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Abstract

AIM: To compare the difference in immune ef-
fect of dendritic cells activated by HBsAg in pa-
tients with chronic HBV and healthy people.

METHODS: Dendritic cells (DCs) and cytokine-
induced killer (CIK) cells were cultured and
amplified from the peripheral blood of patients
with chronic HBV infection and healthy people.
DCs were stimulated with pure HBsAg in cell
culture medium prior to maturation. DC and
CIK phenotypes were detected by flow cytom-
etry. ELISA was used to detect the level of IL-12
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in the supernatants of co-cultured DCs and CIK
cells. The cell-killing activity of DC-induced CIK
cells against HepG2.2.15 cells was measured us-
ing CCK-8 colorimetric assay.

RESULTS: Except HLA-DR, the positive rates
of DC surface markers Cdla, CD80, and CD83 in
DCs from healthy people were higher than those
in DCs from patients with chronic HBV infection
(all P < 0.05), but the positive rates of all four
surface markers in healthy people DCs activated
by HBsAg were significantly higher than in DCs
from patients with chronic HBV infection (P <
0.01). There was no significant difference in the
positive rates of DC surface markers between
HBsAg-pulsed and non-pulsed DCs from pa-
tients with chronic HBV infection. The percent-
age of CD3"/CD8" or CD3"/CD56" CIK cells in
HBsAg-pulsed healthy people was significantly
higher than those in patients with chronic HBV
infection and non-pulsed healthy people (P <
0.01, P < 0.05), but there was no significant dif-
ference between HBsAg-pulsed and non-pulsed
patients with chronic HBV infection (P > 0.05).
The cell-killing activity of HBsAg-pulsed DC-
induced CIK cells against HepG2.2.15 cells was
significantly higher in healthy people than in pa-
tients with chronic HBV infection (P < 0.01). The
level of IL-12 in supernatants of co-cultured HB-
sAg-pulsed DC-CIK cells from healthy people
was much higher than that from patients with
chronic HBV infection (P < 0.001), but there was
no significant difference between HBsAg-pulsed
and non-pulsed DCs from patients with chronic
HBYV infection (P > 0.05).

CONCLUSION: The immune effect of HBsAg-
pulsed DCs for HepG2.2.15 cells was significant-
ly stronger in healthy people than in patients
with chronic HBV infection.

Key Words: Chronic hepatitis B virus infection; Den-
dritic cells; Cytokine-induced killer cells; Immune
response
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BH: ATRIRMHBV &R | A RASE o
#it 52 4k 4@ feL(dendritic cells, DC)2ZHBsAgi& 4L
VRO R EZEIADE L

Tk RIBEHBVREZEE . #RASE
P IR IEDCACIK, FEDCR AT AL
Y HBsAghl#%, H+H 5 R — kR eCIKEFR
B4 ORAXEEAENDC, CIKAR, A
ELISA#®#MDC., CIK#3E4Rk EiFgk by
IL-123% %, AMCCK-8 & % DCikFCIK
2tHepG2.2.15 48 L i 745 76 k.

LR RZHBsAgs#uie EADCEKR @475
CDla. CD80ACDS83% & & T/ HHBV & %
#(P<0.05); ZHBsAg# M 44 EADCK &
AAEH S TRBHBVEA L H, 27 LA 4%t
FZ L (P<0.01); 12 EHBV R # 4 ZHBsAg#
HHDCER AT ELS RZHBSAgH A AR H
M £ F. CIK&@feCD3. CD8. CD3. CD56
g PP F A B 42 BEAHBSAgH A E A B
& TRHEHBVREEH B RKZHBsA g A1)
2 EA(P<0.01, P<0.05); 12HHBV R $ 20
HBsAg## 5 K ZHBsAgi A # W L 2%
P £ F(P>0.05). HBsAg# #DCi% FCIKAF
HepG2.2.15%m Mty A5 %, BRAZESH T
12 PEHBV & ¢ % (P<0.01). 12 AHBsAg&
DC. CIKE3 A EFRbPHIL-12%ERES
F 1% MHBV R # #(P<0.001); 2 EHBV 3§
#HBsAg#H A5 Kk ZHBsAgHAKIL-124% £
R 2 Z(P>0.05).

