395 1) i RS 4 CA AR
20194F 1 1 ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science ) - 37 -

- KERAF R -
CERBRRRESF R LHER W E L

NEE R, s, MEA,E F
RERBERIACE — YR B BEBIRTRL L9 5 210029

\%

(3 E] B AR A e AT YL N BT 499 5% (hepatitis C virus, HCV) 4 Huh7.5.1 40 o 2635 ARFAIIE 2 B
RIFTE (hepatitis B virus, HBV ) 32 (A4l 25 1~ 4~ fif N R $ 4% 32 85 1 (sodium taurocholate cotransporting polypeptide , NTCP) g fith %&
L #57 Huh7.5.1-hNTCP 4 i), (i ] LIgh HBV (HCV L [R)E YL . F7ik il # A NTCP 4R SE A St 0B 1 (green
fluorescent protein, GFP) F:[F | IEERSHE R PUPEIL R (1) GV358 A 12 w4, LU UL & (MOT) 50 /8% 4% Huh7.5.1 4, Zead IEe
W 2R T R ARAHAR AE #8 A NTCP B (K 9 Huh7.5.1-hNTCP 41 itk , 3 if i Western blot %2 1E NTCP & F1AY#K 35, ffiH] HepAD38
A1 A P A HBV JEEY% Huh7.5.1-hNTCP 2 il , 3 i1 ELISA K2 qPCR 2575 26l HBV JEYL i AN [ i 18] 5 2 5 25 26 i b J5 (HB-
sAg) e PR (HBeAg) IR LA HBV DNA (& il . HBVJEHYS 24 h T LA HCV-JFH TSy Bl 5 IR RS T HBYV DNA LU
K HCV RNA B4, %558 : Western blot 45 5 % B Huh7.5.1-hNTCP 41 i i 7T £ 5 335 HBV 52K NTCP, HBV &%t Huh7.5.1-
hNTCP 2 ity J5 ELISA . qPCR 25 % 75 , HBsAg . HBeAg . HBV DNA & i{3Z 7 14 i, JF 7645 9 K ikl . HBV/HCV 45 I e
Huh7.5.1-hNTCP 4111 J55 , qPCR A& 45 L 5 75 A [ i A] £ HBV DNA \HCV RNA E HLZEWHE i, 258 : #5717 Huh7.5.1-hNTCP
YUY AT AT Bk HBV/HCV A58y

[RER] BRI EE s WA S R ; BB AR IH R A4 12 46 1 s Huh7.5.1 20
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Establishment of a HBV and HCV co-infection cell model
Hu Pingping,Zhu Chuanlong, Xu Ruirui, Tian Anran, Li Jun’
Department of Infectious Disease ,the First Affiliated Hospital of NMU , Nanjing 210029, China

[Abstract] Objective: To establish a sodium taurocholate cotransporting polypeptide (NTCP) - complemented Huh7.5.1 cell line
(Huh7.5.1-hNTCP) that supports hepatitis B virus (HBV) and hepatitis C virus (HCV) co-infection. Methods: Huh7.5.1 cells were
infected with GV358 recombinant lentiviral vector carrying human NTCP encoding gene, green fluorescent protein (GFP) gene and
puromycin resistance gene with the multiplicity of infection (MOI) of 50. NTCP positive cells were obtained through the puromycin
screening and NTCP expression was identified by Western blotting. Huh7.5.1-hNTCP cells were infected with HBV derived from
HepAD38 cells. The expression of HBsAg, HBeAg and HBV DNA at different time points were detected by ELISA and qPCR. HCV-
JFH1 was added 24 hours after HBV infection, and then HBV DNA and HCV RNA were detected in co-infected cells. Results:
Western blotting results indicated that Huh7.5.1-hNTCP cell line stably expressed the HBV receptor NTCP. ELASA and qPCR results
showed that HBsAg, HBeAg and HBV DNA secretion increased gradually and peaked on the 9" day in HBV infected Huh7.5.1-hNTCP
cells. The results of qPCR suggested that the replication of HBV DNA and HCV RNA increased gradually at different time points in
HBYV and HCV co-infected cells. Conclusion: Huh7.5.1-hNTCP cell line was established , and it can be co-infected by HBV and HCV.
[Key words| HBV;HCV;NTCP;Huh7.5.1 cells
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5 HCV BA M RME K &%, HBV (HCV A IR YL 1
S FYEE N2 A . IR L HBV (HCV & /8%
Y L P — B YL B 25 5 5 [ SR AL R T 200 B8 (hepa-
tocellular carcinoma, HCC )™, X &5 - 8L I 25 [A]
1) FH LA AT 52 e A DG B0 & AR L R R RN Aot
o HILHFSE HBV (HCV A I e HA 8 I IR
UINIER

