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Effect of Composite Salviae Dropping Pill on Endothelin Gene Expression in Circulating Endothelial Cells of
Patients with Coronary Heart Disease Feng Peifang, Qin Nanping, Qin Yuguo, et al Affiliated Hospital of
Zhejiang College of TCM, Hangzhou (310006)

Objective: To explore the effect of composite salviae dropping pill (CSDP) on endothelin (ET-1} gene
expression 1n circulating endothelial cells. Methods.: Seventy cases of stable angina pectoris were randornly
divided into 2 groups, the CSDP group and the isosorbide dinitrate (ID} group. They were treated with CSDP
and ID respectively, their ET-1 gene expression in endothelial cells of peripheral circulation was measured before
and after treatment by reverse transcriptase-Polymerase Chain Reaction and compared between the two groups as

 well as with that of 30 healthy subjects. Results: Electrophoresis banding of 546 bp ¢cDNA procured from 69
cases of 70 patients was positive, while no positive banding was obtained from healthy subjects. Six cases from -
the 29 patients treated with CSDP had their banding turned to negative, while in the ID group, nc:; one had
turned to negative after treatment. And ET-1 PCR product (E;bsnrbed optic density) in the CSDP group was
markedly lower than that in the ID group, P < 0.05. Conclusion: DSP could inhibit ET-1 gene expression in
endothelial cells of peripheral circulation directly.
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