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Effects of nardostachyos on cardiac sympathetic nerve

remodeling after myocardial infarction in rats
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Abstract  Objective: To investigate the effects and the mechanism of nardostachyos on cardiac sympathetic
nerve remodeling after myocardial infarction in rats. Method: SD rats were randomly divided into sham group,
model group and nardostachyos group (15 in each group). Left anterior descending coronary artery was ligated to
creat myocardial infarction model. Immunohistochemical technique was used to detect the distribution and density
of growth associated protein-43 (GAP-43) and tyrosine hydroxylase (TH) positive staining nerve fibers at peri-in-
farct zone after myocardial infarction. The procedure was used to stimulate rats to induce ventricular arrhythmias.
The content of heart tissue malondialdehyde (MDA) and the activity of the superoxide dismutase(SOD) were de-
tected. Result; Compared with sham group, the densities of both GAP-43 and TH positive staining nerve fibers
and the incidence of ventricular arrhythmias were significantly higher in model group. Nardostachyos markedly re-
duced the incidence of ventricular arrhythmias and the densities of both GAP-43 and TH positive staining nerve fi-
bers(all P<<0. 05). Compared with sham group, the activity of MDA the modle group increased, the activity of
SOD decreased significantly, nardostachyos markedly reduced the activity of MDA and increased the activity of
SOD of model group (all P<<0.05). Conclusion: The amelioration of oxidative stress by nardostachyos may attrib-
ute to the improvement in cardiac sympathetic nerve remodeling and the reduction of the ventricular arrhythmia.
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