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Continuous expression of NS4B in HepG2 cells induces endoplasmic reticulum stress response *
Xiong Jianghong , Zhang Qinghua  Zhang Yanni s Zhu Xiangdong , Kong Lingbao®™
(College of Bioscience and Engineering , Jiangxi Agricultural University , Nanchang 330045 ,China,)
Abstract; Objective To study the regulation of endoplasmic reticulum(ER) stress response by continuous expression of NS4B
in HepG2 cells. Methods
HepG2 cells using Lipofectamine 2000 reagent kit. Stable HepG2 cell lines with an integrated NS4B gene were selected by G418 and

The recombinant vector pcDNA3. 1(—) NS4B carrying hepatitis C virus NS4B gene was transfected to

then confirmed by genome PCR and Western blot analysis; XBP1 mRNA splicing, GRP78 and XBP1 promoter activation,Ca*" ho-
meostasis change and NF-kB activation were analyzed in stably-transfected HepG2 cells using RT-PCR and luciferase assays. Results

Genome PCR and Western blot demonstrated together that NS5B gene was integrated into the chromosome of transfected HepG2
cells and expressed successfully; XBP1 mRNA splicing, GRP78 and XBP1 promoter activation,Ca®" homeostasis change and NF-xB
activation were observed in HepG2 cells stably-transfected with pcDNA3. 1 (—) NS4B. Conclusion Continuous expression of

NS4B in HepG2 cells induces ER stress response, which implies the role of NS4B in HCV infection and HCV-associated liver dis-

ease via the induction on ER stress response.
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Tu LB HepG2 9.0020. 24 12.0040. 56
HepG2-C 1.89=£0.07 0.98=40.04
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