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0 F AR, 7T RE R R A AR KA E Z AR, (84 K 2. — AL AR Pegivirus (the first human Pegivirus,
HPgV—l)J%ﬁ?ﬁi?ﬁ’ﬁ“good virus”, S5 ¥ kAR FRRE R AL RN, TREREM X AR
BAkmfE A, BFROFRERLIN, ZRaRETHREEANE FZGKRRORELEA
%, HPgV-1 7T 462 m A ¥k a2 5 5| A2 6 . XEV6 #9209 06 97 B9 A SR A5 . — B ALK Pegivirus
(the second human Pegivirus, HPgV-2)# & T 2015 #Eﬁ@ﬂfﬁ% #H AR T HREI, fEEARAI
H 5 R A A K (hepatitis C virus, HCV)R a2 £ B L, w Z2W5 HCV £ E, MmER )T s E k&
. BAT, 2T HPgV-2 5 HCV #9548 ZAF Bl AUk i LARE . FRbvdsh, 5+ F K % 4 RNA J& 4, HPgV-2
ERAEFFNAINE ZHERTE, FATFRIK, Bk, ZRETREITKELRLTFHIEGE
AEAAE, 4 LR, A B HAE K IE FAATATIX 2 AP Pegivirus & BATA.

FHE18): A K Pegivirus 7 5; — A& A% Pegivirus (HPgV-1)%# & ; =& A £ Pegivirus (HPgV-2)
A Bk
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the only two human Pegiviruses that have been identified until now. They share some common
features including similar viral genome structure and low pathogenicity, while they also
represent unique biological characteristics. HPgV-1 is called “good virus” because of its ability
to slow down disease progression and reduce disease severity when co-infecting with HIV and
Ebola virus. In addition, HPgV-1 was recently found to be related with lymphoma and
neurological diseases. Therefore, HPgV-1 might be a possible breakthrough point in the
HPgV-2 was firstly

discovered from the plasma of a hepatitis C virus (HCV)-infected patient in 2015 and was

treatment of refractory diseases caused by HIV and other viruses.

found to always co-infect with HCV but hardly infect healthy people. However, the underlying
mechanism of HPgV-2 and HCV co-infection remains to be elucidated. Distinct from most of
RNA viruses, HPgV-2 exhibits low genomic diversity with high sequence identity and low
intra-host variation, which give the implication of HPgV-2 as an excellent model for studying
the mechanisms of viral genome variations. In conclusion, the human Pegiviruses are worthy of
sustaining attention and study.

Keywords: human Pegivirus; the first human Pegivirus (HPgV-1); the second human Pegivirus
(HPgV-2); pathogenicity

Pegivirus J& T 8% 8 £Hi% B (Flaviviridae)
WEHAT, LB 2 Fh NS Pegivirus Ji 75
(human Pegivirus, HPgV), 435l —# A2
Pegivirus (the first human Pegivirus, HPgV-1, X
PR BRELIF R B 0 GBV-C g8 ) Fil — BN
2% Pegivirus (the second human Pegivirus,
HPgV-2).2 fl Pegivirus (193 K 20 ) k BAGE 1F 4%
RNA, K/NZj1x10* nt'™, W58 & B, HPgV-1
T BEAN S AT I RGO IR, (R 5 SR
B NBIIFRIEE . BRIEHO T LS A
B L I AT el G2 AR 5G9 2 AR A i 7
P, TR A2 —Ff<good virus”Pl, TR
GEE R, R R SRR T ARG
PR o) T A RS 0 OV R 1 R A A
M35 R AT 1200 B R HHT G TE . HPgV-2
BT 2015 4E7E N AT R (hepatitis C virus,
HCV) B35 LR Pl R BB, R e e &
IS NI R ARG VMG, BB
HCV gk e 1 fif /T j o jgk e (g e 1O B

Je Hp U g U R g S e U A e AR G
TIZRFERAAAE, IR HPgV-2 LA ¥ 5
HA RS . RN SRR R B
K, 2 A AZE Pegivirus 2 HAFRRIRRY | {EH
K WA= R, P BE RN AH SN BRI 1R YT
MY S, LA SORE D B 22 i 5 i BRAE A R
SR, B ETXTF3X 2 Bl NS Pegivirus S0 1
JERYLHILE, DA 55 LAt 5 04 AH BAE R BL )
k= RGEWAMNG . HIL, ASCRHEX 2 Fp A2k
Pegivirus J 55 I A W22 4R AE . B0 P AL AL
il R AH ST IT E J T DAZER . DA A i 4i s T
RERMSZE SR K.

