy.

VY 1,5 paza @I 36inpmryBaBcs Bimcotox CD25+,
SIKi ekcrpecytoTh penentopu ao 1JI-2. 36inemenns CD25+
npssmMo  kopemoe 3 CD8+ (r=0,90, p<0,001) ta CD22+
(r=0,85, p<0,001). Tobrto, mocwieHHs cuntesy IJI-2,
OIIOCEPEIKOBAHUM  CBIJJUEHHSM  4YOr0 €  eKCIIpecis
BHUCOKOA(IHHUX PEIENTOPIB M0 AaHOTO IMTOKiHY Ha Th
(CD25+), crumyntoe npomidepario i qudepeHiitoBaHHS
T- i B-niMm¢pouuTiB y KIITHHH-e()EKTOPH, TIOCHIIOE CHHTE3

OUTOKIHIB 1 AHTHUTLI, aKTHBYE MOHOLUTH 1 Makpodard,
IMiIBUIIYE NUTOTOKCHYHY aKTHBHICTH KINTHH. KinbKicTh
CD8+ Ta CD22+ B aOCOJIOTHMX BEJIMYMHAX TaKOX
3HaXOJUTHCSl B CHIIHHX TPSIMHUX KOPEISLIHHHUX 3B’s3Kax
(r=0,93, p<0,001), 1o miATBEPIKY€E HAITY AYMKY.

Hezanexxno Big ¢(asm maTomoridHoro mporecy
BiIOyBaJIOCS 3MEHIICHHS BiZICOTKY JTIMQOIHUTIB, a TAKOX IX
okpemux cyononyssuiit (CD3+, CD4+), 3pocranHs piBHIB
iMyHOTr100y1iHIB, 0cobmuBo IgM Ta IgG (nuB. Tabs.1).

BcranosneHo, o BMICT OCHOBHHX
cyomomyssinidi  JiMpOIMTIB  Ta  IMYHOIJIOOYJiHIB Y
nepudepuuHiii kpoBi miteit, xBopux Ha XBI', nmeBHOO
MIPOI0 3aJICKUTh Bill aKTHBHOCTI 3alaJIbHOTO MPOIECY
(Tabm. 2).

Tabnuysa 2. llokaznuku Kiimunnoi ma 2ymopansHoi 1auKu iMyHimemy y 3a71€3#cHOCHI 810 AKMUGHOCHI 3anAIbHO20

npouecy, (M m)

ITokazuuku Koggégm” I"?:Oglé A;, n=6 Aji4, n=8 p2-p3 p2-p4 p3-p4
Jlimpouutn, | 54,9+1,64 33,94+1,817 46,0+7,26 47,0+3,54 <0,05 <0,01 >0,05
%

CD3+, % 62,4+1,16 55,83+1,71" 58,5+2,51 58,75+3,98 >0,05 >0,05 >0,05
CD4+, % 36,7+£0,72 28,44+1,03™ 29,5+£1,27" 29,50+1,93™ >0,05 >0,05 >0,05
CD8+, % 23,96+0,50 27,33+£0,77" 29,0+1,29™ 29,25+2,09™ >0,05 >0,05 >0,05
CD16+, % 22,67+0,19 18,78+0,79™ 27,0£0,88™  [22,5042,66 0,001 0,081 >0,05
CD22+, % 18,25+0,79 26,56=0,83"" 25,754£2,53™  [24,2542,93" >0,05 >0,05 >0,05
CD25+, % 17,67+0,44 27,33£1,04™ 26,0+1,76™  123,50+1,77" >0,05 >0,05 >0,05
CD4+/8 (IP]) | 1,56+0,02 1,03+0,05™ 1,0240,04™ 1,01+0,05™ >0,05 >0,05 >0,05
IgA, /0 1,07+0,20 1,72+0,19" 1,8540,61 1,13+0,22 >0,05 >0,05 >0,05
IgM, /1 0,82+0,06 1,09+0,07™ 1,23+0,17 1,36+0,17" >0,05 >0,05 >0,05
IgG, 1/n 11,43+0,46 16,21£1,27" 19,82+4,90™  12,87+4,27 >0,05 >0,05 >0,05

