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RS Bk BRI AE - HIEAT 72/ )\ 22 [
AR 0 99% LA RS R n i A AT DL 8 K i
B > HrpRER7E 48/ NRE 38 A4 © NIPHS Hil i
A RN IR 22 BER 5% o Rk T LIRS 72
/INREZ2 B AR B A )0 ) A B < 72/ NIRs 22 A B
W5 PR N B2 nT Re S RS F8 08 » T 72/ RF
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Noninsulinoma Pancreatogenous Hypoglycemia
Syndrome (NIPHS)

Ye-Fong Du?l, Horng-Yih Oul, Ta-Jen Wu?, and Shih-Ming Huang?

1Division of Endocrinology and Metabolism, Department of Internal Medicine;
2Division of General Surgery, Department of Surgery, National Cheng Kung University Hospital

The most common endogenous hyperinsulinemic hypoglycemia in non-diabetic adult is insulinoma. Non-insu-
linoma functional B cell disorders are less common in adult. Endogenous hyperinsulinemic hypoglycemia predomi-
nantly presented as postprandial hypoglycemia is termed noninsulinoma pancreatogenous hypoglycemia syndrome
(NIPHS). NIPHS was easily delayed diagnosed despite repeated episodes of neuroglycopenia due to negative
72hour fast test. The pathologic features are islet cell hypertrophy, enlarged and hyperchromatic 3 cell nuclei, some-
times are coexistent with increased islets number or size. Diagnosis is often made when endogenous hyperinsu-
linemic hypoglycemia is provoked by mixed meal test. Selective intraarterial calcium stimulation test (IACS) often
confirms the presence of endogenous hyperinsulinism and localizes the area of hyperfunctioning p-cells. There is
no standard treatment for NIPHS to date. The most acceptable strategy is subtotal pancreatectomy guided by IACS.
Application of rapid insulin assay with IACS performed intra-operatively may be more precise in determining the
extent and completeness of subtotal pancreatectomy. (J Intern Med Taiwan 2013; 24: 181-188)