it WHHBVEEH . 2 EADCZHBsAg
EACJE ST Hep G2.2.15 48 IR 68 S, 9% 2 5 5 2 B
FEF AERAGTREHBV 4

KR B Z BT RREEAE, MIORAM;
R B 75 S ) R A 20 SRRt

B, BRANRRBDIBEHBsAGEENEBHER. HR
HENOEIEZRTE 2012; 20(4): 341-345
http://www.wjgnet.com/1009-3079/20/341.asp
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BSR4 i (dendritic cells, DC)&i%-S I 4E+r
PR e 1 O P W 25 A R SR R R 5 4
(antigen-presenting cell, APC), fff 57 & 1, 121k 4

BN R EEAFAEDCR I LI hewk . AAERS
% T LA PE SR 5 S A R 2y B R R
DCHHHBsA g % d% R ATk, W% S5l
N AN F A PEH B VI e 3 S filt HE N\ A
Ifi. 5 B 7R D C, ZHBsAgibk, 541 A
T F A4 41 il (cytokine-induced killer cells,
CIK) L[5 7%, MW EDC. CIKAIEA., 4
WA i R 1~ g 0 S CTK A0 i o3 5 66 0 gk AT Al
FIXFE, IR TF RED CIR 7 12 M 2RI 28 $e it
A

1 RIS

1.1 A4 18 PEHB VIR G 1841, ¥ WHBsAg.
HBeAg. HbcAb 3TifHME. F94i, ofl, 4%
H20-45%, TIYEERY30.6%; X AN Z TR
BEBR )38 R I A FE N HE R L AA N 1541,
B8, LThl, FEE A 18-48%, FHIFRE34.2% .
RPMI16403: 5745 Nk 41 i 5 B #i(Ficoll)
H AR K FE R A WA E A G 4 i
(FCS) JHyclone/ fih; CD3 5.7 B HiAA I H i
PUED RIS TRN-r B _E gL A e
57 R A ) ch1L-208 [ I 7 PA AWl T
Fr(f5 BR 2 7]); thGM-CSF. rhIL-1. rhIL-43%
Perprotech’A ] 7 fiti; CCK-8IR 5 & AIL-1234 57
A0 E N Y TRRA R A A 4 i
PEHepG2.2.15 3 K8 M K24 I 0T 50 BT 4B 18 2L
P2 BT SRR ELU CRX 41 {8 B AH 22 8
T 40 i3k Becton Dickinson /s &) 77 .
1.2 7%

1.2.1 DC. CIK#kIMEI, ¥ 3 (1)FME M
AMZAH(PBMCs) 3L TG 4% 1 4541
TR B AR 100 mL, FFZE Pk, Hanksi21
FiRE . VRSO L 4t 2 B, 1% D AR RS I &
/AN 11 7 Y = 1 s B el W
1), ‘6.2 000 r/min2.0220 min. 250 FH W 5%
L R VAR (1R =R N N RN Y=l Tl
LA ¥ P e i FH S AR AR [ Hank s
WPEBR2U, HRLAT 800 r/min, 1200 r/minZLs
5 min. RKIXEOJE, 7 17E, HRPMI16405; 7%
(2% B MR I3 ) R A, AN vk 5
(4-5)X 10%mL, & 137 ‘C. 50 mL/L CO,}% 744
}i9%2 h. Q)DCHIMASNE T 71Y: PBMCski 7%
2 hJiF, WA A I R A B % T . 8 4 5 WUl B 4 i
RE 2, I ARPMIL6405% 977 (100 mL/L
FCS) 41 Jifd A F-(1 000 U/mL GM-CSF. 1000
U/mL IL-4)'% 137 ‘C. 50 mL/L CO,}57# 15 7%.
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IR RV TR T, SR MR T, IL-4rT LU AL A ) O i mel# 8 2

