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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

Tl

A BIRAEE , Tel: 15923261188 ; E-mail : cqqinbo@126. com,
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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%
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ShJR I pDCs 19 30 & 2 38 20, 7 A TFN-o (1 5 8 3% %
fiG. AR LR BRI H R A . $#&78 ACH-
BLF F83% JFHE P9 5 48 K b4 36 M 9 pDCs. 3 %118 4 HBV &
Yo H W S RE R . Tang %50 BF 58 & B AE V5K B VAT R
(CHB.CHO) & & Bk 2 45 b pDCs .mDCs (1%t 5 I 955 7
PEIF R BB R AR R A WA 25 5, T HBVY 0 AL R 5
(hepatitis virus C, HCV) # 3¢ ¥ I i 8 5 55 B0 20 M 0 2 14 AT
RGBAEAH LG DR R 45 o S 0 mDCs i Bl 5 1.5 f5 0%
%, pDCs it 5 4 {530 (P<<0. 01) , 2 7% %5 75 1 JFF 48 40 0G4
JFF 36 58 25 JFF IR 36k B 45 v DC 9 21 B AL » 3 7T g J2 8 S8 & 4
G i AN T4 B R IR 2 — . HBV %% 35 H /N ] (HBV-
TMD i DC 7 [7] R 5 4418 A ik T 48 i S 17 - HBs Ag #k 4 11
Tk L 40 T34 573 56 P i 5 T 404 78 1 RE O B 3 IR (P <<
0.05),3% A HBV-TM Ry AT IiE DC 4= 11.-12p70, TNF-a,IFN-
y.IL-6 (¥ & AR Tk B 14 C57BL/6 /MR IJFFAE DC. #&7R
HBV-TM {1 i It DC ¥ 5 46 K 4 32 A3k A5 1 6o 9 19 T BE &2
Pt X 0] REAE S IR B8 vE HBV #5455 2 HBV 5 5 Pk 5 2 W
55 5E JLF- AN AT, AT A5 20 8 e, b R IS IE DC i B fg
A RESR AT S HBV #ap H k2 —"7,
3 Bl HBV B 5450 Fm DC

HBV J@& e 85— R 5012 ¥ I IEH 45 . HBV 36 58 552 W 10
REEMHLH B AT R . LK %RE T BE R AR S B0 HBV-
DNA J& [N 4 K W77 78 Fl HBV B 2 0 oF i . 3 =X 4i i 4%
K BAE P HBV &Y% 5 41 ] 1l pDC2 1 s 8 35 A% T 1
A (P<<0.01), ELISA 5256 # Il % 38 pDC2 4 IFN-q, IL-
12 (9T g 8 W . v b pDC2 i & CD4t /CD8™ 11y
LLIE A HBV-DNA [H M 8 & 41 & F HBV-DNA B B3 4
(P<C0.01), 275 1% 1 HBV J@& 4 35 41 JH 1 o pDC2 44k 1 (%
ik} pDC2 A= TFN-a B i ) 80 55 A] BB 2 5 B0 3 50 U fig
MR AR 2z — 2 B HF9T B . DC B2 g5 HBY 3% K 8
A%, HBV B A C £ B AL Y 35 41 8 i pDCs (1 30 & 3 7™
A IFN-a B 68 S35 M55 ALT 7K 52 5001 56 . 78 5 5 35 B B B
o B A s B 1 I A R (CpGo ) 8 41 A i SR A% 440 Mt
(peripheral blood mononuclear cell, PBMC) 7=4: TFN-o 19 & 7E
CEHN BT BAERMA LD RS CHB B & i #
TR YT RSO AN IE 4 0 R G

