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TF T X EEHFRAIGIN , IFHES T AR A MBI 5 T 2500 . INBRUAT SR T BE A 2 S5 S RIS PEAE , If il 2R kit
SPRPER AR ASSCEGS T NI SR T I AR 0~ R S N BT S e R S BB AL, R4 T NI R B iR TS

HERE.

XEER AT RINEE, FTFerdith, Fm
hE4S%ES  Q93, R57, R73

FEJT S R R, e R ) R S A
P96 A %) K BRI S X SRR EAT5
A A e M AT R S N, FRERAR
CILEAZ LI A3 T VP HRAJEAR, (o R B2l
LR VP IRE FER R, IR PR E] T A AL
il S RMERREE, TCIB e 2014 4F 1R IEHL,
I 2020 4E IEAEERE Y SARS-CoV-2, #F4 Nt
ke TBIRMIUL SR, A2 E, REARU
R T RAERE, BRBEANATTE
i1, Hrh st asE N R e (hepatitis C virus,
HCV) . HCV B4tk &y KA 184k, S EmfRiE
HE, WIS FFAE AL R . 2020 4F-3 DL/R A Bl
AR T T R 3MRER, R, X
i DR A B2 el PR 2 2 K 1976 SR T R I L
JF9% 7 89 Baruch S. Blumberg Z J5, 25 KM% Kk
PRI IRFE R

Pt A AR UG, HRETAEKZY7 100 7 A
YL T HCV, KZA30% (15%~45%) HYRYLE7E
LR 6N H N H AL, AR & R ki v T
R OIEEIER BT R B E T, A 15% 3 30% i3
SAE204E N B AENFREAL, AL S ETE . IR
FET A0 i At AR 20 — 0, R IR E R I
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(non-A non-B viral hepatitis, NANBH) . f A\ B 2%
OO H TS, B ZAEN R ER R B
XA EE L X HCV B IR A SR 15 B8 7 AR R
SEPER BT B, an N R ER A AR HCV 38 18 i
MSIF% 7. 5358, 1978 4EHCV R4 (HC
U AR SR 1, JRUER] T HCV B A % 1
1 AERXT T HCV RSB B 50k .

AP OLRFZEE] 1989 4F, Michael Houghton 55
VEME T 4400 5-1-1 SRR R B, JF BLIERT &R AR
B, mAETE EREA . B g R E AR E
NANBH JIFRFEA g & B, T AE H AL R R
FEAERA B R, RZENANBH & 5
HAEAE R X el 5-1-1 BED =Wy A AR BeAA it
BEZH 7S %A . 244, Michael Houghton 55 ' 4
i 7 HCV L P25 . HFREMRAN R T
PURTEA Y S TP R B X HCV B IR,
W alfa-2b G A L F pRkibyT 0, IR —E
RWOR

AWFFEE R SRS, IR LTS
e TR Y B2 5 HOV IR GL (1) 2l i 7
— EAF R NHET . 2005 4F, Zhong 55 ' HENT T H —
MRS FE B HCOV A AL, X HCV i ak
WFoA DTk S A R E A, RN T
Bt Z A 3E (SRR, SR AT LU F X HOV SUsk
A TOTIE, SRR PR, (HX)
HCV &L | 12Tk . S BUH S B PLE B AT SR
PR 2218 | Charles. M. Rice %3 %) 3 8 #¢ 14 CD81 .
OCLN JHam il /Ny e 2 D se , i/ BUS G HCV
FEREIN RS T 0, ST T HCV IR 314
BEAL T X HCV BIF 5% i th 09 s B 7 o7 ik
Harvey J. Alter, Michael Houghton #1 Charles. M.
Rice M [F 545 1 2020 4F# DL R A Bzl B2

2 HCVHIGE# K HEE MM iE

HCV & T B R, kK 4y B 5% RNA,
KE97nt, &4 5-IF4iS X (5'-untranslated area,
5-UTR) . JF jik B4 % HE (open reading frame,
ORF) . 3-7E 4% % X (3'-untranslated area, 3'-
UTR) . FF BB HE 7T g i — A~ R FRiiR &
HHEAMYEIERSEWED (FREEKEN
MRS ) RS ER .

