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HBV X} it TGF-B, & H FRIK A AT 2AR
M A LX-2 15 P A 2
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(WE] BH  EU HBY XA TGF-B, 33k B AN EUIR A R LX-2 40 0 1 14 52
FiE s ARG X RZH (HBV B2 ) g v £ B 2 41 4 2L TGF-B, 3R 3A;
K FH A1 5%  Western blot, MTT 1 Transwell 5285444 W5 HBV X LX-2 20 J % 25 J 06 M (9 52 )
R BRI RANHLN TCF-B, MRV BER FXHIRA(: = 4.2268 P = 0.000) ; 7£12
P RIFFR A, TCF-B, TERFEFAEALAL T S, ~ S, HIMIRFH LN LR, S S, ~ S, B4
WIRIA LB 5 B A BEM (1= 6.9107 P = 0.000) , HBV Al 5| LX2 4 M p% & 2=k A8, If 1
INFIETEFZ BT RERE J) . Z518 HBV FEZARAB I LR R 45 4 A0 TV 1l i B30 B B R #4440 o
HBV JRYL AT 5 [T LL N TCF-B, & FZRBH A AT 2R AN R LX-2 (I B A M
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[ Abstract)
the activity of human hepatic stellate cell line LX-2 cells. Methods

Objective To evaluate the effects of HBV on the expression of intrahepatic TGF-B, and
The expression of intrahepatic TGF-3,
in control group and CHB group were detected by immunohistochemical method. The influences of HBV on
morphology and activity of LX-2 cells were observed by cell culture, Western blot, MTT and Transwell tests.
Results
control group. In CHB group, the level of TGF-B, protein in liver tissues with fibrosis S,-S, stages was

There was significantly stronger expression of intrahepatic TGF-B, in patients with CHB than that in

significantly higher than that with fibrosis S,-S, stages. HBV could change LX-2 cells’ morphological and
increase the abilities of proliferation and migration. Conclusions HBV plays an important role in early
stage of fibrosis formation in patients with CHB. HBV infection may induce TGF-B, expression in hepatic
tissues and change hepatic stellate cell line LX-2 cells’ morphological and enhance the activity.
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Fo & B B R AR 2 B 2000 AEES 10 Yk 4 [ 5 P %
23U b T A AR U, FE VORI 2 4 A T R
G AR AL 2L AL AR A IR B 4 R 4
H,Hrh G,S, B 18 ], G,S, & 23 4], G,S, &
H 24 1],G,S, A& 20 fil; kR T HBV K H Al it
PGS , TR I L G 05 JHF 2595 728 10 JHF 1 2 Sy X B
20,310 ], RSN SEES T H HBV R { AR BE 1
18 M 2RI 46 H o Y LT, 12 1L 1 G 4 B 45 2]
AN R R AA BE B2 BRI T T A4 AT o i
% HBV DNA RN 1.74 x 10° IU/ml,

2. FZ 525 A bt A £ s B HT-TGEF-B,
W4 H Santa Cruz /A w5 S 4t A £ 5o B i-SMA | PV-
6000 el 211k A5 A7) & 46 W A b R A2 4
WA W5 AR A B 6] MTT 355 &0 B Sigma A A,
Tress well /NZE 4 H Chemicon 2\ &) ; PVDF JIE A4k 2%
KICWIINE B Pierce 23 F] .

