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Tabkle 1. Clinical findings of the cases
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Case Age Fathological diagnosis Hypoglycemia AfS
1 15 G—wk Linknown® MNT A
2 23 G—wk Polycystic’ kidney - A
3 37 G—wk Hydranencephaly* NT A
4 3 G—wk Low birth welght - A
5 33 G—wk [reearfism — i
& 35 G-wk Congenital heart disease — A
7 ib G—wk Gastroschisis — A
2 39 G—wk Gastroschisis + M
9 41 G-wk Bartter's syndrome - A
10 davys Omphalocele — A
11 Mo Congenital heart disease - A
12 2 Mo Congenital heart disease — A
13 22 yr Congenital heart disease = A
14 48  yr Mucinous cyst of pacnreas — 5
15 54  yr Fenal cell carcinoma — 5
16 62  yr Serous cyst of pancreas -- 5
G wk : Gestational week * ¢ Still-born
MT @ Mot tested A&/5 ¢ Autopsy/Surgery
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Fig. 1. Ductoendocrine proliferation showing budding  Fig. 2. A. Endocrine cell dysplasia howing less well
off of the epitelium of an intralobular pancreati formed small lusters of endocrine cells arranged
duct into the islet. (H&E, x200) haphazardly. (Immunoperoxidase tain for
lucagon, =% 40) B. Positivelv stained cells are not
acinar or ductular epithelial cells. (Imunoperox-
Al E o3 A= (Fig. 2)2] £24% 4ol & 4 altle idase tain for glucagon, =200}
d o] 52 = el# 395 ol e mlsal HAbe|gle,
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Fig. 3. Adenomatosis sowing proliferation of islet cells Fig. 5. lzlet hypertrohy showing markely enlarged islet
occupying more than 40 per cent of the field over 2olpm in diameter. (Immunoperxidase
between haphazardly arranged exocrine ele- stain for insulin, = 40)
ment, (H&E, = 40)
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Fig. 4. lslet cell hvpertrophy howing large nuclei, more Fig. 6. Ductoendocrine proliferation showing positiv
than 2 times the size af hose of normal endocrine immuno-reactivity to insulin mong the epithelial
cell. (H&E, »x400) lining cells of intelobular duct. {(Immunoperox-

idase stain for insulin, =200
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Table 2. Summary of the histologic finaings
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Case  Ductocndocrine - Endocrine - adenomatoss it G hyperisophy _hypertrophy

1 + — — — — + +

2 + - - - - - -

3 + + - - - - =

4 + + — + .- = -

5 + = - + - B -

(3 4 + — + - - -

7 + - - * - - -

B 4 + - + - +

9 + — — + - + +

10 + — - - - -

11 + - - - - - B
12 + - - - - - -
13 + —~ - - - + -

14 + - — — — —
15 + - - - * *

16 + - - - - * -
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Fig. 7. Ductoendocrine proliferation howing positive
immuna-reactivity to glucagon mong the acinar
cells, (Immunoperoxidase tain for glucargon, *
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The Significance of Nesidiodysplasia
of the Pancreas

Sooim Chei, M.D., Woo Hee Jeong, MDD
and Chanil Park, M.D.

Department of Pathology, Yonsel University
Coffege of Medicine

To elucidate dthe significance of the nesidiodysplasia
of pancreas, histological re-evaluation and immunochis-
tochemical studies for insulin, glucagon and somatos
tatin were done on 16 consecutive cases (5 premature
hahies, 2 stillborns, 5 infants and 3 adults) in which
paraffin blocks of the pancreas were available. Only one
infant was hypoglycemic. All 16 pancreases showed
changes of nesidiodysplasia which appeared immunohis-
toschemicallyu tod have insulin, glucagon and/or
somatostatin. The histologic patterns of nesidiodvs-
plasia included ductoendocrine proliferatioin. endocrine
cell dysplasia, adenomatosis, septal islet, islket cell
hypekrtropphy and islet hypertrophy. All the patterns of
nesidiodysplasia except for the adenomatosis were seen
in premature babies, infants, stillborns and adults with
or without hypoglveemia. The adenomatosis was fournd
only in the hypoglyeemic infant. The result lsuggests
that all patterns of nesidiodyeplazia of other than the
adenomatosis does not imply the pathologic basis of

hypoglycemia.

Key Words: Nesidiodysplaisa, Adenomatosizs, Hy-
poglkycemia



