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ANl B 18 Pk QTR ABA RS IRANNE B7-H1 ik Kokt
e DhRENY S *
E ox Fa®g B K IHEE 8- % R K MAF
(PRI R A B 55 DU = B e b B AL w8 7R % 150001)

AE B SR X B F MR Ak 4n o A B 3 R8T BT-HI 69 Rk Bt e s Hhab ey Fvm ., ik el i2 A
A X B H A4 HBV-DNA KF B EE 5 A5 REZRTHALT (A W) SR EHFICALT (B 4A) KA EHFTH(CHA)
BB SR LA(D 40) A X s pe R A &-28 B & 41 B e A 1K 2m i & & HLA-DR . CD80,CD86.CD83 .CDl1a . B7-H1 % ik, BgBk %,
J B X I (ELISA)#ml DC 335k LiFik fri A B amiais sk ik P el F IL-12.10-10 K+, &R: BRIFBEZORET
K fm R £ @ 4T HLA-DR.CD80.CD86 . .CD83.CDla #) & ik ¥ 8] £ %1% (A.B.C 485 D 4 rbii 4 5 4 42.3+ 4.9 %.46.7+ 7.0
%.52.5% 6.3 % vs 94.5% 3.5 %;34.5% 5.3 %.39.9% 6.4 %.45.6% 5.2 % vs 90.6% 6.5 %;38.2% 8.6 %.36.1% 5.4 %.42.5% 6.8 % vs
87.7% 5.1 %;28.3% 6.5 %.25.6% 3.4 %.33.5% 4.3% vs 82.6% 4.8 %;32.3% 5.8 %.29.3% 5.3 %.48.3% 4.9 % vs 682+ 52 % P<
0.05),B7-H1 ik K -F 8 25 5(27.48% 21.4 %.21.83% 20.2 %.15.43% 10.32 % vs 423+ 2.2 % P<0.05), B7-H1 &k K-F5 ALT
ZEAMK,5 IL-12 RF 2 ik, G5 1204 A X B3 ok amie s seA T, L AUH) 7T 4k 5 A 2 ok dm e 3 ik BT-H1 A %,
B7-H1 A &K 45 THE @R, FR AT ERFFLERE,

FERIR M TR KA R AR M e 3R T BT-HL; @ am A& -12; 2 F 4k
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ABSTRACT Objective: To observe the expression of B7-H1 on dendritic cell and its effects on immune functions in patients with
chronic hepatitis B. Methods: 60 patients with chronic hepatitis B were enrolled and divided into three groups according to the level of
HBV-DNA and ALT. Twenty healthy people were enrolled and served as controls. The expressions of CD80, CD83, CD86, HLA-DR,
CDla and B7-H1 on myeloid dendritic cells (mDC) in the peripheral blood were analyzed by flow cytometry. The level of IL-10, IL-12 in
the supernatants of mixed lymphocytes reaction were detected by enzyme linked immunosorbent assay (ELISA). T-test was used for the
statistical analysis. Results: The expressions of CD80, CD83, CD86, HLA-DR, CD1a on mDC in CHB patients were significantly lower
than those in healthy controls and the B7-H1 expression on mDC were higher than controls. The differences were significant (P<0.05).
The expression level of B7-H1 was positively correlated with ALT level. Conclusions: The expression of B7-H1 on mDC in CHB
patients is higher than those of healthy people and results in immune suppression. It may be one of the reasons for chronic HBV infection.
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L bR i

1.1 #48

LI 4 i 4R 7% R 7 (GM-CSF), Bt Anic i A
CDla,CD80,CD83.CD86., A [ 41 ifidi )it HLA-DR H 57 fie
ik, AN E -4 (IL-4). MIEHRILHEF TNF-a, THHE
IFN-y(IJ [ 5 [E Chemicon 23 F] , M /R I B8 B K24 465 DY P e A
PIRATT HCHAE) s IL-12 TL-10 [ G 3280 FHR 7R €5 (35 [ Dia-
clon 22 w1) ; bk EL 40 A 43 B v (- TR A5 A2 R A FRA R = 2
55 RPMI 1640 55 35 5 | S8 52 56 96 2 (FITC)-Dextran (£ [F
Sigma 2% F) 77 A BT B 58 BE BT A B7-HI-PE J L [R] 7
IgG1PE(£ [ e-Biosciences /A )); A AB ML i (M /R VE T U0 IfiL
S, FACS Clibur 040 (32 E BD 24+ ).
1.2 BRI

