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Inhibition of folic acid on the homocysteine-induced proliferation of rat vascular smooth muscle cells

CHEN Wen, CHEN Yin, XU Guo-geng( The First Hospital of Hangzhou, Hangzhou 310009, China)

ABSTRACT: OBJECTIVE To investigate the inhibition of folic acid on the homocysteine induced proliferation of vascular smooth
muscle cell(VSMC). METHODS Vascular smooth muscle cell: was cultured. Cell cycle was examined with flow cytometry. The
DNA synthesis was determined by [ > H]-TdR incorporation. RESULTS  Flow cytometric DNA analysis revealed that homocysteine
significantly decreased the number of VSMCs at GO/G1 phase and increased the number of VSMCs at S phase in a dose dependent man-
ner. Homocysteine increased [ *H]-TdR incorporation in VSMC in a dose dependent manner. Folic acid inhibited the effect of homo-
cysteine. CONCLUSION 1. Homocysteine increases the proliferation of VSMC. 2. Folic acid inhibits the homocysteine-induced pro-
liferation.

KEY WORDS: folic acid; homocysteine; vascular smooth muscle cell; cell proliferation
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Tab 1  Effect of homocysteine on cell cycle and [ *H I-TdR incorporation of VSMC( x +s,n=3)

4o 5 Cmmol » L=1) Go/ G (%) S %) Gy/M (%) cpm {H

of HAL 48.43 £0.75 49.35 +£2.97 2.22+2.95 13489 £712

EEES kAN 0.25 38.02+5.67" 58.02 £3. 12" 3.91+1.41 16534 +983 *
0.5 25.56 +4.76 " 71.90 £3.41* 2.53+1.78 18676 +674*
1.0 15.4£0.26%* 81.67+1.74% " 2.87+1.25 21347 +869 * *

TH R 0.1 41.62£4.79* " 46.02 £3.12** 2.47 +1.41 15435 +856* *

st SRR, P <0.05; * * S5xtALAILLE, P <0.01
Note: Compared with the control group, * P <0.05; * * P <0.01
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