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Effects of tongxinluo on C-reactive protein and clinical prognosis in patients after coronary stenting

XIAO Hong-bing, ZHANG Da-dong, GU Jun.

Central Hospital ,Shanghai 201100, China
[Abstract] Objective To investigate the effects of Tongxinluo on C reactive protein(CRP)and clinical

Depariment of Cardiology Ruijin Hospital Bloc Minhang

prognosis in patients after coronary stenting. Methods From January 2003 to December 2004, 132 patients in
our department diagnosed as coronary artery disease (including acute myocardial infarction, unstable angina
pectoris and stable angina pectoris)were divided into two groups: Tongxinluo group and control group. The
control group received routine treatment, while Tongxinluo group based on routine treatment was administrated
with Tongxinluo capsule in combination for 6 months. Results CRP level was much lower in Tongxinluo group
together with apparent decrease of the major adverse cardiac event (MACE )rate in 6 months” follow-up than
those of the control group, but showing no difference in coronary arterial restenosis between the two groups at
6 months after coronary stenting. Conclusion Tongxinluo has favorable effects to decrease the CRP level and

improve clinical efficiency together with prognosis for patients after coronary stenting. (J Intervent Radiol,

2007, 16: 520-522)
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