TR R 2012 4F 4 AN 33 B 4
Academic Journal of Second Military Medical University, Apr. 2012,Vol. 33,No. 4

http://www. ajsmmu. cn

AN
Ay

DOI:10. 3724/SP. J. 1008. 2012. 00425

BERIEBFEXZFUREREARFENEHARPHIER

HIRE R P W
B R ERFIEMI A Y R LT R AR P E SR E, B 200433

(HZE] WA R P (hepatitis C virus, HCVO AR EAME R ZMZ RS F A S L TSR, b Bk [ B3 iE
FZME(SR-BI /SCARBD) #ik N2 S HCV /EMIMAZ K, SR-BI iE% 5 HCV M & H E2 M5 A ettt B i T
E2 8 F 2 2K b5 i 55 22 X 1 (hypervariable region 1. HVRD @ X#/EH . SR- BT 5 HCV M B AEHA AR AT HCV 1)
Y AR TR BERR AP X HCV B FAE A A B T HOV s kst . B IR AN SR- BT 78 HCV AR 40 i 2 72 v 11y
YEFALH A 2R & BAE HCV YL I 91 46 BT B8 0% &0 S0t BT HCV AR 41 09 40 4 F , DT T B AT T HCV A9, AR
Bt SR-BT WA Y45tk (SR-BT 5 HCV B0 BAE FI X958 55 A {2 20 i 09 52 i K AL i 45 77 T80 A e o i R A — Z53A%

[X@iRm] WRIFRMIEBKET BVEERZE, GEX 1; AR

[RESFES] R373.21 [XHEFRERD] A [XEHS] 0258-879X(2012)04-0425-04

Role of scavenger receptor class B type | in cell entry of hepatitis C virus
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[Abstract] Hepatitis C virus (HCV) cell entry is a multistep process mediated by various receptors. Among these
receptors, the scavenger receptor class B type | (SR-B] ) is the one considered to be the first to interact with HCV. SR-B [
can bind to HCV envelope glycoprotein E2, in which the hypervariable region 1 (HVR1) segment locating at the N-terminus of
E2 protein plays a critical role. The interaction of SR-B[ with HCV can not only mediate HCV cell entry. but also attenuate
neutralization activity of antibodies against E2 protein, contributing to the HCV immune evasion. Therefore, studying the
mechanism of HCV/SR-B | interaction during cell entry can help to identify important targets in the initial step of viral
infection, contributing to prevention and treatment of HCV infection. This paper reviews the current knowledge on the
biological characteristics of SR-B | and mechanisms of HCV cell entry mediated by virus/SR-B | interaction.
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