1 INAHBsAg(#FE1 000 pg/L); 1A AT
RMPUIR, GREEREFE. T BRI SR M
PURHBsAQ)(KJE1 000 pg/L)LLiE FHBsAgE
BDC. 556 R WA 4 M 12474 I 58 5 CTK 48
JLEEFE. G)CIKAN R ASME S ¥4 PBMCs
B FR2 hJa WA ARG BES i, FHRPMI1640%%
FEM(F7100 mL/L FCS) P41 Bk J& Jy (1-2) X
10°mL, J AT 000 U/mLI T 2 (IFN-y),
37 °C, 50 mL/L CO 87544 159524 hig A
IL(2 000 U/mL IL-2. 1000 U/mL IL-1). $iCD3
FEEHUR(1 mg/L CD3McADb), k408 155
P s, DU RERE3 d¥i 1Ik, #h Ferh IL-2,
B WK P UR 2% M (1-2) X 10°/mL. (4)DCYH
CIKAN L1557 56 RIGKDC(HBsA g HDC
MTHBsAgEUIBDC), 1405 MCIKZ @ ST,
PLE452 000 U/mL IL-2[\RPMI 16405575 5:(5
100 mL/L FCS)4k &35 573 d, #EAT LA R 525,
1.2.2 tafg 45X I (CCK-8L &35 M 2 ): 5DC
JLEEEFE3 dIICIK(DC-CIK) A 20w 41 i, Bt
HAK W HepG2.2. 154 i 9 40 . DARPMI
164035 F7 55 (47100 mL/L FCS) i 45 40 41 it ok iz
1 X 10°/mL, DC-CIK [ 41 By & 45 45X 107/
mL. 96FLEFFRM: S50 FLAFFL N A 41 H 8 A
WOV B (HBs A g U ICHBs A g BUHD C-
CIK)#100 pL; 2 FLAEFL NN 40 i A A
RPMI 16405577 3£(7100 mL/L FCS)4100 pL;
B AL A LN 4 i S RPMI 16408557
(100 mL/L FCS)#100 pL. &4 ¥ 64N E 1L.
37 °C. 50 mL/L CO,JE-46 159724 h, i
cck-8iX #1120 pL/well, 37 CHEF2 h, BEEE IR
DAL (P AK450 nm) KT IIOE FEAE(A), TR
R AR R = [1-(A g -A )/ A s
] X 100%
1.2.3 DC. DC-CIK(CIK)%a fL B & A il : 7EDC
BRI 5 6 R F U X4t B fSCIEAT e R B 43,
DC-CIKIE 5773 dJF @47 i 240 i A e 4i i
RAL
1.2.4 o B F#n: DCLCIKILE; 748 hiy -
15, -70 C A7 B ORI 40 H X F-. SR FHELISA
Wk, AIEEANRE R IIL-12 A 4o 18, SRR b v
M 22 B0 HR AT Y. PR AR

Bt AT R SASTAFHE TR 5.

2 £R
2.1 DCA A 5 GM-CSFEDCK B i b

www.wjgnet.com

AL IFAEREDC G, A IR 2P R 1111640
RFREERRFRDC, THRI1-2 dn] WL Rl e 5
I oA, 3-4 dn] AN R ARR A K, B
KA EMDCHER, BRFRBTR, L L
HBsAgHIlV, W35 m] WLKHS 3 40 M i v, TEAS
ANKIN, 5 {50 B A 22 WAMBE N nT WL iR A
VFZ BRI, R HAIDC.

S A D C 4 2R 41 M A o AT
N, AREHBs A gBUBT AR B D CR I br &
CDla. CD80/CDS83W] & 12 EHB V& ¥
(P<0.01), HLA-DRYEMSEHB VIR E | RN
JoH 2 S SEHBs A gBUBIT Ad BE AD CE T b
#HCDla. HLA-DR. CDS80 A CD83%) i T8
HBVIEY L, ZREHGI%E X, @FEAS
HBsAgBUBDCH fitrECDla. HLA-DR,
CD80 & CD83M i = TR AEHBsAgBUHFIDC,
B IEHB VI Y E 2 HBs A g8 D C 2 T b ik
CDla. HLA-DR. CD80M&CDL5 AZHBsAgE
HBIWDCIE W3 1k 7 5 (K ).
2.2 CIKA AR 547 2N a A/ B B, CIK
G M J T e AN MR, BE A SR I R LK
CIK4I g+ CD3. CD8. CD3. CDS56X{BH 41
JL 0 T 43 2 KR BT CIR A 5 4l &
KREHBsAgBUBCRIM IS PEHB VI . IEH
ADCHEHF%2 d, CIK41flECD3. CD8. CD3.
CD56HIMPH 1 F L2, B NHBs A g8U8# W]
W T ARAHBsAgBUBH (74.62+14.20 vs 61.24
+12.9, 36.28+6.49 vs 24.11£6.75); & HHBV
TG HBs A g8 5 AR L HBs A g BUiE L G
BFEVEZE S (P>0.05); HBsA gl B W] 1.
T8 YEHB VIR YL # (P<0.01, R2).
2.3 HBsAg# M DC#% FCIK* HepG2.2.152m el
XL A
2.3.1 e 45K % HCCK-8LLthikill &
i FEAFIEPEHB VIR L % HBs A g D C 5
FCIKX HepG2.2. 1540 M (1) 540 15 . i ¢
A~ 18YEHBVIE Y F HBs A g8UEDC% FCIK
XTHepG2.2. 1540 i 1 4 495 26 53 ) 4 84.5% +
8.32%. 60.02%+5.45%, HA @ EMHER
(P<0.001); T AKHBsAgEMDCIFH FCIKA i
A%, P I W 22 5(57.27% £ 5.35%,
43.76%+5.18%, P<0.01).
2.3.2 DCE5CIK #3748 hbiFm #IL-12%k
F: HBsAgHUBDC 5 CIKILR; 7248 hif) FiE W
H, IE# ANLIL-125 & B m T HB VI

