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HE B3R TR A X B G (HBX) AT 24k 20 J(HSC) B4 19 % v BB T Ak 04 o F AL, 75k MEFL 2 4k 3 HBX L E &9
LO, A 4m AL (LO-HBX) , Western Blot %52 4m fetk ' HBX & & 694852 % ik, VA LO-HBX 4% % = Jfi #2(LO-pcDNA3.1)Fm & 4% % I 4m A6
(LO) 8 Sk 3 3 2, 5198 3 AT 2k 2m bk LX-2, Bp LX-2/LO-HBX,LX-2/L0,-pcDNA3.1, LX-2/L0,, Western Blot #:-m] b ik % 28 4a
B a-SMA (FF Z K f & AL Ar &) F= NOX4 #9& & A ik . vh LOAHBX 69 S th 3 R A F LX-2 i, & A 4 ¥ s-NOX4
(LX-2/LO,HBx+ S-NOX4) , &3 F# B B (LX-2/L0-HBx+snc-RNA) . 4 #% % (LX-2/L0,-HBx)3 41, Western Blot 4 & 28 LX-2 40 i
) «-SMA B G .k ik, &R :L0,HBX P45 % % ik HBX & & ;LX-2/LO,HBX @ . F o-SMA #= NOX4 ¢4 %G 2 X L % 5 F
LX-2/L0-pcDNA3.1,LX-2/L0, % A (P< 0.01) ; LX-2/LO,HBX #m fiL&is, NOX4 J& (LX-2/LOrHBx+si-NOX4),a-SMA #) % & %k 5 B
Z A& T LX-2/LOsHBx+snc-RNA F» LX-2/LO-HBx 2m e (P< 0.05). £5if: AF fmfe F & ik 49 HBX & @ T A i@ ik HSC F NOX4 Li#
a-SMA # & ik 4R HSC 8974k
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ABSTRACT Objective: To explore the mechanism of HSC activation by HBxprotein. Methods: HBXx-transfected human non-tu-
mour hepatic LO, cell line, named LO,-HBX was established and showed HBx expression by western blot analysis. Western blot tested the
effects of HBx on NOX4 and o-SMA expression in human HSC HSC cell line (LX-2) after exposure to conditioned medium from
LO-HBx, LOrpcDNA3.1, and L0, cells. After LX-2/L0,-HBx cellstreated with si-NOX4, the NOX4 and o-SM Aexpression were tested by
western blot analysis. Results: The LO-HBXx cell models were successfully constructed. The expression of HBx was significantly ex-
pressed. Compared with LX-2/LOrpcDNA3.1 and LX-2/LO groups, NOX4 and o-SMAexpression were increased significantly in
LX-2/L0sHBx group (P<0.01). «-SMA in LX-2/LO,-HBx expressions were depressed, coupled with the fact that the NOX4 was si-
lenced(P< 0.05). Conclusion: HBXx protein activate hepatic stellate cells, and NOX4 play avita role in the activation.
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BIRE R, TR 24 LA, ZE MUKEEMIR R B Bk 2
JE, Fh 2 96 FLAR . QMR IUR K TL R  IHAL IS 9 RIAE = 24 1L,
Mdige , 4P KE 6 fLAHEFE , 52 #17T Western blot 5255
Kl Hox & 1538, #257. LO-HBX 21tk
1.3 FIl&EIEE S HBx AT A& s FE
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SPREZE Jg LO2 S5kl gk, Ab¥E 240 )5, LIS A 1/100 PMSF
) RIPA 20 i 24 A 075 it A i, 3R BUE (1, JF DL BCA i &
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JE Ay S H AR R RS — 30T 4C I F 17K, PBST i
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1.5 Western Blot &l & {415 55 B 1% 5 B9 AT 2 IR 41 72 NOX4
SRNA F#i /5 NOX4 #1 o-SMA EEHIFE

Pl NOX4 SRNA 554 LOHBX 4 {435 32 5L & 14 LX-2
YL, 2 44 A5tk Lipofectaming™2000 Jiig 57 7 Juid 5l &, I
X HRZA G Y Te e SRNA JP81], 28 O IR I T AT 51 . F55
24 h 5 4R EC R 3 4 Ami ) R 1, 54T Western Blotting 5
W, R b SERPPATE S 31k,
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Fig.1 HBx Expressioninliver cells
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PL LO-HBx ZUff 4 35 32 560 E LX-2 41, SEHegH L
S-NOX4 fEFHT LX-2 (LX-2/LO-HBx+si-NOX4), FIExtraELH
(LX-2/LOrHBx+snc-RNA)F145 [ X B 21 (LX-2/LO-HBX) 4351 il
ATCRTH B S A in T4 7 Br . Western Blot 53 iR
LX-2/L0sHBx+s-NOX4 4 1z NOX4 ik i, a-SMA
1) 2R . i I F kT B 4 Az (o) B2 (8] 3),
3 it

T F SR B B S 1% M I 48 R AL 4t i i E 2L
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FERRA AL, E— D2 DI RE IR B 7059, [F NSRS i A
9 HBX 3 A 7E 20 Mg 1) R A R i vh 48 T FL B AR T2,
J0HE AT LS A 8 T g A A i T PR R TR AR A A
LR S S X AR R AR A S 5E (R2E S
L5 28

JF B2 R A0 2 2 24 A Pl 2 b 00 ot A 358 o ) 2 2 A
JHte 5, S AL TE T AT i Ak it S i R4 T 2 G ZE R
=3 HH, B RS T EE AT LU 2 R R ST R
IRAMAE A IS AL, 1T HBX ZE [ 0] IAE 7 HSC (0 B4 58 Il 7 H 8
LAl R B AR P R VR, {H HBX %4k HSC g HLAARBLHI
W A e A B

NOX4 J& i J U BRI AR e A% IR R (NADPH)4
AL BEE(NOX) (i — i 3735 , 3 axk o™ A= i 37 M 40 (ROS) A T 1Y
FALNL I N AR AR AEA ) A R S v B4 T BRI
HIIFE 45 R W PEINOX4 76 27 2 Ak 1) R RS TR v 3Rk 1
i, JEHEGRAE HSC rp i 363k 2 T A, Lan T 28B4 7R
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Fig.2 Effect of different conditioned medium from LO-HBx ,
LO,pcDNA3.1, and L0, cells on the NOX4 and o-SMA expressionin LX-2
**P<0.01 vs. group 2.
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Fig.3 Effect of NOX4 expression knockdown on the «-SMA expressionin
LX-2 cdls
*P<0.05 vs. group 2.
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