%4 HBV (HCV & I it s 2 DL T P
PSR, — 2 SR A i B s 2 ), — 2 #E 4 HBV |
HCV 95 75 JE D5 119 [k s [ 4 Y JFF 96 40 1t 3R A5 1
HBV HCV & il FahBA ™ IR 20 B A B R o
RO 5 554 T AEIG I [R) %6, HBV (HCV & il A
R = 95 5 ARG i A%, A& BRAR A A8
AR, B NS B AR W) T B A AL A R
FHAL . FEPIRUT R 405K, 2005 4 H A Wakita™
TR 11 2 & R 48 FB 3 AR P 4325 1 HCV 2a
AU B P41 JFH-1ARFE D R A Y JFH-1 &2
il F HL 5% A Huh7 40 &R, ) 7= A8 BT gL 1
HCV Fokr , 37 T S 200 HOV JE g &2 i | 4 b As
A, DAL AR, Zhong %5 Huh7.5.1 4l il 85 46
T Huh7 A R WHZAS R T ik — Ak, nl 3RS
O I R P LA R M R B ORE, A HCV BFSY
(2 MRS A R 9 400K, 48 1A i R AR I
% iz 5 M (sodium taurocholate transporting peptide,
NTCP) ) % BLA HBV Jgk e 455 A (1% 57 U 1758 1Y)
ZEME . NTCP J& HBV 8% A -4 %) D) R 52 453
Fo 20124F Yan 27 % B NTCP fEfi% 5 HBV £ 5 4E
F L L2 AREE A X pre-S1 R IE B2 45 A,
I HBV A4 . IFAEXE LU HBV /Y i
PR A0 i AN 3k NTCP, 8 =3k 15 T HBV 5
&, 57 7 HepG2-hNTCP, Huh7-hNTCP % HBV
YL AR R S R T HBV ISR ML ST
R YIE

ARV ZH AR )5 AT JFH1-Huh7.5.1 73 TR e s
LI NTCP 33 23K 1) £ I YL AR AR e iy 1=, 1) 112
5 7 2K, 7E Huh7.5.1 40 g b i 3% 35 HBV 2 &
NTCP, # 37 T [F i} H A HBV, HCV & & % ¥
Huh7.5.1-hNTCP 4IRS,k SR ARG 75 2 (1]
FHEAE R , R A SUIRTT )7 S 385 T 3k

1 #RFTE

11 ##
G 4 L35 . DMEM {5 4 35 35 56 (Gibeo A W), 28
) s Huh7.5.1 41 il . HepAD38 4 itd (1WA K 2 We-

nyu Li B2 ML) s PEG 9 8 W 46 15057 £ (Abcam 24
A, FEE ) s GV3SS FAk ( i Pl b #H AR H
RN D) 3 JBE  XT  BCA 28 115 Sl ) & (b g2
R ESRR(LEE YD 2P RBOAH &
(KGP250, Fg 5t Bl 5 ) 5 f Ht A NTCP #t /4 (anti -
SLC10AT1, Sigma 23 7], £ [H) | ’HT A\ GAPDH $T 14
Qeapra il I 7 7 AN L1 <571 - e 7 €| 73
FREAAL ) s &R 95 8 3R 1H HU5 (HBsAg) 2 Wik
R LI585 e PR (HBeAg) R 7] 6 (il
Beeerks, LIRMENF]) s HBV DNA 22 A
& (M 28 2 e R A A R 7)) 5 PR
FeI i AR & (RIS ) o
1.2 Fik
12,1 fmfpissi

Huh7.5.1 4 fitd . HepAD38 2 il 35 35 T 10% 15
b 1375 19 DMEM 35 35 3 (7% 25 2 100 U/mlL, 4%
FHRO0.1 mg/mL), HiFRIAEE R 37 °C,5%CO0,. 4
LA 15 809%HT FH 0.25% 1 REHN L 21K
122 mAFEHK

