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[ Abstract] Megacystis-microcolon-intestinal hypoperistalsis syndrome is a rare congenital disease char-
acterized by megacystis, microcolon and weakened or absent intestinal peristalsis with a poor prognosis. Most
children die from severe sepsis, end-stage renal dysfunction and long-term malnutrition. Currently there is no ef-
fective therapy and its pathogenesis has remained elusive. It may be related to genetic factors, neurogenic, myo-
genic, hormones and other related aspects. This review summarized the pathogenesis, clinical manifestations , di-
agnosis and differential diagnosis, treatment status and outcomes of giant bladder-small colon-intestinal dysplasia
syndrome.
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