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Effects and Mechanism of Puerarin on Myocardial Apoptosis in Severely Burned Rats. Tong Haidong, Dai Rubing, Chen Hua. Depart-
ment of Burns and Plastic Sugery, Zhejiang Provincal Corps Hospital of PAPF ,Zhejiang 314000, China

Abstract Objective To investigate the effects and mechanism of puerarin on myocardial apoptosis in severely burned rats. Meth-
ods One hundred and twenty experimental rats were randomly devided into six groups: normal control, model control group, puerarin
50, 100, 200mg/kg treated groups and dexamethasone Smg/kg treated group. Except the rats in normal control group, the model rats with
30% TBSA (three degree) were made by bathing in 92°C water for 18s after epilation. And then, the rats were given Ringer (40mg/kg)
by intragastric administration to resuscitate. At the same time, the drugs were given by intragastric administration. Twenty — four hours lat-
er, the apoptosis of cardiomyocytes was observed by TUNEL staining, and the apoptosis index( Al) was calculated. The expression of Bax,
bel -2 were determined by IHC and they were Semi — quantitative analysised, and the ratio of bel —2/Bax was calculated. The expression
of caspase —3, NF — kB was determined by Western blot and it was Semi — quantitative analysised. The activity of SOD, GSH - Px, MPO
and the content of MDA in myocardial tissue were measured. Results Compared with model control group, the apoptosis of cardiomyo-
cytes in puerarin treated groups were significantly decreased, and the Al of puerarin( 100, 200mg/kg) treated groups were significantly
decreased (P <0.01). The expression of bel —2 was significantly up — regulated and the Bax was significantly down — regulated, and the
ratio of bel —2/Bax was significantly increased (P <0.05, P <0.01). The expression of caspase -3, NF — kB in puerarin( 100, 200mg/
kg) treated groups were significantly decreased. The activity of SOD, GSH - Px in myocardial tissue of puerarin( 100, 200mg/kg) treated
groups were significantly increased and the content of MDA were significantly decreased( P <0.05, P <0.01), and the activity of MPO of
puerarin 200mg/kg treated group was significantly increased( P <0.01). Conclusion Puerarin had inhibitive effects on myocardial ap-
optosis in severely burned rats, suggesting that puerarin had better protective effects on the myocardial tissue in severely burned rats. It
perhaps related to its effects of regulating the expression of apoptosis — related genes and protein, and inhibiting oxidative stress.
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