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Hepatic dendritic cells and hepatocellular carcinoma
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e, DA AT T AT 3 527k

2 BFHE DC By4sis

2.1 M ERL

s xR T L AP DC BB 500 T HAth s B v e
5, QUL (R DC 2 BE AT &, JFIE DU 2 S P 2% B rh AR
1. B4R DC [ LU = , 88 R Fibk L & DC ZEF)E DC
ST o 0 B A AR B P BT 5 0 LI, 35 5 R s
FRANAEAY 19 247 o DRIk, BUARATIIE DC A 2 BRI,
(AR B A/, JUHHE R B I R DC AR B/ 3O
FI TG i 22 = A
2.2 JEZRERTS

B TLRs[ IL-1 receptor ( IL-1R )/Toll-like receptor J-i§
ZBE( lipopolysaccharide, LPS )J& DC & b1 B 244 T i,
{H De 2197 % SAFHF DC Y TLR4 mRNA f4 323584 JIF DC
5%, BRIEBRAE R DC B2 ol o 0 108 S U8 19 SRR 44 LPS,
PIARBRE T s Ak . AEMR N B2, e LPS 0 09 JFFIE DC
FEDIRE WAL DC, i ELBE 9 ThO B8 55 515 Th2 X
Nio FTLL, TLR4 mRNA (%% 2 3K F1 T RE Bk b 7T BE 2 BR il T
I DC ThBER RN 2 — .
2.3 BRARARENRE

— I E , S8 DC BT HE BURE 1 BE R B 4 v
M N AR RIR, BARNRE DC #JFHE DC e, (HFFIE
DC 38 i RS I R Y e 5 B M DC 557, s T R
BT, DC 1) T 4TS fL L 8K 32 EI Il
2.4 T @mEE S 5

HE— 2L AR R JFIE DC 35 AL [E A FK T 4B
BEJIRNME DC 1Y 173, BB F s Th ; 76 1R 4k B 40 i
FONE R JEAE DC REF=HEBE 209 IFN-o A IL-2 5209 T 41
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M1 Thl 154k,
2.5 BHEFRM®

FFBE DC 54MA I DC A AN [E #9838 7 . AFIE DC
FEN CDULe”, HHFIEDC 19 95% 7478, 2K BN CD1a,
M4ME DC 228 CD1a* 2’ JTIBFSE B FME CD1 e DC
Al —2 4 A CD8a™ CD11b (4 11% ). CD8o/™ CD11b"™"
(%) 28% ). CD8a” CD11b* ( %) 11% ). CD8«” CD11b ( 24
35% )4 Ffr TR AE o AEAE W Rk 2 EEH DC RIF CD8a CD11b*
(%) 63% ) Fl CD8«* CD11b"™ ( % 20% ); T HE CD8*
CD11b 1 CD8« CD11b* DC i T 4 A F2 AL DC A
] AR 7 20% 245 3 A% F PR 2 A2 A9 I DC
PR T AN RE S R ES , OB A B FIE DC A T 403 £k
RESIHE . HFBE CD8a* DC REFKIA FasL, 5T T AU T-If:
P06 CD8 * T A4 1L-2. HFAE DC H 75 K2 25% 23
40l DC( plasmacytoid DC,pDC ), M ENE pDC X &5 5% =4,
JFEBE pDC Z2 & A DC 7Y If g fie ik D4 T 4 JChE 7 .
JFEIE pDC BB B G e H 55 T B sk 41 & pDC, B R 8
HHIF] CpG 1 GM-CSF YERT , BFIE pDC 4304 TFN-o B 2 20>
FIEHE DC 43 WAy TFN-o' 7o 53— R A7 A T IFIE R 7K 89 DC
J& DEC205 * B220* CD19°DC, ‘B fi1E A DC ML & fldr &
(DEC205 ), 5 B #fi Jifd 47 7 B220, fH &= B 41 i i 7
CD19; 7E36 46 T 40 [R5 5 T 4 H 725 3X £ DC 36 1k
f4 T 40 M AT 1 T T, 1 RS L, R o TL-10, AN T4
L2, TE R T, 1A S e 32 i s r A e rpol — e
2.6 AT DC #5532

JEE B AN TT AT o 40 P PR TR N- 2 Bk LA A 5
KFAE DC BY5532 , 3% 4 F T DC PReidi i3 F I e Fn 4 B fa s
FNE ST o T B 2 5 i 40 4 /N BRI, DG REAS g
FEIF N B 46 A BEZE BRI 52 P9 &, JE i 8 57 A 3 e
PERNE o FTIE DC -t REAK A T B S i A 2238 14 I/ 200 L 26
BES3F 1 NP9 Bz e 1 [ S CH B BT B BE N AEAZ T
YUY L2 o O F 85 4 B S i g, FIIE DC W] fig
WA —EEH, MR E— D5 .