F o N 2
HBV & %% . 4t
FEASP R o 3
P ¥ DCACIK,
EDC R # AT m
A% HBsAg
Rk, FHE5R
— % R ¥ CIK
ER & B
DC. CIK#&# |
IL-12K E, CIK
*FHepG2.2.15%8
FO8G FABTEM. A
A EAL R ME
HBV & % & Z 1
HBERZEEHR.
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L AEE %1 EEA. BHEHBVERLEDCNEBS

AFRERFT

ML E G

ggﬁfiﬁﬁj REPBMER A =15) IR IEHBVERE (7 = 18)

o (%) ZHBSAGEE REHBAGEIEK  BHBSAGEUE SREHBSAGEIE

BikERMETHR  CDla 31.83+1.52 25.10 + 2.50° 17.48 £2.27° 16.65+1.72°

*ﬁfﬁ%{fﬁi HLA-DR 96.49 + 8.61 75.90 + 7.32 81.49+7.65° 77.29+8.43

WS, 9% 7 ok 4 % o . .

pptapiioly CD80 38.13+4.85 25.79+3.18 22.13+2.34 20.57 +2.31
cD83 57.33+7.43 41794727 34.42 +5.73° 31.79+3.54

°P<0.01 vs HBSAgEIBIDC; P<0.05 vs HBsAgERIEIEER A DC; °P<0.05 vs REHBsAgBIEIDC.

+® 2 PRAHIEFHICKLBIECD3, CD8, CD3. CD56BYMPBIERIA

R Al =15) 12 MEHBVRRZE (7 = 18)
ZHBSAGEUEN REZHBSAgEEN ZHBSAGELEN FREZHBSAgEEL
CD3*CD8* 74.62 £14.20 61.24+12.9° 60.31+10.2° 57.37+11.25
CD3*CD56" 36.28+6.49 24.11+6.75° 25.43+7.62° 23.34+4.98

°P<0.01 vs & HBSAGEIEK; P<0.05 vs HBSAGHIEH.

& 3 ERA. BHEHBVEAREHBSAGEEIDCIE SHISL RN

EEAN=15) 18 MEHBVRRZE (0 = 18)
ZHBSAQEUE FREZHBSAGEEN ZHBSAQEUE FREZHBSAGEE
HDHIE (%) 84.50 +8.32 57.27 +5.35 60.02 +5.45 3.76+5.18
IL-12(g/mL) 55.36 + 3.81 37.56+.3.24 29.86+.2.13 27.58+1.95

L H4(55.36+3.81, 29.86+.2.13, P<0.001). KL
HBsAgZUBMLRY, 1EH AN4IIL-127 &5 T
EYEHBVIE YL £ 41(37.56+3.24, 27.58+1.95,
P<0.05). 18PEHBVIEIE HHBsAgBU 5 K4
HBsAgZUBMLR PIL-12 7 7 AN i 3(29.86
+2.13,27.58+1.95, P>0.05, 33).

3 e

12 1 ST 58 o B 1R T At — FRAA T IR IR IT
HEWE, SR, XTI AT B A 1 B e U R 2%
B, JUHE AN S ey iR DCAEHLA Py S R
1. ThEeH R APC, H#] & Steinmanf1Cohn%%
T19734E /N UL A 70 B R LAY, DCieR
PR 1o A2 BB YOI 1) s 280 T 40 4 5 O 5 ST 4] 2
G2 . CTKAH A2 A% 4 I e AR M 22 Fil
A0 M DRy LR IR M RAR (0 — T e B i, e T
WKL AN 5K TR U RS .