1 HPgV-1%&

1.1 HPgV-1 mENAMS

HPgV-1 JiaE, XOFRABERY R s 8 B0 #
GBV-C #i# . GBV-C J#&T 1995 4, H
Abbott S5 2 MFI Genelab 525 28 P2 5l 7 T
P2 JH 4% BB S I3 b R B Eh?w%%f&ﬁ’ﬂ%l
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HIF45 GVB-A Fil GBV-B i de AL, A i %
fr 4 A GBV-C fiagll; Si4b, MPHHmE LA
415 H B AR B ELA AR, PR S p 44
Jy BER T4 9% £ (hepatitis G virus, HGV)*, [
Ja . KA R A 1995 24 BIF 5% A RE 1 2 100 5
SIHRMKZ, 2RI GBV-C %k 32 5 sy i
EFEBERY T. B Jbk 40 i o 5 41 Jo i 242 20
JL, T AN LS AT A7), Stapleton 2
F 2011 46 GBV-C 8 1E 2R 43 % o 2}
) Pegivirus J& , 440 HPgV Hi .

1.2 HPgV-1 mEHREEEE

HPgV-1 55 8 = B2 38 1o i 78 o & i 78 1
(U M FH R G S IV BT ) P R i i o B 2
e B R AR MERED . T E A A R ok L
&i&4%2, HPgV-1 %5 HIV-1. HCV #l HBV
B A R B E L, A IR AN
3.2%—47.9%",

HE 4 [ B 9% B 43 28 2% 51 23 (International
Committee on Taxonomy of Viruses, ICTV)it 3%,
HPgV-1 fi 8640 h 7 AN FE R 1 H: Ho = )
DRz AS T gt A7 8 R XU PR 2% AR () 20, AR
P& 2020 4F—I51 meta s34 &P, HPgV-1 ¥ 85 Y
RERIEYCE A 1.7% [95% & 15 X [5] (confidence
interval, CI), 2.4-4.1]; WEILIE . mM3E. KM
FUEYN , HPgV-1 9 8 16 fE e A b 1 s e 2253
B0 1.7% (95% CIL 1.1-2.6). 9.1% (95% CI,
6.4-12.7). 2.3% (95% CI, 2.0-2.8)F1 2.4% (95%
CI, 1.4—4.0)P%, 0] WLiZ 75 76 & 8 b B 5 /4 X
HLA W e, R X 3R 20%
WL HPgV-1 E2 B et HPgV-1 BRA: B UL 1%
B, KR ER 5%—13% 08wk i 57 fE & 3
HPgV-2 E2 Hiik, 1% JE v [ A6 R el
K E HPgV-1 HUiEK H R R 3.91% (95% CI,
3.18-4.71), R %~ 3.25% (95% CI,
2.35-4.26)2,

P4 actamicro@im.ac.cn, 7 010-64807516

EAEWESR R, TE 4% B #% 4 (solid-organ
transplant) i A Fl @& M T 40 M % M
(haematopoietic stem cell transplant)fi A H',
HPgV-1 HA Ll A 5 i e R e
B JHRR S I T A A AR A, HPgV-1 G
H AR50 18.2%%2 0 36.1%Y . 14.1%4 A
18.6%*), I 25 i e HEHE , 0 5 9 mT
SRR S A A U LA G, R
AR S 2 BB HE R NN A X, A
R IR AW AIESE .

1.3 HPgV-1 mENEBIFMN
1.3.1 HPgV-1 fH&E 5 ih R

HPgV-1 9 5 e 7 & T R I AR P,
M A 2R KLk, RERED TR
HPgV-1 5B i OCHK , SR 9% & 0%
B e 5 0 P SR AR 5 T . 2 ORI T B
MUY HPgV-1 e, JF AT R 2K
SR e B, R A 25 | AR Sk
a8 PR AR, Ak HPgV-1 KN HA W
BREORME . SR, meta HTEREH, HPgV-1
549k A 4 W E IR (non-Hodgkin’s lymphoma,
NHL) 7RI & P ik 4% (sporadic encephalitis)™®!
A K. HPgV-1 B2l e i NHL X
B FTF 2.8 457 HPgV-1 58L& P42 i) 56 £
IAERE, (BIE—WidtsE T, 76 2 BHCLPERK
RIGHE B NGHL A HPgV-1 55 RNA; 7E
Horp—4 B WA A I 3 HPgV-1 #Y748
Sebk, HONS2 Zmtd X R AEMBRIEAS, o AR
5T HPgV-1 78 5 T T 4 i Hh A &2 s 00
SR, FEMEERE AR, HPgV-1 J& & HA #iZ41
LB AT TG S 14