HBV 5 73 S 4 A< 525 Hh HBV SR I T He-
pAD38 #fi 1 > i I JC DU PR & 85 57 55 5E He-
pAD38 4 fifd , L1175 S HBV & I AU Tk 777 2
3 A4 VIR IR SR 3 s o (1 PEG R Bk
AR G AR HBV DRI I B 75 58 1B 7E 4 °C 5%
A3 200 g 5.0 F1E 0 15 min Ji& , FF 2 TTER A
3 B S 50%1 PEG8000 ¥ W 4 4: 1 IRA L 1l
PEGS8000 M4 i K 10% , & T 4 CYKAH T 5 4
2 KR4 CHMT,3200 g &0 F1E50 30 min, LBk I
T A ITTE Ry HBV kL, B (i iE S
VS A T B R R (B IR BN AR 19%)
TRA1TA RS R BRI, B 200 wL ] PCR 5T
9o A% R TR, AR 43266 J5 T - 80 CUKAR P4
fEe5 Mo

HCV 3557 : Huh7.5.1 4 X 5o imA HCV-
JEH1P GG B (MODAE R 0.2, 3 d# 11K, IF
SRR 5 A R IR I8 1R 2T,0.45 wm JEAR I UE
JE AT B R R RE i, T-80 CURKAR A4 H
1.2.3  # & Huh7.5.1 28 ioe2vh % & if ik R JE

oG B0A: K 19 Huh7.5.1 2000, 380 T 6 FLAR
TR LA T J5 L 6 B8 i A B IEERS B 3R 1 58 4 Bk
FrHE2 mL, FFLIES & R /350 0.1.2.3 .4,
5 pe/mlo BERXS LA A KRS S T IEE . 4 d
AT AR B AR R L H 4350 40 A I 7 2R o (R VAR
R Ry e e 25 Wy i e vle B 2 5L WL4E Huh7.5.1
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YIRS 25 R I BRSNS pg/mLs
1.2.4 3 53t %A NTCP % Huh7.5.1 tm AL A

NTCP 4wt 3L (SLC10A1) 5 GV358 184K 8 (O
P 9 Ubi-MCS-3FLAG-SV40-EGFP-IRES-puro-
mycin) 7 1 , ¥4 @ AT NTCP 3 [K 11 5 20 18 55 5 4%
R (R AT S g e sl ™) .

Huh7.5. 1{HACES LA , S8 R kil 2 % oy
5x10*/mL I AIIEER , UL 500 wL/AL, B0 T 24 fL
Mo 355724 h, A FE I 30%~50% 0 1 718 00 1
TR S we/mL BB 55 3555] (polybrene ) [ 5¢
SR IR £ MO 4351124 100,50 .10 1 A 5 T 45
500 wlL, B PR X B A1 Hm A CFE Gk 5], AS in 18 9
B o WRBRAFLANN W5, BE 40 AN W] MOT Y 75
W AREEREFR . 12 h SRR WG IR, T2 h e
ﬁ*ﬁ{ﬂﬂi’%lﬁﬁ%@%ﬁ'ﬁ% El (green fluorescent protein .
GFP) BT (5 1 43 b LASG TE P 75 BRI o

TEBURGLCR AT 80% , H AN A KRS B4
M MOUE , 7E 6 em BE R L4 1 3R o - Uk
ATIREH o 72 h J5 26 WU UL 28 20 it 2 A5 Rk
GFP. I AREMS 2 ST 1 | 8 B 25 ) i3k | 0
BEJF S WA A BH 41 e H 81, s e B 57
IZA AR AR AN A SR LR eV T 1/4 WRERS B 2R
1.2.5 Western blot #] NTCP & #& # & A

18055 BE YL 1 J8] )5 Western blot %] Huh7.5.1-
hNTCP Zii it NTCP 2 YR INE L . &R
P2 WO ) & 5 15 $2 B Huh7.5.1 - hNTCP 41 g |
Huh7.5.1 4l S 28 . H BCAE TR A E B )5
JASDS FAEZE g, 100 “CA53 5 min, 145 10%
FY) EEL UK R JBE , 64T SDS-PAGE ; 5 HLIK P2 W e 6 &2
PVDF i ; 2B 47584 2 b, i A NTCP #7442 (1: 1 000 Fi
FE)4 CHERIF & 1% ; I B URIR 3 Wk, LA bt fe — 9L
(1:5 000 Fi B ) S F 5 2 h, 5% —HIBERE 3 I, H
ECL &G HEATH G , BIO-RAD B AR A AT 1Y
853 o
1.2.6 HBV.HCV-JFHI 2 %

