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Effects of Tongxinluo Capsules on cardiac function and myocardial fibrosis in
rats with isoproterenol-induced cardiac hypertrophy
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ABSTRACT : AIM To explore the effects of Tongxinluo ( TXL) Capsules ( Ginseng Radix et Rhizoma, Scorpio,
Paeoniae Radix rubra, etc. ) on cardiac function and myocardial fibrosis in rats with isoproterenol (1SO) -induced
cardiac hypertrophy. METHODS Forty-five male SD rats were randomly and equally divided into three groups,
control group, ISO group and TXL group. Rats in the TXL group were consecutively intragastric administrated with
TXL for twenty-eight days, and then received the hypodermic injection of ISO for seven days together with the con-
trol group, while rats in the control and ISO groups received normal saline. Four weeks after the treatment, the he-
modynamic parameters, including left ventricular end systolic pressure ( LVESP), left ventricular end diastolic
pressure (LVEDP) , maximum rate of pressure development ( + dp/dt, ) and maximum rate of pressure decline
( = dp/dt
which were defined as heart weight index (HWI) and left ventricle weight index (LVWI) , respectively, were cal-
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) were measured. The indexes of heart weight/ body weight and left ventricle weight/body weight,
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culated. Masson’ s trichrome staining was used for evaluating myocardial fibrosis, oxidative stress for levels of ma-
londialdehyde (MDA) and superoxide dismutase (SOD) in serum and tissue. The levels of nitric oxide (NO) in
serum and tissue were also measured by ELISA. The mRNA of endothelial NO synthase (eNOS) was measured by
RT-PCR. The protein expressions of eNOS and phosphorylation of eNOS ( p-eNOS) were detected by Western blot.
RESULTS Compared with the control group, the LVESP and + dp/dt,,, declined; myocardial fibrosis severed;
levels of SOD and NO in serum and myocardium decreased ; mRNA of eNOS and protein expressions of p-eNOS and
eNOS reduced; LVEDP, HWI, LVWI and levels of MDA in serum and myocardium increased, in the ISO group.
Compared with the ISO group, the TXL group improved LVESP and + dp/dt augmented levels of SOD and NO
in serum and myocardium; increased mRNA of eNOS and protein expressions of p-eNOS and eNOS; however, re-
duced LVEDP, HWI, LVWI, degree of myocardial fibrosis and levels of MDA in serum and myocardium. CON-
CLUSION
cardiac hypertrophy. It indicates that eNOS/NO signal pathway and anti-oxidative stress may be involved in its
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TXL Capsules can improve cardiac function and attenuate myocardial fibrosis in rats with ISO-induced

mechanism.
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Tab.1 Comparison of hemodynamic indexes in three groups (x £s, n =15, 1 mmHg =0. 133 kPa)
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Fig. 1 Results of heart weight indexes, left ventricle weight indexes and Masson stainings ( x 400) in three groups (n =5)
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Fig.3 mRNA expressions of eNOS in left ventricular

tissues in three groups (n =5)
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Fig.4 Protein expressions of p-eNOS and eNOS in left

ventricular tissues in three groups (n =5)
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