Xt HPgV-1 AT IEERT ST B, 7RI
Y BB ERE . MUE . SME T A0, AP B 4
A1 JE B AT NK 20 B H 2 e A I 2 0 B
RNAUCT20 5 JE A0 M rb A A6 0 2 9
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RNA, 4% HCV/HPgV-1 gy 8 34 JE1 7 HF
PIBRSG . AR HOV i W 2 TR, i
HPgV-1 9 3 UAE S0 AR AT DL RS 3
B, HPgV-1 HA W Anfrg e, A RA 40
mEd:
1.3.2 HPgV-1 fA&E5 HCV fREHRE

H T HA MBS R 1R, HPgV-1 £ 5
HCV kA L ge | W& iy dh B gy R 25 Oy
11.8%-37.2%""), HPgV-1 H- R HA JF 4 i v ok
HAGHEIFR S , H5 HCV A EAEH
ARG, SR, HPgV-1 5 HCV e
i — RG220, HPgV-1 JE YLl T A
HCV B35 A T 200 1) 7k B4 400 A o S P S 2
I #4 M (lymphocyte-specific protein tyrosine
kinase, LCK)., &5 4 2 (docking protein 2,
DOK2). H4rZEZ K& y (cytokine receptor v,
IL-2Ry) DA J2 41 Jfd & B 45 B D3 (cyclin D3,
CCND3)%{5 il i , 2% PR INA m ik s i Fn 4y
TR S K-, e/ HCV A 56 B8 T R 358 45 91 e
AR I 2 5 1) 7 e i i 125200

AR, I IR b Y 4 HUR B 2 )
(direct anti-acting antivirals, DAAs)EF X} HCV [
97, BT HCV AR ARIEE] 90% LA F . X
LY TR IR A AR TS (HCV AR 451 8
FINSSA il 7). 4R Fs 5 | il IR 35 ClEZ5 1
H T NS3/4A i ) AR A CIE LS E A
NS5B WYJRMIZERIYNE . T HPgV-1 45
HAY HCV B —E RJE e, FiBie By
X EEZGYS HPgV-1 AT — 5 (14 7 B/ i o B
—IUHE R WF SR, IR AR A% RT3 k&
i A REA RO BR HPgV-1; MAERIEA 4
25 2 Ja, 10 321 B IR HPg V-1 i HE
KR PR R TR s BRG6H Skat IR 5 /= AR A
FHROZFETIE 2 FE, 5 AZillEn
T HPgV-1 T4 B 35 T B S A0 R BR AR,

1.3.3 HPgV-1 fiE5 HIV-1 mEH RS

HPgV-1 7 HIV-1 JE& YL () R G &N
5.0%—-47.9%" fEHIE M —TisH, X5
AP A R M X (i X L ) HIV O
YuR)) HPgV-1 5 HIV A 3L sge i sl kA7 1
r, K BTE 351 i HIV f3& , HPgV-1 i RNA
KRR 27.3%, Hd 92.7% (89/96) 4 A
HPgV-1 3 [H 7 2P i i 53 8 & R, 78 HPgV-1
5 HIV 3L B3 Mk, CDA™ T 44 i
Fm T HIV UL 5, 1 CD8™ T i ifi%
W RE 2R A, HIV BplURe 3 H
A SR HIV 85 8008 T A ) Kk e ik As- 1
B J% Bl B 2% & 1iE (acquiredimmune  deficiency
syndrome, AIDS), MifEHEYL B E P, HIV 1Y
ik 5 HPgV-1 2 A 1P,

