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Effect of Intracellular Cholesterol Content on Vascular Smooth Muscle Cells Calcification. Liu Sha, Han Xue, Guo Weikang, et al.
Department of Nephrology , Beijing Friendship Hospital, Capital Medical University, Beijing 100050, China

Abstract Objective To investigate the effect of intracellular cholesterol content on vascular smooth muscle cells calcification.
Methods With either growth medium (1.4mmol/L Pi)or calcification medium (3.0mmol/L Pi) , primary human umbilical vein smooth
muscle cells were incubated. Matrix calcium quantitation was analyzed using the o — cresolphthalein complex one method. Alkaline phos-
phatase activity was assessed colorimetrical. Total cellular cholesterol content was measured using Fluorence microplate reader. Alizarin
Red S staining was used to show the matrix calcification morphologically. Under treatment with calcification medium, vascular cells were
further incubated with exogenous cholesterol in different concentrations, to observe the changes of above indexes. Results Compared with
treatment using growth medium, treatment using calcification medium for 3 days, 7 days increased matrix calcium, alkaline phosphatase
activity and intracellular cholesterol level, the difference of intergroup or between — group was statistically significant( P <0.05). Upon
treatment of vascular cells with CM for 14 days, abundant mineral deposits could be detected in the extracellular matrix. Addition of 10 |
15 .20 .25 wmol/L cholesterol contributed to increased further matrix calcification and alkaline phosphatase activity in a dose — dependent
manner, and the difference between the groups was statistically significant( P <0.05) . Intracellular cholesterol level was positively correla-
ted with levels of matrix calcification and alkaline phosphatase activity (P <0.05). Conclusion High intracellular cholesterol content
contributes to phosphate — induced vascular smooth cells calcification.
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