ITpu A, Ta A, 3poctaB Bigcotok CD22+ (na 46
%). Heszane:xxHO Bij CTymeHs akTHBHOCTI 3alaibHOTro
MPOIIECY, 3aPCECTPOBAHO 3MEHIICHHS BimcoTky CD4+,
migpuieHas — CD22+, CD25+ ta imyHOrI00y1iHIB (AUB.
Ta6:1.2). Mix nmoka3aukoM akTuBHOCTI AJIT Ta BigcoTKOM
CD25+ icHye mpsiMuii KOpeITAMiiHUN 3B'SI30K CcepeaHbOi
cumn  (r=0,46, p=0,024), mo BKa3zye Ha MOCHJICHHS
LUTOJI3y TeNaTOIMTIB, CHPUYMHEHUX MiJBUILCHHAM
aKTHBHOCTI ILUTOTOKCHYHUX peaKiid, 0O0yMOBIEHHX
npodidepanito i qudepenuiroanasm CD8+.

Ormxe, 31 30IBIIEHHSAM aKTHBHOCTI 3amaJIeHHs
BIIMIYA€ThCS TOCTOBIpHE 30iblieHHs Bigcotky CD8+ Ta
CD16+ (r=0,86, p<0,001), sixi 3 0qHOTO OOKY CIIPHSIOTH
eliMiHamii BipyCy 3 MakpooOpraHizMy, a 3 IHIIOTO —
CHPUYUHSAIOTH TPOTpecyiode YpakeHHs I'elaToONUTIB, 0
MIOCHITIOE CHHPOM IIUTOII3Y.

[IpoBenennit MaTOr€HETUIHUH aHai3
MOKa3HUKIB KIITHHHOTO Ta TyMOPaJbHOIO IMYHITETY
JIO3BOJIUB IIITH /10 BUCHOBKY IPO iCHYBaHHSI CYTTEBHX
BIKOBHMX BIJMIHHOCTEH MexaHi3MiB po3Butky XBI y
miten. OmHMM 13 HAWOLIBII BaroMmx 1 MOCTIMHHAX
imyaHuX mopymens npu XBI' B 1 C y nite#t € medimur
CD4+, mo Moxe OyTM TOB’sA3aHO 3 iX aIromTo30M,
MIEPepO3NOIUIOM UM BHCHAXEHHSM, L0 HMPU3BOJHUTH 0
nopymenHst eniminauii  Bipycy [2, 3]. Ilpurniuenss
nuToTokcnyHuX peakuiit y @I/JIC mposiBisuiocs MeHIIO0O
kuteKicTio CD16+, 1110 JONOBHIOE MEXaHI3MH XPOHI3aIlii
BI' y niteii i y3roJpkyeTbest 3 TaHUMH Jiitepatypu [3, 4,

5]. Bumcoky wuactoty xponizamii HBV-indekuii mpu
NepUHATaIbHOMY 1H(IKYBaHHI JiTeH IEpIIOro poKy
JKHUTTSI TIOB’SI3YIOTh 3 HE3PUIICTIO YCiX JIAHOK IMYHITETY 3
BUpazHUM iMyHHMM BiaxuineHHsMm (Th1<Th2), ska
HAKOLTBII BUpa3Ha y IiTEeH JaHOTO BiKy [7].