HBV JE& % : Huh7.5.1-hNTCP 40 il i5 1L 5500 )5
il £ 1 B SR 2% 10° A~ /mL 5 40 i 29, AP = 12 4L
W, BEFLAERAT L mL, 24 h )5 dEf 7L . il 4 fEfh
BRI 8 R TR B 7 22 2 10°F8 DU/m L 75
FeFPi k1 000 FERZ i (GEq) /4t ] Ui
W 540 wL, A 60 plL 40% f) PEG8000"" , 78 431k
A, EERANM EI A 600 wWLiER IR B b
FEMCE T ELAL1 000 g B0 ST B0 5 min™ | flik
BEANAR A, ARG A . IR TE AL 24 h

S5, BRI S, PBS thige 3 L 4 s R
W - SE RPN 2.5% 19 DMSO"™ ., &AL inA
1 mLIE R 3 dffe 1 YRR, WS 3 5 |
T AT B B AR FRAS I

HCV-JFH1 &Y% . HCV-JFH1 L1 0.2 i MOL{E""
JIlA Huh7.5.1 . Huh7.5.1-hNTCP J5 35 5e b i F 4 7ge ,
1.2.7 ELISA ##] HBsAg.HBeAg % ik /K -F

iz B8 g BHAE 2 ] B HBsAg 12 Wik 7] &
HBeAg i2WHRHI & (ELISA V) A0 A F2 5L -7
T HBsAg HBeAg, HilZ5HRELS/COV KR, S At
MEEA ) OD {8, COV A Cut-off{E , S/ICOV=1 F M FE
ARGER N BHYE,SICOV < 1R TIREAZE SR B
1.2.8  qPCRAZM 7 #1427 B ik K -F

e 1R 2 Y T 9% 95 B A% 198 A 3t R D3k 7 6 20 B
I HBV DNA , #22 HE PN U 9 95 25 a2 A X5 &
BRI HCV RNA
13 %itsr ik

X JH SPSS17.0 2 GrahPad Prism5 43§t &b B %%
P o T 3RS A ERIBRUEZE , SR ¢ K 503201 7
BRI, P < 0.05 W22 A G TF R L,

2 &% R

2.1 # % Huh7.5.1-hNTCP 2 fe 42 A

i 72 SR e MO, MOTAEL A 100 5}, 2 520
ML & 43 oA 95.05% , H 40 it A K SR8 IR S AN AE
MOI{H 2y 50 B, 2 A0 L 43 LK 86.47% , H 41 Y
AR R 5 WU 2252 3 h e B MOT{E 50 17 7%
(1), KA NTCP I F 1Y GV358 18R B g A,
) f5cfE MOT {50 J8%% Huh7.5.1 4110, 72 h )5 96 ik
e L% 31 298 e 4l B L1 K T 80% , A 5 pg/mLL
WERSEE RO 185 20 i U B WA S G A e L 151
KF 95% (& 2) , Western blot ¥ il NTCP 2 ik ,
Huh7.5.1-hNTCP 41 ifd NTCP 2% 35 B & 755 T° Huh7.5.1
4B (&1 3) o Al AR ZE 3 3K NTCP [ Huh7.5.1 -
hNTCP 4t b Aa 56 A o
2.2 Huh7.5.1-hNTCP T4 HBV & #

¥ & A HBV 95 5 19 15 3% 52 A Huh7.5.1 -
hNTCP 40 il rh 05 5 24 h, TN &4 2.5%DMSO
15 IS R AR LG 5% P AESE 3.6.9. . 12 RIS 4
Jits_E 35, ELISA K591 HBsAg . HBeAg 34 (¥ 4A .B),
Huh7.5.1 40 R %t RE2H , B4 7 [R) 2P A0 3 . Huh7.5.1-
hNTCP 2] HBsAg Fll HBeAg B i i , 55 9 Kk 4 ; i
H42H Huh7.5.1 41id HBsAg Al HBe A g 32 ¥ FAAK 2 A6
AF, qPCRAMEE 3.6.9.12 K L3+ HBV DNA ([
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86.479% M
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10° 10' 10° 10°
POLHRLE

10° 10' 10° 10°
DRI

73.13%

100 10° 10° 10°
DGR

—_—

0.87%

10° 10° 10° 10°
DRI

10° 10" 10° 10’
DRI

NTCP 3 #2518 995 75 43 51 L MOL{EL 100(A) \50(B) ,10(C) 1 (D) /&% Huh7.5.1 4l i1 J5 72 h i AT GFP &SR 40 M o & 4 Lo 4330

95.05% .86.47% .73.13% .60.66% ; E. ; B4 % A 4H .