2011-02 2 2012-12 MRS BRI A7 [ I 5 DU B2 e Je% e B
12 R AE Bt BT 5 B3 AR08 18~ 60 %, i2WibRERT &
2000 BT IR EEMEIF R B TR TR, BRI (T8 R 895
TR, BRAM A B e MRS , R A HIV R K At A8 M55
EFSAH PR T AT 2 e /15 579
1.3 7%
1.3.1 —fgdBkRtail & [ SE L SCRF S BE , BEe A
HBV [fiLiF2£F5 5 F1 R-T PCR J7 LA 1 7% HBV-DNA, R4
a6 85 ks R 4 = R i 3R 4 A HBV-DNA>1x 10° copy -
mL"',ALT>400 U -L'; & %5 2 2 & 241 B:HBV-DNA>1x 10°
copy-mL",ALT<80 U/L; iS4 &4 C:HBV-DNA<1x 10°
copy-mL"', ALT<80 U-L"; %} A2l D. ftfE& % . A B.C.D 4
BHALE 20 A
132 PBMC IS B RAENILLEBESME 1L 50 mL, fFE bk
(40 U/mL), SRAEST 2 h P FHZE AR BE B Ok R U A 4T L L,
T M 7% RPMI1640 27 1T 3 240 i T4, 18 %8 20 i vik i 31 (4-9)
x 10°mL", B F 6 fLAH, 7 37 C fRBUMEL 5 % B CO, W46
FRE 2 h, RERAMREANNG, 35 BN AT
1.3.3 DC M ERIFSHUFEEFE % Roman 55535
75 DC W7 L REAE I . PR 40 i 136 28 37°C 14 JC Il v
RPMI1640 J53E 3 ¥R, FRUE . A SE 235373k RPMI 1640(5

10% B&4E 13, #%4 thGM-CSF 1000 U-mL " FI thIL-4 1000
U-mL™ 2R EMAIEHE T, & 37°C . KESES %1
CO, AT REFR. R H PRSI 1K (40 HF thGM-CSF
500 U-mL" rhIL-4 500 U-mL"), %5 5 K%Ml TNF-a 20 pg-L",
LIEFR 7 d, THFRES 7 KWL DC,
1.3.4 DC RE&M  WHEHEFRE 7 X DC,PBS ¥k, 564
B PR AN 2 0.5 10° mL, 4345 T o IAZEEARIE
PO AR [RI RIS BRI 4°C BEEIFE 45 min, fif DC R IHHT
SRR RS SRS PBS PRERANML 3 vk, PR LT 0.5 mL,
b 240 A Y % I CD80.CD83.CD86 . HLA-DR .CDla
B7-H1,
1.3.5 DC fIEEEHE MR N (mixed lymphocyte reaction,
MLR)  Ht[RImHH53% 7 d BYDULH B34 DC, A 50 mg- L7 1y 2234
2 C37°C 4bFHE 45 min J5,PBS PEI& 3 Wk, BIET %4 RP-
MI1640 B35 5 SR MO Bl 5% 105 mL', 5305 L) 5% 10° 4>
AL 1% 104 LA 5% 104 ASEEFL, A 96 FLIRREEFRAR
FHIE® A PBMC EXTHRAL, 4145 3 AR AL, BALF AR A
T 200 2% 10° 4>, Z&4KF 200 ul F4L,37 C MHETELS % 1)
CO, 4 T HEF% 96 h, 53&5 )G, DUIE A I s W, 20
CARFFEF L
1.3.6 ELISA i&#&ill DC 555 EiE R R MLR LB b4 faE
FHRIEKE  HRMgELR DC K 7% LB MLR 3%
W ,-20 C LRAFA A o Fae IR A P At R V25 TR AG I 200 ffa A 7
IL-12 IL-10,
L4 GitEHiE

SR SPSS 13.0 S AT ST 45007 o TR ORISR L
xt s Fom HIAIFLBER A LRI, P<0.05 M ERA ST EE X,

2 R

2.1 EA—MIER FFIEER HBV-DNA 7kF

mR R E A A JFUIGE ALT AST HBV-DNA /K -H &,
T TR R 2 O W X IR, 4 [ L 25 57 2 (P<0.05).,
BRI AR B IFTIAE ALT AST 5k Skl C ik
BXG 2 (P>0.05), HBV-DNA /K S5 C
i 2E 5 B FE(P<0.05), WFE 1,

%1 SEA—RIEFRAR

Table 1 General clinical data

Group Age(year) ALT(U/L) AST(U/L) HBV-DNA( copy/mL)
High group A 37.35+ 12.36 563.26+ 143.58 345.59+ 223.12 (135.63% 127.32)10%*
High group B 35.74% 9.02 4532+ 35.25 54.67+ 23.36 (158.55+ 165..87)10%*
Low group C 32.54+ 13.12 43.35+ 35.27 35.25+ 28.38 <1x 103

Control D 31.34% 8.68 23.87+ 13.35 2542+ 1241 <Ix 103

Note: * compared with Low group C, control D P <0.05.