LM B B0 1 N CHB B 25 (B 35 4 il +h 43 25 41 JA I A
JiG JL I i i PBMC, 7€ & B 41 A 1L-4, TNF-o fl GM-CSF
AIM-V A s g Fe b i 35 B 92 1058 9 K IR LA DC Jf
AT KT DC F= R 1L-12 i . CHB 35 AR L F 1
1) DC 3k CD80,CD83 7K - TF & JFF 417 1ML . {2 FFE i A Sh JA] 1f.
CHB i A 41 il iy DC fIL (P<C0. 05), 3 H CHB B35 1
J& LR 5 1 9 DC = A TL-12 B &t i B IR (P <C0. 05) L 48R
CHB H3% / # 19 s L 47 1 i DC 19 1 24 B Fn 2y BE &8 1%
R0 X T RE SRR 4R HBY 2550 Bl CHB BLH0HG 897 2
LA K. TE HBV M T B8 1k A 8 58 % b i 53 & 91 4
LRI R 2 PBMC #1 DC 30 35 B IR . DC KRB R 1 4y
F HLA-DR,CD1a.CD80 Hl CDS6 [#AIK . 11 4 1 EL 40 g )2 17 v
DC {33k i J1 F0 b3 W DC 4y W i TL-12 1 7K 7 W 3 F%
A% s /R b g B S ik b S DC i 7K F- 42 s 0 HO2 R 1k R 3L ok
F JFFRE AL F0 I 3 28 % PBMC iy DC 2% 50 FN 3) fig 32 1 7T g 76
HBV 3 Y 9 8 & 00 g 3k 3k rpole — s i/ . CHB
BE Y pDCL 3k L] # 4> F CD80.CD86 Ik />, [ & ik A5 ik
L 40 Y [z W Callostimulatory mixed lymphocyte reaction, AM-
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LR) Z #i1 . DC . B /Yy Hi & pDC1 %5 76 T 5 4k 8 2 RE A, 1M
pDC2 7E CHB & F0 I i b i 25 H FE AR, CHB & % PBMC 43
W IFN-a (94 2 F AL R AT RE 5 HBV By im ik e
ESE

Li 250 i 5% 8 /% 18 o 2, %0 5 E JIF 4 (chronic severe hepa-
titis B,CSHB) g & 4#h i 1. DC &3k toll-like receptors(TLR)1,
2.7 K WEE N, TLR-3 K35 0] L CHB 8 35 5141k ; CSHB %
T TLR-3 g 20 4>, TLR-2 &g 35 3 0 s 28 4 101 05 43 7 2
78> TLR-3 7K 7 5 53993 )™ T8 48 b CRl B 2L 3R L B (L i J5 0 ] L L
40 J T E B0 % D) AH ¢, 2 R TLR-2.TLR3 W g S 5
CSHB iy % #%5 . TLR-3 o] R i CSHB M Wi 5. MY BR i
CHB 2 #3:3k CD80. CDla #1 HLA-DR /K F i % & T W
YIYIBR L S VI BR 9 CHB B3 TL-10 7K 3 F AL 4
Bk 3278 CHB GR35 500 i i 1 1 #2 v DC 1y 3% B R0 1) fig
# TCM(traditional Chinese medicine, TCM) £ & fiF 28 B 1) A
vl i A5 T 22 0
4 DCHEERESEME HBV-DNA HEMX R

RT-PCR it X 40 fg A & 9 CHB (R 3% DC ik PD-L1.
PD-L2 7K, J R ) i 9 BF o DC 7™ A= 3 58 7] I8 T 240 M (9 78
fig » SCHE PCR K ifn 7 HBV-DNA J§ B2, [5] Bl ¢ HBV 47 55
YR AE 45 R BoR CHB % L5 35 Hh PD-L1 £3i5 2 Ei#H
5 (P<<0. 01), HBV-DNA # & K F 10° copy/mL )y CHB #
#HH MG DC ik PD-L1 /K ¥ % T HBV-DNA # &/ F
10° copy/mL By CHB B % (P<C0. 05), Il {3 DC ik PD-L1
KAV 5 13R85 R A OG5 CHB 8 35 1L 76 31 DC Y 18 fg
2 AR ZE PR SR F BT PD-L1 5 5 B 0 (AR BEL BT PD-L1 3R 3%
figfig 34 m DC =AW T 40 M i fE ). 48 /8 CHB 3% DC 7=
AR K PD-LL 5 T 40 i #€ 3% A1 5 HBV-DNA 2 it 7
XU, 4rE CHB B % PBMC, £ & 10% Ji 2F If ¥ i RPMI
1640 k5 3 Fvh i A GM-CSF.,1L-4 ., TNF /EH FH 7 d,
FACS #:l DC 4 A A, & 3 CHB % 1 DC # & .DC
FakF w4 T CD83.CD86 fY it i 3 I /> (P<C0. 05) , DC 5 5k
5% HBV-DNA & i 4 56 (P<C0. 051, Gao &M % B
HBV-DNA 7K 3 /N F 8% 4 F 10°copy/mL ) CHB & % [t
HBV-DNA /K3 K F 10° copy/mL ) CHB & # pDCs (¥ % &
N (P<<0. 05) .7 mDCs /K- 595 7 # i T WAR G, $2R
CHB g2 4Ma i DC (1% 3 58 A 2447 78 Sl [ , DC 1% Ty R 25
5 HBV-DNA # it % V) A 56, B b 5 $ Wk &2 53 i3 DC g
1977 4 T RE X IA T CHB il kA 22

