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AL 5 Wik (autophagy ) J2 4H M fige 52 45 240 B & AN 48 2R 4T
BT, LA R A S B 2 14— F8 3 R il B A=
IR — B RS SR, ARMECEASSH
W 0 WUZ R 25 4 ( double membrane vesicles, DMVs) [K]
TE B, B WA 5 v R Rl 6 5 1 18 W I8 R 1 8, E D
TSR B 58 U I i i it . SRR R WS A g
BA YU 25 2 B A RS L RO R AR SR . AR
HH i 1 W T Sy — N RSN, BE TR T A0 I PN R A
A0 2 [ s I R 2 A A 3 B 1 Ak, D e A B T
I SEE, SAM AN T A RIS SR A EAE IS S
TN ISR (1 22 ol S AR AL A

TR AR AL, B W52 2 55 4R S UL T 45 B 3 i
AN A AR FR O3 B 2 R — R P A B R, R
H T2 R . TR BUIF R 95 2 (hepatitis C virus, HCV)
EHFEEAL AR FERRZ —, 4 1.7
AN FFEEE e HOV , HAFAE K R o IR A6 R 98 1 5 XL
Rt o 80% ~90% Jkf & AN 1 K T W5 14 1 K Jie o 1
S . HCV JE R 21 42 K 9600 nt, Jy BB iF 5 # % 2 B
RNA S8, 15— MK A TP HCSE A AE 2 , 6 0 1350 7 v ol B i3
J H 40 B P B89 B 1 1 A S H AR 1 (core (EL A
E2) 20 Jes 5 B gL ks, Mo AR 4544 85 1 (p7 \NS2 \NS3 [NS4A |
NS4B NS5A 1 NS5B) M I7ES s 254 1 Ji #H 1) 454~ 7K OF & 45
YERD A3 455 RNA &2 il Koo 8¢ MORLZH 266, 22 WU 90 418
HCV B i s 23 I 31 B i 28, HOV F5 2 B W 1 LA
HBE R (0 A8 0.2 5 5 1 1 X0 AR 3 R0 R 58 AT i
B VR . A SCHE B RTOC T HCV 5 3wl B 7E A R BIL il 3
FAE—L5ik

— HCV J¥ [ Wi B

1. HCV i 5 [ WA % 42 - Z2 70 DNA il RNA i 2 R L
N 3 B W B AR OGS M A R R R
Goughoulte 25"/ ¥ Y HCV 1a % (H77 ) &Y% A AL BT 2400 ,
FLBE T P REE S ) s v SRR, 5O MR LR B 1
#Ric 4 LC3 ( microtubule-associated protein-1 light chain-3) /I
H WEAHDCEE R AtgS RIBIG I, H AT, HCV AR 7 b ek
FEFUR AN Z 5 o B e g BT HCY W
HLHTEITF AN BE 0% E AT S I AN R A , UK HCV JES5 M iR
PN AN BE 7 A= 5 5 UKL , (ELATS T 475 A Wit SR AR,
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1 NSAB 5% YL 2 0 J5 AT 5 RabS i1 LAY PI3K JE B G AT 4
SEES AR KA Sic RS R B, HOY RS H
WA G I I AtgS 7 12 1 Beclin-1 B354 i, (H 245
AR E QMK ERE O K po2 (REZREGHEE) %
PR A A R A= W 0 B R o W HCV 35318 B A 58 42
s HCV ] 1 A W R0 88 UK Rl 5 22 1T BELDRTY 1 1 Wi
RN SRR, o) — R HOV 530 B R o8 2
fFy, Mizui %5 45 HCV I 40 0 A 7] B A5 i 2 11
i 55) 5 v ( chloroquine , CQ) 1l i F W A% 24, & B 410 i Y
HCV il PR S CQ BRIERMBITE, J5 ok Z TR BIUE
S WA AT HOV & iR 82, HU2 [ Wt V2 i A % i 1)
WA 7756 R p62 251 R, HOV 42 1 9 AL
FIHTE B DMVs, FH A B KR A 25 T X HCV 2
TR VRTE o X HEI VA Tl AR 7 T A TR AR A8 IR HCV &
il , A T REVE BT HCV 521 A 25 B 58 R R Ao

