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JFH1(2a) R0 3G 350k RAHGR R T DL T H, HCV A3E R AN S S LA B . 54k, W
FHAE Conl WHER AL HF. JFH1 Al J6/JFHI 405 7544k R (1) 36 hk b, 47 H 22 AN 3 R RURD I AL 1 &2 1) -1
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The development of HCV replicon and cell culture system

LIU Ning, FENG Yue, ZHANG A-Mei, YUE Lei, XIA Xue-Shan*
(Faculty of Life Sciences and Technology, Kunming University of Science and Technology, Kunming 650500, China)

Abstract: Hepatitis C is an infectious hepatopathy caused by hepatitis C virus (HCV). It is globally prevalent and
seriously harmful to the health of human beings. So far, there are no preventive vaccines due to the lack of efficient
cell culture systems derived from various genotypes and suit small animal models, and also the frequent mutation of
HCV genome. Since the genome of HCV firstly was determined in 1989 using molecular cloning technique, the
replicons of Conl subgenome and JFH1 (2a) cell culture system were constructed subsequently. Further studies
made great progress in our understanding on the multiple phases of the life cycle of this virus. Recently, based on
the constructing strategies of the Conl replicon, JFHI1 and J6/JFH1 cell culture systems, HCV replicons and cell
culture systems of other genotypes have been generated. Various systems have been selectively used in the research
of HCV replication, pathogenic mechanism and anti-virus drug screening. Here, we review the progress in the
construction of HCV replicons and cell culture systems to provide a helpful reference for the research of HCV.
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Hft: HCVIZE A At JEEEA. Hrhcore-E28H [ SHCVINRANR, L4455 FAINS3~NS5SBGHCV & il %,
E1 HCVEREAERAE

HCV A] 4328 7 FhEE R R 67 ANTEA 1, R[] 2 K]
B HCV KA 8 X A 22 5, WnAERRHI LA 1
By T BRAT, 3 BYAE BB AR [ R ke, 4 2
FESAGTIREEFF AKX, 5 BEESMEREE,
6 M E A R R WX T P LT 28 K R
BT AN T IR/ FIEFEREE AR, Hig
70 R B R it e T BEAR KAR BT b ke T B e g
TMFER A, Hob, T ES 1 B4 A HCV
TGRSR 25, TR 3 B HCV &Y 5 iR i
I AR LT YAk i FE AR 55 . RV Bl LUK #St RNA ()
RNA E4 7 (RARp) AL £ BT EE 2451 sofosbuvir
( tHHx PSI-7977) (A8 FHBCRRE E R /& 1 B RRat
PR N AR, (Al TR X B E R KR
AR TR RN 2 9 A, s AR
—EMEIER U, mA R BT RPUR LAY . W
TN R R BUAEAE X 22 Ak, HAEZWIRYT N
7 T B S 2 S Y, R e ) 7 S R R
B HCV 8T T H, A B % 10 1B Alnva
IT HEME (R TR AR SCHE

1 TEEBEHFHR

H 1989 4F HCV £ R H 15 Ik #i wkEf5, HCV
A i 8% 97 R R i = 7™ LI 20 T HCV 9 Ji 5
W 5T &t HCV 25 ) (1 i k. B 3 1999 4, &
HCV 1b 2] Conl 7 5 #k WV 35 [A 2 &2 il 144 &R 1) ke
higsr, {615 HCV IRAMI R Rk R @S H T
SAEERERE Y. Conl WIE4E HT/&7E HCV 4
FERA b B OEAE p7 MAESHEE 2 (NS2)
P B DAL, A B B e D AR B A BT R 1 IR
¥ 1 (neo) Z£ A (T G418 1k i 1 ) K /N k% bl
R IR0 B 1) N A% B AR i3k N AL (IRES). HH 3RS
) HCV & il 7 B A BU 7, 7] 5 5l 4wt neo &
A F1 HCV & |l (NS3~NS5B) 3£ A, ¥ 1% 5 6 1
(PG S P2 G NHE 40 L /% Huh7, 2 G418 fitk:
ik, TI3K43 B HCV RNA & /K~F 5 6 41 i 5
W& (BAANGHME A 1000~5 000 /™~ IE4E RNA 431 ) 1,

