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Z B R 9% 7 (Hepatitis B Virus, HBV) &4t 518 #4: 2, %Y
T 9& I RE AL D& 1 T A0 e S D AE oG . FREDE 2 B R
MR AT I, LA M HBV & 25 9 300 7 A Kt igd o
W% B E 2y 2 000 J7 BT, 2 BUKY 4 96 2 L LA G 36
OI BRI T AR IS BRIE R LAY 520 ~ 1000 M IR R R R
YRR, AERBGER R, EEE TR R &AM
Tt R MR R G0 5 AR G0 R B I G0 I A RN T R TR 2 T Y I
R M e ge A RS FE B E R ERRRE., 7%
HBV Jg& Y v 4t i PR 32 B2 58 2o B 42 40 150995 75 2 1 0[] 42 9 1y
TE ERBEN BT RREEEM . SRR RS RN
B R 22 51 (Single nucleotide polymorphisms, SNP) , SNP
SR TR P A PR E A B R R E R, Ok,
T G M O 1 L S B 2 A8k 5 HBV 8 Al IR 5% 9 1
A H IR AN OE, 52 B R R &G
FUMCREERNA AR bt HLA 1380 11 225K,
2R X8 E 7 Cll TA(Class [l Transactivator)t®' | 4f i %
P T kB 40 it Pt J5i-4 (Cytotoxic T lymphocyte antigen-4; CT-
LA-DP i H 3L N L # 4k 7 CCR5™ | 4% 41 il it 1k 4%
F1 1(monocyte chemotactic protein-1, MCP1) | %55 4H Jitd f0. % Bk
& [ L 7K (killer immunoglobulin-like receptor, KIR) | H & ##
4k 4 B 4E 2 (Mannose-binding lectin, MBL) Y | 21 ig 78 )5 V£ 3t
T3 PD-1(programmed cell death-1) i} 4 4= 2 D 5% &),
A ¥ 3 3 5 g SR B8 R T (tumor necrosis factor-a, TNF-q) .
F1 40 B /- & -10 (interleukin-10,11-10) . T3 % (interferon-gam-
ma, IFN-D M TR EZ R ILH G FEHME FRHEZEES
TR R % 3 1) Ok R AT LR A
1 TNF«BERESHMENZREFRERHIFM

TNF-o 3% iy B A% -5 0 40 M 23 00, 75 A7 9 3 52 i 1y 2 B
HRBERGTEIATT  HELERMT A6 SEE. KY
2.76X10° , f1 4 DHMETF R 3 AN E AL 2400 AT
BT RLZ A . W TNF-a—238 G/A,—308 G/A,—857 C/
T.—863 C/A.—1031 T/C.TNF-8+249 A/G.—252 G/A.
329 A/G.+365 C/G.+720 C/A F1 804C/A %, H:Hf ., TNF-a
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JAE T X —308G—A Fll—238G— A % 5 R 2% 5 4% 3iF B 7] 52 1
TNF-o %1%, 5 HBV 8% i BR % V3% Y1 #1 5% : Hohler 45"
Xof i &R N BEM W 58 & B, TNF-o — 238G/ A 5E AU 78 18 44
HBV B 2 v B0 9 400 38 T 2 e e . f R X IR it —
308 G/A FENSEETES Ao 1 22 5 TS 2% 8 L, Iy TNF-
o SEHE G 3hF —238 i 2 AR W TNFo 3k B #5843 5
Basturk 22 % + B H A BEF 98 £ B, TNF-«— 308 G/G fE18
PE I B #8545 2 v i s B0 A 2 B iR T fRE R xR 45 Akkiz
U 5y e B, TNF-a— 308 7 45 G 45 {3 H 5 fiF 9 19 & A=
A% Kim T, HBY B B 5 — 308A S 3 W (—
308A/G 3 A/A) BB de —863A S 3L (—863C/C) 5 HBV
I ¥ bR 9 AR 56, Hoh — 308 A W] iR TNF #% 535 2% . I — 863A
AR TNF 8 5 3% M oE 0 6 TNF-o I35 K F T K, S
BT R, TNF-o 3 4% 8 1(— 1031T; — 863C; — 857C; —
308G; — 238G; — 163G J ¥ £ %1 2 (— 1031C; — 863A; —
857C; —308G; —238G; —163G) 5 HBV 5 & AR ¥ o Hi 44 =
Az B3 M 5E 5 1M Suneetha %50 X B EEAHE A 0 98 & B . TNF-«o
—308 3 [H £ 45 1 7 fd BlE A8 1 T R E 10 o i 2 57 B
T2 5 X Miyazoe %50 58 76 H A& A o TNF-o & X5 3)
TS HBV 18 Y5 Y JC A % 1 s Gonzdlez %M f 57 3
B], TNFa—308 fii 5 & £ G— A # #t J5 , TNF-o JE [ 5% 53
T ML 5T W AP-2 AT 5@ o R 54 % TNF-o— 308 (1) — Bt
10 bp 1) DNA J Btxf TNF # e M w16 G 558 7 3k P w] 4
AP-2 5151 G— A B J5 WA BE g AP-2 ), M b i
TNF-o Jii 8 F & P A 5% 52K, B) TNF-o— 308 JE[F £ 45 1 Al
e 0 AP-2 5 TNF £ [H 3 3 F 09 45 & 1 o 37 4% 5% .
M TNF-o 3L 28 5 F I gm ™ &R, THRERTH
R 35 PRI A TR 97 DL 28 R A% S IR T R A 7 AT
TER RPN R .
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TL-10 2 Bk 5 w40 e A2 T, B ik & 40 i 55 22 Fip 40 i =
AE Y — P LA R AR T R 80N A G g B A R TR AR i 3
TNF-o Fl IFN-y &5 4i Jifd - /K ~F . 7] 8 X 9 2 M I 42 51 & 1Y
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JHJE 453 35 A — 2 0 PR A L (B & K TL-10 [ R s 2040 16l
Th1 48 i3 68 T -5 20 5 2 W BR800 R AT HLK G R
G bR T BT R L RS AR TE

