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Effect of Atorvastatin on the mesangial cells
exposed to high glucose and lysophosphatidylcholine
He Xiaoyun' Ou Chunlin® Xiao Yanhua' et al
( 'Dept of Endocrinology ~ Affiliated Hospital of Guilin Medical University Guilin 541001
*Cancer Research Institute Central South University Changsha 410078)
Abstract To investigate the effect of Atorvastatin on the role of extracellular matrix( ECM) and transforming

growth factor31( TGF31) of masangial cells in high glucose and lysophosphatidylcholine ( LPC) environment.
First the expression of TGF1 was detected by qRT-PCR
groups: control Atorvastatin high glucose and LPC high glucose and LPC with Atorvastatin. All the groups were

then divided the human mesangial cells into four

cultured for 24 h. Meanwhile the levels of collagen IV and fibronectin in the supernatant were detected by enzyme
linked immunosorbent assay( ELISA) . Compared with the control group the expression of TGF31 mRNA in high
glucose and LPC group was significantly increased( P <0.05) . However the expression of TGF81 mRNA in high
glucose and LPC with Atorvastatin group were significantly decreased compared to high glucose and LPC group( P <
0.05) ; Compared with the control group the level of collagen IV and fibronectin in the supernatant of high glucose
and LPC group was increased significantly( P <0. 05) . However the effect could be inhibited by Atorvastatin( P <
0.05) .

however the effect can be inhibited by Atorvastatin obviously.

High glucose and LPC can promote the secretion of ECM and the expression of TGF1 in mesangial cells
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