HAIE 2001 4, #A R, HPgV-1 5
HIV-1 B RIS A AL HIV-1 MR E S
FETR, BRI R XU BEIR YT 1 SN B4 |
HAhT HIV-1 25980 EAG . 1 a0F R i 2%
I P 95 5 7 AR AP LA B A A Bk ] B J 4 2
B 532 SR, HPgV-1 #) HIV-1 B9#LIH i R
AR ER, PRI S 2 Fhat f Fi 4y -3
FIVE IR ZE R . ELBIHG) HPgV-1 i HIV-1
FIPLEIA LR 3 Flo (1) HPgV-1 B HEME HIV
IAGZ . Sl 5365 HPgV-1 E2 E @Y
HIV-1 G Z A EAER, T3 HIV-1 54
R Z AR 256 ARG, B HIV-1 3EA
At fE CD4” T Al # ik HPgV-1 E2
B, ATAESANH HIV-1 S A S, 583
BRoSAE, W T B2 B—BEl 17 D2 IE A AL
AR BRI HIV-1 AR FE X, Xtz
X T4, WAL %: HPgV-1 X} HIV-1 A
R HIVE AR B bAY HPgV-1 B2 &AM
Wr HIV Gag & FIFTARIN T, i H Ik m 40 i
R B I B AE A rp DA B A6 HIV (2

http://journals.im.ac.cn/actamicrocn



66

CHEN Shuyi et al. | Acta Microbiologica Sinica, 2025, 65(1)

R HBEY, HPgV-1 B2 8 [URRE 45 B b
PRI LA HIV-1 58 00k A 238 SUR N, FE
il HIV-1 g s 0R0 ¥ S, T X 28 LR g 5
HIV-1 K5E2HEA KDY, (2) HPgV-1 Hhnt
HIV-1 ) A 5K HPgV-1 AESS )2 1
NS3 il 1 BT 4R AF S0 B A BaS , X A
Tl VE PR T L 22 2R 2 T RS M . NS3 [t
T RER T HPgV-1 Berd 2 i i) s ik ik
[, 1A R A5 530 B2 HIV-1 Bo iy 8 22
Wz —, Fit, NS3 @i FiF 1 BT EE
B, AREmH HIV-1 3708 (3) HPgV-1 U
/> Fas /509 T 4MHEH T, #5)0 CD4" T 41 i)
Kt HPg V-1 JEe ] 3@ 1 F A T 40 A A4 38435 Fn
Fas 4l (9500 T AT, i
HIV-1 JRYEEA CD4™ T 415 /0P,
HPgV-1 #0ifil T 4 M3& Ak s pLG AR A e, (H
AlHEY HPgV-1 REARURFAL Lek RikKF-, IF
TV T 432K (T cell receptor, TCR)ff5 518
FEE S
1.3.4 HPgV-1 fRESKRERREHLRE

PRI B — Fh BB R R AE T R
FUMEAG YL 5, BOURW . R IEHR &
JERYLALRE 1 FERLR & L I LG O AU LA B IX
HPgV-1 % 2 L TE 10%—28%2 [|]1“, B i
Xt F HPgV-1 FIIR IR 8 B e i ot 5520
A 2015 4 KR —THF5E KL, 16 49 #3%
MR FE R, A 13 ZIEPH 26.5%) 5
HPgV-1 i 8 )y ; H HPgV-1 AR IEHK
IR A AE RN 53%, TR TR 75 B
IR A AR 22%, 0 HPgV-1 ¥
BEREAR IR [0 B Bom M T Bt i@ 2 00 1
B g S N SR SR, H H R A AR L
il 18 5 L B A5 SRR S
1.3.5 HPgV-1 5hibRimEs

KF HPgV-1 5Hi Vb # 5 (Lassa virus)it:

P4 actamicro@im.ac.cn, 7 010-64807516

&Y, HAT A — R A eAE Y %R A
FIEM ¥, Xt 560 3k A JE H F)E
() o7 U0 G B RCE G A I E AT A, & B
HPgV-1 A DL SR vb #u o o A= ke, g
BYH 5.5% (25/458) SHLUVP IR YL AR L
HPgV-1 sy fig i 2 R IR hr V0 P 25 i 2k i
HIEME A BUE . 25 R R, HPgV-1
Al AR A B R VD o B BUW PR T RE , (BA))
T B 22 H W AR AR ZE R0 LA IE

