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HCV REREREI— M A RNA FE, MR
WAH 1. 7L DS HOV Y, 7= 5 g iy A 2K i e
EIH R KM, HOV WA LT s e R,
HA A AR BENLAR G R TR, I W i A Y
PR, BRI 20% FIEMERREE T A RERRHCV 4,
AR ZHATIG R B NAGIEN BT 58, FF o e o I RE AL
FORFA e ). N BYAT RIS AL ML A B s, AT 24
DRI I A, BRI BRI AR ) 22 m RO 3 1 % Th e 55
JrTH, HoHp HOV b3 3 fee 78 O AU AT 4 1R AL R ke
EHEEEH. BT BRI B RIS R R,
HOV FRE2 L ML H BT A+ o0 i 22 B AR SO fge 2
(IFFE R, O HOV G BERENL AT HOV R B I X R
1E—gik.

1 ERENTHME
KEHHCV BEEH B BUAR RN, (H2EBIT90% 1
PUAABA 1 538 8 5 MU R A7 A 5 RV 78 IR 3 1 40 JB 1fn.
RUFT 40 i A 24 R B T 4 M) CD4T A0 CDS™ O T 40, HCV
R TCIEM A SRR . Mok 2 IR R, mEENR
Y (3L R HOV RSB MLl 2 —

5954 RNA i EEAHAL, HCV RNA 4330 f# RNA 5848
=z 3’ -5 HmAVIEMEI R, SRR HN

MRS, ZRAE “HiEMm 7 FEH, EHCV KK
2B = R R L R Bk 10 B AR B R R R
AL IERE TR RNA SREG 1S, AR HCV P2 A R B B A,
AT 5 20y R B LA ) 2 A0 2

HCV B DRIZH S Rt R I IR B 20 FE K2 (genotypes)
AER (quasi-species). HOV B 58 H AR B2 7R 48 16
W LER T R AFAE, B R ILHCY B 1R A R B 7776 2 Fh
HCV %R 7 ¥{E B A 1R & [RIJE M HOV AR H, KR4
ISt = 2% HCOV R e A KR A EE, T
HEF-ABEX (E2) FEANTSZEX HVRT MIHVR2
(hyper-variable region), H HVRI #iA AHL4E%
R R, AT = A e O, TR A R
9 I ARME L = A B 2 (AR Ak, 5 HOV gl gL fi1g
P DAL

HCV A AR e ml i 2 AR 2 AR PR EL, KB
SHMLFD T 40 HRARAL AR, ATHISINAR e IR RE ), B
L GECHCV BEBETE = S SN . ki 1 AR R AR
HeBENLAL P2 A 0 B B R HOV 42 B 10 CTL By, fH 25
B RAEEDERA, BE TREIE R HCV fFpal o,

2 BENRERN
HCV Ak 2 IR 40 Mo R 55, 18 32 9 5 9% S I 6 411 61
I3 25 52 1 A0 0 A M (iR B W EAE . PR B R K&
HHCV YL 1R 9 a] 5 5 77 A 22 T B T A0 M RO AR G 0%
B R REFE R A RRmE Y, BRIGR
SR HOV 3 LI IRAK. Se R IR ML B BT JEA 143
Y, ESMEHCV R, HRMBURE R R NS
T3 B (V09 BR 25 DD AHOC ; 7008 1 B 3 s e 1 1) 8 S Y
HURFG el =, AF HCV XHLA T SRR, InER .
21 #EpoR £ HOV IR, WMEFLEAPURE
FESrr el wizoEA. SEEAMELSHEG.
PuES R G, A DIRR G Ek G BRIGBF R SR, Bl
VAR HCV B HT LA I, 21 S BRI P R B0 T 19
— R E 5 L PRI R AE BT HOV R (1 R ANE
%, (HER R RIAPURN A R RN ST RS
PRI B AT 95 191 HOV BEBETE AR s nl REA2 i T B
0 M A7 5 73 17 A B RO L A% 7= A A A A

W5 R, HCV B2 | AR FHUE 4 fFidk,
FEHHRE IVRL. (BT HVRL S EA R, RN
JEFAL, AEHLARXS R HVRL 53 B 77 AR B AR 2R 2 % B F s
R AR A 2R R, 305 A B R A RN B R,
HVRL X 4R878 5, WbfEEN, FoRCRRamee . fiifud
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BEAS SRR PR IR B, MR R O 2R
fyled. R 7E HVR L AV s A9 58 A8 ] k887 3 1 s IR0,
FRHIPT-E2 PAPAEA SRR RN, ERCHCV RRRLk
PRI 18 HCV B AR HVRL (78 7 i R I AL T
SPEHCV B, ERERBEmEHETS HVRL (&R
ARG, RUIE BRI SFEF HVRL (9748 5 22 B THL
A G 15 3 B T AN S B AL 3 R 5 SR el

