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Abstract ; Neonatal necrotizing enterocolitis (NEC) is a common acute intestinal inflammatory necrotizing neonatal disease ,whose path-

ogenesis is still unknown. This review elaborates the research progress on the pathogenesis of NEC from the aspects including the level

of immature intestinal growth factor, the effect of intestinal media on microcirculation ,the abnormal colonization of intestinal flora caused

by various factors , infection, feeding mode , genetic susceptibility ,medical treatments such as transfusion and umbilical veins catheteriza-

tion, thus providing basis for clinical diagnosis and treatment.
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