— ik

1. RS AR . TCF-B, 7E48PE £ T
RIFHL ) F 3k R FH S 20 2414k % PV-6000 2
Rt R 2E Fihg M 2, U 9 2 T2 40 TGF-B, Y
Feib (He IO SR E A B k1T ) o $T-TGF-B, T
YRR} 1:120, DAB B )5, Fi ARG & UL, th e

BEHE . PBS WU —HT/ERI xS IR, e (gl R
SRR 7 v I LG o, B 25 (58 % B
YA EGHEA LR B0y HEIRE . AR 0 2, ik
BN 1 o AR N 2 s B . < 25% K
145,26% ~50% 2 4%,51% ~75% K 3 4%, >
T5% H 4 570 WIASAIN N SR, <200
BAME 3 ~4 43 R FAME, > 4 4% F s BHE , 58 FHPE )
R FEIR o e ZegE S P A L IS T SR OBUS TR L
KRV R A5

2. HBV X} LX-2 4 M P 25 5% i (9 455 L5« g
TGS A A KRS B G 1 LX-2 20 ., 5 20 i 8% i
DLEESL 200 N 40MI3E R T 6 FLIEE M, IR A
21 G HRZL RN HBV 41, SANHalGRE S5 (296 ~8 h) g
FEIREE IR, X RN A # 10% FCS-DMEM 15 9%
FE HBV 17E FaRIR SR HBY, H HBV 2k
BER1.74 x 10°1U/ml, 3 ~5 d J5FEIE BT
WL A R A 24281 o

3. Western blot 3£ %8 &40 LX-2 4H g rfr SMA
FEARSE K1 x 107 ~/ml W LX2 404
FhF 6 FLEFFEM, L 2 ml,37°C 5% CO, & TR
%24 h J5, SEE Al vk BRI . 4k s R
48 hjF W AE#S 241 LX-2 4, A RIPA {50 4 iR
LA AN, BCA 300 5 25 1 Bk B e W S5 e 8

)4 40 M 2L M7 W 1T SDS-PAGE 58 Ji¢ FiL UK, F5-4% 53
B E AL R] PVDF B L ERlEAE 5 5%
MY TBST ZZ il N2 B 1 h, A RITAZ
FEPL-SMA J5 4°C R0 aE, VEME, in A HRP Fric i
P —hi, EWIBFE 1 h, TBST PR, ECL {b2% &0t
PR, DL GAPDH gy 21,

4. MTT S246 (DU B A ER 5050 ) - 5250 70 41
Jrik JE SR A s 3 10% FCS-DMEM £ 5% B4
R AN, IREFLEY S x 107 4> LX-2 40 i
FhF 96 FLAR , BEFLAARFR 200 wl, [A]ET 2 6 IR (A2
g ) o W4 36 ~48 h J5fE AL AN 20 wl
5 mg/mlff) MTT ZkZL45 5% 4 h, W+ L3, Bl —
FRIEWEAN 150 wl, BEFRAY 492 nm I8 02 W FE A
U2 UK, AR IRARLH L S D E AL SRSEA1E

5. Transwell /N2 A6 LX-2 41 jd 11435 5 1T F5 Rk
I LB R L B KOS R4 45 AL 40 ik,
DMEM J; 3R LB AN R 1 x 10° 4~/ml () 3
A B, Transwell /NE T FEhIA 300 wl f 10%
FCS-DMEM 35 5% 3, |- 2 43 51 N 4 28 41 B A2 W 45
200 pl,5% CO, 37C AT EEFE 24 h [ EBUR /NVE,
VIR AR Z YL, WA I 8GTE R 2 ik AN 3R m iy
AR AL, Bk HE AR REALE 5 NPLEF , il S7 525 2 ¥R,
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i Excel 4 g8 57 54l 72, R A SAS 14 it
TTEHR M. LT P REA I B L B itk A T
e K, DL P < 0.05 hEFHASIHHE X,

