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Intraductal papillary neoplasm of the bile duct: histological and molecular
analysis of 27 patients
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In this study, we investigated clinicopathological features, somatic

mutation and aberrant expressions in 27 tumors of IPNBs. Macroscopically, there were no cystic types

in the extra-IPNB (P<0.001). Immunohistochemically, MUC5AC was expressed in 9 tumors (90%, 9/10) in
the intra-1PNB, but was expressed only in 7 tumors in extra-IPNB (41%, 7/17) (P<0.05). There were
no differences in the somatic mutation (KRAS and PIK3CA) and aberrant expressions (P53 and P16)
There were no significant differences in overall survival between intra-1PNB and extra-IPNB (P=0.
899).
Thig study revealed that intra-IPNB and extra-IPNB present mostly the common clinicopathologic
features and molecular analysis.
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