HCV 75 PR 20 52 ) 70k R 3070 B HCV B s
1) JE S AELAS 7= AR R G P o 1 R, I HCV
IEEEFI U E RNA AR5 BKE, P HCV
SHIACE 1,

Conl MV 2 K| 2H 5 il 5~ (1 44) 2 5K s 24 FH Sk i)
H#HCV HAtR R R R AL ) 1. R
H Quick change s 5 4% % Ml B pJ6/JFH1BlaRL Jii
T core-NS2 F B, B il B R (Rluc)
RAEFER, T HCV-IRES J3 8 (1 55 & 7 & il
T, I AR R R R A SRAS I HCV B .
Date 2 "8 4% f# Kato 25 "' ff) pSGR-JFH1 ¥ % K 21
SR RS, #E T HCV 2a %Y JFH2
BRI R A G677, @il NSO R AR 5 2
RISRAS SR TR E ST, Saeed 25 P Fl & NPTI
KR A EMCV IRES [ 5 B % {8 HCV 3a B S52
PRI 20 ~ 1 032 N IERR AT B 5 2= Uik WAL
Y F S52/SG-neo, I FH g 15 K HLUE O R
(Luc) 5 NPTII ffl & JE K B NPTIT LB, 3845
Fak K U B A I 3 K 4 E ] T S52/SG-
Feo. Ayfem & K &M%, 51 AT NS5A & H
17 S22101 #% 2 s, ff RNA # JIIA%: pg RNA
1.9 x 10~ 5.5 x 107, k7, Saeed £ ' X M —14
R J5 2 R TS BT 28 B 5 15 31 3a B HCV #k
S310, FHAH [F ) 5w 2 57 1 S310 B £k 7F Huh7 40
P R R ST R DR 2 B R R . TR
Yu 25 P R4k R T 3a 7 S52 FAkAI T neo Hitk:
. TR neo-Rluc Fill-&r 45 5 -1 T 2 F 21
SRR, DL RE KR %95 2 1) IRES 5 Rluc
R G T 1 FH T W I e f 7k TR 26 o A4
%, BIALLT NSSA [ S2321 58748, WAt T
HCV (11 & i %k 2 1 neo-Rluc i 1% ve B 1 B 1k .
F 4a B HCV W3 R & ) 7 H & 51, Peng &5 )
K% 7 & NS4A 25 Q34R I NS5A & 4 S2321 i
N 5 A% ) V. 3 K] 2H & ] -F ED43-RluNeo, neo Fll 7
Ot 2% Tl ik DR P A A8 B R L 1 0 e A T b
it. Saeed %5 " F§ NPTII 1 EMCV IRES #) 5K F
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BB AR HCV 4a 1 ED43 B4k 20~ 1 026 MR IEFR,
A B B 2% UM O I 1 3 2 [ 21 & 1| T ED43/SG-
neo, JfH % K HUR L HEE F LR 5 NPTIL fil& 2 K]
HUAR NPTIL 2[R 3R 15 20 5 K HU% ' B (1) 0 A
& #| ¥ ED43/SG-Feo. 5| AL T NS5A & A )
S22041 F1 E2163G WE R 5, #—P4Em 7 HCV
RNA HEHI K.