& e

— TGF-B, TEf8 1k AT R AT LUh ik

T BULAER I 25 5 R, TGF-B, 76 1IE % )T
HAVPAR IR S5 Rk, MTENE Pk L BIRT R AT 2H A
H RN R B A B (A R B A 3R 5K, B RIA TR
PR B AT SR AN, T A X £ 208 R B P A 47 20 B 40 ff
LB NI, W 1, ARBEFEXT TGF-B,
TERFH AU A FRIBIT 3 BEAT GE 127 20 0T, 45 2R R
TGF-B, 7F 85 filt& 1 2 AT 4 (5 AP L 4L i ik
VEOPHME A 3. 1765 = 1.4407 , HAE XS B i 2H 21
H 3R TSR M R 1. 2000 + 0.9189, 2% R HA
it X (1= 4.2268,P = 0.000) . &1k L AYfT
RNFLFAEALA [R) 95 BT I HR A oy, T EF 4R 4LS, ~ S,
WA 23 TGF-B, BYFKRIA (4.0732 + 1.3302) /&
FHELFHEALS, ~ S, WIFA LU i 3k (2. 3409 =
0.9631), % R HA Gt X (1 = 6.9107 P =
0.000) ,
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E1 TGF-pl X RAMEN ZRFFRAFARNRRIE
TE S 4181k PV-6000 7%, x 200; A4 HE41, B: G2S1,C:6282,D: G233, E: G284, F: [ 1C (el K ( x 400)

. HBV X LX-2 425 1Y 52

HRIGFREE T KRBT, W58 6 FLAR T i IR BE SR
FH D-Hanks JRVE 2 i J5 0B R 75 T30 & 5l
BENMEE, K BLTJC HBV Ji A LX-2 4 ffd ( Con 4H)
ANERE , AU 82 T, BE R A K 1 HBV
FE) LX-2 40 (HBV 41) 4ME K L2 2 RIE K
WIE , 405 40 i 2 18] & FEEAH %, B B 0 A pl e
ULE 2A,

co!ﬁ HBViH
2 HBV 3t LX-2 A ER IR =20

— HBV X} 4 ifliz st # fe 71 1520

iz FH Transwell /NEIEA HBV Xf LX-2 4 iz 5
FER e 1082 M, WF5E & BRAE Transwell |2 A
AR TR &R A P2 LX-2 4 i 9 15 5% 24 h J5, HBV
(=) HZFBEM LX2 45 F %K (29.8000 +
1.5213) 4>, /b F HBV( + ) 4453 1 LX-2 4 it F- 44
%0(60.8000 + 2.9081) 1, R HAHRIT¥E X
(t= 36.5823,P = 0.0000), UL/& 2B,

P4 HBV X} LX-2 4 fifgH SMA & [ 7% 5 (5%

SMA & /2 LX-2 ZHiisfbndtnii. Afstis H
Western blot Jy #4524 LX-2 Ziffh SMA ik,
4 LA TR BEAMHT o HBV 2140 rh SMA 78 1 & i
BOHRAT I 2 1A 15 (¢ = 35.4125,P = 0.0000) , % B
HBV ] { LX-2 4 15 g e, Wik 2C,

F. HBV X LX-2 4 il 3456 B8 71 (152 1)

H4 HBV (&R EER 1.74 x 10° TU/ml) B9 3%
FRILHESE LX2 40,2 ~3 d J5 R A MTT 360 3
FATHAE ST, 45 S R %t BR AL A FL I SE A A S9(E A
0.2224 + 0. 0094, HBV 4 & L& i A Y918 N
1.0584 = 0. 0044, 25 HASZit2=E X (¢ =
180. 1122, P = 0.0000)

Wi
18 1k 2 R0 75 1 T 48 1 B T 5 A s 1 A 0



SIS A RG2S () 2012 45 12 H 456 3 556 3] Chin J Exp Clin Infect Dis (Flectronic Fdition) ,December 2012, Vol 6, No. 6 - 569 -

