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ABSTRACT Objective: To study the dynamic changes of the expression of B7-H1 on dendritic cells (DCs) in chronic hepatitis B
(CHB) patients undergoing PEG-IFN alpha-2a therapy. Methods: 31 patients with chronic hepatitis B were given with PEG-IFN alpha-2a
180 g, once a week for 52 weeks. Hepatic function and HBV-DNA were detected at week of 0, 12, 26, 52 respectively. The expression
of HLA-DR, CD80, CD86, CDS83, CD1a, B7-H1 on DCs were detected by flow cytometry. According to HBV-DNA levels, the patients
were divided into responding group (A), non-responding group (group B), 10 healthy volunteers as control group (group C). Results: The
expression of HLA-DR, CD80, CD86, CD83, CDla on DCs in patients with CHB were lower than control group (P<0.05). After
PEG-IFN alpha-2a therapy, the expression of HLA-DR, CD80, CD86, CD83, CDla on DCs upregulated in responding group than
non-responding group (65.3% 6.2 % vs 44.2+ 5.5 %, 67.2+ 7.4% vs 37.3% 7.2 %, 68.4% 3.6 % vs 42.5¢ 7.3 %, 65.6% 6.8 % vs 43.2%
3.9 %, 49.4% 9.5 % vs 37.5% 7.9 %, (P<0.05)). B7-H1 expression on DCs were persistently decreased in the responding group after
PEGIFN «-2a treatment, while nonresponding group maintained high level of B7-H1 expression (12.73% 3.8 % vs 25.24+ 2.92 %, (P <0.
05)). Conclusion: PEG-IFN «-2a therapy can improve the function of dendritic cells. The expression of B7-H1 on DCs was
down-regulated with HBV-DNA clearance after PEGIFN «-2a treatment. Dendritic cell dysfunction indicated by the increased B7-H1
expression is one of the factors of hepatitis B virus immune escape.
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Table 1 General information of patients in the three groups before the treatment

Group n Age(year) ALT(U/L) AST(U/L) HBV-DNA( copy/mL)

Responding A 15 37.78+ 11.45 223.54% 173.8 213.43% 127.03 (166.65% 159.04)10%

Nonresponding B 16 36.32+ 12.12 216.35+ 142.67 235.25+ 128.34 (143.65+ 111.45)10°
Control C 10 36.34+ 11.42 26.84+ 13.36 3542+ 8.49 <5X10?

Note:* compared with B P >0.05.
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Table 2 General clinical data at treatment 26th week

Group n LT(U/L) AST(U/L) HBV-DNA(copy/mL)
Responding A 15 67.22+ 43.23 45.65+ 23.62 (35.06% 57.62)10*
Non-responding B 16 143.35+ 65.27 8525+ 48.54 (112.21% 103.65)10°
Control C 10 3332+ 11.32 2331+ 11.35 <5X10?

Note:* compared with B, control D P <0.05.