L4, HCV ik £ 24 3 J R 20 5 il -1 1 F A
B3 7 — Lt g . Wang 25 P9 Jf 3a B HCV 3 4N
PRI NSSA JE[H, % e JFH1 V3 (K] 41 52 1)1 (1) A
MEIX B, 193 LL 2a B H LR A 3a B NS5A LA
IR R H S H 7. Kylefjord 25 P I 3a %5 5%
[ NS5A-5B At pFK/1389Luc 3-3ET 1[I AH B [X Bk,
32| LA 1b B4 - SR ik & 3a B4 5 NS5A-5B [X Bt
()3 36 K 1 B ) 7. % T NSSB Xt HCV & il (1) &
F/EFH, Wong 25 P44 2b, 3a. 4a. 5a Al 6a % HCV
ff) NS5B 7 51) k& 5] 1b-Conl V. 3L K41 & 1] 1, 3K
RLL1b BN EBE, 3l & 2 A3 R Y NSSB X
B A RO R R S o AREERAL, WA K&
ANFETE A B SE PR 2H S ) R R, it
Ft HCV RSS9 B A I ThRe, 57 1% 48 17 B 25 24540
Peft TR EMEAR SRR S LR 1.

2 HCVHIEFAEFR

WA AR HF A S LR E AN, KA EE
(03 B A0 A 30T, JE iR AT A e L ) S 5
I i R AR 9T 7. B HCV Conl RE# (Y]

A K S R A 3 e LT S TR 40 R o b R AR A5 A R
F, $RA5& HCV 3L KR kL, R o E Yers 3
YL, SRAFRENSIETE AU AR R AR IEE A
I HCV 43 R AEZ H F1h R P, /5% HCV 4
PR AR RN T . BT 8= 2 FF HOV 4123
FUBETBUNTE F R, 124k RICIEREH R G 10
Wik, JG AT HCV 4H % OB i BT g P
2005 4F, Wakita 25 P g sh ¥ 1 2a 0 HCV ##k
JFHI et o B I A 55 - 1R R . TEARBI NIE M
PERAF DL T, HCV 2[RI 40 AT 7E Huh7 40 g Fn 3L
FrAE R TR 40 2R, 20 Huh7.5 41 TR g v s =
72 AR 99 B R AT R e B R PY HOV R E % 97
R BRI ) A K M HES) T HCV I Lt & o
A28 WK 1,

Li % P %} J6 42K 5 % (J6CF) [y 3'UTR AJ 4%
X (VR) (4% T BREAT 248 H 4 i %2 5 poly (U/UC)
751, 51\ FI468L. A1676S. D3001G. F776S. P1100L
FINI1931S/T 2 & FE R AL 55 2 A%, il J6 4 FE A 4
J6 LSGA33U fEfFE Huh7.5 i &z 5, RiETH
J¥i% 10 FFU/mL. 7£ 2b B f{) HCV J8 2 bk F 4
5N J6 [FFE IR AR AL £ (F1468L. A1676S Fi
D3001G), A RSN | I8 FEHRAE e Y20 i A 1 & i 5
5] N F772C/W864R/A1208T 1 11968V/ E2263V/H2922R
PR A RA, AT 2R v LB e A B A
i) ra A . YL SE 6~10 d, Bt 80% F 20 4 Sk e
I B B R ik 10°7~107" FFU/mL, #4454
J& 5 T B ik 10°~10* FFU/mL. 2 J5, Li %Y

F1 BASFHHCVEHRFRARIEFEROEH . BREHZENMERETIA

HCVE: TRk & HER A &R i 7 J YL FF Log(FFU/mL)
VL PR 4H 53 1) 7
$52/SG-neo™ 3a S22101 Huh7.5 -
S52-neo™ 3a P8IL/K583E 1C -
S$52-Pi-Rluct™ 3a P89L/K583E 1C -
ED43/SG-neo™™” 4a S22041/E2163G Huh7.5 -
ED43-neo™ 4a Q34R/S2321 1C -
ED43-RIuNeo™ 4a Q34R/S2321 1C -
Bl IR E N
TNccl? la F1464L/A1672S/D2979GY2981F/ Huh7.5 49
A1226G/Q1773H/N1927T/F2994S
J6cc? 2a F1468L/A1676S/D3001G/F776S/P1100L/N1931S/T Huh7.5 42
J8ccl?
PR63ccP! 2b F1468L/A1676S/D3001G/F772C/W864R/A1208T/ Huh7.5 3.4
11968V/E2263V/H2922R
2a n.r Huh7.5.1
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oo, & HCVEM T SAIRIE IRk R Uik 861

