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[ Abstract] Hirschsprung’s disease associated enterocolitis (HAEC) is a serious complication of congeni-
tal megacolon. Its clinical manifestations vary in severity. Milder cases only have slight bloating and severe cases
may be fatal septic shock with multiple organ failure. This article focuses upon recent research advances in the

treatment and etiology of HAEC and provide rationales for further standardizing the diagnosis and treatment of

HAEC.
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