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[ Abstract] Objective To study the immune function of dendritic cell (DCs) in HBV-infected patients. Methods
HBV DNA in DCs of 12 chronic hepatitis B (CHB) patients with serum positive HBV DNA and 10 CHB patients with ser-
um negative HBV DNA were detected by fluorescent quantitative polymerase chain reaction, the function of secreting inter-
leukin-12(1L-12) by DCs under different titers of HBV was compared, 10 persons with negative HBV markers and normal
liver function were as control. Results HBV DNA in DCs was detected in 7 of 12 (58.33% ) CHB patients with positive
HBV DNA. The levels of IL-12 in DCs supernatants of serum positive HBV DNA group were obviously lower than that of
HBYV DNA negative and healthy control group(both P <0.01) ; The expression levels of IL-12 in DCs HBV DNA positive
group was obviously lower than that of DCs HBV DNA negative group and healthy control group( both P <0.01). Conclu-
sion The DCs derived from peripheral blood in patients with CHB can be infected by HBV, the secretion function of 1L-2
by HBV-infected DCs decreased significantly
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.12 FERAEMNE AHMA R (IL)-12
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1.2 FEBF*E
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FCS RPMI 1640 & &% b J& Ifl. PBMCs ¥k J& Sk 3 %
10°/mL, & Wy ik Y 6 0 2 4 MG J1 >95% , B A 6
fLEE SRR, B AL 3 mL, 5% CO, 37°C Z& {4 557
2 h, W FEdE SR B, 37 °C FiH RPMI 1640 W 4% 5%
VREIRIGE IR 2 UK, SBRAEMG BE A . LN 3 mL
10% FCS RPMI 1640 35359 (5hi- L g4 i 5 7% )
A F 200 ng/mL, IL-4 500 U/mL), 7E 5% CO,
37CHAF R R SR, R 1 K, 3R 1 mL, Jin [H]
RRIEFRM 1.5 mL, WAR2H 7 R IFAIM, & Wik
YL 2 G 1 >95% , 1% DCs #5455 Al
B SR B —20CARAT
1.2.2 %t xE & PCR »f fu7E HBV DNA ¥ DCs N
HBV DNA w40 R B AR YHEARE R
H A7 1) HBV DNA PCR % A i) &, J™ 46 4%
AL BERAE . PCR KW AE 2 G IL 0 PCR Y
e, LR A R R A B B iR . EER R
R 10°$2 01 /mL, <10°#2 D1 /mL JyRH 45
1.2.3 DCs ¥ % Fi# IL-12 KT 8N SR
Pk e 0y ELISA 3 BUbRAT TIL-12 BAHT () B Al
LA 100 pL A4, 37°C WEF 90 min, [n] BEFRAR
FALHIA 340 pL PEBEFE 30 s J5 R4,
TEJEEWOKAR FAAT, 2T T3k 4 I BRaEH
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FLAN  BALIMA 100 L A=Y Rk TR, 37°CHF
H 60 min, YAl 4 o BRZS (AFLAN, BALITA 100
pL BEE A TR, 37°CHEE 30 min, AR 4 K.
BALINA 100 pL @5, 56 37°CHEF 15 min,
FELINMA 100 pL 28130, IR A5 5 min YRR K
450 nm 4b A . ARYEFRAE S, VR RRE R £
IR AR S IL-12 VR

1.3 it gae RAFAAE K« £s, R AF A
REZ ] DCs 2006 TL-12 JKSEA3 AR 4R AE . SR FH 7 25
SHTEE, K B AN [FCHE DCs 3 IL-12 K2 & A
GiitF 225 R E LA, 2l BOS BIF T
M RE(r) 4 DCs TREAH CHE b1 5 HBV DNA
(A5 PSB85 A AH DR R TR 35

2.1 % % DCs 1 HBV DNA K- ¥ DCs B>
Jrfe FIEWGHAT HBV DNA K, BT A PRAS B AAG H
HBV DNA  HEBR T I35 75 G X SEIR 25 SR B 52

12 {5 1fiL % HBV DNA PH P &35 A 7 4
(58.33% )DCs N A K% HBV DNA, %4 DCs 4
K4t HBV DNA {5408 L3 1, 12 i 1fiL 3 HBV DNA
PHME , Haf i HBV DNA #% D1%K 1g {5 M6.71 0.
23,7 {5 DCs HBV DNA FH:# 1 HBV DNA $% 1 %
lg {4 5.97 £0. 19, 1fi 5 4] DCs HBV DNA [Ff 4 %
K10 i 1f3% HBV DNA [f1:# DCs HBV DNA /K-
) <10°#£ 01 /mL,

&1 &4l DCs NAH HBV DNA 550 (191,% )
Table 1 Detection rate of HBV DNA from DCs in each group

(case,% )
DCs [ HBV DNA
ZH 5 %
215 % Wit i
HBV DNA FH 41 12 7(58.33) 5(41.67)
HBV DNA B4 10 0(0.00) 10(100.00)
X BR 2 10 0(0.00) 10(100.00)

2.2 &40 DCs oub IL-12 K -F  WERFRE 7 K
i) DCs E3F , ] ELISA SEAGIH: TL-12 /K, K AR
DCs #i5% EIFW P, IL-12 [1)3R3kK-F-7E HBV DNA
FHE JHBV DNA B Kok BR2H 23501 Ry (19. 67 £7.
32)ng/ml. (30.74 £8.39) ng/ml . (79.58 +6.68)
ng/ml., HBV DNA FIFELL TL-12 4330k -8 .6 T
HBV DNA BAPEZH B X BR2H , 25 5 e BE B e (F =
24.93,P <0.01) 7 HBV DNA FHM:2H W 8 Z KT %
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HRZH (F =30.12,P <0.01) , LK 1,

(n=12) (n=10) (n=10)

B1 &4l DCs 53l 1L-12 /KF
Figure 1 The level of IL-12 secreted by DCs in each group

2.3 HBV DNA Fa4a DCs 4k IL-12 K-F 7 fi
IMii% HBV DNA [H% H DCs N4 4 HBV DNA %
IL-12 ik KFH (14.58 £6.49) ng/mL,5 i il i
HBV DNA [H¥ET DCs YA H HBV DNA g IL-
12 F3hKFH (21,25 £7.31 ) ng/mL, {ij# 1L-12
FIRAVIGHE YR T FE(F =35.67,P <0.01) , )L
K2,

B 2 HBV DNA BH{:4H DCs 43 TL-12 7K
Figure 2  The level of IL-12 secreted by DCs in HBV DNA

positive group

2.4 DCs HBV DNA K-FJ5 DCs 4wk IL-12 49 % &
FATXF 7 43 DCs AL HBV DNA [FEAAE HBV
DNA 7K V-5 IL-12 4395 19 A0 OG220 A, 45 48 BoR
DCs 23 TL-12 17K -5 DCs HBV #§ i 5 iE 1k
F¥(r=-0.53,P<0.05),lLE 3,

B3 DCs HBV DNA K15 H A3 TL-12 B AR AL I3 B
(n=7)
Figure 3 Linear correlation between DCs HBV DNA level and
IL-12(n =7)
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