2. HCV i i UPR i 5 B WE: N ™ ( endoplasmic
reticulum,ER ) 1 %, % K 37 & & 1 W 2 (unfolded protein
response , UPR) , Al 3 1458 26 11 I 7 25 i 07 L BHL¥T 2 1 Joi
P NN AR 1 BT A S AR M ER BRI R R
HETE ER 8¢ ER SRR S5 4 0, BT LA 2 R 2 7T 15 5
I UPR™ 1 PRSI SIE S HCY AT 3 UPR, 75
HCV B 5 (4 HEZH BUE Kb A v s 2RSS, (E2 7 S 0L
TR BT R NSAB 257 Rk AT Rt
T TS 5% 5 KT 6 (activating transcription factor 6, ATF6) Fl
LB 75 SR BE-1/X & 45 4 & H (inositol-requiring enzyme
1/X-box-binding protein 1, IRE1/XBP1), f] fig /& HCV 7%
UPR ML 22— o 5340, HCV E2 W 2R [ 16 25 158 IX 77 A 1
SPEUR, 5 Bl BEE R A B Y, BRI RIT ER, AT
B UPR'™ . K] UPR 3445 K F (1 PERK IRElo,CHOP
FIATF6) i F I 2 0] HCV V5500 LC3 58 IS 2, B2
A B TFBEUS 31 UPR 53 (19 LA, HOV 5 5
C/EBP [6]J5 % - ( C/EBP homologous protein, CHOP) %315 |
AT HE AtgS FI LC3B A3k, HEMT s { e . HCV
o] GEE o P 5 25 DL i B ( protein kinase-like ER kinase,
PERK) 5 5 B AZ 40 it 115 42 4R I F 2o (eukaryotic initiation
factor 2o, elF2a ) BERR AL , HETTICHG (A W' . UPR 345 5 1
FIR TR M HCV il Fn HCV AHOCHE b, (24
K HCV FE s HCV RNA 877 [ W B% 2 1 4 0 2 ) 4223
IS UPR i 2GR AR

Z A MEXT HCV A 3 A A 5% 1w

L. AW HOV S . [ v AR g AR 40 i 4
AUIEHREE NG RS S o 7R 3 0 S 1
i PR [ WA AT RS 0 B SO S A 2 =2 ] T
7 T ) A T FH £ 5 R A P A R e R
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SR AR TR LTS R B . 2T BoR , HCV
K& I E R (A0 Beclin-1 \LC3 | Atgd B AtgS . Atg7
Atgl2 [k 7 R R I A HCV RNA #4588
HELLK HOV AEAEI 4N B Dreux 45 HCV 3L M 145
JBYL A AR 11 ( Beclin-1 | AtgdB 1 Atgl2) F35 T 0 10 40 i J5
TR S AN RE R B0, B AR R B S . Tanida 255t
£¢3| HCV J& e Beclin-1 T Avg7 B A5k (0 40 ML, #2000 28
P RER L0y 23 T B 40 19 W AR T BR T R B A T A S B
RAFVERISL , WAE HCV i35 B FIURL 20 26 AR Tl & 4746 o
{H Dreux %5 A HCV 52 0k A9 A2 FUBSHOE A MO T
H AR AR HCV & il ST sk HCV RNA #4323 5
SRR R . 4585 Guevin 257 & B NSSB 5 AtgS
AHEAEA, AL A0 F A W DMVs 8544 1 i I 5 A6 s JFHL
2 d J5 A 80% M LB N (EAE B 5 d B LTl A )
I i MG A —3, FrLL, HCV Zilp i fr s g, He
il 4l 2R I AT 3 1

2. WA N [T G 928 IO 2575 5 3 4 1 1 < [ A
PEZRPUNGETE RNA J5, &7 A dum s E 7 T B T4
(TFN-or i1 IFN-B) G (R - B Al By 2 M OG D77 4
M SZ AR 0 4 B B2 5 S 3L X [ (retinoid acid-inducible gene
[,RIG-1 ). B & K 4 55 b Ml ¢ & B 5 (melanoma
differentiation-associated gene 5, MDA5) K TLRs i 5| J5 B¢
RNA J5 #4509 MR (W RIR) o 6 HCV J&R e i 41 i Y
W B D T B IO 2 0 7 (T S MBI sl Y P
BT ) B R 4> T, W R e = 15 4 LB 1k 1w &
B I 5 A ERE R R0 e K 1 o
(vesicular stomatitis virus, VSV) JE& 4L i) 4 i ;N AtgS A] 3 4
RIG- I fil % TFN-o/B 7= 4200 0 TFN-B J 3 F i 14 7 1
(IFN-B promoter stimulator 1,1PS-1) 4 RIG- I 4 T ¢t 1E 43
F, Journai 2200 %51 Atg5-Atgl2 YR IE T caspase $H5E)L
15 ( caspase recruitment domains, CARDs) 5 RIG- T #11 [PS-1 #H
HAEM, EH DN AgS-Argl2 H B (4 58 3 i £ ik A 3
RIG- T F1 IPS-1 CARD {3 s5 5% B 1L {5 5 % 5, 04 T %Y IFN
7= o Tal 5122 BIF S 08 40 M0 1 W3 5 5 o 20 fiE 25 AL 1Y
Lo R PR RIG- T 55 T % IFN J3 3 F47% . Shrivastava
AN, Beclin-1 il Atg7 47 AT BEREAR T IFN-B A4t 2
LA (interferon-stimulated gene, ISG) i ik, Ke el
FER T AtgS 3RINHE W FH G 9R IFN-B 5 s s T, A s
AP0 1 86 HCY 4R 5 48 T 2% ( pathogen-associated
molecular patterns, PAMP) {553 RIG- | {55 £ E E/EH,
HWFFEUESCAE HCV 3° - UTR SEPR 4751 4 7 22 5 PR s e
FBEMERE (poly-U/UC) BE4A , LR JE AN RIG- T F 2L
A, Ke %" 4] UPR 98 %7 ] 7 (40 PERK, IREla,
CHOP 1 ATF6) W m] GE3MHI RIG- 1 BIfE 57 S, 25 AW
AHOCER A UPR 15 5 26 30 ) B 5095 2 RHIROT 4 PAMPs
W A hoR T E S el R R R

