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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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Quantitative study of morphological evolution of remnant kidney after

5/6 nephrectomy in rats

Yuan Fahuan, Shi Jingquan, Guang Lixia, Xu Pingging, Ke Jinxing (Department of Nephrology, Xingiao Hospital,

Third Military Medical University, Chongqging, 400037)

Abstract Objective: To clarify the evolution rule of remnant kidney during chronic renal failure- Meth —

ods: After the rats were undergone 5/6 nephrectomy, the morphological and functional evolution of the rem—

nant kidneys were dynamically observed with morphometry. Results:

Remarkable proliferation of the

glomerular capillary and the progressive hypertrophy and destruction of the nephron were seen in the remnant

kidneys. Conclusion: The morphological compensation and progressive destruction of the remnant nephrons

affect the function of the remnant kidneys.
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