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9 T M T 98 2 L V3B AT I ™ R O R 22— R I
BT B 38 I T 46 9 B U 19 35 FE A LA AE A R & RUJHF 4% 2 4k 45
P I BT AR R B R SR HGE 15 4F SR & R R (1 &k
Yo S B TR B L TR TR EE 4% 6 2R SR Ut H 25 A2 B L, BUK H
FEA R AE A7 4048 it A5 A0 .

1 MAENEEREFRBRLENRITREZSE

A BIAT % (Hepatitis C virus, HCV) 2 4k 43 Pk 1M 15 B &
BN W R R R 2 — . MB R E HCV B &k R
W5l A HER 5 A5 . S A 45 A R BGE AT (HD) i
H HCV I3 24 PR & R4 5, SCERGE S 1.9 26 (i S e
WA 1999 ) & 80% (FE I MR 2001, 4o 24 3. 4265 ([
4% 6. 1%5 R 6. 8% (2 7% ~23. 3%
Al 10%6 ~29 %M Hi it 1197 (gt [H 16, 3% I L E
20, 5 %57 B 22,5 % ~32. 1%k i J@ 7 B 2 B 4
A 596 B 71 L AR b I I TRE AT (i) R
#H HCV BF R 147, 1998~2006 4F , 35 [F Ifi 7 4+ 4k oo
AW KA HCV BB & kAT R 7% ~23. 3%,
B T AR 2003 4F@ R, 524 MV AL oL 47 £ B 20 4 0%
Y HVC, #t HCV ik A1 RT-PCR # HCV-RNA FH
B SCABRE Y HCOV J& e, BF 5T 2 W 1 350 4k o0 B B
HCV & A 200 5 ik 45% , {0 H i i JC K FEA £ 0 B ok
HCV 3479 2= 504k .

HCV 5H fth RNA Ji 8 —Ff , EEf B kA RES
BTHRAEM ST, HCV 4 6 FILHE AL, 70 Z Fl7 5, 3 fl 48
5 14 5 B0 HOR R A SR A7 FE i B IR B, AT S B HCV 1Y
FRER IR Y T FHLAE B SRR 5 R BE 4 Tk . i T HCV
B S, HOV SEM I IF 2 th — B AR R I A3 X fff HCV J&
P fa N HE B Z A AR B . b b, DR B E R R
HCV Jam i R o fe, 29 20 % 42 4 1918 1 HCV B e B
SRR YL, 4 %0 ~ 5 % B R R R R T A0 IR - 10 1L 35 R
HAETE R T RS B R A TS SRR A, I R Y
HCV JG3ET XU P4 R HCV B & s 1.4 %, Wik,
HCV Jg& Y AT5 SR 2 I ¥ A v Bz w2 B 30 00 174 Ji) A
2 MEEFNEERERAFSEENEREASNEESRRZ

HCV YL I @ A2 B T 4 1 42 LA SN . 28 2 i ik (%
FEE L 0L 7 AV Mk A AR S L TR R A . RN 2K
MR AL Tt HCV & 42 1 HCOV g i 35 #R 4 UE 55
FREE IR R IR . 4> T IES2 18 M HCV B % 5 Bl 2 &k g
HCV 1935 7 (83 % 35 25 H ¥ 51 — 30, £ W HCV B HD #
#H5ME HCV B 8 3 ) 1) 2% V) #2 il HOV /& 55 1 1 225
W, WP LB fE8 Y HCV BEIRIT Z 5 L IV FE [l — B &M
ML E R —7 B B 473097 5 & B HCV (9 KUK P 48 5
2. 64%, BTG 5 52 AT 58 (DOPPS) (i 45 22 0], B T i
B OB PR B RS AL L 2 TR R N 25 W 4 R i
HRAAEY HCV R ZAEKFE R, Sk E HVC I 2 B
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PERER R R BN KT 3 4ER B, B HCV [ KUK #
A 5. 4 AL S X B PN B HEAT A R U R S
HCV 1% 19 KBSt VI M OC . BF 5838 & B . 78 35 M7 i 2 52
Wk VE SR 41 2 0 B B R HCV [ KU P36 2. 7 4% .

