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[Abstract] Objective To study the effect of valproic acid sodium (VPA) on apoptosis of myocardial
cells in rats with fatal scald. Methods Forty-eight male Sprague-Dawley rats were randomly divided into 3
groups,the sham scald group (used 37 ‘C water bath,intraperitoneal injection of 0. 25 mL of normal saline),
the scald group (100 ‘C water bath soaked the back for 15 s,the abdomen soaked for 8 s,intraperitoneal injec-
tion of 0. 25 mL normal of saline after scald) ,the VPA group[ VPA treatment (300 mg/kg,dissolved in 0. 25
mL of normal saline) after scald]. Abdominal aortic blood was taken at 3 and 6 h after injury,and the plasma
creatine kinase isoenzyme (CK-MB) level was measured;then the animals were sacrificed to take myocardial
tissue,and TUNEL method was used to detect the apoptosis rate of myocardial cells, the expression of iNOS
protein in the myocardial tissue was measured by Western blot,the NO level in the myocardium was measured
by the NO detection kit,and the caspase-3 activity in the myocardium was measured by the caspase-3 activity
kit. Results Compared with the sham scald group,the CK-MB level and myocardial cell apoptosis rate in the
scald group were significantly increased at 3 h and 6 h after the injury, the activity of caspase-3 was significant-
ly increased,and the expression level of iNOS protein and NO level were significantly increased, the differ-
ences were statistically significant (all P<Z0. 05). While the CK-MB level and myocardial cell apoptosis rate in

the VPA group were significantly lower than those in the scald group,caspase-3 activity was significantly reduced,
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iNOS protein expression level and NO level were significantly reduced when compared with the scald group,

and the differences were statistically significant (all P<C0. 05). Conclusion

In the treatment of fatal scalded

rats, VPA can reduce the level of CK-MB and the apoptosis of myocardial cells,and protect the heart function,

which may be related to the reduce of caspase-3 activity,iNOS protein expression level and NO level in myo-

cardial tissue.
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