A 2EFH R CHB B 1) DC 11 58 o 5 b 2 % T fg Bl
N .CHB {4 DC ik £ M\ 4 F 1% F#H A L H 2 HLA-
DR,CD86,CD80 1 CD83 43 F ., fH ix i 2% 5| £ HBV-DNA >
10° copy/mL H =5 9% 1% 25 2 41 f1 HBV-DNA <Z10°copy/mL )
MBI 4L 22 B RG22 3 TR A ik B 40 i ) v+ DC
A ) S8 R 7R 2R [ i O Rt a2 R0
5 HEBIETY DC K

e LT TR CHB M40 # 25 W45 IFN 28 G i
IFN R Z Z % TFNo20) M H 2R (oK R 7€ | Bl 75 48 5
g VB R B R, JLAL R AU HORR IR B L S BR N BR
G EE TR AR A R . BFFT B UESE DC 7 HBV e 552 9
R R R X E B AME R, X DC i i — 25 BF 55 4 %F CHB
HIIRIT A 35 .
5.1 IFN X DC gsgmy  IFN ol 35 T 400 M B 40 s oh R
3t B 05 40 it B K 38 PE A1 3 40 it 2% 1D 20 240 25 PF 1 48 it 47t
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JE 1 22 35 o DA TR 2 8 0 v BB AR A . B & U TFNo 24
BT 4 B mDCs 724 i B7-H1.CD4 " T 4 s J2 CDS8™ T 41 ffy
ROECE B E . 4 A LUS PR TR A BT-H1 R IAFE4E
WEA 1T JE N 285 35 1) B7-H1 ) 23k 457 R oK P, ZER & &
7oA HBV SRS TEN-y 19 T 4 f 450k 5 25 3 0, T 76 6 B 2
HOM W FE AR, TOIR SR N A I S TC N B L B B7-H1 fF
S5 G K 3 0 7 2k HBV BRSE IFN-y (9 T 40 i i1 %%
Y IR 2 % IFNo-20 J497 CHB B T 40 fil mDC %
ik B7-H1 (1) 3h 25 25 16 86 0% 10000 HU 7S 8 8 97 19 280 0 . 3 1 B7-
H1 {55 7% T30 B% 0T BB SRBUMG 3 5 19 T 40 M S 98 S0 .

IFN-a J497 CHB 3% 3 A A 45 s 87 A0 A i 50 4% 40
#) CD1eDC /9 43 L 34, HBV-DNA #% [ /) 8 % CD1aDC
i 34 B %, [ I CD1oDC 3% HLA-DR,CD80 #1 ICAM-1
W, RPN CD1aDC BB 8 IFN-o i 5 . 3 H 7255 4
%/%F HLA-DR. CD80 fil ICAM-1 I8, X A fig & IFN-q
1697 CHB 35 1) 5 2 s t e WLl 2 —

