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Effects of glycine on energy metabolism of myocardium after burn injury”
Li Teng' ,Peng Jing',Lv Shangjun® Wu Wei®,Zhang Yong® s Xu Shuxiu'® ,Peng Xi*4
(Department o f Nursing , Bengbu Medical College , Bengbu,Anhui 233030,China;2. Institute o f Burn Research ,
Southwestern Hospital ,State key Laboratory of Trauma ,Burns and Combined Injury ,
Third Military Medical University ,Chongqing 400038 ,China)

Abstract; Objective To discuss the effects of glycine on energy metabolism of myocardium after burn injury. Methods The rat
model of 30% body surface area third degree burn was adopted. 72 Wistar rats were randomly divided into three groups:normal
control(C) ,burn control(B) and glycine treatment(Gly) groups. Resting energy metabolism of myocardium, the level of high-energy
phosphate compound(AMP, ADP, ATP) ,lactic acid and glutathione(GSH) were determined before burn and on post-burn 12,24,
48,72 hours. Results
of ATP and GSH in group B and Gly were obviously decreased( P<C0. 01) ,while the levels of AMP, ADP and lactic acid were sig-

nificantly increased( P<C0. 01). Both the declining range of ATP,GSH and the rising range of AMP, ADP and lactic acid in group

After burn injury.energy metabolism of myocardium had notable disorder. Compared with group C,the levels

Gly were remarkably lower than those in group B(P<Z0. 01). Conclusion Glycine administration could improve aerobic metabolism
of myocardium after burn injury,reduce the count of lactic acid,abate the degree of cardiac injury after burn injury,and possess pro-
tection of myocardium.
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