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The protective effects of early intestinal feeding on the intestinal mucosal

barrier after severe scalding in rats

Peng Yizhi, Xiao Guangxia, Ma Li, Zhang Yaping, Zhang Wenjun (Burn Research Institute, Southwest Hospital,

Third Military Medical College, Chongqing, 630038)

Abstract The protective effects of early intestinal feeding on the intestinal mucosal barrier were evalu-

ated in rats after they were inflicted with 30% TBSA full thickness scalding. The pathological changes of the

ileal mucosa were observed with both optical and scanning electron microscopies (OM and TEM). It was

found after scalding that the ileal mucosal lacteals were dilated and the villi denuded with OM and intercellu-

lar spaces between epithelial cells were widened, the microvilli showed necrosis and denudation, and the mi-

tochondria were swollen with cracked cristae with TEM. However, early intestinal feeding could alleviate

these pathological changes of the ileal mucosa. Our findings suggest that early intestinal feeding can preserve

the intestinal mucosal barrier in certain extent.
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