a. K5eHE M. HCV WA TE 8 1 N g 5 47 K 45
Pk, AT LIZE G RNA, X5 2
P AN A EAER Y HCVAKSEE A C

Uity S A BK S5 R, X 20 4 IR 5 /DN i
(LD) MHEAEM .

b. G . HCV 096 5 b B o FE B 2 1 E L,
E2 W RE, BRSO b R A2
Mz CEE D, HETN EL R, TR
o g i A 0 AU B bR R DL SRR U
VY UE2 R EEMBE N, BSE BRI
TIEH, M SEBESHEERG, JHREEHCY i
AfE 4. iz 2 E > CD81. SR-BI,
Claudin-1. Occludin " 3% 4 f 15 F 401/ T2 5,
HAE2 56 CD81 454, it —RINAIMIE Z %
SHLH, B Mg E A RN (clathrin
mediated endocytosis) . N R ER LA T 1 Hid R 45 i
T, RAHCVIEATE H4iH =

c. ELEME N . IS E I FE p7. NS2,
NS3. NS4A. NS4B. NS5A. NS5B 7ff, NS3 5
NS4A 457 AR . p7/E B FHliE, XFHCV K
2 255 FUBE AT B A Y NS2 Y N St 75 A7 B 7K
X, Cifitt5 NS3 I SLmas & 2, HANS2/3%EH:
Wi, RNA & HlABEIEAT . NS3 Y N i i 22 2
PR 26 I B 25 A 3, C %3 NTP 7K fiff B/ RNA BiE45 #4)
B, NS4A R HEH T 2 NS4B /& HCV i # &
AR TEEALF, NSSA TERHE U4 B e
WA EEAEM . M NS5B S RNA MK #i () RNA R &
fitg, XD R G

3 HCVEERSHENLZE

HCV B YLl 5 , HUAE LLER B2 RIS R
H 75%~85% [ HCV 2Pk e 25 % i hy i Pk g
T S 22 SR LA 7™ A ) SE B v 25 R 3 —
RIS AR L, ATt . AR A
PE, R TIE R R FRE AL AR . R, HCV
JRRL 7 A R 18 4 T B TA Ry 2 S B O 1
PR i HCV AH S R A 183853l - i A
ST IR, H e A i JRURG: B -7 A R B Jn R i
2 CHCV S EUHEN A R 2 B 2 iRt
AR, B E . IRAREER R FZHEEH
A S K713 i ) i 7 N e A R (E R = i
WIS, FZREERAE . AN L SR R
F 518 E 0 B AR AR e 2k g & A rh 4%
ANEYEERRIE BT
3.1 HCVEEESEISMREE

HCV [ YL J5 RR A8 38 2o G5 S A T AT 1 &
A, B A S PERT R BENS S S 0 R A
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AL RAE AL IR AN N, S PR A5t
K+ o (TNF-a) . 4% 1B (IL-1B) . I %6
(IL-6) . HAE S (IL-8) . #REFFER (LT) @ %.
Uk 4h . HCV A8 4% 51 5 2 kL & 5 800 1 A
(reactive oxygen species, ROS) AY=H: 0 [a]Hi,
HCV B A FIFINSSA S5 LA 245 11 ) DL 46
AN P 5 A 22E ROS 7=/ B ROS F=AE 1A
TR 5, REUFIEIRE R RErs . A2
JFR AT, ROS B HEFURT 20 i B 7 1) K ™
A= AT DA i LIRS A SR AN, R A Atk e
JitL %% Ak S WL AR £F 4 41 i 3 A Rk 4n i Ah gk
(extracellular matrix, ECM), ECM K1 #E FH M1
SEUTLF AL 2 BFeFdete kA2 )5, AFIESEH
Pk —AnIR, SEUF L, RARIERIFE ™.
3.2 HCVER it AT 4npaigsE