18 M £ B I A B A7 /5 D CHUR NI ) e Bk
B DCIBEAR T — Jy 1 o] 3 8Ok 2 PUs
Dhfe i W T B, ANBEA SO E T8 i, (5T 40
T ICRERES, WUAXKTHBV RN 52, 53— 771

EFAEDC/MATL-12. 4235 52 FHMH]. TAE A5t
FORIAE B SZ R 5187k LR 5 B R4 5
FEDCHIRIL T S TEA, BN LI 5
DC#JAIHLA-DR., CD-80. CD-86341%, DC
Hk WG RE ) RS2 R A TG PR
FEWFFOL W], ThOZA L i Th1 40 i 4016 1) 5%
BN FRZIL-12") M DCH A IIL-122 2 #ETho
S 17 Th1 40 i 7 A i S5 2R 25, Thi4i =2k
FITh1 7 B M AP s e, JEETAN
6 ) 8 A, JE LR AR R HEC TL ) R A 6 1k,
A3 4 M0 H 95 Y 2 K WL AR o 2 b Ok 5 R
PR,

TENARSM HEDC, R I3 #5470 st oo B0
DCTH R A, A& —MRLF I e va 7 k. A
&, A DCA G LEALE I B 2 15 Al 1 A oh B
FERIE A3 2SI, YA IEH ThRE, e SEahaT
S5 I PRI 50 S [F) 53 ) DGt ) 8, 23 H Ry
WY, SRR AR R Ay,

BATWIFT KRB, LLHBSA g3 5l gl 5 pe v
R 46 H35 40 A 1D CAIE 5% A4 LD C,
5[k IFCIK LR 9748 h, & Stk 9% b
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WA HITL-123R %, fEHBsAgSUMLR T, I
WANAIL- 125 B2 E & TEMEHBVE a4
(P<0.001); 12 MHBVIEGH HAHBsAgEUH Y
KZHBsAgHBMLRPIL-127 22 A B3
(P>0.05). TL-12/2324 A 1E B & I B D CAH i B
JH A 3 C T LAIN KN M 3 M o) 8 I8, 72 L
PRPUIR B RLFE TR S S AR FE . KR IL-12
AL AT 7 A P YR PETFN-y, J# i CTL & W AT
ERYI AR R T,

I i G2 A £ T 98005 B IR A 1 PR A 1Y)
BN &K, AL, HBs A g BUB0R) 0 1IFH
N 18V BT 4% 5B D CH R TR AR A& & 41
JLRFRIMCIK4BCD3. CD8. CD3. CD56[f)
WURH P IA 3 22 e B 2. i N HBs A gBUig
[IDCE bR ECDla. HLA-DR. CD80ACDS83
Bm T8 HHB VIR, =5 A0 E X
(P<0.01); 2 PEHB V&Y H ZHBsA g IDC
FFr&ECDla. HLA-DR. CD80XCD83 5k
ZHBsAgBUIDCTE 23 1 2 7(P>0.05). 1@
HEAHBsAgHUHBDCH;FCIKKICD3. CD8.
CD3. CDS6IMPHPER LR W T RE
HBsAgZU## (P<0.05); 12 1HHBVIEJ41HBsAg
WS RAHBs A gBUBE LA W 35 V72
(P>0.05). fEEN. 1@EHBVEYZ HBsAgEl
BDC%E S CIK A HepG2.2. 1541 i i 53417 %(%)
3 k845483, 60.024+9.5, HF BEM =R
(P<0.001). SZHFIBVEHBV I YL CIK % 52 1% P AT
TAEH AL SRS MEHB VIR L 2 D Cli b 1
PRAME M DL IF, e O A AR .

B, WHMHBs A gl 3D C il LA my L4 5t
PR IRE, A% PR HECTLAN AN, X Fh
G 58 RN AE I N R T2 M HB VIS e
WP MHBVIEYE, Wi AAME, AREdk
e IDCHIShREK A, X /24 Ja A FIHBsAg
WD CIBIT 12 M 4 BT 4B 5% N 7 7 1
Ir] .
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