I 5] N HCV 2a(J6) A1 2b(J8) T 4K 41 i 155 3544 £
K L) F1464L/A1672S/D2979G (LSG) 58748 ( fir
TAEL M E A X ) 3543 HCV 1a B TN 4K HHk 1
PR FRA R R ERYSRHZIA 10%~10% FFU/mL,
5 BH P %t B8 % 7 J6 S'UTR-NS2/JFH1(10*7~10*°
FFU/mL) J&%% /1A 24, Date £ " ] JFH2 ) 5'UTR-
NS2 [X B AR pI6/JFH2 T7 J3 51 T il 16 BRI R 5
53K 45 HCV 2a B [ JFH2 25 0k (1) 40 f 5% 3514 &,
| THEAE Huh7.5.1 400 AR &), B (9w 55
TR AE I LR IR AN . Lu %5 BY DLIFHL i 48,
F— 1] 2a B HCV Iif5 K 53 55 #% (PR63) £ A (1 5 %)
WRIKEAR JFHL BIAHRL 751, 385 T e 1 o P s 12
PHE I 5] N IE VR, W T B A KR g
£ ¢cDNA 7 % (PR63cc), M & 37 7 2T PR63cc
) HCV 41 il 3 YL # 7 . PR63cc 7E Huh7.5.1 41 fitg
o O AR R, B R e R 1.6 % 10°
FFU/mL. %% 85 A JL A T 259 M BUR 5
JFHI JREEANE, Hirp PR63cc I 75 4 NSSA fr) #0161
7 v AU PR63ce 2 55 — 1 SR I T o [ 74 i
BEFEARR KM b, 2R EEflAd
IR, T E R A PRAE A SRS R 22 1 ek e
FF 0 B 2R 0 B et T B o S T R 11 5 v T AL
FAF ARG R 3 B bk, % B 6 B3 A AR
I7 VLR IR R 5 A8 A B

3 WRAHCVARIEHRIAR

M T ARAR A, X T 40 f ks 724k &+ HCV (1)
JR G 55 IR L P B R 1R P2 A2, JFHL R4 MR B
P AN ] A, BUA 40 R 77k & £ UL JFH1 #
WAE BT . J5, R4 E A d R KRR
Al fff HCV RNA 7F Huh7 48 & #| 5 N, 724E
R ERRL B RE D T sR. BTk, #FE
F g JFH 25k b5 H A 25 R A B2 (1) k& 48 HCV
ARG IR R, DUyRAb AR Y, A HCV 4
s TR R AME DL LA A2 o

N T 4T 16 B HCV 45 % 5 H B W78, Chan
2 31 B 16 A Conl 5 #k 1 core-NS2 2% [ /i 33 4
SR I Y b L R B 5 JFHL AR5 7y, FF
B N A B 8 O 22 Bl 2 R4 N 31 1b B HCV 1]
5'UTR F core 2 [A], 343717 A i  HE K 1) 1b/2a ik
A& HCV (1b/2a hRluc). 7EHCHREAF I 6 4NiE
MR IR RAE, 3 HIAALT core {) A150V, NS2
ff) L839S, NS3 (] V1065G #iI 11312V, NS5A 1]
M2388I Fll NS5B 1] V2937A, % K 4 58 1 95 7 Xt

Lunet 4 Jifd (1) J8 4% 255 5 ARG e 05 25 0k 1) 7 A= i
1o HASIRE B HCV #7714k BE 4 AR A N I
WOCEMINEE, R 2OG R AN &
AR TR EERT 2 I U . Lu 25 O B I PRAE A Sk
(1) 1b % (GT1b) HCV core-NS2 [1] 45 — AN ¥5 it 1,
(TMD)(aa 1~842) K7 51| B A% JFHIT XTI 741, 4
## 7 #% & % HCV GTIb core-1st TMD/JFH1. 1b %!
S EL HARFRN SR AT I E 2 HCV SR A,
I PRRIR I 1o BBk 5 2a BUERA & HCV 21 f 35
TR R BRI E X 1b A 2a TR & YL B PR
BRI A EEE L. ZIRKR SRR A R0 H
W DRy AL I PR 3 5 R T 4 B R TR A R R B 42
ity =%,