L S SR B B R DR R A ) AR B
HELRRAE, A AR B B A5 5 Rk e A K
HCV 1E Ry —Fh LA ) PRLIE 4% RNA SRR, 18t f& 9
S e A A% AL, AN H AR LA B0 DNA Y%
BEAREERR B AL 5 B A B B LR idiE
73 B4, (AE A ZFMERE RV HCV 8 HE i 5 A i
T BAE R R AN S . e, HCOV A
B A S A IR (B2 A 3 A A R 7 (R SR S 22
405 05 1k 8 B B¥  (mitogen-activated protein
kinases, MAPKs) {55, J0E 38 156 240 e 3
B 5 HCV I AT LAl 3 2 3 1 =32 00 400988 5L T
A 54 200 i P A AR . p53 R 1 R e g 1
K, FENUARANASZ B ORI , S b T i
43 F p21 IR 20 M B R . HOV .0 E
A RETEAZ M (AT 22 0 4 B A%, il
p53 MFE SR IR p21 BFRIL P HCV ARG HE A
NS3 FINS5A LAl LA 5 p53 454 KM E 1,
NSSA i 1] 5 p53 154 5305 7 DDXS (p68)
MEAER, 4 F M%) DDXS 58 o 2 M ik,
S Hp53 A2 B BT Rb 2 B A 0 9E A A
AN R B, A AR ST B2F SN
By, FEREH A0 MG s AN T P AR G E . AE HCV
YL T4 R, NSSB Al it 5 R ZE S TE M E A
YIIFSEE B M, 53 RbIZ RILIEM,
ZOPTE B2F (e R4 i ag =
33 HCVEESEMmAMmzEAT

TEAR S FE O R, HOV RS2 5 7 e
S A O A S DR T B R TR A2 R
B A ERE P ALSET IR, HCOV B i Al ) i

TS MRS A T, (B R R 7
5578 4N 1E AT 8 B i itk ke R T . il an HCV
Bt B FIFINSS A AT ] TNF-o /S 4 T,
AT 38 2o 3T A AR B T 9 Bel-2 KR Y Bid 2
5 DT 461 AR T A o S 0 b 4
WH SR, R A RE S AT TC IR B
Wil or2dRe S, RiakAAb, 85 S Y 2 kA
X, HCV YL Bl () ditpr i1 5% STl (telomerase
reverse transcriptase, TERT) J& gl 0] &A= 06 %
S, SRS PRI, A A AR M A o) A R
(BRI, 2 20 T S AN E T T s AR
HCV #0881k 55 DNA 4 T 15 CDKN2A 1
FeR ok TR A R

34 ERFRARBEMRMWEHEHET

HCV &L T 2 E DNA #i I B &, 15
WAL AR R R HCV B A2 PE S AERIR T /T
HMRLARS, BN O™ £ KA ROS. &
JKF-HY ROS 23 Wil DNA, i il DNA i {4 Fl 58 7% .
I B SC 32 B A9 p53. TERT JE K 2845 4h, ik 558
Whnt / B-catenin {5 538 B A G LR g 58748 ), o
B LAY S 2 A B-catenin A CTNNBI 3 [H % E %
W RAE, [ B-catenin I A2 JE HA T FE 5% 47
1EH 40 AT B ATM J3 3l DNA $5t 45 J2 g, A
DNA H 455 313850 AH N DNA & B, BELAE 48 &
WSO TR T A 4E R N A A R 1 . HOV 3R
A0 5542026 4 NS3/4A FITNS5SB 1] 5 ATM 2 HiJiE
YH2AXAHEAEH, T4 DNA #1453 5 (5
S ADNA B E .