3 BfRE DC 5#LEAF

DC Rk tbHE F R HZ A0 T DC 1z 4 e 07 &
L RFAT , ST RAF e RN R AT D) . BT R %
P FIFAE DC 19 CC 40 il 4 F 32 #( CC chemokines recep-
tor, CCR )1 CC 4MAEHEF. JFIE DC Y CC 1 CCR A HAFE
ZAb. B9, FFIE DC A4k ERiA CCR2 A1 CCRS mRNA, {H A
R SERE SR itk LA U 5G9 CC 4 ffd X (. CCL3 . CCLS .
CCI20 J CCL19.CCI21 )f=H: W% , i DC fiefE CCLS 1E
TR NI, 26 S0 S5 BILIR A T FIE DC 1 Yk itk
LA 2R 4E 1 Rl ) R 5T, AN R G e B A R N Y ST .
K,CCR7 mRNA 1y & 5 7E JF AE DC AR 24 2 78 v & ¥ 3
el %t CCL19/21 %4 )2 i, CCR2 Fl CCRS mRNA #
TRINR R A A DC 541 sl i fE DC 2L, He e ik
P H LU E S T 8% CCR7 - CCL19/21 M HAEH 19 5%

Wil o FRUC,HFIE DC 33K e 2 i A6 I 72 CCLS; 1 CCL3
WUAE BRI IE DC BB, 35 DR B FIE DC A4 1) 74
3. i TREITIE DC #it#/b , B CCR7 1 CCL3 A 51
JFHE DC B4 T AN B il 2 1T A R B A 2K . B,
Shields % "' Z B CCRS REALHE T 20 ML 76 1F 5 gk e JF ik oo
MEE. XAEATTR A T AR MY CCRS 5 DC %
T MY CCL3 431 DC — T 4 i (9 AH B4R AT A 00 o T
DC 5[] F T 43 [R5 7 37 LPS IS , HE CCL3 Rk
L JSTE CCL3 A3 N8, HaxX Fi i 3% 4 FI 2 50 4Rt 1k
920, R, CCL3 AL At iy Ak K X6 - JFBIE DC 9 B RE
PRI DC-T 20 M0 A9 AH ELAE AT 5 4E o T A0 i A AT
JIE DC ) CCL3 Zk I, A FIFHHIE DC 5%z ;55— i
JIFIE DC 38 L B4 N CCL3 A1 T 4HA 16 ) CCRS AFEHT, 42
HE T A0 1) JHF I R S 1 SR 46 . CCL3 B BE W 51 A0 A i o i
DC A A0 MLE AT LS , 75 I B A 28 i, Bl S DC R
PRI Bt 7E YR itk B 2% B 4k R F( secondary lymphoid organ
chemokine , SLC)/EH F#EARFTJA SR EL 412 portal tract
associated lymphoid tissue, PALT )F1 315 T 4iAHEAEH o

4 BFHEDC HIRZiRT IhAE

JERE DC BEH A $2 250 5 0 T 4 o he, L H
T T 7 A R 3 G R T 2 AR . AR R P R
FIPT R B S AN A , A DC XTI AE 59 G e 8 45 &+
B, BARRIAE LT LA J5 T (1) P 38 2 R 4
B DC. AA P DC B AR FK MHC 14 F,Hii TH=
B7 &Ll oy 7335, NBETE AL T 400, A T 41
JERE T C2)FIE DC 718 BT i £ 32 75 DC( tolerogenic
DC, Tol-DC ), T Tol-DC i i [ 43 i TL-10 S5 48 21
WAL T AN BT DC - T, 40 R 5 3R, R 9 DC
R MHC 120 F IR F o (3)BF5E R HF
JUE bk EL 45 MDC 19 500 Fn A 224 B 5 b 21 20 1% abk £ 45
JEE R 78 TR B 45 9 MIDC JC W 2 22 5%, BRI IA R JEBE MDC A
B DCo TATI AT AE 3 238 A G Th2 SR i 5 | 4
PEMi 52 . (4)WF 5 # % DC # LPS Al TL-10 A9 3 [ 1E H
N ,CCR7 F A MMk, CCR1 . CCR2 . CCR5 FK ik, S 5%
BIEHETFIREN TR, T RN RS N 2R T
LPS, H R IL-10 & M4 , B B 19 i R 58 A F) Ttk
AT FRINTIE DC RITR R,