E1 R4 TR B MOL & BE R 32
Figure 1 Infection efficiency of different MOI values detected by flow cytometry

WA 75 2 0 Ve T AN EL 1 2 80% (A \B) , ik 1| JE IS 9 YA L] > 95%(C. D).
B2 OB RMETIEE B L EF dh e SL 4 RaET & E 43 B (x40)

Figure 2 The percentage of fluorescent cells was detected by comparing the white field and fluorescence field (x40)

Huh7.5.1-NTCP

NTCP ‘

B3 Western blot #: il Huh7.5.1-hNTCP, Huh7.5.1 £ 2
NTCP EHFRIX
Figure 3 The expression of NTCP protein in Huh7.5.1-
hNTCP and Huh7.5.1 cells was detected by
Western blot

Huh7.5.1
-I'\_.' it

38.1 kDa

4C) , Huh7.5.1 - hNTCP 41 HBV DNA & & ¥ & T
Huh7.5.1 40, HAE45 9 K HBV DNA ik ik FIE(E
STHEZH Huh7.5.1 400 HBV AR A AE)

DL I 45 5 2 B Huh7.5.1-hNTCP 28 Jio fiE 0% o
HBV &Y, H SRR B Z 1, 2P HBsAg .

HBeAg IR LI K AU #EY ™4 . Huh7.5.1 (Kt
Z NTCP ZAKTCIE A HBV 4L, 55 3 K ISR 2]
YL Ry e /0B HBsAg . HBeAg LA MU 2 DNA 7%
W, Z G B R A A E
2.3 Huh7.5.1-hNTCP T4 HBV \HCV &~ & %
HBV 5 Huh7.5.1-hNTCP 40 fg L0 7 24 h ),
WA R HBV, B335 2 il A HCV-JFH1 (MOI=0.2) ,
##37 Huh7.5.1-hNTCP HBV \HCV & I8y fgint . LU
Huh7.5.1 HBV \HCV & /&4 41 % Huh7.5.1-hNTCP
HBV R G2l 0 BRIR) S R4 T A0 B, AR 45 21 26
3.6.9 RIEFEE i, qPCR A HBV DNA &4,
5L R - Huh7.5.1 4HI7E 5 3.6 .9 K HBV DNA 3%
WA AT A 3] Huh7.5.1-hNTCP 41 o 75 A [5] i)
] £ HBV DNA 32 #7384 i 5 W] — B 5] 45 HBV B gk
YuZH HBV DNA B 5 T HBV \HCV & I e , 2%
SHAGIEE L (EI5A),

A B c
z O Huh7.5.1 =0 DHuh7.5.1 100000 O Huh7.5.1
3 = Huh7.5.1-hNTCP 3 = Huh7.5.1-hNTCP £ m Huh7.5.1-hNTCP
S =9 = 10000
7, B e
= ~ =
=5 £2 Z 1000
%0 d K R 20 d K R Z 100 i
[a=)
3d 6d 9d 12d 3d 6d 9d 12d = 3d 6d 9d 12d

#: AN AE SR B P s AR AG I 2]
4 HBV 5 Huh7.5.1,Huh7.5.1-hNTCP 40l /5% 5 175 FAREM R 8 $l K 4R
Figure4 Detection of HBV serologic marker and replication level after HBV infection of Huh7.5.1 and Huh7.5.1-hNTCP cells
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qPCR M HCV RNA , Huh7.5.1 41 g \Huh7.5.1-
hNTCP 40 g A [ 15 ] 5 HCV RNA 34932 37 4  , [
— B [8] 5 Huh7.5.1 40 }g F1 Huh7.5.1 -hNTCP HCV
RNA & il /K- T0 3 25 5 (K1 5B) .