MicroRNA (miRNA) J7Z 2 5 FE 1 &
Al ZFP miRNA 5 HCV AEMEAEH, 25
HCV BUF 0 £ AL, EAGLF4ede . &b
WORN B 1D A S A 4, R AT $E HCV i 4 At A
B0, miR-122 /2 JFE i =F & 1) miRNA 47,
A DL i p Rl 25 A HOV LRI 40 5'-UTR H i 79 4
NORAEHEHCV &l 7, B 5L 4Eib g A
PEAHIC S BEE IR YT TN B R 0B S L A
HCV MR, miR-122 B9k B R, 3%
Al REEHUA A B —F s . MiR-196 7EA
JF- 40 g a] LR 94 Bachl 25 14 A1 A 140 2 A
fitg 1 BEH ik, (R HEAALN B, I Hl HCV %
ik B HCV e iR 7 — 28 miRNA 40 miR-21 .
miR-221. miR-155 Fl miR-200c 254 |9, A S4%
RN G SO T )
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HCV B if - HUH- 240 M 5%, ads {2k
BRI WG AR W BR (4 43I Aoy, 3 AR 7
JERERGUORL . R aEtE” FFRSMAAEE % & £ 7E HCV
(S PR Y 3 AR e | 4R 3 U HCV [ RS SE P ]
AE 58 BRI 36 B HCOV B0 3R 1 5 /N IR
i 11%) 2 T PTG 0 I VR 1 0 — 2B A A Y, T NSSA
MZZJEHE 1 B100 (apolipoprotein B100, apoB 100)
(A AR F AT ) apoB 100 (2030 52, FHL AR
W F AR . AR 3 B HCV L B E TR
Uiy 745 1 3 1T B 55 AE e A ML AR AR 1 R A 6
i 5 2 B BT AL AE N 07 A8 P v k¥R AR,
HCV #0851 a] A_E VA 20 i DR 7155 2 S 4 il [
¥ 3 (suppressor of cytokine signaling-3, SOCS-3)
(IR, iz AR5 R 2 A i 8 1
PRI, DT THEE S BARSC S SE s, U
FHCH S, DRI AT, R A
(R =R A, Il = mRE B . U A
i SRR AT S 0PN S5 O IO 9 L R A T RE B A A
ROS =5 557 il 41 i 75 Sl Ui R 5% Hh DABEAR i
YEMRE R A EEORVE, HCV JERYL 40 i it 2 PR
FHSEBHI A R AE ,  Fe i HOV R I 4 MO AR bR st
2 BRI AL B R AL 2 A TR SR A T,
52 AR T (NADH-iZ fit E Ak iF J5 B ) A9
MT-ND!. MT-ND3., MT-ND4, MT-NDAL i} & Fl
BHEEKIV (GG E AL i MT-CO2 I
%5}% [56] )
3.6 HCVEEAR HE Bfyeg I & 2 X

M A B IR A S AR 2 — S b
SR A AF AR I S EL R &R HCV BHPE R R 4
2 ELAT W B AR U A s R T, e R G
AR 02 1M N 2 A K 7 (vascular endothelial
growth factor, VEGF) {55 . HCV . 1
MAESRESE T T la e A EiA 2, g
VEGF & ik M 42 #F 1 45 28 B¢ 7. HCV i 38 i
MAPKs i& 48 [ 1H T M4 ALK 2 ik

WA, AR EVHCV SRS S50 F
Fe 0] G Ak 5 i 1 1R 22 B A OG . HLHCV figil
i Z PP DR S HLAR Y G 2T, i e 11 G e
e

4 HCVREERIBGIE

4.1 FapHFREH
JUE H AR B = A 30 B0 v FH TN R R 19

s, AHERFEERAMREAR B E, —HN
JHF 92 B IR R T A, B RO HE T BR T
REEM R ), ERAMRFE NS AT
PLA B A GRAIE HOV B KA I bR . TN
JEV R B R RIMEZ — 2 N R B A 1R G 24
PR, A S R v Yy v R AR SR L A R AR
() 1 FEAR S5 100 IbAh, AR R B AIE 1 HCV
ALY, RAERAE A ME— A HCV &) 8%
Yk, HRTeESE E AR BR S , w2 sy
VE R SR R AT e R A 7 v L7

HCV MK 0 MR AL #, Bt An
FERYL IR R I A Sk Y, Rk, Rz
JER RGO, X HCV [ 1B 1 it 2 A 56 45 28
I ) L 3R B P e Sk 19— 2 01 87 R 6 4 7 A
HCV # ZZHip;  X T —2L gL HOV i R fa A
B, BIaniESWGES, e YT #h s
T %5 1IN T Tt it 7
42 &IT

