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Effects of compound nutrients on lipid peroxidation in rats exposed to stress caused by high temperature scald
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Abstract: Objective To explore the mles of changes in plasma activity of superwxide dismutase (SOD) and level of malonyl
dialdehyde (MDA) in rats exposed to stress caused by high temperature scald and lay a basis for enhancing resistance to stress response
in amed force. Method Rats were divided into two groups one exposed to scald and high temperature with treatment of compound
nutients (ascorbic acid L-arginine mixed with o-tocopherol for one week) and the otherwithout treament as contol. Each group was
exposed stress caused by high temperature for 1 h, 2 h, and observed at 4 b 10 h following stress respectively. Rats were orally
administered with double-distilled water by gastric tube for one week. Scald stress was caused in rats by pouring 99 C water on their
back skin. The scalded rats were placed in an artificially simulated chamber with temperature of (3740 5) “C and relative humidity of
65% +5%. Result There were significant differences in plasma activity of SOD and level of MDA between the treated rats and contiol
rats (P<<0 01). Plasma activity of SOD in the control rats after exposure to high temperature for 2 h was significantly different from that
in the treated ones after exposure for 1 h, 2 h and 4 h following stress ( P<Z 0. 01), and that in the control rats exposed for 10 h
following stress was significantly different from that in the treated ones exposed for 2h (P<0. 05). Plasna level of MDA in treated rats
exposed for 4 h following stress was significantly different from that in contwol ones exposed for 1 h, 2 h and 4 h following stress ( P<<
0.05). Condusion Changes of plasma activity of SOD and level of MDA in rats exposed to stress caused by scald were closely related
to their physiological and pathological changes. Eaily intervention could reduce and inhibit their excessive response of lipid peroxidation
thus alleviate damage to their bodies.
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