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Table Céll count and free Ca* level of HVSMC cultured in DMEM with different concentrations of insulin(xt s)
DM EM n Cell count (K 108 /L) [Ca® i (nmol/L)
5.6 mmol /L Glu(contrwl) 9 3.83+ 0.61 156. 80t 18.29
30. 7 nmol /L Ins 9 3.89k 0.78 161. 881 18.92
61. 5 nmol /L Ins 9 4,00t 0.71 162. 8+ 15.06
307. 5 nmol /L Ins 9 4.33 0.71 197. 47+ 39. 48
615. 0 nmol /L Ins 9 6.56E 1.01* 309. 60+ 22.02*
3074 7 nmol /L Ins 9 7.56E 0. 88* 320, 00+ 34.23*
615. 0 nmol /L Tnst 10" Smol /T, Ver 9 2.39k 0. 7840 121. 82+ 10. 1428
3074. 7 nmol /L Inst 10~ mol /L Ver 9 2.56E 1.73 48 122, 63+ 17.55 448

* 1 P <0.05%% : P <0.00lvscontro,/N\: P < 0.001vs HV SM C cultured in DM EM containing 615. Onmol/
Linsulin, 3074. 7 nmol/L insulin; Inmol /L insulin= 1. 163 mu/L insulin
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Role of Ca” in proliferation of vascular smooth muscle cells promoted by

high concentration of insulin
Zhang Xueliang, Shu Changda (Department of Endocrinology, Xingiao Hospital, Third Military Medical University,
Chongqing, 400037)

Abstract Objective: To explore the role of Ca* in proliferation of vascular smooth muscle cells pro—
moted by high concentration of insulin and the effects of calcium channel blocker on it. Methods: Human um-
bilical arterial smooth muscle cells (HV SMCs) were respectively cultured in DM EM with high concentration
of insulin (Ex I), DM EM with high concentration of insulin plus 10 ® mol/L verapamil ( Ex II) and DM EM
with 5 6 mmol/L glucose (Control). Cell count and free Ca* level of HVSMCs were determined. Results:
The cell count and free Ca* level of HV SM Cs were significantly higher in Ex I and Ex II than in the control
(P <0 05. Conclusion: Elevation of free Ca* level in HV SM Cs caused by opening of calcium ionic channel
on cellular membrane and increase of calcium flowing into the cells plays animportant role in the proliferation
of vascular smooth muscle cells promoted by high concentration of insulin.
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