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- Abstract -

Insulin autoimmune syndrome consists of fasting hypoglycemia, hyperinsulinemia
and detectable insulin-binding antibodies in patients never been exposed to
exogenous insulin. Most affected patients present with other autoimmune
disorders, most offen Graves’ disease. A significant increase in the insulin and
C-peptide plasma concentrations and the presence of other anti organ
antibodies are also observed. Awareness of insulin autoimmune syndrome
hypoglycemia is important as this may produce severe neuroglycopenic
symptoms, which may be confused with the presence of an insulinoma. The
correct diagnosis is important tfo avoid unnecessary surgical intervention in
patients who are best treated with conservative support, watchful waiting, or in
some cases, immunosuppressive therapy.

Herein, a case of aufoimmune insulin syndrome, suspected as being an
insulinoma is reported (J Kor Diabetes Assoc 28:45~50, 2004).
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Table 1. Result of 75 g Oral Glucose Tolerance Test

Time (min)  Blood glucose (mg/dL) Serum Insulin (4IU/mL) C-peptide (ng/mL)
0 82 119 19.1
30 157 114 21.7
60 205 111 19.8
120 230 122 18.2
180 202 129 23.6
240 137 137 27.5
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Table 2. Result of Intraarterial Calcium Stimulation Test

. Osec (hepatic
Calcium gluconate L
vein insulin

injection site
level (uIU/mL))

30sec (hepatic
vein insulin
level (4IU/mL))

60sec (hepatic 120sec (hepatic
vein insulin

level (uIU/mL))

vein insulin
level (1IU/mL))

Gastroduodenal a. 159
SMA 159
Splenic a. 159

139 139
133 129
138 124
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Fig. 1. Abdominal CT scan: lcm sized nodular density
between 2nd portion of duodenum and pancreatic
head portion (see arrow)
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Fig. 2. Pancreas MRI: Contrast enhan- cing mass lesion
between pancreas head and duodenal 2nd portion
area (see arrow)
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Fig. 3. Celiac angio: No hypervascular tumor staining in
the pancreas. Splenic artery, gastro duodenal
artery, superior mesenteric artery was super-
selected.
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Fig. 4. Intraarterial calcium stimulation test
GD a.: gastroduodenal artery
SMA: superior mesenteric artery
splenic a.: splenic artery
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