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Abstract

The immune function disorders in patients with
chronic hepatitis B (CHB) lead to persistent
damage of their liver cells and have impact
on the ability to clear the virus. Dendritic cells
(DCs) are the most important antigen-presenting
cells in body. They help to generate sufficient
immune response by the invasion of pathogens.
The quantity and functionality of DCs directly
correlate with the normal function of the host's
immune response. Not only can DCs be resistant
to the virus, but also serve as vehicles for the virus
to spread and escape immune injury. Therefore
the research on DCs and improving their function
under the state of CHB is quite significant.
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Hhsgma BRI RCR. BTtk geinyT ik 2 K-
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IR ACA A 0 L A5 B 525 P 00 51 731 G oK R
SE -~ BT A3 A 5 IR A R A A8 D 2 A, H
KR H 2 3 B0 24 1 RARIR IR R AR, T I
L, 16 I R R G AR RIS R 5 5
5. B SR AN Y (dendritic cells, DCs) & AAK P fix
TR PR A0, T ROV i B 2
SR A0 M, R SR HLAAREL X oh T I
A RSN T A JR A T B 2 S B TR I A 4% 2 TRk
BV AR HB VISR 32 2 1) 2 RE
P, BT H SRR

1 DCs&IBIhAE

DCsTEMRN) 2040, (H& IR, A A4 A
I BARZ A1 % LR . AR IR 25 32 224y
AR R IAD Cs KD Cs, 1EH 500 N 1A A 44
KEZBERBADCs, RIEMMLAFMHC I 5%

www.wjgnet.com



BN, 5. WA SIEM BT

1113

T, RS T REM T, RS SHUR R
B L. AbBE. BEEDCsI B, %3
KT T, AEEPURIRES, TRIE R
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LPAEZHBV AR, K BEAD CsH i
PR, IEREAT AN N AR ER. 5% K ILD CsTh
REBLBE 5 B E P HBV DN A G & A7 76 AH
SN, I EEIEDCsSH i Py 2 15 A K = 52, Unter-
gasser et all " IX— jul AT T ANEIRTIT. ¥
HB VI K 41 DN A i i i 55 23004 57 e N i
MR IEMDCs N, KIHBsAgHIHBeA gfitk
P#IA, THBV DNAK . B/ HBV H#:4E
FH 1D C s 4t i B3R FH 34 52 A7 W s TV 70 ' 25 il
(renilla reniformis) 2% A HBV H 4 A& I, X
A /DR N BER I EIHBY DNA, k% WHBV-
cccDNA 59 H MG MBI I, K Wi i
WOREAED Cs 4 M A i A 76 A A Tk R B i H
T AW 5% BID C s 41 i P A /N P 5 T
BERIURL, JRLTT P9 A W8 BERIURL AN AC 5. AT HE I
AR FA L D C s 40 i 2 10 B0 #5470 I 12647 A
SRIIN A HE A BEAT R B, A AHBV
WA Wiz, 2 5hiefe s ma il x—
GIRFEALAE T 1 N AL 4 B DCs Nl i 1)

R H TR THB VIS Q] $HDCs g
ZEMLEIIEA R, HOmE FAREEA K
FE P PESET - %2 k-1(programmed death 1, PD-1),
b J2& C D28l I SR M v g — b il 1 52 4k, 7
Ttk EL 40 L RTB IRk (.40 i S5 4eak, fth 1) ELA4PD-
L1(B7-H1)ZH Bk 22 70 I o 1 e it &2 0 41
M UNDCs Kupfferdi i FLE 400 F. F 25T
R AEYEPD-L11 &R 1k 2 558 S fii
BN, PD-L15 FHEETH E 40 i EPD-1.2
(1) P4 AH FAE FH 3 S3OT 90 £ 40 P s 25 35 . Th g
s AN g T e Ik LA R R R,
AhJE mDCsF AL AN FPD-L1EKIEK 3415
TR, WHmDCs R B A4 i N T
Iy, FEDCSIIfESZ .

Geng et al””WI57 K BIB7-H1/ PD-L1L407H]
5 5B S T S HB VS 7 CDS” TH#kEL
20 Dy ReFEI A K, J5 & e iR S EHB Vg
PEFFE MR GE. IX— IR A FE AL THCV, HIV-1

