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Effects of Tetramethylpyrazine on ¢ myc Gene Expression in Vascular Smooth Muscle

Cells and Proliferation of Vascular Smooth Muscle Cells
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ABSTRACT Aim  The effects of tetramethylpyrazine (TMP) on vascular smooth muscle cells (VSMC) proliferation were
studied. Methods A cells proliferating model of rabbit aorta VSMC induced by thrombin were established; the effect of te-

tramethylpyrazine on cmyc gene expression in VSMC was observed by immunocytochemical method; the effect of tetram-

ethylpyrazine on proliferation cycle of VSMC was observed by flow cytomytry technique. Results  the highly expression of ¢

myc gene protein induced by thrombin can be inhibited by tetramethylpyrazine significantly, and the cells numbers of G1 phase
The VSMC proliferation in-

were increased and the cells numbers of G1+ M phase were decreased markedly. Conclusion

duced by thrombin can be mhibited by tetramethylpyrazine significantly, and the inhibited c-myc gene expression may contribute to

the explanation of one of the mechanism of the mhibited VSMC proliferation.
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Figure 1
of vascular smooth muscle cells ( LSAB x 200).

group; B: thrombin ( 100 nmol/ L) group; C: tetrametnypyrazine ( 100 nmol/

The expression of ¢ myc oncogene protein in nucleus

A: control

L) + thrombin (20 mg/L) group.
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Table I  The average optical density of expression of c— myc

oncogene protein in vascular smooth muscle cells in the three

groups

Groups Number of cell cmyc
Control 36 0. 0660 £0. 0071
Thrombin 34 0. 1965 £0. 0108*

TMP+ thrombin 37 0. 1274 0. 0107

a: P< 0. 01, compared with control group; b: P < 0. 01, compared with

thrombin group.

F2 ZEMEFBAABGOAMABHEAE(x £, n= 10
000)
Table 2 The constitution of cell cycle of vascular smooth mus-

cle cells in the three groups

Groups Gy S G+ M
Control 6343 £197 2714 156 682 £79
Thrombin 2375 £134* 6072 £141* 1553 £137°

TMP+ thrombin 5412 +168" 3820 151" 776 168"

a: P< 0. 01, compared with control group; b: P < 0. 01, compared with

thrombin group.
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