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Changes in Gene Expression SHIP2 (SHIP2 Domain 
Containing Inositol 5-Phosphatase) with the Use of 

HepG2 Liver Cell Rtrvvyrvsdr
Sattar Gorgani Firoozjaei*1, Reza Meshkani2

Abstract

Introduction: Dyslypydmy is one of the risk factors of cardiovascular disease in diabetics. Dyslypydmy 

is diagnosed by increasing in plasma triglyceride density, decreasing HDL Cholesterol, and increasing LDL 

especially small LDL. Several evidences from human and animal studies indicate that the role of insulin 

resistance is a major cause of hypertrigly ceridemia in diabetics and people with metabolic syndrome, 

respectively. Hepatic lipogenesis and the production of rich lipoproteins from triglyceride are set by the inositol 

process (hepatic lipogenesis).

Materials and Methods: 

system and the function of intracellular insulin signaling has been studied.

Findings: The results show that increasing in expression SHIP2 is lead to decreasing in AKT phosphorylation 

as one of the mediators of insulin signaling; in addition, reducing performance of SHIP2 increase the AKT 

phosphorylation and improves the intracellular insulin signaling in the liver cells Hep G2.

Discussion and Conclusion: Based on the key role AKT phosphorylation in glucose metabolism and 

lipid, cell models produced can be used in the studies of metabolism of lipids and lipoproteins.

Keywords: Gene SHIP2, insulin signal transduction and lipogenesis
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