SR,

eI B, B T B R0 2 5 2
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R IEARDE. Y ELKTPD-L1 S 545 SN fe i
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IR FIL-12%5 () 23 9™
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TS URAR AR IR B R 2, WSk 2 5525 (1 A0 A i
Hh o 35 HH R IR 993 R S T TR L 40 R G 4
oL T WA A R Al R e, ROR
Wi 5 MUR I PTR R AE 1. IR iA 5 S 3R
R PECTLR 20 fr L 22,
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3.1 FFHFHCTL® A ERLEARIY HDCs
{140 T7) B SR FH o3 3P0 s o o ) 3, B 8 LT
JR R SR8 T, 5 S PR e s N B
B, W] LUE S PR A e I B S DCs 3
iR, TR R (IR B W SR RN T, MR
DNA 2= A B 7 V580 GL 2. A1 S G 3 i THB-
sAgANRET L T84 IR 3 N, A S Y 15 At
R S DR, T AR A4 A0 9 B AR DG BT S
T EEDCs, FEl%iA R, DCsyl ] LAEHB VL
SRR R TA M, Mi$EmCTLHICD4™ Th)jfe,
FIME G B S 52 PO 4 B G B V2, 3K 0 A 4K
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F ¥ HBsAg DNA 9 117 H BEAE— /- HBV % 3
BRI /N B H BRI A S Y, AR JEARE R CTL R Y.
IR, 10 FHIL-4, GM-CSFiS AL i K IR IDCs I
FTE T /D EREA R 40 FRC TL R MY Akbar
et al™ il % T HBsAgih ofi B 41 i RIS i DCs e 1
TBITHB VLR BB, BRI AT T I
WIS 10% K 4E T 52 N2, (HICEE R LI
IR TR A U . EHHB A g ikl
WDCsT] LLHBsA g2 I TE AT 2 4 S i FE P,
PE 5 U TN N e Y. BFEN B
FHHBV-S. HBV-CHIHBV-EJL K 73 il A iR
FRTABH(AAVY), I 2 7 G DCs, 75 TR ¢ (1L
HBVIYICTL, 45 KA AL HURKIDCs I
B FMICTLRE ™ E 5 2 IMTFN-y, 40 2596 1 5
E;E\[ZS-M],
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ARG PR, LA T S R B S . S
56 UF B AE /N B R] B AR BATF N-y R4 3 1)
Th140 i Gy, ksl 5T HB V1 RE 52 R
P R0 R G s, R AR BT (IR 9T It & B R
BB T OB 0 B R B AR AR PR IR P A
4 et alifil#% THBsAgRIHBcA gL 713 1) £ T
G PEDCs ¥ i, AT SR 40 i 15 DA A7 28O0 R
PO 1T 184 55 B 988 S B

I H UK 78 8 (1 70(heat shock protein 70,
HSP70)HA )8k 5> F1EH, Peng et al™
FEHBVAZ O X (R AL L1 8-27148 4% T 45 k% 03 1L
FFREHSP7OMICify, 4k 28 ¥ [ RF ARG S 115
A RS R R BLRE % A O DCs,
CD40. CD86% 1-#iA L, IL-12p70FI TNF-a
KM, /G HHBVHR SECTL ™ .
3.2 5CIKZ e th RAT 5 B T UL B &P Bt
DCsIJ7EA, NTE 240 B A 175 516 3 0 4
Jfd(cytokine-induced killer, CIK)H & Bt GE % 5%
Wi B R P IRIDCs, P AR AR ) G R A B T
HE— 20 I3 B PRI .

CIK A i /2 AR 1 55 77 ¥ Pt 40 Jif 22 22 Fofr 4
J A F(IFN-y, IL-2. anti-CD3FIIL-10) L[R5
T AR 2EMH CHE R il i 2% 4 i 75 4 .
5 DCsIL AR IR, 1 e LD Cs i &k
B LS . MHCIL 2Ry 7. B4
F, INsEPUESE EAEH, W KEIL- 122 501k
GaBE PR, At R T CTR 4 My 23 35 PERY. CIK
i ff o 4k % % 69T CHB, B T LAAT M HB V
I RE S Z B D Cs. 220G et al® R I
HBVi #E 8 N % =2Mogalil % Y], HBeAgl %%
RV 7 A 46 2 X 285 19 vy (1) [R] 1) 40 J) fm D Cs
pDCsEUBI B B 5, 0 1 N % FmDCsp™ A4 (1)
IL-12, pDCs;= A [TFN-y th B B34 % . Shi er a/™
W %% 2 AH [ 45 . MEAME VRS THC VIR G
BE AR LT 1A i A A G A DCs™,

XM et al* " T R FHHBs A gl S
(1) HAAD Cs4l L 175 5 T HBs A g 5 PECTK 41 i
XTCHBIIGITVEH. BTN R 7 W HBsA gk
FEPECIK A Muve 7 4 CRe e PECIK A, 2341), frok
FEAL(LAMAL, 176842 41IFN-2b41, 13
iy, BT 2 4 bR E 12 T o CHB &Y R4 15 4
JA ML EARZ AN, B85 9515 S A HBs A g
Ml B D Cs & HBs A g S CTR 40 i, 73331
28K R GRBNPUR IS RAER, SR M F il
AT A K P . S ELAMAITFN o2b ki
BITVE XTI, WELHB VAR &Y. T Th g Az
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