SR, 7E— T T4 M SR 50 Pk HOV RRal g it 5%
B, EIVEERILHVRL AV M Zeds, FiET Lk,
P g 2k B AR S R I TR e HOV 18Pk b iy 2 SR i 3R TR
12072t HOV AT Bl ik HAth () 6 BENL AR AR 75 2 S )
N, JERRIFERIEGE. BOET R, FEC HVRL {7 pi 52 4F
I, HCV B G R Ml fe S E2 fEE A R it
LT RMMERZIACDSL H L2, o, it
HCV R R eh, B 21 o F0 1 B A4 3 B2 1R I B 7%
f, EHCV HIRWERRG, PUOkm s mss B2 k=,
FARE ORI HAZ G 52 A0 [R] o8 B0 B PR OO, , R
92 (1) 5 P FORF 2 P2 AT REBE HCV PTHI 9.
2.2 BT wmp e MR I AN BT A BRIE 40 M
M EE, HHCV SRR 5 1% B M Piad ) B L ELR
HEARREER 2-4 mo #SICIER I E = ; BI4E HBLIE R
PuAk, Re S HCV BIRFE MR, R4 A 21
g% RN AET HOV B m] Ree B F 2AEH. o2t B IR
PEHCOV S B 3 o R R R 0 R S R W, B A
HIHCV IR G 35 TN R i = AR e A T2 4
G, BHARESEEUCE SRR AR A M e, AR
HERRHCY, 5 SEURgetib. Bie4 ik, HOV BSFT/r
S0 M SR B VE LI RIS 2 ), ATRES HOV kit
BLAR 1 G928 1R 0] RN PR A 3 40 B e % (R | B oK.
2.2.1 & E T Hemprins it THREHRIRPURA
NFBEPURS B 5 MHC W44, BREPURRL -MHC
BEYS TCRAHEAEM. MHC 11284 FMIMHC I3K5F
FRBIRIPURRE R A 7, B ReFHAE 5 AN TR )] 5 T
YL R, L, 8 52 AT AR O G pk sk i — A 7 =X
WiFR R s kS AR (immune escape mutations), X
20 3 MONFERIFLE] (1) QR AR 7R A E MHC 20 F
JE &5 & VR A A TR A, AT BRE SR AR S MHC [ 45
G, REMHC Frlsis 2/EH, ) WRKRAEST TCR4EEH
FRELERAL, PURKAT 5 MHC 454, {ETCiEHE TCR IR 5],
BHIE T 40 M98 (3) WIR TCR 454 iR & A B mAs ik,
PrFE kS MHC A0 TCRA&R ] £545, B2 T 4 Mo A7 S iE sl
FALIIAE SFARAE A TCR FIFEHLA 9. Rk, MHC-T 2%
BIT KRB RAL A, W& hus ks MHC 254
ShG HISR A BB R R -MHC S5 5 TCR A BEAEH,
FELMT B SEAC T 40 Mt 20 G 40 B R I B, AT 95 H1L 44
B RBEARPE RO
2.2.1.1 &% CTL @afin sl ey k4 HATCIRIEM HCV (1
CTL RALEILTA, Al Z M HLA-T 28576 2. HCV
FERMERCTL BRIRAHCY EZANEE, MM RTFRC

FHEMNS FEHZ CTL MEZHAL. TR, CTL WV
RN EFE AN KAEE, HIEARRTERER HCY,
G B R e i, N ERE AR CTL RAL
AR EANBFEREHCV Y, SR THIH CTL 7
MR B BREMEE, Tsai et al™ &S
FERAHVRL B —AHAKCTL AL, R 3 Bl HCV
WEFHZRMNARIL S, BELR 2 B3R AL
BEY, BRI T AR, & 5RRRA ] FEPURE I
FERPE CTL /B, FHHLHI AT REJE AL R R K # TCR 45
POAIEIAER. de A, HOV ERBEE I R A4 CTL/EM
fr oA, JFES AR RN CTL fEA TR, &
BT HCV B FREE e, i — T 55 38 B HOV S R 1%
RALHILER 5 R RAEFRZMN, TCR I CDR3 AR
ZRAZIR, #— SRR R EE M AR
AR R R pME— R R, AT ETE I L H 55 T 46
PUWR G, S0 I G % 0k gk

EENAE®REACTL NE, AhBRHRE, 27
Bl BPfEHCV AP LS M CTL IRRIMERA, B
T BN B LA A AR 2 FEAS 2 A5 [ o 55 5 70 b a4 9%
REMWAEY, M EHE SRR RNA s, 24
CTL RALFR AR Al Ge 1R/, (H HCV YA B8
fhia®. I IXFhoe A 7 HOV B8 e R A48 5 R B P I
DIERAE 5t — 2.
2.2.1.2 3 % Th Zafin sl og & 45 Wang et al''a@idxin
S IL-10 PR NSS X Th FA7 aal531-1547 (KBTS
RHL, BV EEANR Th AW EAERZ DK
S, BRRMAGRET A, AfEHCY e
16 £ e . 5 CTL ANFRPE, Th RALENA R
WHEEN TSR, nTEBESEESHZERAMK Th 4%
HERERER, BRI T 004 5 40 B R4 S % ) 4
BRI R, FOVLEI AT RE R E i 54T TCR, IkE S %%
S, IMAE HCOV 19 DIk BErE T e AL, JFFrefrfE.
2.2.2 CTL @ f %% 5 HCv HCV Z4MMI N EE, CTL X
TP R HOV G E B35, fhAef8 B A JUIR S 1) 4
i, FFor R bR R AR (W IFN-y) 99 BER
FFEFARP, SR CTL 401 Foie X #8 h HOV L e i
SEEVER P o If FR S RIERR S CTL Al IFN-y Y
I AHAT DGtee o 28 | BRI BB o A P AR SR R
) CTL V%5, Ttk HOV B35 i CTL SREE(K, AN LAERR
TR AR, AT AR S ECHCV B A IR . I
G REBEAB AR THIE Y, S AR HCY
PR EAAR P L CTL S RVEUS MG B, R B s R
5RIZRE RN SR, R A 5K R i Y
B R Bk, AE A JE I R AZ 40 RN A0 I P9 R R ARSI E CTL
RN, HEFWBRELANE MESEL, FHILSIEN
CTL W%, BERE MU 1 S ki o).