TR SR AR AT R 25 B IR L 5 Ak
%, Galli 26 P F ££ 5 BY 1a. 1b. 3a. 4a. Sa. 6a
H1 7a ) core-NS2 1 NS5A HUA JFHI [ 4H N 5 %1,
I R A A T, 5 NERESRAR Y1644H Fl
E2267G, #2445 3| 0] H T A core 5 NS5A 3 3¢
7 f 2 PR 1~7 ¥ core-NS2/NSSA 1] ik & 4 I
H77C/JFH1(1a) 1 TN/JFHI(1a), LA &% J4/JFHI(1b).
S52/JFH1(3a). ED43/ JFH1(4a). SA13/JFHI1(5a).
HK6a/JFH1(6a) F1 QC69/JFH1(7a). 7E Huh7.5 4 ff
B, HCV [ RNA #E 20 10 TUmL. S52(3a).
SA13(5a) il QC69(7a) & HLiii & Bt ik 10" FFU/mL,
H77C(1a) il HK6a(6a) [{jik 10*° FFU/mL, ifj TN(1a)-
J4(1b) #1 ED43(4a) X T 10° FFU/mL. Li 2 P 78
HCV la. 1b. 2a. 2b. 3a. 4a. 5a fll 6a f{] 5’UTR-NS2
5 JFH1 (& B i 3748 & p, 13847 HCV 5'UTR
X IR e M RAR, L IREIE KT S'UTR 125
WG T (1~43 DML E IR ) A2 K 1Y 1~6 95 75 ik e
P @

HCV f)ES5 14 8 H JGH /2 NS5A. NS5B X
BN B A A HEEAEH . 8 A R R R A
() ZL D e R )RR A X B 6 JO/TFH R AH B
Fl, R R A TR B 0 40 PR IR AR RO AR T 7T X
SL TR (AR SCTh AE Y EL T A B,

Gottwein 2 ™1 43 5K 3 K AL 1a(H77 1 TN),
1b(J4). 2a(J6). 3a(S52). 4a(ED43). 5a(SA13).
6a(HK6a) Fll 7a(QC69) ] NS3 N A i 1/3 () 4K [ il
1, (NS3P) 5 NS4A # X J6/JFH1 i M 2 - %1, 15
B F A iE B2 NS3P/4A (k&K HCV, FEg
ST IR ek A 2 B A R SRR R . FEIX L
R Fetk 2P 5] AT E1. p7. NS2. NS3P. NS4A,
NS4B Fil NS5A FIAH &N R, Kk R i
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6%

o B0 73 IR YL 94 10°~10" FFU/mL. 144k, Gott-
wein 2 M M B gL [ #Y 1a (H77 AT TN). 1b(J4).
2a (J6). 3a(S52). 4a (ED43). 5a (SA13). 6a (HK6a)
H 7a (QC69) 1) NS4A HUAX pJ6/JFHI [1] NS4A J7 51,
T e R IA £ Fh LK B NS4A K (1% 3 5 951K
Fo GIANALT P7 A1 NS4A f3E b1t 5848 F772S(P7)
HVI663A(NS4A), 3 HEm 1 ik & B 55 1) sk e
IR, RGNV T 10 FFU/mL. Scheel
2 W HCV 7 NEE A H77C(1a). TN(1a). J4(1b).
J6(2a). S52(3a). ED43(4a). SA13(5a). HKo6a(6a)
H1 QC69(7a) I 7 ¥k 1 NSSA # ¥ JO/JFH1 5 3 (1)
NSS5A JF 4, 1323155 & 5L KB NS5A 5 H ik
SRURFAMEE AR . BINEN R EEE
3 B A R B B B I R

