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Ameliorative Effects of Extract Fraction 8 from Cephalosporium sinensis on
Insulin Resistance of HepG-2 Cells
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(1. School of Pharmaceutical Science, Jiangnan University , Wuxi 214122, China ;2. Key Laboratory of Industrial
Biotechnology , Ministry of Education , Jiangnan University , Wuxi 214122, China )

Abstract: To investigate the ameliorative effects of extract fraction 8 (Fr.8) from Cephalosporium
sinensts on insulin resistance of HepG-2 cells, in this study,a stable insulin resistance cell model in
vitro was established to detect the glucose consumption, glucose uptake,relative mRNA expression
and protein expression of Fr.8 on HepG-2/IR cells.The results showed that 5 wmol/L insulin was the
optimal concentration to induce HepG-2 cells become HepG-2/IR cells. In the range of
non-cytotoxic, Fr.8 could distinctly promote glucose consumption and uptake in HepG-2 / IR cells.
Fr.8 (>25 pg/mL) significantly upregulated /R ,IRSI,IRS2,Glui2 ,AMPKo mRNA expression and
obviously increased IR, IRS, Glut2,p-AMPKa and p-AKT protein expression. Therefore , we provide

K B . 2016-02-07

EE&TE . L5 AFHE R L LY 4300 H (BA2015006 ) ; VL5 i 4% i ol Al T A2 B I H

*EASMEE . Bk M (1984—) , Lo, 1+ B 2, 58 A= S0 | 32 % N 35 R AR 245 W i 1k M 23 T HLI 5T E-mail : gengyanjnu@163.com

SIRAAR: wh— R Bk, W IRAL, 45 R RS H SR O Fr.8 4153 X HepG-2 M 5 28 KT 10 o0 4E L. & & 5B W R %4k ,2019,38
(03):111-117.

Taw St iB A FIL 2019 FE 3B HEIM



RESEARCH ARTICLE

HAN Yifeng,et al: Ameliorative Effects of Extract Fraction 8 from

Cephalosporium sinensis on Insulin Resistance
of HepG-2 Cells

theoretical basis to demonstrate Fr.8 from C. sinensis ameliorated insulin resistance of HepG-2 cells,

which in part,the mechanism may be associated with insulin receptor and substrate, glucose

transporter protein 2, the activated protein of p-AMPKa and p-AKT.

Keywords: insulin resistance,HepG-2 cell, Cephalosporium sinensis ,mRNA expression,protein

expression
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Table 1 Sequences of insulin resistance primers

3751 (5'-3)
IR-F  CATCCGGGGATCACGACTG
IR-R  ATCAGGTTGTAGAGGCCGAGT

IRSI-F  CCCAGGACCCGCATTCAAA
IRSI-R  GGCGGTAGATACCAATCAGGT
IR$2-F  CACCTCCCCACGACAGTTG
IR$2-R  TCGATGGCGATGTAGTTGAGA
G2-F  GGGCAATTATGATCTGTGGCA
G2-R  TTCTGCTCACTCGATGCTTCT
AMPKa—F  TTTGCGTGTACGAAGGAAGAAT
AMPKa-R  CTCTGTGGAGTAGCAGTCCCT
B-action-F  CTCTTCCAGCCTTCCTTCCTG
Baction-R  CAGCACTGTGTTGGCGTACAG
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