5 BFRE DC 5RT4RRadE

KA HCC)RY KA &R K TR 5 AP DC A % %
YISER . FFREIR T HFAE DC A9 T BESREG , FFAE DC A9 Rk
BRRE SR T R R R o

B4, AFIE DC X AT HCC)RYFZm (1 )IE % T4
AU DC AR >, 78 HCC 35 41 21 P i3 DC e
1%, 7€ HCC SV BAT Bk DC o i A T P Y
DC XF iR 4 5 b 5 400 L 1% S 4 S A A Y, T DA JHE SRR 4 480
TCISE4E SRS I I 5 S vk LU AR, AN R 7= A A8 S e i e



TR 45 WFIERIZERAN LS AN -

R (2 )HCC B IFIE 2 AR AR L2 DC gt g, Ju
TEFRLA SR SR 2 T A HLA-L (935 35 B SRR, BB
B DC B IR 4 AR B R SR 5. (H AR L DC R
SRS SR DC, LR A3 IR A AT LA A a4 Ak 3
JrEE T R R — AN TR IESE IR, (3) I 3 DC 1Y
1L-12 20 b o IL-12 AT LLGE 3 NK 3% NKT 40 7= A b
JEMER o TL-12 M3/ B i S A AT RE SR BA . (4) T
4575 DC RHEZH 10 T AU B £, O AR, R
DC AT B I — A EE BRI 7.

Hyk , HCC XHFHE DC WAFTE B B M EEH . E&
A B 15 5 DC B 1Y 45 Fh 0 8AS B A8 JH s S8 35 A DC ik
AL H DC 5Fman bk I R 55 F 5, HILqM 4 F i &
K TS T A0 AR BE R R X s i I R
B NAETE R JFAE DC M2 (1 )AFP: AFP fE F i
DC ik CD40 .CD86, [ A [FIF 54k T 40 i & kg 1. [
A e W 35 8 DC A IR T, B IR DC 43 IL-12 #l TNF-a,
fii HCC #b3BE Gy Wi 1) . AFP % DC AR FH 2 vk Ji 4 i vk
B, RAERR — @& Hl & A G2 m DC B IhRE. (2)IL8:
HCC b2 20 Jf1 8 443 Wb 1L-8 , IL-8 AN A 55 e 98 1fiL % 3
EMEER A O, & AT LU T 5 K f& CXCR1.CXCR2 1)
MEAER , ff DC R R R, BRI T DC R Stk
BT, i e e ki ', (3)IL-10:1L-10 fE K
) 1 A0 L B, ) R E S BB A A T PR S E DI fg .
HCC B3 4 5 KRB TL-10 & 2 W 5 38, 5L 9 40 i
FZLE L4y W TIL-10 SRID & DC 1 B2 T 40 i35 1k )
fiE S B AR (9 DC BT IS AL B4 T 40 (6T 1) T 23 35 Th
4t} PR IL-10, Ifif Th1 2 MRl F TFN-y 4300 J) sl 2>, fie ¢
W T 18 ER PP e EHLBE. (4 )HBV/HCV & 5t K
£ HCC B E#84 HBV/HCV R YL 5%, ir L HBV/HCV
YL B H A H DC M ALHIE HCC B H PRI,
5 LA fi 6 25 6 18 O B N EE . Wang 252" & B2 HF
HBE DC R IHEEMR T M R RN 3, £ 5 R 80 /3 I 1L-
12 AP S 66 1 F M. DC B0 B 20 /0 Al HLA-DR .
CD80 .CD86 # k5 MK, Hasebe' * 145 % 3 HBV % 3 K /)N
SUIFIE DC JCiE7e 45 5t T 40 M 1% kB 0 38 2 7 40 il 1K)
T IL-12p70 . TNF-o . IFN-y , IL-6 43 W5 € J1 |- B 55 T 1IE %
JFIE DCo 1 HCV JBESME DC it B 208 /0 T
AEME T o BT Jinushi 2522 BF 58 & B, 16 8 BT 48 Jgk e
fF, NK 4l j 3% 1k DC BB T T %, X5 HCV - NK = 3£
ik CD94/NKG2A A 5%,CD94/NKG2A 5 H At & HLA-E #
HAERG i NK 433Kk & IL-10 F1 TGF-B, S8 DC A fig
FEATEA

B2 HFE DC A E AR FANE DC AR 25, 5 RF
WERLAR B 6 3R B, I3 3 45 Ak AR S W IR B R A LR
JERITG o & %FAFIE DC B BFSE , M I AT AL T 3497 AT F
P LR I A . HATE A ZF0 2L DC R HE Rl
) i 9 5 1 Tl 4 S o 25 4 3 P R M E DC i B
P 1 HL U P G T 5 b AR TR AT P M A i — 25 Y F

FE, VAFHE DC g SRl (4936 97 J7 58 — %€ 8 T8 v JHF HE 2
JEFCR T P (R Bl
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