PEPERN B R 093697 BARETH KW EE, 1697
Dy & A5 1R IR YT 24 JA JS I35 R A 2 HOV
RNA " HEJUAERT, ROZEETHREMAE
MR IRITT AR SR M — R T, XA TR
Jitl X A ] 3 (R Y 1) HCV B T IF A — e 1
FH 7Y 2014 4E LK, Z R0 E A S0 1 H b
234 (direct acting antiviral, DAA) B4 T
BE I ARIGYT 7, Al R s AR DL
ANFIZEAL DAABREIRYT 8~12 8 7, IRH AR
RHFFE N FE2# 2 (sustained virological response,
SVR) 7', A @R AT LAGA 5 95% L b 7L R
DAARYT 4 — St AR & TP = ARl
TS TR RO AR T A R, a0
HCV &I HIV B YL &, ok TR a2 7.
DAA {04 NS3/4A I BEM 57 . NS5B R4 il 1
70 2L K NSSA #fil 77)  BE T DAA W& B, I
PR EATEE X HCV AN [RIEE PR A 5 (AR [R)R T s
fltn, 1BV HCV YL E HIARIEIRY 7 55 N 5 T
VT3 FIHEE UL 5 1 =7k 7 . AR DAARYT
AENRER, HRXFGIT Ak AR R ™
HE, DAARRGYT AR B 5, F0r E A hE
AT, B E B ARRER %7
RAEATIRYT L BeAh, H R B R 5T R
DAARYT AT LA SRR TN H 0 52 % Z2 L R B AR
FE) AR A IR R P DAA AT & 8L
BIUAAR 7 A= T 2450 DT 52 W36 7 RIOR 200 6 T80 43
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52 DAATRIT IS, Mol TRRE™ 42 SVR 4%
JR RV B i TR

HCV )45 #0259 (host targeting agent,
HTA) BARHAENAIT 2R 12—, AILURER
PEHAVE T HCV By A=A R T, i BB sk A
0B A o A L L O %) 2R T ke 1 A
HCV 1 H & & ™. ] 40, miR-122 #10 fl 7]
RG-101 38 iF $ il 25 52 il e AR T, (H AT 75
— R

FHEL L, RECA R EGERNZY, 1
SERER B EIFARENAYT . T HCV IR GL S
TAEMEAL . TR A TCRH S AR DR L R 5 ke
Z HCV fidy, HA2420% MHNIFEREWmE, 4
15% BN 12 AR 2aYT B Ik, FEidkE—
IS T 2 A A A 8 IR TR A [l A
N 2B Infar L B 2 i R B AR AT

5 B OE

HCV R S BUFE, I Iy ok i
PR FOR . B AR DA g 23t , 4t 5 0.8
L~V SACNEGEHCY ', BR4FEAT 35 J7~50 J7 A\AE
FHRAFR " MEEARNAR AR, HCVIEN6E
AT LA 00 T PR, 7 P 45 ) i o Je
PREB T, FRATA M OUE— DR R B
o, mAET R HCV B A . 45k, MUY
JERRUF R, FTA W 2P R A0 0 A5 21 FE A0 . 1
NABRASE TR B —AN WA AR TR
it 80 R GO A A A S, N AT 222 T ) R ) B
I3, SEHUHE S AR A 2N Y 2030 4R B TH BRI B
PERFR 5 H s

MHITE HCV 117 7E £ 58 2 HOR #2201 T
144F, BEERAB RIS, AR LB
SE TR SRR W A T RO . 2003 AF R SR
IR B EH S EPF IR ZE A E (SARS) JREEFESR T
JUASH 7T an A % 5 i R IR B (SARS-
CoV-2) HFTAEN—AH U FATE LA & ok
SRR B B MR R, (R HRTY
Bl AR IR F O WA I REE R R R B e
1 Gat /IR B e 22 Sy S ol B W A O PN
fa s R i .
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The Discovery and Research Progress of Hepatitis C Virus:
The Enlightenment of The Nobel Prize in Physiology or Medicine of 2020
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Abstract In 2020, the Nobel Prize in Physiology or Medicine was awarded to Harvey J. Alter, Charles M. Rice
and Michael Houghton for their discovery of hepatitis C virus (HCV). Before the discovery of HCV, the research
of Hepatitis A virus and Hepatitis B virus made an important breakthrough. However, a majority of blood-borne
hepatitis belongs to non-A, non-B hepatitis, which was discovered as hepatitis C. The discovery of HCV makes
blood transfusion safe and makes cure of hepatitis C become possible, saving millions of people’ s life. By
inducing chronic inflammation and other mechanisms, HCV invade hepatocytes, leading to liver cancer. This
paper summarizes the biological characteristics of HCV, systematically expounds mechanisms of HCV infection-

associated liver cancer, and introduces measures for prevention and cure of hepatitis C.
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