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Baoxinkang Formula Combining with Conventional Medicine Therapy in Influencing Cardiac Function
and Myocardial ATPase Activity in Rats with Chronic Heart Failure
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Abstract: Objective This research is to figure out whether the combination of Baoxinkang formula and conventional
medicine therapy is better than conventional medicine therapy only in preservation of ATPase activity in chronic heart
failure rat model. Methods Sprague—Dawley rats were randomly divided into 6 groups, the Baoxinkang group,
conventional medicine therapy group, the Baoxinkang and conventional medicine therapy group, the trimetazidine and
conventional medicine therapy group, control group and sham—operation group. Abdominal aortic constriction was
performed to induce chronic heart failure. Baoxinkang (1020 mg-kg™) in combination with conventional medicine
therapy (Metoprolol 10 mg *kg™, Captopril 5 mg kg™, Digoxin 0.0225 mg +kg™) was administrated for 6 weeks.
Echocardiography was performed to evaluate the cardiac function. The activity of Na*~K*~ATPase(NKA), Ca*-Mg*
—ATPase (CMA) was examined by spectrometry. Results Echocardiography showed that either comparing with the
control group or conventional medicine therapy group, Baoxinkang+conventional medicine therapy group had improved
enlarged heart, higher ejection fraction, higher cardiac output and lower heart rate. Myocardial ATPase activity in

Baoxinkang+conventional medicine therapy group were higher than those in the control group. Comparing with control
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group, Baoxinkang group has higher CMA activity, but similar NKA activity. No significant difference was observed in
ATPase activity between Baoxinkang+conventional medicine therapy group and conventional medicine therapy group.
Conclusion Baoxinkang formula could provide better protection to the activity of CMA, modulate the consumption of
ATP to improve the cardiac function. The synergistic protection of Baoxinkang formula in combination with conventional

medicine therapy may not completely cause by the preservation of ATPase activity. How does the Baoxinkang formula

protect the activity of myocardial NKA and CMA needs further study.
Keywords: Baoxinkang formula; Chronic Heart Failure; Na'~K*—ATPase; Ca*-Mg*~ATPase
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