A
[0 Huh7.5.1+HBV+HCV-JFH1
100 000~ M Huh7.5.1-hNTCP+HBV
[ Huh7.5.1-hNTCP+HBV+HCV-JFH1
:‘1\ X3
E | [ |
5 10 000 " il
< [
g
= 1000
m
juni
# #
100
3d 6d 9d
B I Huh7.5.1+HBV+HCV-JFH1

. I Hub7.5.1-hNTCP+HBY
10" 7 @ Huh7.5.1-hNTCP+HBV+HCV-JFH1

3d 6d 9d

P <0.01 5 #: KN ZE R P PESCRA I E]
E5 HBV.HCV#[E LGRS S FERGEN
Detection of viral replication after HBV and
HCYV co-infection

HCV RNA (U/mL)
2 9
1 1

10°

Figure 5

DL b 45 B 0 . Huh7.5.1 40 0 A fig % HBV Jak
Y, Huh7.5.1-hNTCP 4H i 7] LI#E HBV \HCV & Jf-Jgk
Ju, H HCV G 2 TH HBV M &2 i . i Rk
NTCP 3244 J5 Huh7.5.1 4 s 7 HCV AL & A 32

A8
3 3 R

Adiit, 4t A45 700 Ji ~2 000 J7 HBV . HCV
BIFERGL BE Y, B M A S T A RAE 2
)R AT B G , HBY (HCV 5 I e it
Je& AL R 1 s KU SN - BEARAFAE AT AL
R 2451 0 7 G R A2 ) T e 2 ) R URR R, (EL R i
PR JF A A U T S KR YT HBY (HCV &
IR HILTRZEHEST HBV (HCV A JF e i Ay
VA T BIF 5 1 A 2 =2 5] LA B s 7 LA =2 22 1] 1Y
FEAEF , HENT A T XHERIATT TR

HBV HCV S AT RS S PRI VR 1, A
SRR T AL ARG R B0 A 25 30 W I 4 i
JEARH AR M LEAR S 25 4705 A SR, 0k A 7Y

B 5 PR A1 8% 3% 169 U Ao 96 200 it % T S S A7 1Ak Bl
0%, O HAEM HBY (HCV B, IR A YL AR Y
) g 7 T I R R A . AN 9 A T NG A
b, R G 7 3R MAOKE NTCP 52 4 356 [ it R ik 78
Huh7.5.1 40 L, #8577 vl 8% HBV \HCV gL i
Huh7.5.1-hNTCP 20 A JE 5l T HBV/HCV-JFH1-
Huh7.5.1-hNTCPJEYL RS, Rl F1 A 725 W
ZZE|HBV \HCV /L2 35 HBV DNA K- 2
KT HBV BRI 2 | Sl RAFSE H HBV/HCV sk
YL E Ty B HBY P HI G A — 2, HCV
X HBV B IALE] H Al AEFoE 2 4 Sk aE
HCV 20 & FY C i K X AT X HBV 358 £ 1, 3
SR 2 AR RIVE R, DOl HBV & i1, 2 HB-
sAg Fll HBeAg 1Y 3R I8 FEAIK , 100 B8 A= il 2
TZAERL ] LA SR ARG P R B 22 (R A ELAE
B PR A RTRTT 7T SR AR T A
AR AL T HBV  HCV & I e 1) s AR JR
B AR — SR 22 A . 3 3K NTCP Z (K
J&  HCV BN ZZ 5200 AT U INA G MOT R 4R
PRI P B 1, AR HBV SR SCR AR, I ELME

HepG2-hNTCP  Huh7-hNTCP %5 HBV B fi g% Yt £ 75
SR, T N HBV B |, S X 45 4
HIA 1 000 GEq s #E , B o Ig gy s 38 1 e RE AN e
HEATES O SRR SR LI 4% PEG8000, 15 K
B R 20 R 42 i, (6 T B 1A A L P 5 3 e A A
B3 hin A 2.5%1 DMSO , 34 s 25 5 41, s
RORPAS T — i (0 AR IR B 30% A2 4. L0
H R ATTILER B HBV B J5 0 28 52 & s, 25 9
KI5 Wik /0 | bt 25 20 B A 38 A A% 10, 2~3 J
J& L3 HBV R i s> BRI S, HonT BE
JREFE T : ONTCP 3Z {4 /& HBV B i — 2538 4%, (5.
AR IR Y ME— R 3R, AT BEAEAE A LAl HBV
N 20 P 3 B, PR T R R A i R QR
SR PR T B i A e, TR S 1 A4 1 7 75 o
TR NG RN o 5F £, Bl 2 2 A G, A e
1) 20 RS20 T T 3. 2 URAT AR i R e 240 30 1 ik
A Xl AR DA T8 22 HBV B Y &
B, AR R AE AR AT 98 1 L [ 5% 0 HBV By
BRI HBV/HCV 45 I BB 2 Bk Bl e 35

L LTk AW ST ST T HBV/HCV A I Jsk gy
B, S S R RO SR TR T L
(5% 3]
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