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Effect of HJJB Compound on Insulin Signal Transduction Link of Non-alcoholic Steatohepatitis Rats LI
Hong-shan' > YING Hao' HU Aiwrong' HU Yaoren' and CHEN Shao-dong’ [ Department of Hepatolo-
gy Ningbo No. 2 Hospital Zhejiang (315010 ) ; 2 Medical College of Ningbo University Zhejiang (315010 ) ; 3 Medi—
cal College of Xiamen University Fujian (361005 )

ABSTRACT Objective To observe the intervention effect of HJJB compound( salidroside curcumin gype—
nosides and atractylodes polysaccharides) on insulin signal transduction link of non-alcoholic steatohepatitis
( NASH) rats. Methods SD male rats were induced by high-fat diet for 14 weeks for insulin resistance NASH mod-
el. From the ninth week the rats were divided into the model group the Western medicine( WM) group ( rosiglita—
zone 0.4 mg/kg) and the Chinese medicine ( CM) group ( HJJB) at random. Six weeks after medication liver pa—
thology ( HE staining) hepatic TG content serum ALT activity serum fasting insulin ( FINS) serum fasting
blood glucose( FBG) insulin resistance index( HOMA-IR) were observed. Protein content of hepatic insulin recep-
tor substrate insulin receptor substrate 1 ( IRS1) phosphorylation of IRS1( pIRS1) phosphatidylinositol-3 Kinase
(PI3K) phosphorylation of PISK( pPI3K) protein kinase B ( PKB) and phosphorylation of PKB ( pPKB) were
detected. mRNA expression of hepatic IRS1 PI3SK PKB were also detected. Results Significant hepatic steatosis
were observed in the model group. TG ALT FINS FBG and HOMA-R of model group were higher than those of
the normal group(P <0.01). Hepatic IRS1T pIRS1 PISK pPI3K PKB pPKB protein expression level and
IRS1 PI3K PKB mRNA level were lower than those of the normal group (P <0. 01) . Hepatic pathological chan—
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ges in the CM group and WB the group were meliorated ALT FINS FBG HOMAHR and TG of the CM group

and the WM group were lower than those of the model group(P <0. 05) .
PISK PKB mRNA of the CM group were higher than those of the

PKB pPKB protein expression level and IRS1

Hepatic IRS1 pIRS1 PISK pPI3K

model group and the WM group(P <0.01 P <0.05) ALT and TG of the CM group were lower than those of the

model group(P <0.01) . Conclusion HJJB Compound can significantly increase hepatic IRS1 gene expression and

protein content of fatty liver in rat and then improve the PI3SK/PKB signal pathways.
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