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[Abstract] Objective To investigate the possible mechanism of poria cocos polysaccharide (PCP) in re-
ducing tissue injury caused by myocardial infarction (MI) in rats. Methods Forty SD rats were selected and
divided into the control group, model group, PCP high-dose group and PCP low-dose group, 10 cases in each
group. The control group and model group were intragastrically administrated with normal saline,and the PCP
high-dose and low-dose groups were intragastrically administrated by 200 mg/kg and 100 mg/kg of PCP aque-
ous solution respectively. The MI model was constructed with isoproterenol on 6,7 d after gavage. The infarct
area of myocardial tissue was observed by TTC. The histopathological changes of myocardium were observed
by HE staining. The cellular apoptosis in myocardial tissue was observed by fluorescence TUNEL staining.
The levels of serum SOD and MDA were determined by spectrophotometry. The levels of serum IL.-183,1L-6,
IL-10 and tumor necrosis factor-a (TNF-a) were determined by ELISA. The expression levels of phosphoryla-
ted inhibitor of kBa (p-IkB-a) ,1kB kinase B (IkK-B) and phosphorylated nuclear factor kB P65 (p-P65 NF-«B)
in myocardial tissues were detected by Western blot. Results Compared with the model group,the MI area
ratio and apoptosis rate of myocardial cells in the PCP high-dose group and PCP low-dose group were de-
creased,and the differences were statistically significant (P<C0. 01). Compared with the model group,the ac-
tivity of serum SOD and serum I1.-10 level in the PCP high-dose group were increased,the levels of MDA, IL-
18,1L.-6 and TNF-a were decreased,and the differences were statistically significant (P<Z0. 01). Compared with
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the model group,the expression levels of p-IkB-a,IkK-f and p-P65 NF-«B in the myocardial tissues in the PCP

high-dose and PCP low-dose groups were decreased, and the differences were statistically significant (P <

0.01). The myocardial tissue HE staining showed that the myocardial tissue damage in the PCP high-dose and

PCP low-dose groups was relieved compared with the model group. Conclusion PCP could reduce the genera-

tion of inflammatory factors in serum and tissue of rats by inhibiting NF-kB pathway,alleviate the degree of

myocardial tissue necrosis and prevent the MI occurrence.
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