ML A 0 HCV 4% i 2 G - (1D B M 26 5 4,
PG FLHCV B B HCV Al 28 15 5 Hr 28 1535 UL 51 7 48 A
50T 10 38 s i At 3B A AR R R AR R O TR A
iENA BB A A e & L. T HCV % 8 H A% 40
~60 nm., i F K T ZHGEN AL 7 nm) L8 FAF BT X Fh
VYR S R A R AR o2 M R S B a7 A U ) a2 A IR 2 ) s L
kAR, B HCV-RNA JBal LS5 HCOV 35 4%, [N ik
20 N T U 3 A HCV 95 3 0 00 5 R s R — B L.
A SCH R T HCV H R B2 ) 5B 2 76 30 HOV B8 gl
Ja Bt HCV Hui % o BH M 50 H RTIA K » 3% B AL 2% P9 358 10l 8% 95
PR HOV B g Rz —. (DB EMH. BT
T U I A e o A i MR v I R R o YR v Ak PO AR B ST
PR PR R AT 3 i HCV 52 X753, (3 BE 45 A G AR A AR
KWIEYe ., — ST & B A AL O SR Y 740 R A
R AR M AT AR AR AR S 11 %, AT HCV-RNA (4R 4%
A 7060 U I S AR R R I W AT HCV Y5 Y 5 5 fE 3R
Bi. BFFEIR 2 B LR Ak o P 08 ST B ST R B
TFEHHEBFENEPS NR IR 35%~39%, L Bl Kk F &
W ELBI R 29 %6 ~37 Y0, 1t/ 8 B L5t A6 2 T T4 2 B A1) 46G R 3 BT
ARG o = B oRE VO vl S B S TS N A1 7 R el
BT ATH AT /B H BT L = B O DR I 4R 995 B o 4 R
JOIY T AR AN AT A 07 T 5 3508 3 4 2 90 5% B 15 7 48 B 1Y
MGG HCV B AR £ 8 E N, e B i b i W
4 ] R0 5 oA 10 R R % 3 AT B AR & RBIL A% 3% T 0 AT HE T
T, 30 b7 Al RE WIS Y 1 X8 CUn B 3l i 42 B3 B B4 ) T A
JE I T 1 2 W TG U A A R VK S A 2 L B R TR — AN 8 B
e ZE 43 R I RN TS e B L A PR IR — A 24 4 2 o A K
FH A -4 EPO LA Z A B EEN . HCV 5|
N ORI E AR 1 AE G &0 48 h, B M TS W A OISR 1 — 75 e
WA R BB A L ML 50T A AT B8 B UL 15t 75 YL 19 X 8k R K A
THBEAR Al T30 HOV £ M Ak o0 M5 4% . B2 b A B R P 4%
AT T 15 T B DL RS YT I BN A I i 4 A5 K T R A
1 HCV B3 1 1A sb 4, — 300 [l B B 55 % B, o ) i O
F) HD B#F e HCV sk e 564 w8 1) 23 55 [ 52 1M V80 Ak v o0 332
ZENRIT R HCV Wikt 2z — I ml BEVE N1 e 5 5 3L
B 0 A PO BB AEE HOV AR R,
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3.1 BRAL PR 45 A BT 98 0 R LIk AR L 8 M R A B
WA U A MR TR R 55 A 5N 347 A &0
B 5 AL i B S5, B 3 CRARE 2 1 4F) W R R F bR S 9
HA G R R 5 N BR N B S ML L B 1R SR . X4
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BT SR A B 1) 028 A 2 AR N 5 2 9B 4 2 b 2 AL T R
BEM . AR AR IEA BT 2 N & LAF A 28 % L AR 4.
M 5~ B RS AT O R BR AT . O — M A 2 A
LA B o SR I LS T L ol T T G e g PR R
WA 75 e 6 2 T T 75 e L 4 A0 o R R AN B i A A
LR 7350 45 50— A R F L AUE e — R T 5 DU
SUREH o O BRBTT ST UE 52 38 A7 47 L B9 T 18 0 2 58 U e A% 1R
HEAE L PR B AT L i T B R AR R L
AWETE A I AL RS AT B 47 5 6 0 9 0« I Y0 T 2
FENRIUH R it HCV R 0 TAE AN R T LA AT A7 78
HCV-RNA, [N 0 17 38 S B= 4 A b3 78 Bl 25 IX Rl Bl g 1X 2 1) A
Hiigh.

3.2 AL BGEN HCV S & & RS FaT 8
S HE B BT IR T ISR ML Y R AT S8R £ BT AR R e 19 L
CREBCIR] B 25 1V 2 B4 BF & 5 BRI HBV-DNA, $i-HCV Hl
HCV-RNA #5457 C A HCOV &G 1 8035 17 5 B A G 19
B IFEN LS U . [ HBY A HCV i1 (& %
R % 53 FF 3B BT B % FHIE T AL 5 X JFF 58 5 2 Sk g 3 P %
FRG BEST A B AL TR 32 VW32 A Lk 0 A7 L ok o 8 45 AE—
8 T b 4 0 S PR O O R B . SRAB B M A B — K
5 T o oy OG0 P 6 A0 A AT AR O B9 A R R . 6 HCV
Y IE BT o TIHRIURFEIRIT . HCV ZER D 1b
TR £ 2 X BRI 8 RO AT

3.3 ERIITH R EEFRE R A X CEREX
e g X ke 22 B E AR TAE R R B A RO
WL E Bl A8 R KR AN AR AR L5 7R A LB BT 5 5 A% X
315 1 DX CRL B ANAE A 25 90 95 e X CAb 2 AR AR L S Y
BT AR ) LA T Y o A8 T BE I VR A BT 22 [ B AT 45 RS
TH T A B OB BT 5 A 4G 0L [ 5 R D S T | S T
FISE AT BIL » UM 50 1 25 08 AT WL A2 ) T A LA B 2 e f 1) T
I TS Y 9 T 5 B I B PR L BRI E
SRANER T T 25 A M5 Y M 2 R 2 AL B
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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

P AN, EBFR
EKFRIRAD : 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 .
2 N0 EASTSENCEFRXLAENEZMN

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