2.2 BASNEMBTZRGAThEE R B7-H1 IFRIE

ANIF] HBV DNA #% 5 4118 ¥ £ 5 i % & % HLA-DR
CD1a,CD86 .CD80 11 CD83 & ik ¥ M & ik T 1 % A Ff (P<
0.05) RH AN TR C B FE4H B 3] A PR
K40 it HLA-DR .CD1a,CD86.CD80 Fll CD83 ik £ & #i

Rk (R ) L3 25 R ICGe 240 L (P>0.05) , fIe 28 it
7H(C #H)H3# HLA-DR .CDla .CD86 .CD80 fil CD83 Hiki& T
FR A A4 B A, (AEFHEIE L (P>0.05), CHB
S B H LA T BT-HI BFRS K 5T IEw AR,
Z5A B (P<0.05); mE AR Ef: ALT Fm4 B7-H1 3%
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ik, HIEE R A MRS A WA A S
B7-H1 /K5 ALT /K EM K. T3 2,
2.3 AN[E HBV-DNA #; 2% CHB &£ DC Hl# T 4158 [
)]

AS[F] HBV DNA #iir4H CHB 8% DC #illi# T 403458 iy
AE 1 22 S R GE 127 5 S(P>0.05) , {ELAIR T2 I T ik B2
UEIETE R RE S, 2 RA ST L (P<0.05), L3k 3 &l 1,

24 IL-10 %0 IL-12 f7k

MLR |35 IL-10 (A = L SE g i e Ml 22 7 B4t i
2 (P (Y >0.05); B2k i 4 AR 3k b4 IL-12 A 7KSE I3
B AICF X IR D, 2 R G124 2 L (P<0.05), 7E40 DC K557
W R, CHB B 1) TL-12 7Kt B AR T 1E % X R4, 22
S SR L(P<0.01), L3 4.

%+ 2 CHB £&5ME A= MR E HLA-DR .CD80,CD86,CD83.CD1a,B7-H1 Fik(%)
Table 2 The expressions of HLA-DR, CD80, CD86, CD83, CDla, B7-H1 on DC in patients with CHB (%)

group n HLA-DR CD80 CD86 CD83 CDla B7-H1
High group A 20 423+ 49 34.5+ 53 38.2+ 8.6 28.3% 6.5 32.3%£ 5.8 27.48+ 21.4*
High group B 20 46.7 7.0 39.9+ 6.4 36.1+ 54 25.6% 3.4 29.3%£ 53 21.83% 20.2*
Low group C 20 52.5% 6.3 45.6x 5.2 42.5% 6.8 33.5% 43 48.3% 4.9 15.43% 10.32*
Control group D 20 94.5% 3.5 90.6+ 6.5 87.7+ 5.1 82.6x 4.8 68.2+ 5.2 423+ 2.2
Note: * ompared with control D P<0.05.
x3 AEDC/ THEMAMAHESHE MRS T 4HMIEEN R EE@QTE 5)
Table 3 Absorbance value of DC/T lymphocytes MLR(aT% s)
DC/T lymphocyte culture supernatant
Group
0.025 0.050 0.100 0.200
High group A 0.21+ 0.10* 0.36+ 0.08* 0.38+ 0.05* 041+ 0.16*
High group B 0.28+ 0.11* 0.39+ 0.14* 0.50+ 0.04* 0.52+ 0.13*
Low group C 0.32+ 0.12 043 £ 0.13 0.51% 0.13 0.62+ 0.15
Control group D 0.56x 0.26 0.71% 0.12 0.83% 0.23 0.85+ 0.12

Note: * compared with control group D P<0.05.

0.9 -
0.8
—e—group A
g 0.7 1 —m—group B
-jg' 0.6 [ group C
o 0.5 F " group D
2 =
§oar
=
E 0.3
o
0.2
01
0
0. 025 0.5 0.1 0.2
DC/T
1 ARE DC/ T kB ZHfa AR & E AR R A T 20 RS 58 AR S
EE
Fig.1 Absorbance value of DC/T lymphocytes MLR
3 R

DC & 24k SR AR P D BE i 1 & BB IR B S 0
R ME—BE G 2B T Ik 40 (naive T cells) i S it 52 40
JIO, ITAESE, KERFFE W, CHB &% 4 i DC 3w
FRUR N DRI, AN E 1 HBV DNA 255 0 W 7 s i
X HBV RS CTL B8R 55 , £ A IR 300, &4 2, 7
HF 4 B34 H B DC IIREAC T 2 2 B 58 575 B IR Y S BE Tiid 57 ()
JRH Z— 2 B R A S R A TR B T B B , A BedE

x4 DCHEF EERSREMEB MR N _EFRH IL-10 fn IL-12 3%
Bkt s, pgl™)
Table 4 The level of IL-10,IL-12 in DC/T lymphocytes culture in

supernate(xt s, pg,L ")

