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Familial adenomatous polyposis: clinical characteristics and current progress

YU En-da“ ,XU Xiao-dong, MENG Rong-gui(Department of General Surgery,Changhai Hospital, Second Military Medical U-
niversity » Shanghai 200433, China)

[ABSTRACT] Familial adenomatous polyposis (FAP) is an autosomal dominantly inherited syndrome. It will inevitably
progress to colorectal carcinoma if not handled properly. The extracolonic manifestations of FAP play important role in the clini-
cal diagnosis and prognosis of FAP patients. This paper reviews the clinical characteristics of FAP and current progress in its re-
search.
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