B AR LR B R AR HOV 20 M B 554K 2 1
AR E T HCV M 71 5 B E 1 « Gottwein 25 1
1E 2a 1) J6/TFH1 JE [ 4H 1) NS5A X Bt fdi X EGFP
WG, A1E Huh7.5 4SS 9%, NSSA &
F 77 A2 — A~ 40 Bl 25 /> 20 BE R 1 45 f B 2k (A 40
A 25), KA2HE EGFP 5 3 K 1 36 N\ 5 80090
BRI AE I . SR R AR IA
12, B T 1~7 R core-NS2 5 JFHI
&It B4 EGFP B, RLuc 254 15 3 (K] 1) £ Fh 1
IR A 4 FE DR ZH A M 5 Rk 2R o I BB AR 15 3
DAL ) ik & B 4B s 00K &R, (AR AT Sl E YUk 5
2y A HCV s MIUAR PN O T g B RTHL
Wi 55 25 VAR 70 b el FH I 25 1) A A RS2 J6/TFHL
T B R FF A A RE 974K R . Kamada 25 7 Ry 7 (8
TR 25 ) xF HCV 541 i 4 4B F, % J6/JFH1
HEAT Mg . ) pFL J6/JFHI o f#) J6/JFH1 4> Rkl 40
% ¥ pFGR JFH1/Luc 7] JFH1 4= K, 15935 5
T I E bR 15 FE R ) pFGR J6/JFH1/Luc % -
AR TR B UE N HOV B AR, Tt
FLHCV &N EEI B, AiEANE. ZHF 7148
RIS TR E TR, SR T
HCV WA ik .

Z P A HCV A H 2 T g B 1 A 200
BRAAM S TR AR R ST (BT RIS IRYRE )
FGIN )3 BV AR DL 2), %% A B S R Y
HCV A= 3% Ja A 0 R e B s S G A OC T et 9 4
BT HARIRRE

4 EF|FRMERIEFERIONAMRRS
HCV 12 [K 241 8 il 1 16 & 5 A7 (1 ZE 2 W0

72 NS3/4A 22 2 % 5 1 i 1 NS5B RNA 4K i ()
RNA B4, HAT, HCV WA RFHAEH 7% T
O T T ) R B RN 23 B AR (R 1) BRI EE R ZH
SRR A KR SRR A 5 T oo, did
FH e e 5 IR B 2 ok () A R R B AR Al T 1 B
ISR SR SE R, SR X J DR B A DG A 5
MR A AR R 20 S ), AR T X e e
B R AH S D e B2 DI 9 T 2 4 o L R (1 P
R EH T, Q98B 43w el 1 ol R il A 4
TR ERES, PR T HCV G 1A 5T,
AT LATEARE ) HCV 5 OL T, 18 B W 85 41
M i HCV EHIZ &4 Y, at, SHlTF R4
A FEAEMGEE, XEFZ RS0 LIRS 1)
AW A K REAT LA E A H I sE5e . Rk,
HCV & il T R G IAFAEX T IF OB 4T HCV 259
FAREEE . HCV 3 K 4L 67 X $% 5 265
VI 25 R ik AR EE . E KBS T, ffiik
R TERNER T RS, 1ZRGH LR
10 (0 G418 Xt & A 8 2= A I = il 7 ) SRR
PO B B R IR R S, a3k T 0 H
T H RNA BRI e ke . 4 H HCV 4 iass 7+
R, B v R R I ) 5O 25 254 ]
THEREE IR R R S, TCVEIA B IR 250K 10 H 1

