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[Abstract] Objective To investigate the effect of traditional Chinese medicine (TCM) Xinfukang oral
liquid (> B O iR 3 on the glucose transporter 4 (GLUT4) of cardiac muscle in rats with pressure overload-
induced left ventricular hypertrophy and study its mechanisms of improving myocardial energy metabolism.
Methods The models of congestive heart failure (CHF) were established by constricting the abdominal aorta
of rats partly. Sixty Sprague-Dawley (SD) rats were randomly divided into sham operation (SH) group,
coarctation of abdominal aorta (CAA) model group and Xinfukang oral liquid (XFK) treatment group (each,
n=20). The parameters of cardiac function and quanta of GLUT4 expression in cardiac muscle in every group
were respectively measured at the time points of 6th and 10th week after the intervention of the drug. Results
DThe study showed that in CAA group, the cardiac function was decreased significantly, left ventricular
end-diastolic pressure (LVEDP) and left ventricular mass index (LVMI) were markedly increased, and the
maximum ascending and descending changing rates of the left intra-ventricular pressure (+dp/dt max) was
decreased obviously (all P <<0.01). In the XFK group all kinds of cardiac function parameters were
significantly improved compared with those in CAA group (all P<<0.01); the LVEDP and LVMI were more
significantly decreased, and +dp/dt max was more obviously increased in XFK group at the 10th than those at
the 6th week point (P<{0.05 or P<{0.01), while this comparison did not show any obvious difference in
~dp/dt max (P >0.05). @ The study showed that at the time points of 6th and 10th week, GLUT4
expression in XFK group was higher than that in the CAA group (both P<C0. 01). The comparison of GLUT4
expression at the time points of 6th and 10th week in XFK group revealed obvious difference (P<0.01).
Conclusion TCM Xinfukang oral liquid possessing actions of replenishing Qi (2%), warming Yang GRMH),
improving blood circulation and removing blood stasis (§i Ifil ft3%) can obviously improve cardiac function and
enhance GLUT4 expression in the cardiac muscle of rats with pressure overload-induced cardiac failure.
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