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Effect of Insulin on the Expression of MMP9 and TIMP-1 Released from Smooth
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[ ABSTRACT ] Aim To investigate the effect of insulin on expression of MMP-9, TIMP-1 and sES. Methods
Primary cultured smooth muscle cells from the internal carotid artery and endothelial cells from the aorta of SD rats treated
with different doses of insulin, MMP-9, TIMP-1 and sES released by cells into medium were quantified by ELISA.  Re-
sults MMP-9 and SES levels were higher in insulin group compared with control group,while TIMP-1 was less than con-
trol group( P <0.05). Significant positive correlation was observed between insulin and MMP-9(r =0. 815,P <0. 001 ) as
well as sES(r=0.841,P <0.001), negative correlation was observed between insulin and TIMP-1(r = —0.740,P <
0.001). Conclusion Insulin augmented the secretion of SES and MMP-9, attenuated the secretion of TIMP-1 in de-

pendence on the concentration.
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Figure 1. Appearance of cells under Microscope.
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Figure 2. Effect of insulin on expression of MMP-9 and TIMP-1 in SD rats smooth muscle cells
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Figure 3. Effect of insulin on expression of sES in SD rats endothelial cells
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Figure 4. Correlation between insulin and MMP-9, TIMP1,sES. Time course studies on MMP-9, TIMP1 and sES
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