MLRsupernatant DC supernatant
Group
IL-10 IL-12 IL-12
High group A 14.37+ 6.39* 115.32% 41.26 4559+ 23.18**
Highgroup B 21.74% 9.02 124.32% 52.78* 54.67x 23.36**
Low groupC  24.53+ 5.02 12835+ 55.27* 61.25+ 28.28%*

Control group D 28.67+ 6.45 312.25+ 113.47 120.35+ 52.37

Note: *compared with control D P<0.05;

**compared with control D P<0.05.

REPURNE S L R A IUR R s REE, B = E 55 sl
WA F 5L %F HBV 4 50 CTL JJ8E , i LAAS BEVE R AR N 195
T, UL A0 AL, 1T HBV 5 DC ZIAE T ML i
A4

EFXT8PE T TS BE ML I, IR A | B7-HI Al
PD-1 [ 3R3E 7K 5 B BPIRE T VA G . 2K NISE M%)
B7-HI f1 PD-1 3355 ALT #97K°F & HBV DNA z & 47
T A, & B B7-H1 Al PD-1 i3k 5 ALT AY/KF
HBV-DNA &) 2 EHI5C, SRS R —5, /% B7-HI
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FIRBIN T LIRS IE SR, ] T 9 E 240 B X 2 P T e
HPJE L mDC F1 T 4 L 40 b 4 ] v i e 5 B7-HI F
PD-1 {55 i A2 i 5 7K - 3R 35 F] RE 2 T B 8 240 M D i W e S
FESEIE T bk C A RS (Y I R 2 —, AT SO R S R,
B7-H1 FEMARAI AT 58 1 AN #3244 PD-1 41l Th S 3 i G2
FINE . MATTAEF T T 20 B 0 1 s G yie b itk v & 44 T A
FHUSICHIV A1 EB J e 5 5E T ik L A0 5 7K 353k B7-H1, ifif
HH H— SRR IR S G A B, AN ST RLBIRRE SR
FURRSE T AR B7-H1 RkK-PEUR. FrElihoh, PD-1

A5 T bk CL 0 DO REFE S 2 U045 O, PD-1 A KPRk

AR E T WL A — D ZARE"Y, CDS'T ik L4 nT

PR K (4 TEN=y, 1] IFN-y AT E R4 i1 PD-L1 Y3k

ik T B7-H1 1 PD-1 33k H9 b, —EREHE b AT FEAIR T ik

ELAMARAY T RE , IR I A 2 1 SORE o %ok 8 1 T 200 R o

MRS R DB HA AR, X SEaF 5 4368, B7-HI1

1 PD-1 {5 S 3B AN H O T3 S BERON HA AR, 7E— 2L i

T RERR S 2 T kLA S R R R, AT — e

PP s (HE] I T 98 T R A0 D RE AR T siiE bR, TTRES:

5 TR R IS P R AR . W B7-H1 1 PD-1 3R3kK ik

U O A [ R 2k AR s G 14 i) FGER 2, v/ v

PIVE 48 Sl ARG T BOARGE S, oK AP K 3 B7-HI1 BT

Jii CD3AK 41431 IFN-y £l TNF-oc fJ7KFA S 48 0, 1717 0 %

IL-10 Y 7K-FB R B, X 4@ 7n B7-H1 WS AT RLd i 2%

CD3AK 4l g7 WA 20 ML X 7 B 2K, 1) 42412 i7F CD3AK 20 fifg 384

BT AL, 1458 CD3AK 40 i (4 G i DR, W] it ) 5@ i TFN-y

Al TNF-oc 55 200 K738 3% CD3AK 40t Xef Jif o3 40 f 64 [0 22 %

Pt . B7-H 1 3d B8 7E S8 T bk L 20 S 2 S v A DC g

PORAEE BRI, MIRATH LR AR R, etk HBV

AP AL 20 L S e 25 R 1) 5515 DC DI RE R BRI A B UIC R

8P 2 BT & B % DC 3 i CD80.CD86.CDla }

HLA-IT 28313351 DC 1557 LIS IL-12 KB AR T 1E

# N CHB 5% DC IRE N, I Him ik B7-H1 e i 54K

Ht2l B7-H1 KKK Vi 1 B5 ALT BUEAHDC , mifi dE Rt

4 DC J3h TL-12 KPR EH ANZH ] AR, 1T IL-10 £ 53

HKPHR R o X R LU R T LI IR DC BT 5L g

FIRRE T WRELANMEIESHRE ) TR B7-HI migah i 1k ean

MU PIRE , 52 £ BT R RS
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