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Study on the injury of vascular endothelial cells in scalded rats and the protective effect

of ecdysterone
SHI Fu-sheng, YANG Zheng-guo, MA Fuyun DI Gui-ping LUO Xiang-dong, YANG Zhong cheng, WU Xu (Department of Burns, No. 322 Hospital
of PLA, Datong 037006, China)

Abstract: Objective To study the changes of permeability of intracellular junction among the VECs and the pmotective effect of ecdysterone
(EDS) on VECs injury in rat after scalding. Methods
@Scalded group (S); the animals were inflicted with 30% TBSA full-thickness scald injury; @ EDS control group (EDS): the nonscalded rats with
EDS (20 mg/ raD); @D EDS-treated group (S EDS); the scald rats were treated with EDS (20 mg rat). The vascular pemmeability and expression of
InS group the pemeability of VECs increased, expression of VE- calci-

Healthy Wistar rats were randomized into 4 groups;: (D Nomnal contra group (NOM);

VE-calcium adheson molecules in varous organs were measured. Results
um adhesion molecules decreased, intracellular junction of VECs injured. After EDS treatment all the changes alleviated. Conclusion The peme-
ability of VECs increases after scalding. Intracellular junction injutry may be one of the reason for the increasing of pemmeability. EDS may have cer-
tain protective effect on the injury of VECs in scalded rat.
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Fig 1 Expression of VE- calcium adhesion molecues in

glomerular VECs  (S-PX 400) 2 (TEMX 10 000)
A:Group S, significantly decreased; Fig 2 Intercelluar junction among VECs widened after
B: Group ST EDS, significantly increased scalding in rats (TEMX 10 000)
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