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Immunohistological Study of Pancreas in Insulin-autoimmune Syndrome

Akira HIRAYAMA*, Minoru SAKURADA#*, Yukimasa HIRATA**
and Takeshi KURATA®*#*
*Department of Surgical Pathology, Tokyo Women’s Medical College
**Diabetes center, Tokyo Women’s Medical College
***Department of Pathology, National Institute of Health

The pancreatic tissue obtained surgically or in autopsy from 3 patients with insulin-autoimmune
syndrome, 3 patients of diabetes mellitus, 3 patients of nondiabetic gastric cancer were histo-
chemically and immunohistochemically examined. In all cases of insulin-autoimmune syndrome, islet
cells including B-cells were prominentary hyperplastic; they were scattered in the exocrine pancreas
and periductal regions, forming clusters, nest, or new islets. In one case, islet cells showed hydropic
swelling. Immunohistochemical studies with the methods of peroxidase antiperoxidase or avidin-
biotin complex revealed that islets as well as islet cell nests contained cells stained for insulin,
glucagon, somatostatin or C-peptide without any unusual staining pattern. Antibodies against herpes
simplex virus were positive in one case of insulin-autoimmune syndrome and in one case of diabetes
mellitus. In addition, one case of insulin-autoimmune syndrome that revealed positive for herpes
simplex virus were positive for IgA.

Results suggest that in insulin-autoimmune syndrome, some persistent viral infection of
pancreatic islet cells without cytopathic effects might induce an autoimmune state.
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£ 1 Results of immunostain

Name | Age | Sex | Diagnosis | HSV | Coxsakie B | Mumps | VZ | Rubella | Measles | IgG | IgA | IgM | x A
MH | 52 | M IAS - - - - - = - = = = e
MF 61 M IAS = = - - - - - — — — —
KT |11 | M IAS + - - - - — - + — s —
10784 | 64 | M DM = ~ - - ~ — = — — = =
10198 | 52 | M DM — - - - - — - — - — —
10340 | 62 M DM + = — - - - = = = - =
TY | 5 F GC — - - - - — = - - — —
S1 54 F GC - - - - - = = = = —

IN 67 M GC - = = - — - - — — — —

IAS : Insulin-autoimmune syndrome,
Varicella zoster virus

DM : Diabetes mellitus,

e

EHG6 fEFI2OBDO~= b+ ) vexdto Yo
B, X200
BEALCEENCHEHE (KH) »RDLID,

ER7

ARG AN AFARIC L BT
FEGI 3. BEEMIRE & A4 KRR O — S0 RAY 1ot
¥ (RE) (FETRABKREZS) 1BEDHLAS,
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