=3 BTS2 ARA—RIERER
Table 3 General clinical data at treatment 52th week

Group n ALT(U/L) AST(U/L) HBV-DNA( copy/mL)
Responding A 15 26.32+ 14.54 25.26+ 22.04 (23.62% 27.56)10%
Non-responding B 16 86.35+ 32.73 67.23+ 22.25 (68.25+ 83.65)10°
Control C 10 14.12+ 23.33 2321+ 11.02 <5X10?
Note:* compared with B, control D P <0.05.
4 JRITHIEAESMNE MR SR4BE R E HLA-DR,CD80,CD86,CD83,CD1a,B7-H1 ik (%)
Table 4 The expressions of HLA-DR, CD80, CD86, CD83, CD1a, B7-H1 on DC before treatment (%)
Group n HLA-DR CD80 CD86 CD83 CDla B7-H1
Responding A 15 44.3% 42 37.9+ 5.4 342+ 53 25.1+ 6.4 324+ 55 29.48+ 8.2*
Non-respondingB 16 42.5% 6.3 38.6% 5.1 35.5¢ 6.9 32.5+ 49 36.3% 4.6 27.49+ 8.35
Control C 10 94.5+ 3.5 91.6+ 6.4 84.7+ 5.2 82.9% 6.8 62.2+ 42 5.23% 2.6
Note:* compared with B P >0.05.
R 5 BIT 26 ARAINE MBI =AM R E HLA-DR,CD80,CD86,CD83,CD1a,B7-H1 Fi%k (%)
Table 5 The expressions of HLA-DR, CD80, CD86, CD83, CD1a, B7-H1 on DC at 26th week(%)
Group n HLA-DR CD80 CD86 CD83 CDla B7-H1
Responding A 15 58.3% 6.9 553+ 4.7 57.3% 8.7 49.1x 7.9 48.4+ 6.8 18.21% 5.1*
Non-respondingB 16 46.3% 5.2 37.6+ 8.4 412+ 4.8 38.2+ 5.6 36.3% 6.8 25.52+ 4.25
Control C 10 96.9+ 4.3 93.2+ 4.8 81.7+ 3.9 85.2% 6.2 64.5% 6.6 4.11% 3.7
* compared with B P <0.05
R 6 iB¥F 52 A& HESMNE M 3R4pERE HLA-DR,CD80,CD86,CD83,CD1a,B7-H1 Kik(%)
Table 6 The expressions of HLA-DR, CD80, CD86, CD83, CD1a, B7-H1 on DC at 52th week (%)
Group n HLA-DR CD80 CD86 CD83 CDla B7-H1
Responding A 15 65.3% 6.2 67.2+ 7.4 68.4+ 3.6 65.6% 6.8 49.4+ 9.5 12.73+ 3.8*
Non-respondingB 16 442+ 5.5 373+ 7.2 425+ 7.3 432+ 3.9 37.5¢ 7.9 25.24+ 2.92
Control C 10 94.0+ 4.4 95.6+ 4.56 86.7+ 4.8 83.4% 5.6 65.2+ 5.8 5.14% 3.7

Note:* compared with B P <0.05.
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Fig. 1 The expression of costimulatory molecules in responding group with PEG-IFN «-2a treatment
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Fig.2 The expression of costimulatory molecules in nonresponding group with PEG-IFN «-2a treatment( % )

B HCENENE IR, N 118 L AIATTXEE . Padovan ZE0
A IFN a-2b fiE i 1 ik L4 IR g CD80 / 86 Al HLA #Y
Fik, feftm CTL 2 . McRae SFM ST & BUaE T4 R Ml
i) DC H4& 36 NK AUHafgRE Sy, XA DC il NK i JR B af
BT T4 TEN 908 25 14 A P =l 200 P 328 S I 1) it 0 R K
HBV i # X% DC fJE&4e, 7T LIS DC g -, il 53 DC
G3Wh TL-12 RIS T 40 39 56 0 58 71 32 9l . TL-12 J& DC
MR A S 1 R B B A7 250 CTL A NK 4R 6 1
IR F o TL-12 ] iy 22 4305 ) CTL i NKC 21 fifd o34
B, HE SR K R A 4 i ) 200 L RE A O E5 S TN 7 2 (] 3
SHVF 222000 240 B T 0 NKC 2R L 9 2L PR3 A A A A
(LAK) T 20 Lk K I s 4 i 56 s 2 0 1 , 5 i o P
[FIFE A, 7Y THO Z0A i Till 4 AY & &, S it THI 40 31
IFN-y T IL-2 , S 240 e 28 g 24,

AW R, 18YEC I BRER SR IIREIR T ,CD8O,
CD86 #il CD83 453K i 43 ¥ kb, B7T-H1 Kk, R —
BET R IAYT N L I D)Re FREW] L, DC i D)fg bk, ix
025 5 1M % HBV-DNA 7K~ 52 BH 5 17 A 3¢ . HBV-DNA kK
S DC (8 fl CD83,.CD86 1 3 ik /K - W i T
HBV-DNA & il K- 1 & . —J7 i, K IaER] T DC 1y 3]
REBILIE S 518 1E AT ¥ HBV Byep @ vkAk ; 55— i, Ui
DC Z 5182 TR & RN HBV BOTEER, oMo M ahfgn
VAR AR AE LA = A A R S A I [k HBV . Bk, X T
HBV DNA FHPEREE, LEIGRIATT 1A R L DC S Rl
P HBV Gufey ik, WA it gtk o E TR bR sEa

BORYT , AR DC B B a5 AR, UESE DC i 4t
H A CD80.CD86 1 CD83 A] LI ffi# HBV W 2% A A &5
il A5 38 431 & (P<0.05).,

TR Z BT 252 BT-HI 43 F 1 335 TC W i 484k,
W25 D) B Ko REd it N [ & DC gy i, B7-HI 7K
SER R, B VAT ] IR, B7-H1 Fe35 K 200 F Ba i,
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