WREARILEL®

wcjd@wijgnet.com

(44

TR
J3aishideng®

HERAE A\ S ZYT5 20126F12F91803; 20(35): 3521-3528
ISSN 1009-3079 (print) ISSN 2219-2859 (online)

Lk 472 REVIEW

ZHE () XU ERTr BT C B R EE MR RE

A

W, BRRERS, Bk A, EEE, B 4

M5, ERRES, R, B4, $ X EFRME E R LA 5
8 H U 563003

WA, ML E PR LEFHIE M AT 563003
1E& R A NERARBFRFTTN, SERSYHTEARER,;
EERSSAMENRTE.

WIRAEE: OREERY, BN, 563003, SRINDE W HAIER149
S, BYESIHEERTRRRL. giuml28@163.com

RS EEE: 2012-07-29 {BOEHA: 2012-11-30

2O 2012-12-16 4R BHA: 2012-12-18

Effect of antiviral treatment
with nucleoside and nucleotide
analogues on cellular immune
function in patients with
chronic hepatitis B

Yu Chen, Long-Min Qiu, Xin-Sheng Yao,
Qin-Jian Zhuang, Hong Lv

Yu Chen, Long-Min Qiu, Qin-Jian Zhuang, Hong Ly,
Department of Infectious Diseases, Affiliated Hospital of
Zunyi Medical College, Zunyi 563003, Guizhou Province,
China

Xin-Sheng Yao, Department of Immunology, Zunyi Medi-
cal College, Zunyi 563003, Guizhou Province, China
Correspondence to: Long-Min Qiu, Chief Physician, Dep-
artment of Infectious Diseases, Affiliated Hospital of Zunyi
Medical College, 149 Dalian Road, Zunyi 563003, Guizhou
Province, China. qiulmI28@163.com

Received: 2012-07-29  Revised: 2012-11-30

Accepted: 2012-12-16  Published online: 2012-12-18

Abstract

China is a country where hepatitis B virus (HBV)
infection is highly endemic, and a large sample
survey shows that chronic HBV infection af-
fects as many as 120 million people in China.
Since immune response dysregulation caused
by persistent HBV infection and replication is
the underlying cause of disease progression in
patients with chronic hepatitis B (CHB), effec-
tive antiviral therapy should be given to halt
the progression of the disease. Nucleoside and
nucleotide analogues have been generally ac-
cepted as effective anti-HBV drugs and widely
used in the clinical setting. They exert antiviral
effects against HBV mainly by inhibition of
DNA polymerase-mediated DNA replication. In
addition, nucleoside and nucleotide analogues

www.wjgnet.com

also have an impact on the body's immune func-
tion. In this article we review recent progress in
understanding the effect of antiviral treatment
with nucleoside and nucleotide analogues on
cellular immune function in CHB patients.
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FEPECTLR AN 2. ANREA UG FRHB V. JH
B AERE R CTL ™ A I 280 Js . 5 162 T 440 i
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T3 16 W] $2 = C HB £ 5 HB VAT 5 40 o 4 3%
fig, R VAIT 5 & ZEHBe A gl i # e G HB VAT
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FHITPD-1/PD-L 115 ‘5 1d % n] ¥ 73 Pk 2. CD8” CTL
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(LK. MEHBV DNARR . N R
fff(alanine aminotransferase, ALT)/KF; 45 3 7w
BE-RHPURTERIT G 4L M7EHBV DNA
@i, ALT/KF T R 5 CD4 MICDS T4 4
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associatedgene-4, CTLA-4)PLidi BT, PRt
M, TreghDCIF T i il i CTL A-44Cf i 42 6]
DCHL R T AT RIS, REHio &
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525 N . X5 THB VDN AZK - [ 25 Kl 7K S
LR ICHBE#, H:CD4'CD25'CD127" T4l fity
WRFERE R K. 973, 6 mofi, HBeAg#ih B
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4.1 Th1/Th2%m g Thl/Th240 k578 L HBIHT 42
18 1 A 00 R AR B A AR BEAE A AT
XTHB VS PR IR Th . Th240 a4
HATh/Th2dl ) LA i AP, Bécher
EWUCHHB VI RFSEAFE S HBs A gy M1
Th1 4 i fF B2 DIAR DG, A 22 # X Th1 2840 i
HERHBVIIHLEIE T 22 . Gao%E™
IR R, AERSMHB A g R HL A-
DRI3FRAIITh1 2840 iy v] LA 45 i HB c A glik
BEBY B % 42 (R0 ibk T REAH R, AH R 2824 (1) Th
KA HUAER P BB R H B e A g4 & ol S PEB
A0, MITTAZ ENE RHB VIR (I4E . Zhang2GH
XTHBeA gk CHB & AT & LU R i #:90
I )i ML T9bk B 40 i SV A Th 1/ Th2 40 i [ 1 /K
HATEI AW S, T0. 4. 8. 12, 24, 48 wkit}
KrIL-2. TL-4. TL-6. IL-10. IFN-y X TNF-o
K. WS H) 58 A A Th1 40 i R 17K i
FLAB3ZH, T Th24H i DR UG T~ At 4% 20, H#%
Yz 2 gt L AN AIL-2.
IFN-y. TNF-afE# HRE R 12 wiilt & A
S IR SRR LRI W BT, ERA SR
.o N HTFN-y /K V76 8 LK g2 VR )7 24
wkiE W BT s AL TRIT48 wkiINTL-64
TL- 107K V45 HE 28 I8 W) 8 T . 765 5 24 58 4
H k24524 wkiEg RITL-47K1- MR 24512 wkikg (IL-6
K- E R AL, BT, H2ZER A0
B Bk, Thl/Th240 i R 7K 7% 5 T ok e
1697 HBe A gl CHB & 1R 3 VAT — i A G HE.
XAl e 5 LR 0T 5 CHB R e Dh e At
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CHBEF BB AR T 1Ri6 Y7, B H LUIR10 mg.
WS IYEYT /7 A5 M ITL-24 TFN-y. TNF-a.
IL-4. IL-6FNIL-1040 i K124k, LL1044{d Rk
JEAEAE ot B AL WS 3 /ECHB AR (1 6 F 41
DA 7 55 fedt e FRL 4 L 8 ) 68 PRI, O A 4 52 o 42
EHBEVAIT G4 120124 wk B8N, 584N %
1R 6 0 20 Ji DR 5 (1) 7K ST B 85 v T 4 W 25 4.
45 AR W BT84 5 BB AT T S I Th1/Th2 41 g
(FIThfg. X A 205 Bt AU E 7T 45 - — 50 Thi,
Th2 8440 i N7 7E 697 Ja 3 BFt, Bl e @bt
Wi EEIAYT G Th1 40 M P55 v, 3R] T-HB Vi
B, T Th240 M PS5~ T e, A0 i S e S5, ik
BIFAN M IE, [FHBVASREM IS bR, BAR P4
A =5 T L A8 T A ol A58 U Y g I AN A
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ET VAEA R HI0 25 52 50 1 R I, AN Th1 26 %
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