2 HPgV-2 /&

2.1 HPgV-2 fFEH A

2015 4, HPgV-2 J2& 1 Kapoor 2P/l Berg
S50 5P ST N HCV 583 01 2 428 i 10 #4) fiL Ac o
BB B ML o AR BB — R e,
N4 45 #34 AT HPgV-1 Fl HCV AR Z-RHE
W)Wk fir 45~ HHpgV-1 1 HPgV-2 %, il
W ALRE, 5 HCV YA,

2.2 HPgV-2 TREEREHBLEWN

HPgV-2 Wi B/ 5 HCV 58 HPgV Ji5
TEARRL AR T JE IR L 2548 . HPgV-2 B9 27 3 [
H i BROERE RNA M, R/N2) 9.8 kb, F#
AT 5-F1 3R 2 ARG X (5'-UTR .
3-UTR). 456 i X FN-IE 25 F4 4 5 X AR A, H:
Hr g Al g [X 3L g 4 25 (S ELL B2,
X), A gt X I g5 i 6 4~ 2544 2 1 (NS2 \NS3
NS4A . NS4B. NS5A Fl NS5B).

HPgV-2 i 8 3 AL 450 1) R BE4E 05 (1)
HA IV TPy 36 2% B A #E A D7 55 (internal
ribosome entry site, ERIS), iz 45145 HCV 251,
MAE T HPgV-18), HPgV-2 4 R 1 v F
BEsEAL, B 10 DL EROBER AL, T T
HPgV-1 ) 3-4 4>, BLARIES HCV HIZEmB;
(2) IR P S RS, A nik B R E
o [E M E B HPgV-2 ik B 4 3k R 41 ) 2%
iR 7 5 R 42 3 TR e 41 — S0ME 43 1 | ik 96%



PRI 25 | B 4274l 2025, 65(1)

67

Fo98%!"M A & BEAS [ 3[R R B bk
(3) HPgV-2 #Z.OPURATERE, FHETF HCV 11
191 2 EL PR AN Y S8 8 A% OB DL S HPg V-1
SEABRR PR, HPgV-2 Wit HEAH 65 1
IR UL A e R DB
2.3 HPgV-2f&#&F5 HIV/HCV fRELREE

A A TR WS R, HPgV-2 7¢
J5 52 K L R I A SR TP LA R e R R
A MR HPV-2 14 32 B R4 12 342431
2015 4, Berg S K IRIE HPgV-2 ik 5 B YL
FITHCV M2, 78 HCV Bz ye N\ A9 A% R
FHIER A 1.3%. 2016 4F, Bonsall ZF*7EHE [H
HCV &Y AFEHAS T HPgV-2 R FH MR N
0.5%. ASHIBAAY Wang Mg 4E T o E R R] A
TREREE BT T MM Y5 R AR IR 8 198 1y, A B HCV A
#Erf, HPgV-2 HLiRBHIEZR R 1.23%, MfdFREmk
M5 Ay 8.2 £5M ) 2019 4, Rodgers 2538
W A2 [ b X HCV sk 2 HPg V-2 #% 2 FH
FH 0.66%. HETHIWHIZE LB, HPgV-2 JLPA
RESH /D TE HIV-1 B AHE . HBV FLsk
Yo N TE L B At BRE iR at N e v S A Jee O i
w5 HCV & IF 4L, Uil HCV fil HPgV-2 /&
PeIFAE B T2 i gL i 4%, 1 AT G2 HPgV-2
JERYLST HCV A7 7E Al AR 2 i A

Anh WIS LB, HETHIX HPgV-2 7¢
HIV-1/HCV Stjgkdfe AHF b A% IR BH 1R 58 1] i ey
F HCV Bl AFE . A< BA Wang 25U
FE R B, HCV/HIV HRYe AfEH HPgV-2 1
PURBHTEZR N 8.91%, AR N 3.47%, &
A& HCV MUy AFERY 7.2 f5F0 12.0 £ 12
NI EE S HCV &y, JulJE HCV/HIV-1 3
SR G B S
2.4 HPgV-2 REHEANEHBRERE.
B K 2 B

A BN Wan ZE1V50-Bil%T HPgV-2 %R BH

f) HCV J&L g F HCV/HIV-1 sy % 5o
HEATONIIULES, KPR HPgV-2 %5 AT LAZERG A
TR BLRLEE Y, B iy Tk 5 R0, 4R
AR HCV [ BN 22 25 W1 (DAAS)IRYT
FEARREIHIFITHER HPgV-2 f5EF, 76 DAAs A
7 W E) S 69T 5 B AR N, HPg V-2 MK IH REAE 7R
BF RN R R BRYUIRE, W R HPgV-2
W EETEIE A RS J , AE R R N R ok
RS, AR HCV B HIV JgEyet24],

