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Effect of Tongxinluo Capsule in Treating Variant Angina Pectoris Patients and Its Influence on Endothelial
Function Jia Zhen, Gu Fusheng, Xue Yifan Cardiovascular Department, Beijing Friendship Hospital,
Betjing (100050 )

Objective: To assess the efficacy of Tongxinluo capsule { TXLC} in treating variant angina pectoris and its
effect on endothelial function. Methods: Sixty-four patients with variant angina pectoris were enrolled in the
study for four weeks by a randomized clinical trial treated with TXLC or isosorbide moncnitrate. Resnits: (1)
The symptoms of both groups were significantly improved, the total effective rate of TXLC and isosorbide were
86.67% and 87.10% respectively; (2)The level of serum nitric oxide was increased, and the serum endothelin
was decreased after treatment, there was no significant difference between these two groups. Conclusion:

TXLC could effectively improve the symptoms of variant angina pectoris, the mechanism of which may likely be

mediated by nitric oxide and endothelin.
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