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Purpose: Multiple endocrine neoplasia type | is rarely re-
ported in Korea. The purpose of this study is to analyze the
clinical features and the treatment of MEN1 which had been
carried out in our institution.
Methods: Eight patients underwent surgery for MEN1-related M =
hyperparathyroidism, duodenopancreatic tumors and pituitary
tumors at our institution and were reviewed retrospectively S Clad s o 1A g
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Ellision syndrome. Pituitary tumors were observed in 6 2 A5 s nFsta =2
patients among the 8; four of them had prolactinoma, and
2 had adenoma which was confirmed by magnetic res- £
onance imaging. Of the eight patient, only one patient was
confirmed to have another MEN1 family member and the -
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Table 1. Clinical manifestation of MEN I in Asan Medical Center

Patient  Sex/age Symptom & sign Parathyroid Pancreas Pituitary
1 F/36 Amenorrhea Adenoma * Prolactinoma
2 F/36 Abdominal pain Hyperplasia Insulinoma Prolactinoma
3 F/24 Hypoglycemia Hyperplasia Insulinoma Prolactinoma
4 M/19 Hypoglycemia Hyperplasia Insulinoma Adenoma
5 M/23 Hypoglycemia Hyperplasia Insulinoma Adenoma
6 F/60 Peptic ulcer Hyperplasia Zollinger-Ellison syndrome Prolactinoma
7 M/41 Peptic ulcer Hyperplasia Malignant gastrinoma *
8 F/48 Peptic ulcer Hyperplasia Malignant gastrinoma *

= None.

Tabel 2. Clinical and histologic information from 8 patients with

MEN I syndrome and hyperparathyroidism

Hyperplasia ~ Adenoma
No. of patient 7 1
Median age (year) 36 36
Median serum calcium (mg/dl) 11.0 12.1
Surgical management
Subtotal parathyroidectomy 3 0
Total parathyroidectomy
& autotransplantation 4 1
& thymectomy
Recurrence or persistence 0 0
hypercalcemia
Permanent hypocalcemia
After subtotal parathyroidectomy 0 -
After total parathyroidectomy
& autotransplantation 1 0
& thymectomy
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