A MBI\ Wang AUUR Wan ZUSRIF g 2
By, HPgV-2 Bt 5 HCV L5 | i T4 45 A4
FAEREE, FEEHN. (1) HPgV-2 YR
e HCV 835 I N 2 B2 7% % 1 (alanine
aminotransferase, ALT)/K~f-, HPgV-2 ¥R s HT
1A B B B 1 S e 5 ALT ZKSE- 34 G i 51k 22 5+
(P=0.776, P=0.298); HPgV-2 #i{& /K F(OD4sp>
1.0 3% ODyso<1.0)ANFZM A& MK ALT /K
(P=0.623)"1, (2) DAAs JA¥FIER: HCV 5,
HPgV-2 HFE R gLl b, IR 51 B H 1Y
JFF 46 s S A 3 B AR i 2R 14T

X} HCV/HPgV-2 & I #) J b4 7 e i
ALK HPgV-2 f B Hilit, & B HPgV-2 $itJ5
FEAET AL B MM E ARt .
RNA IE UGS A 24/ I 8 RNA B3, i
AL P IFORAG H FE RNA, T HPgV-2 RNA {5
5 A v T A 2R I 1) 96 T 4 RN A o B A
2 fifd (peripheral blood mononuclear cell, PBMC)
o il Uy E A PBMC Y
CD4", CD8" T 4UfF B 4iAE T4l 4 19
7 RNA, &l HPgV-2 RNA T %7776 T B 41
HlOl DL 25 R, HPgV-2 5 i HAT ik e 40
MargPE, FEEGL Bk i, HARAHH
L
2.5 HPgV-2 EFlREMHAR

AHBN Chen %VFN Liang 251178 i 1 %
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HPgV-2 W58 kB8, HPgV-2 Jj5 a5 5L K 20 15
W] AR T oA RNA WG 5E , FEERIA 34,
(1) W EELRSFIE : B SRR T 2 3RS [7] L IX (1Y
HPgV-2 4 5L K474 — B3 94%-96%,
FE LRI 2 41 It 35 1 7 S R A R0 (2) i
Rtk 4 HPgv-2 MFH ATV, KA
F ) % e A Y A — B R
97%—99% , ik K £ 7 471 it i i) Fé) 78 S5 AR -1
(3) MEFI KPR . HPgV-2 715 T N R K A,
-SSR NE IR (Y N ok Y (1R

W A B gD A IKHT RNA 1) RNA R4
(RNA-dependent RNA polymerase, RARP)/2 i
B 3 PR A A ) ) A O i, A R R T B 3k R 4
SRR LR, RARP R AR LR
B2 R R 1 5 R A 1) 52 28 AR T AR A AR
F—FR I EALSL I F B, @ RS RNA &
AR Z , %F b HPgV-2 RARP 5 HCV RdRP 11k
A ST W, WESE T HPgV-2 RARP &
R E M T HCV RARP, H HPgV-2 RARP i
SRR RA B AR e M A2 W B RN
s IE] s 8, A FAERA, HPgV-2 RdRP Y
1o 52 AR LV FT R 2R B HPg V-2 (IR A8 S 22 (1
BN, HIizg5e i it — 27 HPgV-2 Ak
BR 3R RGP AT IS UE I R AR L N AE AL

3 A Pegivirus WRSNE R R 4

HET, B AZE Pegivirus 4F, E&TELFIE)
Yir & B Pegivirus g, WAE AN RKIEBhY)
(SPgV)™ | IH(EPgV)®Y | BlE(BPgV)PY | ik
2 (RPgV)H RS (M — A L 25 sh B
GPgV)™*l, ST IRAI S 37 R G IR AW 98 5
PG R . A, BT E=ZH
Pegivirus (RAMEFE RS, 245X Pegivirus A
BEOTTLEW SR AL L AR LA K K s AL 45
T T A AR AR

