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SUPPRESSIVE EFFECT OF
NIFEDIPINE ON PROLIFERATION OF .
AORTIC SMOOTH MUSCLE CELLS IN CULTURE -

Hu Shenjiang, Huang Yuanwei and Chen Tianzhi,

Laboratory of Cardiovascular Diseases, The First Affiliated Hospital

Human fetal and rabbit aortic smooth muscle cells (HSMC and RSMC)
were successfully cultured, The effect of nifedipine on HSMC and RSMC
proliferation was observed by *H-thymidine incorporated into the DNA of .
SMC,The DNA synthesis of HSMC was found to be significantly inhibited
at 10 "mol/L nifedipine in serum-containing medium ( P<{0,05 vs,control) ,
at 10 °mol/L nifedipine in LDL-containing medium ( P<0.01 vs,control);
and the DNA synthesis of RSMC was inhibited at 10" ®*mol/L nifedipine in
insulin-or LDL-containing medium ( P<0,05 or<0,01 vs, control) .
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