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IPMN: Natural Course and Relationship
with Pancreatic Cancer
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Fig. 1. Actuarial risk of HGD or IC since the first sign according to

ductal type.
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p <0.001
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Fig. 2. Actuarial risk of malignancy in BD-IPMN.
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3. Invasive IPMN vs PDAC
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Table 1. Invasive IPMNI} PDACS] 143 vl

Disease No LN (%) 5 YSR (%)
SNUH IPMN 19 5 34
PDAC 174 55 9
Shimada IPMN 18 18 42
PDAC 274 50 20
Maire IPMN 51 36
PDAC 49 33 21
Sohn IPMN 22 46 62

PDAC 702 76 19
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