A IL-10 SEEALT45 1 S Qe ik, g g FRAERZE
P RT3 55 W I TL-10 /K S 1 52 e 2 B iF L TL-10 L7 S
BF R AFE—1082G/A,—819 C/T f1—592 C/A KL H
P PR T 3 Fp RS R B A GCCLACC T ATA, 40 I B4~
B2 ] G E A A G . GCC/ACC/ATA F R i 41 g
72 IL-10 7K F i & B, Cheong 2510 {4 #F 55 3F B , TL-10
—592A% (N 5 HBV Fp 40 B 8 KU A 555 Yan %077
WFFEIA A 1L-10 FER R 81 FIX —592A/C i i A %5 47 FE ] Ail-
819T/C 5 C % Fe 5 & JF IR Y J5 (0 2 M T 208 A 5%
Tseng & AF9E KB, —592 C/C A L —592 A/C #1 A/A
F R 70 5 25 o BT AN Y 9
3 IFNYERESTSHUMZBIFRELZ BN

IFEN-y {4k iy T 40 A0 NK 40 i 5= 4=, B P 8 .90
Rl I L NI YA Y/ R SR A N S el B/ i ol O 7 K 1
G 35 S U 55 5 HUIARAS BB A R0TE B & JFF 9 35, 06 75 S S A7 LE 1T
RN AR 4k L HCC, HoX — 2618 ¥ T R B H R IT A — &7
B, IEN-y A F AN 12 S P @ik, & 4 A58 7 f 3
AP E T IFN-y 2R £ 25 P o oA % 5 R 1 45 6 A A
W IFN-y %3k, AN EEE R IFN-y = 5t 5 +874 i & T/
AN ZBEME, A/A L FMH IFN-y 7| B E | T
A/T 8 T/T R R Z0T,

4 WO Y e B + 874 AA LN VAT A S { JE
i) HBV e & 45 5 ik & 18 1 s Ben-Ari 21 it DL 8 51 A
FER AR SE B 76 IFN-y + 874A/A L BIfE 1% 1 HBV &L
HORIE X IR R R 4 B R 65. 2% F0 37. 5%, 2 R BA
Giit g B L (P=0.003) , it — 25 38 5 A6 00 A ) 38 PR 3 S 1o A
M4 TEN-y K% B, A/ A FE B RLAS fA ™= A TEN-y 7K 5 B 2
I F H At 5 K 59 (P<C0. 003) , #2718 72 A A% 7K SF IFN-v 4 2 A
RICA/A BEHAD 598 Pk HBV B i 5 M 6. R B 4%
SRR TR R IFN-y+ 874 JE N £ A5 E N HBV
R ER RIS N HBV B 4] IFN-y+874A/AA/T F
T/T B B4 A 5 3643 5k 67. 4% .19, 6 % F1 13. 0% 5 1E # X
RRZH 3N 45.29.30. 1% F0 24. 7% . 378 IFN-y+874 H: A
LM SMILE W HBV Y i 14 5) A G .
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KPS 4 i IR TEN-y {55 3K RE AL 2 — . S os Bos
IFN %2 {& (IFNAR1,IFNAR2) 45 S 7] % ) HBV 5 j& 4%, Son-
gle 250905 f g A B RO BF 98 %2 B IFNAR1-17470 fi7 5 C 254
S TE 2 B A0 LR AR 28 e {0 BR AL, B CC L R
51 ALT 1 AST 8K A4 3%, Zhou 2574 [ 1F 5% 45 I 4%
~,IFNGR1 JH 81 F X —56C/T M H R Z &5 HBV &y
It R %% 945 56 . IFNGR1 Jg 8 7 X —56C F1 — 56T & v 5 A 4y
15 99 2 T B A B R SR AR AE A 56 (P=0. 014) , J& 8 F —56C
AR SR L SR . Zhou 2 AT R L IFNARL —568G Al
—408C MKW fE ik T (—568G/ —408C/— 3C) 1] AL 18 1
IR 4 By Ak, T — 568C F1 — 408T #H 5% Y 24 54K 1
(—568C/—408T/—3T) n 14 = fB 18 M 2 T 4 i L: o 1L
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