230 J Jining Med Univ,August 2012, Vol. 35,No. 4

M
a : \ : :
W\ 20124F, FTrEFRWERTEK LG, Hik, KA aHE1HHF
BE “RERRFARAWIE T4, HFHRARBTMARLEX, WEAMNEYZE
#, REH#AW, EEFARFBRBEHFARG o EFTERER, EARLEFK 60
ERHEE AL, DR H.
& -
doi:10. 3969/j. issn. 1000-9760. 2012. 04, 001 c RHEBREEZEFRBIE -

IV B e T DR 0 L 08 £ o P 2 6 0 5~
——HIV/HCV & Jf B % B i I 4 4 b AL A 35 3

®OF A4P B OE gmat
¥ T EAEBE MR O TR — A REERE, IR 35T 27201157 R T E2EBe# 55 4b, TF T 272067,
SRS EERE, IR BrR 2500215 B TR B RHIFAL , BF T 272067)

BFL1977T ARA, WAEMKRF 3 BM AL, 1993 F 2
1998 . b EEFTHEH —ARERAAS 4L, 5L AA E4£, 1999
FE E(ABRREAMAR(NIHS F)mHEHAER/EF R
JA o T4, £ Bin Gao #% 4% ## Scott L. Friedman( £ B I 5% 3 2414
ERBIEGF LA, LB EHF TR Fe B BB KFR BRI G
TN &5 Al /TR AL BT 26 - &, TR % RAM, X & SCLKk 3% 28 %,
Rt % B -F (191, X F % % % —4E % it L X & £ JCI.FASEB,
Hepatology ¥ 4&, 2003 #F R KX 2 BB REFHFRARF L FH L,
2006 SFHF T EF RIS A bR M E R IRHI,

 ZE Hm HIV/HCV &R 4K E4 HCVREEZ A LML ERE FRATET. FAEL
##E 5 HIVRNA K FAER R 7T HIVAERAS & B m L ERZER. A, HIV &L HSC & 3 B 4 % 1k
Az b, Axst HIV 1B 8 F & % HSC, HIV/ HIVep™ 3 HSC [ BREE A kK R £ 4 x
MpfEEEBHATT AN, ik U HIV B &% Fr gp™ Al # B K A HSCS &, % A ELISA.qRT-PCR M
Western Blot 3t & 4 45 R fn 47 4L K & 4 K A5 & 4 # 47 241, 3F LU shRNA F1 uo126 4t 2 HSC # M CXCR,
BRETHEF ERK,# —F 1t CXCR,-ERK 455 2% &E HIVE A LT A, &8 HIV B
BREERHAHSCSHRALKTAREEA., gp " AR TAH HSCRkH TARREEAMNGEA., %
CXCRy ®/# ERK #4145, HIV o gp'™ Wy R 1F 1 B MK, &5 A% % kW, HIV/ HIVgp'™ # it ¥
& HSC & 4 % 3h f (% 35 BT 47 4 10 ,CXCR,-ERK % o 4 S @ 6 £ = Wl =2 —.

KR HIV/HCV A JF & s JF 4 446 IF 23R %0 i s CXCR, % &

i E 4S5 R575 XHkERIRAD . A XEHE:1000-9760(2012)08-230-06

* [FEEWHIEZR ARPFFEEGTUH (%5 :81170395)
A\ [EEVE#H Tt , E-mail : fenghong99@ gmail. com



BT BBk 2012 4E 8 45 35 4845 4 4

Study on liver fibrosis promoted by HIV-infected human hepatic stellate cells
——Mechanism of accelerated fibrosis in HIV/ HCV coinfected patients

HONG Feng, SI Chuan-ping, SHI Jun, et al
(Jining First People’s Hospital & The Affiliated Hospital of Jining Medical University, Jining 272111, China)

Abstract: Obj ective HIV/HCV coinfection develop more rapid hepatic fibrosis and liver death than those in-
fected with HCV only. In HIV/HCV-coinfected patients, fibrosis progression correlates with HIV RNA levels,
suggesting an important role of HIV in liver fibrogenesis. While activated hepatic stellate cells (HSCs) express
CXCRy s one of major HIV chemokine coreceptors. However, little is known about the profibrogenic role of HIV
on hepatic stellate cells. We therefore examined the impact of HIV/HIV gp120 on HSC activation. collagen I ex-
pression, and underlying signaling pathways in vitro. Methods Primary human HSCs were infected with HIV II-
IB and treated with X4 gpl120 and expression of fibrogenic markers assessed by ELISA, qRT-PCR and Western
blot. CXCR, and its downstream intracellular signaling pathways were evaluated with Western blot and pre-treat-
ment with CXCR,-targeted shRNA or ERK inhibitor. Results HIV-IIIB (CXCR,-tropic) could infect primary hu-
man HSCs and promot HSC collagen I expression. Gpl120 significantly aslo increased expression of a-smooth mus-
cle actin (a-SMA) and collagen I in HSCs which was blocked by pre-incubation with CXCR,-targeted shRNA. Fur-
thermore, Gpl20 promoted extracellular signal-regulated kinase (ERK) 1/2 phosphorylation and pretreatment
with an ERK inhibitor attenuated HSC activation and collagen I expression. Conclusion Our data indicate a poten-
tial role of HIV/HIV gp120 in liver fibrosis mediated the effects on HSCs and the regulation occurs in a CXCR,-de-
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pendent fashion.
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