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Abstract

The pathogenesis of hepatitis B is mainly trig-
gered by the host's cellular immune responses
to hepatitis B virus (HBV) infection, and the im-
mune responses against the virus depends on
the interaction of various immune cells. Current
research of immunity to hepatitis B infection
mainly focuses on understanding the differences
between patients who can control HBV infection
and those with persistent infection. In this paper,
we analyze how immunological events influence
the development of innate and adaptive im-
munity needed to control HBV infection and
explore the mechanisms by which high levels of
viral antigens, CD4" T cells, programmed death
1 (PD-1), the presence of regulatory T cells, and
impaired dendritic cell functions maintain the
HBV-specific immunological failure.

Key Words: Hepatitis B virus; Natural killer cells;
CD4"* T cells; CD8" T cells; CD4*CD25" regulatory T
cells; Programmed death 1; Dendritic cells

Hu ML, Zheng Q, Jiang J]. Kinetics of immune responses

to hepatitis B virus infection. Shijie Huaren Xiaohua Za-
zhi 2011; 19(13): 1381-1388

www. wjgnet.com

ik 2

TARRT K o9 K IRk £ 2 R AR F R TR
X % 7r(hepatitis B virus, HBV)n 5] & &4 28 it
o YR IR FL R, AR I R A 0 S R L A T
— AP g E e AR ZAER. B AT E RSk
FZFRHBVR Fdzh) F Ao B R854 A 49 %
i £ SR B BATAT 5. A Ik TR K ok 7 2
FRE TFHARIZEHHBV B T &A% %.9% 28
HeL 18] 69 VE JA AL A B AT 5 B H B VAT 5 % 0% B
80 B & (e B m AR CD4' TH B2 e,
T, AT ETHE @i 5 R
Kem ) VE— 43k

XK CBIFFRRE; B ARG AE; CD4' THRE
40 CDS" T E4HAE; CD4'CD25" HHETHEE
R FRFFE T W SO 4a

LREmS, XIE, IRE. JERSHITXRNEBT) N5, HRE
NOBZYE 2011; 19(13): 1381-1388
http://www.wjgnet.com/1009-3079/19/1381.asp

055

L 2 10 R AL 32 2 WA T B S B %8
Jpi 5% (hepatitis B virus, HBV) 5| & )41 i 50 5%
o ER AR, HLAARXT I B e BT — &R
H G A M AR AR R, s AR R
935 I N A1 i E AR R i (natural killer, NK)T4H
JHO B A W A A 7 e B B
1 FH . B 58 IR 40 (dendritic cell, DC)/2 1% 538 M
PR G By 20, 8 Tibk EL A B I B v ks i A
H, TR BRI 500 B e VET IR O 40 T Y 5.
B AR e PR TR 2 0 i oo 75 Y 2 1Y) R,
i H, O 5 T K G A A A U TR 3 A
YiE 41 IR IS B BE. R EE AT R R R
J5 TR HAF P 9 g HB VIS (1 IR R 45 J=1 . ok
B0 031 R AT RS I R R, V)R R B
MEEfR; 73— 885018 L H I RETE A 20 e
P N ET BRI R, T EUR R RS TR AL . Bl
A R G IR 45 A T 58 1l o3 25 DITAH DG, AN ()
Sy TAVAH ELIR AR, o — i )y R 52 450 R 2% 52 Wi 2]
oA S B I VE .

L LR Sy

AR THRAF X IR
F(HBV) % & &
E A, B AT At
HBV & %48 X %
AR FEE
SR FFE, TR
FF 584 & 9% )
2R MARF R
HBV 3| & ¢ 2m fie.
S IR, M
P 2 9 A 09 SR
LK BT — &
3] %o 95 M 0 B
Wy AR AR .

| ToRsR 7 ®
FOTIE, HAR, F
K F P A BRI
R R A



1382 ISSN 1009-3079 (print) ISSN 2219-2859 (online) tHFRELABEILIZYE 201195888 $£19%5 H13H
W4T B A 0 1 AMEHBVERL HIHBVEK YL B3| TL-22 B e q & B 5 75
HBV & % 5 &)

L1302
BT 89 B 7 2 &

1.1 R %k Sk QR R B R
JEYPEIE BT A AL, HB VIR Y K 2414-7 wkm,
i dE RS IR, 298 wkIRF N FTHBY DNA
Hlccc DN AL AL, I G FRAR; 2588 H I
T4t % (interferon, IFN)y mRNA, 14-16 wkikE
{8, J95 5535 B 5 T N TNy = A — 80 XA I R i
B T 90% LA b )90 B VA AEALT - v 54
SRR 5 I L A (RTF Ny 3 BRI
NK/NK TR A0, 2 S0 5 0 20, I8
T EERE e VE AT AR S A0 B SR B BT P R s
NIRRT Fisicaro4 ™ & BN K/NK Ttk [ 41 i
EHBV DNAFF 2 WA ARG, RIh 2R
T2 (C D69 MINK G2D) [ 2 A 75 J& 4t L 1
ST, R BENK/NK TIb 40 B 16 40 A 25
I REFN 73 WALF N-y (R 7K1 Wt 25 T . B uE ] 1
HB VYL 4], NK/NK T3 fig il A ol 2 161
HBV & G4 F 22 (14 .

Sk ST 98 R RO I AR, A PR
KA INKA R 5E THBV S HI mig L, HBV
S ) e A B — A MUY ) 7 AR T Ny A g
IRZEA Fo(tumor necrosis factor-o,, TNF-o) 1 H
A #-2(interleukin-2, TL-2) ) H BR Gt 72, Bl
Ja TG IHB VR [1)C D4 RICD8" Ttk 241
IR N, (RS, HEHBVAE I FINK/NKT
R LA A PR N2 I, O R G A e A
T T A M (R S R R B X —
VRO, AR AR 0 I8 N S DAL,
TR G0 T4 1 L THB VB e b o B2, K
YL RN K/NK Tk P40 7308 K 6 1) H 958 3
AT TEN-yRITL-2, J2 Ji5 42 T8 AT R0 38 W G
P T B LN 3R
1.2 3& m oM 9k 2Pk A BRE T 2 B A0 il
HBV DNA R J&, HBVER S 1Tk B 41 i
325 e G IR B, HB VA S PE [ C D4 fIC DS’
T Ibk B 4 J 0S5 25 470 i S 25 A TR I i) gt i AR
— B, RN P MATEN-y. TL-2%5 2505 40 i A
IR 4 AR 3 3 T, T 43 WATFN=y[FIC D8 T
RGN AT RO = T-C D4 Tk 4 i ™ X
Fofo55 S T B AL T 9B L 200 o 12 ik 8% M I ¢ 5 2
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