A R 2808 E A R AN B T £F 4 fb R
SRR PR AT 5 1 A oL JH 27 2 Ak T A Ak s
A ARFE BT difbad A rp ir 2 5 0 4 it 87 4 g
i SOE TR FNAS 52 A ] 1R BLHOR ) B B F
HEALHLH . TCF-B, y TGF-B KM b1, J& H Al
BSR4 T L AT  Seis
PEA UL D7 A TGF-B, FERFA LI ik, &
I TGF-B, X R JHAH i rh 2R KRB 55 K58, T
TEM2 M O RINT R AT LU W4 i e ik, EEERIKF
I HSC M3 N 7340, 7650 M TGF-B, ik 518 %
LI 98 FF2F 2 Ak AN [] 35 B 4330 110 56 R Bsp, Aok 2D
LA ZUANR] 9 AE T B8 X6) S 56 43 B 445 S 10 5 W), A A
FEANLHRY 85 8 1 2 BT 96 I 16 A b AR 35 HoA A
(7] (¥ 98 JE 5 31 43 9 (G, 91, 3 2ok %o A = 2 21
TGF-B, W) FRIKE AT ST 2201, 45 R =M,
TGF-B, FENFEF AL TE B - 11 1 JIF 4L 20 b 32 2k 0K 7
15 TAE 21 4 A0 8 e 3 (R HF AL 20, 7R TGF-B,
Al g HBV BUFF£F 4 AL I8 il 72 R0 & 44 4
B AR R i ELHAE A9 & 4% 5 9 HSC A G
4k HSC hy F£F 4 AL IE pliasd 7 vh 248 4E FH Y
FEAAM, F i WL 8 1 (SMA) 2 = FE bR
IEREHT HSC b F i1k k4. SMA 76 JLEE K 4h
AEFZH 2R HSC 3% N AT 52 BH A B2 7, 76 G A
R R B, Y A2 32 9 i S5 303, HSC
TEIEFAL R LT AEARE AN MY, LA SMA S 53 PpH 3%
KU BRI M8 2 BT 56 T 4T 4R AL B TE A
5 HBV 5828 YA 5, HBYV BA7 A6 S oK 2 42 il vl
T8 TR SR RSt 3, X Fp b 5 T 530 HSC (1)
FReihfl, 761k i HSC ARAL 3 5t BE Jy 3o, A8 15 L
s, ol Th et absm , 2= Az () 20 i A 56
21 it PR - i 2 184 22, DT o 1 24 Ak i B R E
JRUY S A FTIESE, HBV Al i i TCF-B, 78 IF At
TR ZMME 4 38 35 1 52 i HSC i) 136 5 100 400 i 4/ 35
WAy B At L O HE— 2 ESC HBV 12T £F
HEALIE P 1 T, AR 5% 366 N F 2L 0K 40 e &R
LX-2 i EAT RSN SC 56, i1 LX-2 40 il 2 A (i
NHFRE 4328 %) HSC #5352 SVAOT JFoky J , 18 3 I i
W (1% M AL ) 5 320 0e J5 BT ks, o g o fig
TG B ASEABL N AR JHF LR 200 1 A o S 5 SR o
PR T HIOKF o ARBFFEH, M & HBV [ 1L 75 H)
PLX-2 AR 3R — e B RS, & B LX-2 41
AL ER SR 0% 6T ARG, A 2 A [ A A5 40 4 T A
ek, HH SMA & & &g hn, %8 HBV n] {ifi
LX-2 it % A LR ET 24 15 400 it 35 0 0 5 A, RIS

W, AN, RS IA I F MTT S256 2 LX-2 40
JHL 1 358 58 BE 7, R Transwell /N5 5280 3F f Hoiz
B GERRE T, Y HBV WA 3 — e i )5, LX2
YU B TE B B DA ST RS e YR, kiR Ah
YR ZE R R W], HBY N UAE LX-2 4 i i I 5 i3k
AU A AR AR A LT B M5

K2 HBV YL n] 7 £ BT R AR A R
W5 [ TGF-B, 2R (4 Fak 3 &, R mT S 3O 2R
iR LX-2 PIESANGTE R AR, $RTEtgtt 2
BRI RYUREEIATT A RIS, S0 BRI Ao i 21 4
AT R H A =5 40 it IR TGF-B, 1S 41 fifg HSC
AR AT, DABH AN SE S T AF 4R Tb Y 2 A
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