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[ Abstract] Hirschsprung’s disease (HSCR) is a disease caused by both environmental and genetic fac-
tors. And surgical intervention has remained a major treatment. Its basic pathological changes include an ab-
sence of distal intestinal ganglia of varying lengths, abdominal distension and constipation. Currently a large
number of studies have been devoted to HSCR in genomics, transcriptomics, proteomics and other multi-omics.

Multi-omic has played an important role in the screening,diagnosis and pathogenesis of HSCR. This review fo-

cused upon the latest applications and researches of multi-omics technology for HSCR.
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