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Some of the terminology used for epithelia lesions in the pancreas is confusing. Those lesions that should not
be considered premalignant will be mentioned but the lecture will concentrate on precursors of pancreatic
adenocarcinoma. Malignant epithelial lesions will only be discussed briefly, highlighting recently described
entities.

The three main premalignant epithelial lesions of the pancreas are Pancreatic Intragpithelial Neoplasia (PanIN),
Mucinous Cystic Neoplasms (MCNs) and Intraductal Papillary Mucinous Neoplasms (IPMNs). The PanIN
nomenclature was developed in 1999 and defined as neoplastic epithelial proliferations in the smaller calibre
ducts (ie. <5 mm diameter).! However, it is now recognised that PanlNs may arise in any part of the pancreatic
duct system, including the large ducts.”? The PanlINs are classified into three grades (PanIN-1A& 1B, PanIN-2
and PanIN-3) based on the degree of architectural and cytological atypia and there is morphological progression
through the PanINs to invasive ductal adenocarcinoma. The standardisation of this terminology has alowed
clearer study of the molecular progression from normal to invasive pancreatic carcinoma, sometimes referred to
as the ‘ PanlNgram’ 1>

MCNs and IPMNs are cystic lesions of the pancreas (reviewed in [5]) and precursors of invasive
adenocarcinoma. MCNs are less common than IPMNs and, when invasive, usualy give rise to ducta type
adenocarcinoma. IPMNs can be classified in three ways: (i) by the site of origin, namely branch duct type, main
duct type or combined/mixed type, (ii) by the epithelial phenotype, and (iii) by the degree of dysplasia and
whether there is invasive carcinoma or not. The invasive carcinoma in IPMN may be colloid (mucinous non-
cystic) carcinoma or ductal adenocarcinoma. The prognosis for MCNs or IPMNs with invasive carcinoma is
much better than that for conventional (non-MCN and non-IPMN associated) pancreatic ductal adenocarcinoma
and, therefore, it isimportant to recognise the precursor lesion.[#8
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