SR, %R RWA H B M. FhHCV
RNA [ 5 1] 5 1 5 41 i 386 G AR A B, Sl e &
2 B AR K B 245 1t 2 B AO 2 RNA 1 5 1l /K F,
ToVE B S b S BZ 25 f HCV R 52 . 41 i
B 2% (V038 B P 9% 78 0] e 0RO B A 1 i AR AR T
JE, AN HL9 55 24 4 I ORI R AR AR Ak . k4,
A7 FH 7S (R 41 A2 o) - 1S B AT B R W i
S T o Y AR A E DU R R LY AN R A 1)
M. BT H TR E S E 6T R G U R T, X
EMCV IRES A i /E F B 254t e 4061 5 52 RNA
. SRIM, BEE A &AM IRES 150 75
il B R D R g, X R BE 1 9 A R 12 R
HeB

HCV 435 77k REEGSESL IR = = AR E A
G HCV i #E0R, v LU T8 58 HCV 528
(025 3 R U, I O St A v ) S ) g SO o B BT 4 8
SR, ok, HCV 405 77k R 205
T 5 T 3 A A B AR Y, AT DI o i
ANF B AL, Y 2 [A) R A A HCV O 4H i 85 77 1k
R, WG FEHR A A5 5 1 B R g2, ok
5T HCV AR BE A X 32 (Rl i AE LA F



84 X, &F: HCVERIT 590G 744 R 70 863
F+2 FoEELHuh7 SRS AR EEME R R
AT FR R WA B T P IRAR I YL £ Log(FFU/mL)
JFH15 32
H77% la Core-NS2 T2701C/A4081T 3.7
TN la Core-NS2 T2701C/A4081T 43
J4k 1b Core-NS2 T2701C/A4081T 37
J6! 2a Core-NS2 None 47
18k 2b Core-NS2 None 4.0
S50 3a Core-NS2 T2701G/ A4533C 4.4
ED431) 4a Core-NS2 A2820G/A3270T 3.8
SA134 Sa Core-NS2 C3403G/ A3694G 53
HK6a™ 6a Core-NS2 T1387C/ A1591C 4.4
QCE9™ 7a Core-NS2 T2975C/ C8356T 4.1
H77%7 la Core-NS2/NS5A V787A/C1185S/ Q1247L 35
TN la Core-NS2/NS5A 11312V/ R1408W 2.7
1457 1b Core-NS2/NS5A F886L/C1185S/Q1496L 2.5
1687 2a Core-NS2/NS5A None 5.0
S5287 3a Core-NS2/NS5A 1787S/ K1398Q/C2419R 3.8
ED43"7 4a Core-NS2/NS5A T827A/T977S/ Y1644H/E2267G 2.6
SA13F7 5a Core-NS2/NS5A A1021G/K1118R/ R1978G/C2419R 45
HK6a"" 6a Core-NS2/NS5A F349S/ N417T/12268N 33
QC69*" 7a Core-NS2/NS5A L878P 4.1
J6/JFH1 42
§5217 3a NS3P/4A G868S/L1663A/E2267G/T270A/F172S/F842V 4.0
SA13™ 5a NS3P/4A F880S/11682L/11859M/N2077D/M2275V 3.4
HK6a'™! 6a NS3P/4A F772S/V1040L/V1663A 3.9
H77% la NS4A F772S/ V1663A 3.8
TNM la NS4A F772S/ V1663A 3.8
J4H 1b NS4A F772S/ V1663A 43
ED43* 4a NS4A I879T/V1663A 43
SA13M 5a NS4A F772S/ 1663A/V1683F 3.7
HK6a™ 6a NS4A F772S/ E1105A/V1663A/V1677A 3.6
QC69™ 7a NS4A F772S/11061V/V1663A/S1679C 3.8
H77%) la NS5A None 42
TN la NS5A None 4.1
1489 1b NS5A R867H/C1185S 43
JFHI™! 2a NS5A None 5.0
16! 2a NS5A F772S 4.5
S50 3a NS5A D1975G 4.4
ED43 4a NS5A F772S/Y 1644H/E2267G 4.4
SA13™ 5a NS5A R1978G/S2416G 3.8
HK6a™*! 6a NS5A 12268N 42
QCE9™! 7a NS5A None 42
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