HCV nlid i NS3/4A {93 H K IPS-1 Ml RIG- 1
PR Gy B 0 ARG NS3/4A SR A i 41
TN AR SEHLHI AR Ke 51 L BULE 1 058 1 B
Z AR N T %3 RIG- T Anfs % HCV PAMP #8K BB J5 30
IFN-B 1 ISG RYFEE, BWEHEE RIG-1 {55 % HCV &

il B2 M P B SR AN B, 11 W 1 nT e T RIG- T LISy
HLHIJES HCV & i,

3. [mE HCV YLt ja IS AR A I8 5 . HOV e 5
BRRAE Z B A AL A K S A WA A T
HCV RNA {5 &8 T 15 3= 40 B Be A0, Hodh IR B i &
JRESLTEE, RIMT, Vescovo 45 & B HCV YL I8!
A e A AR 5 O g i A8 22 Sk O¢, #E 3R HOV JiRje %
JFAZU P I To A e . i — 2505 & B8 HOV IRy 41 A iy
W Y e SR T B R 1 1 1o A, 78 HCV e 1) 40 it 4 Jin
ANB LA BN R 5 F &k K B TR, BB HCV
R B WA R R . A A A B
Yo} BT B %) 8 5 X HCV A= 3% & 309 J& A if /2 8%, Heaton
20 8T A B S T R 4 L [ RE R i 2R,
I (14) B i AL 358 o, 25 SRIE S 1 % P ¥ 1) 3 o o I A )
T E R . J40, HCV 55 [ XS 5 A A T ge 2
NT A S EEE

4. FIWERUZBELE R X HOV & 61 59 520 . HCV 78 fig 3K
NEEZE 4 1 A I A A WS HE T B W DMV S 20 it PN IR AH 56
RNA R A T #2428, [ Wk DMVs (2 IR A&
A, HETHESE B8 ER XF A WA TE sl B 22, ER 4%
DL B A S5 B R A, T B ER A1 A
AR L A AR ER L, 5 MR s o T Ak
U MRIETE RNA F5 56 A0 82 il 336 e 4 B 235 44, b v RE X
i 7E RNA MBS 255 SR s ild fE . — 28967 RNA
S/ SRR A, s BRI  (nidoviruses ) RS AR 2
(rotaviruses ) £ T8 76 KWLt 545 LC3 i | W DMVs |1
HCV JZe ) 40 i s 23 1 B0 LC3 s 2 28 1 g i35
N S AR B 43 7 R, DMVs #E F HCV RNA Fi1 & 1
5 LC3 HEytiE ™ i AR B MEEEIE HCV W [ 20
52 B 4 i H — 26 DMVs & HCV NS5A HH, xR 1E
HCV 25l AN N , — L5 B A 7 1T RE H BL7E A 2 i
FEHLEH " Guevin 2517 H7 38 7F 5 IR BE £ & b, HCV
NS3B i o = JE AR SF I Z IR C-vi 5 AwgS AHEAER, B3t
FENL. FWE DMVs J& o8 HCV & fil$24t g ik & 5 B H &
HIFRAMS

B2, AL R HCV Z M E X RE LM RS2
SEVE RS, HCV R P 408 13 ek G A 3% FR 0T IR 4527
TCAE SN2 U0 10 2 I R AT ST #0352 HCV YL vl 375 S-40 i
FI 0., Rautou 25 4038 , 55 4t Fe Xk BB | A5 79 K5 14 B 5 AT 74
FEPERR WML A P HBV J&ye 3 00 JF 4 UM Eb , 12 1 HCV
JRYL AL [ WS M . SR HCV & Anfal 9877 [
T, anfar A R S s A Gl 55 RIG- T 15545
REARTERE BT LA W e HOV B J5 T 75 24 1 4 Fh 1 a4
TR .

I RITIESE 25 W 5 1 s e S B e g 25 v 2 . B
W7 I A AR 1) A A T i L 9% W) 22 1 5 RIG- T {5
S HOV g H o A A AT REIRC B 25 A
PP Y S BRI, BUAE X g 55 78 g 9% 5 D7 T
it RIEVE BN ARG, #7 Z2E IR A WI 58 A B B 47
R HOV R HAhs 25 A B iR 4R (35 B
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