BuCHOBKH Ta nepcneKTUBU NOAATBIINX JOCTiIZKeHb:

1. JloBeneHa 3aleHiCTh IMyHHHX MopymeHs npu XBI™ y
nitedt Big ¢asm pervrikamii Bipycy. Tak y @P BigOyBamocs
30utbmeHHs ynciaa CD8+, 1mo omocepekoBaHO BKa3ye Ha
AKTHBAIIID IMTOTOKCHMYHUX peakiii. [Ipu 3pocranHi
perutikariiHoi AKTHBHOCTI BipyCy JIOCTOBIPHO
360unbinyBaBcs IPI, e moBomuTh, 110 is Situ HOMyJIsIis
CD4+ moxe TMO3UTHBHO peryntoBaTté akTHBHICTE CD8+
npu XBI'.

2. BcranmoBiaeHo, 1m0 31 30UIBIIEHHSM aKTHBHOCTI
3arajxeHHs BiIMI9ajocs TOCTOBIpHE 3pOCTaHHS KUTBKOCTI
CD8+ Ta CDI16+, ski, 3 omHoro OOKy CIpPHSIOTH
eqiMiHaLil Bipycy 3 Makpoopradiamy, a 3 IHIIOTO —
CIIPUYMHSIOTh TPOTPECylode Ypa)KeHHsI TelaToIMTIB,
OCKIJIBKH TIOCHJIFOIOTh CHH/IPOM LIUTOJII3Y.

3. Tlomampmie MOCTIMKEHHS IMyHHOTO CTaTyCcy y IITEH,
pi3HuX BikoBUX Tpym, xBopux Ha XBI' B i C no3oiuts
JIOTIOBHUTH IMYHOIIATOT€HE3 JaHOi MarTojiorii, a TaKoX
YIOCKOHAJIUTH MAaTOTEHETUYHY TEPaIlilo JTaHUX XBOPOO.
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PATHOGENETIC PROPERTIES OF IMMUNE
STATUS AT CHRONIC VIRAL HEPATITIS B AND
C IN CHILDREN

Rikalo N.A.

In pathogenesis of chronic viral hepatitis (CVH) B and C
in children, there are distinct immune disorders. Purpose:
to provide the pathogenic characterization of parameters
of cellular and humoral immunity in children with CVH B
and C, depending on the phase of viral replication and
inflammatory activity.

Materials and methods. An immunological study of
peripheral blood of 50 children with CVH B and C, aged
1 to 18 years prior to the appointment of a specific
antiviral treatment were conducted. We determined the
CD3+, CD4+, CD8 +, CD16+, CD22+, CD25+ cell’s
population and concentration of IgA, IgM and IgG.
Results and discussion. The significant decrease of
CD3+ (in 10,3 %) and CD4+ (in 22%) in the phase of
viral replication, indicating a persistent shortage of
cellular immunity were established. The increase of
CD8+ (in 12,5%) indicate the activation of cytotoxic
reactions. In patients with the virus in the phase of
integration or latent stage population of CD16+ were
reduced in 31%, indicating inhibition of cytotoxic
responses aimed at the destruction of virus-infected cells.
The immune disorders in children with CVH B and C
from the phase of viral replication and inflammatory
activity in the liver was proven. Since the phase of
replication and the increase of the activity of
inflammation was an increase of CD8+, indicating
activation of cytotoxic reactions and causes progressive
destruction of hepatocytes.

Conclusions: 1. The immune disorders in children with
CVH B and C in phase of viral replication are proven. So,
there is an increase CD8 +, which indirectly indicates the
activation of cytotoxic reactions in the phase of viral
replication. With the growth of virus replication activity
was significantly intensified the ratio of CD4+/CD8+.
This proves that is situ populations of CD4+ could
positively regulate the activity of CD8+ at CVH B and C.
2. The increase of the activity of inflammation occurs a
significant increase in CD8+ and CD16+, which on the
one hand contribute to the elimination of the virus from
the microorganism, and the other - causing a progressive
lesion of hepatocytes as enhance cytolysis syndrome are
established. 3. Further study of the immune status of
children of different age groups with CVH B and C
supplement will allow immunopathogenesis of the
disease, and improve data pathogenetic therapy of
diseases.

Keywords: chronic viral hepatitis B and C, children,
immune disorders.



