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S 2 B B A BRI 52 AR s A o AR L R A B R R
TR S b R AR T AR K 1 12 W VA T O VA AR 4k R HE L {RR
i 98 1 0 FE F AT A5 BRI K 9 R A L R e I s DR 45 L
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BRI 5 RNA 5 R W i & 2 R e U AR OC, A
SCHF A miR-34 ZHE (miR-34s) 5 K 988 19 & A e HHF 5% 0t Je
iR AR SU
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miRNAs J& — FlBr 19 A I8 1 A 4 #5 RNA (non-coding
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HAT R ALK P AR 1 000 £ F miRNAs, 30% i A
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R 0% B R PR B O A 2 Bl 4 R . AT R B — Bl miRNAs 78
AN T5) i ged 1 2 3 A R B0 AS TR) 6L 2 AR L . Rk SRl L s
9 H8 miRNAs 4% B w5 28 B 4% 2 R AERR 907, 3 Al pL il .
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PLE 3 R AS E & B miRNAs 55 g 1 & A 78 FE FRKF -
AR Y)W F T LB miRNAs 55 [iog 40 M i A= R
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3 miR34 KENBREE
3.1 miR-34 FHAE  miR-34 2 5 7L AU g & B —
B AR <F miRNAs, 1 J5 16 He3h 9 & 3 3 4> A 5t miR-34a,
miR-34b LA & miR-34c., R[EYFprp miR-34 F B 1Y [6] 95 AR
fe s b S B TR R R 6806, HiT A T A 1Y TRD TR 1
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1872
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25 ML 25 A DX I ) A 1 (R0 3 4000, ik B9 Ol p53 4%
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P53 WiE . TN IR 2 miR-34a J& 38 1 % E2F3 j@ j& & SIRT1
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AR B miR-34b Al miR-34c F g — A~ Jk P 7% 4k ] % 5 3=
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1 W3k 240 B (dendritic cell,DC) B 4 4 245 4E

2% [ # Steinman T 1973 4F 5 W AE/N BRI &8 DC,
DC J2& H ij B 50 8 Bt Jit 3 52 58 ) di 18 1) % BR324 40 M Can-
tigen-presenting cell, APC) . J& H & . 5 (IR 45 bk B 41 g iz bz H
S0 T U 4 M 1 ) B At APC R 10~100 £55 R
19 DC L FH0IE A AR FBAL ELAT F 3K L A BP0 A R 1 o (5L IR ke
Z T 4 E AL BT 7 04 B 15 5 43 1 CD40,CD54,CD86
MHC- [ MHC- 1l M ARe#E T 4, B DC TR E
A0 AR B O R AR AL BT IR Y B 7 L M IR AT 8 0 e
T 4i ffa 1) fE

DC ¥ 5 T8 i 2 Al 1 1l T 40 0, 2 S B 38 W) 5tk 40 i
(DC1) FOtk B2 & g 4R 40 M (DC2), DCL 55 Thl #1 CTL
B, DC2 i 5 Th2 [ R . DC2 B H: w44 78 &0 ok bt J7 3 #4543
WRE THTH R (o B B 258 o 06 155 7 57 ik
T STATA £ Thl 434k, 1 Thl A1 CTL W 4 i B i B i
P RELEBLEEMWEM.

DC i 23k /Y B W] 1 315 5 f 4% TNF/TNFR 8 %% -
CD40/CD40L, 0X40/0OX40L, 4-1BB/4-1BBL; RANK/RANKL
F G908 BR B 8 K % . CD28/CTLA-4/B7, PD-1/PD-L1/PD-
L2,1ICOS/CL50™ . DC i i — 4~ 8 DC 4% 5 (4 C A1 5
HF (DC-SIGN) 541 a A T 41 i 1 (19 ICAM-3 & 3% 1 ) 45
Gl DC 5H146 8 T 40 M 7= E R 355 T 40 i is fu g
EBFFEES NS5 T AR RE RN EER.

2 1B ZBIBFZ (chronic hepatitis B, CHB) &% &5 B 3 5 FF i
DC
CHB 3% DC Ty fiE 32 1 76 fig 3= fo 33 30 5 A #4547 22 Ik
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hEEEN EENIMEN. 2B R W Chepatitis virus B,
HBV) e 35 A A DC 15 80 8§ A0 15 L b, & A B 58 IE 9218
P HBV Y JF /N R AE X B HLA-DR™ DC {7 F 2k (K [1]
WL JF 5k O 40 5 U0 4 Ak, T T S 2 R R i DC
AL FACE KRB HEY . FFIE DC 5888k I 1Y DC ¥ 5 K X )
2 Ta HURUA AR K R 05 L RV 4 ra s 25 - 5 Wk 4 4 % 0 8 R
¥ (granulocyte macrophage colony stimulating factor, GM-
CSF) 14 B2 1 (20O S A< AR SR 5 37 16 1] A BE /I ik DC 1) Ta
P R R IG5 U0 E DC 4 TR LB B, HBV & A
ARG T8 AL T I IR O A6 O 52 B b 3 LA X s i Y e g
SN TP, FFrk HBV & yent . HBV 45 72 CTL i
AU S B AR AR TE R AL T A ZEEL RS L L AR L T g
5 DCAH KM, Zhang 7 P £ W, JL# HBV &Y 4 JIF B
W DC E 5 B $ 78 S 58 W0 0 L Sy Tt 52 9 22 L 9 B A5 i v
HBV-DNA #a 2 A%, 5 ALT 21EME. HBV &
HRPAL U 2 BT 5 06 3 2% T T )7 (HBV surface antigen,
HBsAg) FIPE DC 82 WL, iF4H 2 DC HBsAg B M3 5 H 8%
H 5Z /& (mannose receptor, MR) 357K F £ IE A1 2¢ , HBV &
# MR /v 519 HBsAg 45 DC WA EAE ] & J5 2k /9 DC /Y 52 i
F R EFBALAE IS

18 I & vk 2 B AT & BT 3 3 (acute-on-chronic hepatitis B
liver failure, ACHBLF) [ 2 JiF 4L 204 |7 12 43 A5 3% 40 i B DC
(pDCs) VB BER W i DC(mDCs) , 3 H. 32 Bl & s 2 ERE N A
& PEMY pDCs f8 7 A= TFN-o, (RSP 52 55 & B TFN-a 15 3 B 1H
JHF U #6240 Y )™ AE 40 i A 2 (IL)-12, TL-10, FH i TFN-o
1 Az A S35 W T A i B 7 19 7 2 s [l i) ACHBLF i 3%