BT RAESE HCV B R I bRl # R 4 70 4L i 1T JL
MR, —BEHAA, SIBMEERBES. CTL RV ARETEFF
SRR R AR AN WRE R I ES, (HB T CTL 1
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iR s g (B HERE e A%~ . FiILES
Wb, AN IR AR B Eg) e e, HO LRI H IR
(B R AT 20 4T CTL R B B0 PR Lk i
M) 20 27 480l AR, AF HOV R BUANLR = 24
Fa. 28R, ZRENCTL RN S5HEHER. K
995 T3 P25 D) AH G

22.3 Th@p ks HCV REEHNIITFIPUEFI CTLs
REW HEERRIA T, TH R SRR M, (Ehiikm
FeAE, CTLs Mud A A 3552 8 Th 4=, Fit
Th 4 M 7E V8 5 0w 55 s I RS S L 7E HOV IR 1)
B, HEEkR. WEMNERSRRE. JTEZFEAMNTH
A LB 0 W RN RE S AR B AN BE 4E R FR AR Th 40 i
RN, HiEEEEXRE R WK, 8RR A& E S
SR ERZ Th 40 M e N BT 8. H i T 6= KRt m
CDA'T My Bh, 51 CD8'T 4 M pril iy MHC - T R
FIRAL R EPURA W R, IS CTL BiEME, S3
B bk HCV Jyels2 somsil,

76 Th gHMLN Z b, MRPE o w40 L DX AN ), ]
S FEAY K Thl, Th2 PR Thl FE4W IL-2, IFN-y,
TNF-B %, ¥&40 NK 40 J2 380 CTL, 3G 9R 40 Mo 4% ; Th2
FTEAWIL-4, IL-5. TL-6 & TIL-10 %%, #HE)B 40
Mo L BCA PR = A M, SR RS, Bk, R
PEERME HOV BG4 Th1 ZV0HR &5 Pt #s, IL-2. IFN-y
EFThl RAMEF gL, RAEHMBRE, FFTWH
BINERR, (B3 BURMER 2 AEMEBE M8 HOV #55 &
MR Th2 BN AT, TL-4. TL-10%Th2 &40
MR ¥R %, Thl BHARAEENERKT, FHEHCV
KR R e o2 oa),

TE A1 JE) U8R A% 40 R0 JH 40 i Py 78 0T LRSI 2 Th 46 g
RN G HOV J5RETE 5 408 Mudks 4 09 Th 40 M
N, BRI RS Th AN ERNRE. fFRE. 28
PRI A 0 AR, AR Th 40 i s b 5 L ) 25
Ja ARG, Bk, MEMIERS R E R R4 R
PO Th 40 R AT 5%, 540 B AT Th 4 f 5y 25 6 5 =0

WA, BT MERIRE T S ER, CD4'T 48R
PURBIRE A 2= 5. WHUR I B R BB 35 45 4 HLA-
DQB1*0301. DRBLI*1101 PIZf BEH R & T8t &
F, kIR RDQB1%0301, DRB1%1101 {7 Al
SHCVIRHEEAMPURE 2T, RENA- 2 RR
M7 KRS Th 4R Y, 2@ CD4°T 40 b &% 77,
FEPUHCV By it AR .

3 B4

HErmiss Bon g0 i B fE B HOV I ile 5 T8 /EH, #H
S I HOV R BN AT R I R A E k. 2R
FEA L TTIZI% Th R0 CTL Sy Y ; 15 U 5 B0% 55 14
LAV AU 2. CDA” SHBIE T MM 3R . R R
FZ R O] BB HOV i S i bR AR, 18 T
AFARPY Th 40 25 10 HARHL I 75 12— 250 5%

AT 2 fE E AR RS i) T EAARHZ —
S0 10 a UERBIRIERZT, HCV BERIIB 18 ) R IS 5
FRPERI SR BRTHEEAL, MTCA MBiG HOV G e v
AN, TR HCV MBS = (Y G e S AN S IR G ) AT RE
PLHL, AR TESR . SRR, SR
B FEAL TGRSR, T SR TIRE RG
J7 IR AR A
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