P4 actamicro@im.ac.cn, 7 010-64807516

DR s, AR T SPgV. EPgV #il
GPgV ix 3 Fioigeg, Ll ) H a6 1E F RN
TE VRTG53 /R B 4 SE R 4 RNA 1
T, PREGH T BB T BURESE HA U (9 B
WokL, IFLA SRR AT T sh RS, et
HPgV-1 @ RSMEFR R G, 22T
A M (Huh7.5) . “EE 40 fE(MDBK) ., &
SUE A B (BHK-T) . AE PH 296 B 40 B (Vero) A1 55
B EF 2 40 i3 (B Derm) 55, ¥45- 2L B, ok —
B4 2, 2000 4 Stapleton BR-FZH 7 18 A% 2 F1]
PBMC 4T HPgV-1 MIIAINETE R SL,
AL 12 YR DA EPO SR, 24 0L oA
B R AR AARSNGE IR R GE . TR B — W5

, 2R Pegivirus [ C57BL/6J /)N R
RS, 43548 F HPgV-1 Il RPgV (rat Pegivirus)
S Y 9% B B /N BRORAR AR, dR 5 U AR I T
RPgV /)N B 1V 9 B #k (maPgV), {H HPgV-1
B E W 7E S 922 g 0 A YIS BRI 9 1 TR OB
B RUR G

A AT BA 19 O B P 2 K 7 A &R ST
HPgV-2 WRINEFR RS, it o By 1 3k4% 17
HPgV-2 4SLHA )P, il id 8 2 B4
&, 3R15 T HPgV-2 &K wilE; ¥ HPgV-2 &K
v AR AMN SARAH R EE A LR 4] RNA J5 43
WYL Vero, BHK, Huh7. Huh7.5.1. Raji %
AR MR, FFTE Vero 40 M A B & 5
HPgV-2 58 , {HIZM 876 LA b i 4 &= v Y
SRR, BT R KRR BB Y iU F 2R
TE YL R B . T T RERY IR I EE . (1)
HPgV-2 SLK P 5 A5E%, 5'-UTR B 3'-UTR
FETEBRIR , SEMm 1 25 52 1S 4f F0 2 IR0
(2) HPgV-2 DIMERIE XAEE T 1 RN, o
B e RN L) | R Ak 2 5 L DR 4 S B 7 41
(3) 5 HCV #H2EML, HPgV-2 A %Ry & il
A RE TSGR 5 (4) EEE AR E &
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HPgV-2 MRS 57, 5 2 fl F T Z R 4t i i 7
2ok, BRANE RSN, WX ARSI (5)
HPgV-2 J&RYL A BRIKH T HCV, WA RS
3. HCV/HPgV-2 JRYLARZR | A HEME HPgV-2
ST A R IR

Rk, #57 A2 Pegivirus IASMNETE R G
JEWF IR R f 2 A W RRAE . AN g PE | IRk
o HIL R 5 18 AR EAE T OB R R R A, a2
VR R S A 1) B AR XA

4 B &

N —H

HPgV-1 5 8¢ 2RI YL R 8w, B A HE
WEAEE L, R AE VF 2 A fRiE— 2R
AW (1) HHEMBEZ 3RS SRR R
SR (SR BB A RPgV /) RUER e i 7y %)
5 HPgV-1 RYLEREA AL Z AL, BT
HPgV-1 M58 A S A R i), RK
R F BT X T IOR Az R . A )R
B LR A BR LG . 5 HIV-1/HCV/R 1
P B LR ML L A R DL s AR Y
T PE O SE AR B Z WEST 5 (2) HPV-1 Ji B¢ XS itk
CUR . RGP . FABRRIEST I . &
T4 B RS AR LA B JHF I A A 52 it AT R iE— 25
B IE

HPV-2 i 8 & T AF SR AW R LAY, X H:
Fow A K 5 HIV/HCV 5 82 3L Ge L], B
R T ARATISRAR A B, 1 oA A RS 3%
TR A RSP

X2 A EE TR RIS . WERANA
W 2# 3000 A K3 3k 5 At s w5 A7 52 0 A DG 5
I 1) T I S ELARHILG H AT AS 2R IE 48, L,
FRELRTEFFFEXS X 2 B Pegivirus Ji 5 T AT
R SEL,

(G m
BRI SE ORI SiEu; i

s, Foii: ST S Bos S . SCHkE B
BAEIATIE; 8. R0ESURES R
AT ISR RS

16 # A 25 ¢ RATE 7 W

P 7 WA A7 AEAT AT ] BE 22 5 Wi AR SO i
AR E AT A s AR R
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