IFN-a j497 CHB JL# B4 52 A, 4% 5 F $ % 35 8 P
)5 2.12.24.,36.52 FK M mDCs., pDCs B9 % & F1 ) 6, % 0
B B EPURTIRYT Z 00 pDCs £ B B8 D, IFN-a 8 97 1
2 JE N B CpG 75 S 11 74 Y M TFN-o (19 77 £E 2t B B8 [ A% L B e
BT R AR IR YT b R vh pDCs [ BiRE 0 3 B AS BT 38 i 9
T 12 i35 2 g e [ B G 9 70 BR L HBeAg IfiL 1 2 ¥ 45t
A& s mDCs F1 Thl 4035 0 . i HU% 88 74 97 JC M 24 % DC L
WAL #2% pDCs 5 CHB JL# M % IFN-o 1677 i 0% &
4 % TFN-o 97 CHB B % it 1fil Hf pDCs £ 1 3 RE 1 K
S AT BESRPUIR BEVA YT YT ALY AT T R AR
5.2 BRI DC AW Zheng % & BUHLK R ¢ 1E
R SMERF N CHB & 48 i DC i}, DC %35 CD1a,CD83,
HLA-DR 2 80, [ i) DC 433 1L-12 oK P 8 & T+ &
(P<C0.05) , il 8 7] A 55 5 PRIR & F1 400 O 5 7 14 i ) o 38 8%
$&/R N CHB B #5k 5 1) DC, H 32 A 43+ R 60T 1[5 Fp iR
£ VA EEL 00 SR 7 A AR T L FE AR AR R K I e S % 3R e T g
HEMKE . Li % WE K R 2 797 CHB B iH§ 38 DC
I 248 L S T 9 A5 Ak R B A 4, DC 3235 HLA-DR
Y 12 JE I B 4 BT W, 48 JE R 5 (P<C0.05) ;48 JE i,
CD80.,CD40 Fil CD1a 5 28 /K - Ft i (P<C0. 05) , ffiif YMDD
As o], DC 3k 1% CD83 Al HLA-DR 7K 78 $i7 K ¢ 2 1697 12
JE B [ (P<<0.05) s HLA-DR — B &5 3 28 7K A% (P<<0. 05) ,
FEANE AL hLOK g BT 12 JH i b 2 40 il W R R B L
b A0 5 FEBOK T H .48 AR CD4™ T 41 i 7+ 7 » NK 41 e
[ (P<C0. 05), 1 YMDD 7% 5 41, ik [ 40 Al 0 2L 3% A7 & 25 A8
fb. hikREiRy CHBEH 1 AHESNA I DC /Yy T 414
WA B N BIRIT I R F R & LIBT3V 2 A A SRR 14
A B B 228 1k . DC Y35 v 8 A A7 PE 8 ™7,

BT84 45 MR iR Y CHB % 6 A~ H . IRY7 45 AT mDCs 1y
Bk B [ R BFE A L B B # S, OF B mDCs AR
TNF-o IL-12 A RE S 3458 17 pDCs Y 50 1 2 BB 26 ¥R 7 A s
A BB AR AR X ] B R PR IR T AN RE A RN 2
— . LuZEM4 7 R RS %t CHB B DC B, & 3R
FHFH4H DC £ ik CD1a.CD83,CD80 . HLA-DR /K & % 5 F
X HRZH (P<C0. 05) , BB R 45 40 DC 43 IL-12 K P B & & F
X BEAL L TL-6 7K SPAIGF x4 B AL, v HL BB R =5 41 DC 30 3otk 2
21 ff0 1 4 1) R 0 b g 2 T IR 4L, R B R 5 9R 97 CHB
REd s DC MEY)F i E. DL Bl B 2 3497 CHB
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BT RE & K n DC Bt Mk 2 DC () A 4 27 45 1 AT 322 25 AL
ARG B o AHL phy T X T BT S 1 2D L 7 T 2 R I IR 2 4
T FF.

BZ BARTERY CHB B DC By % F 3 B8 I AR Xt
DC ¥ #E— B WF 00 b CHB {1936 97 I RE T [ 19 1 5% 57 5 2
X A B T 52 1 A 8 T REAL A G e i 32 4R 25 4 i LA S
LA AL T A SR e PR IR T AIOR
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