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Case Report

A Case of Insulinoma With Provoked Seizures for the Past Fourteen
Years: A Case Report
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Abstract
Introduction: Insulinoma is one of the most common neuro-endocrine tumors of the pancreas. Some cases with insulinoma
present neuropsychiatric symptoms and are often misdiagnosed as psychosis thus patients may remain symptomatic from one
week to as long as several decades before diagnosis.
Case Presentation: A 68-year-old male patient, who presented episodic seizures and a normal Electroencephalography (EEG)
recording for the past fourteen years, had referred for evaluation of hypoglycemia. His biochemical profile revealed blood glucose of 45mg/dL. His C-peptide and insulin levels were elevated. Endoscopic pancreatic ultrasonography (EUS) revealed two mass
lesions in pancreatic head. Pathological evaluation revealed well-differentiated endocrine neoplasm and granulomatous reaction
in lymph nodes. After resection of the tumor, his symptoms resolved and he became seizure free.
Conclusions: Some cases with insulinoma that present neuropsychiatric symptoms might remain symptomatic for several decades
before diagnosis. Therefore, it is important for physicians to be aware of presentations of insulinoma to avoid diagnostic delays.
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1. Introduction
Insulinomas are the most common pancreatic islet cell
tumors that arise from the beta cells within the islets of
the Langerhans, but are not the only cause of endogenous
hyperinsulinemic hypoglycemia (1). Patients with an insulinoma typically have a history of episodes of neuroglycopenia occurring in the postabsorptive (fasting) state.
However, an appreciable subset of patients (6% in one series) has reported symptoms exclusively in the postprandial state. Insulinomas are rare; an incidence of 1 in 250000
patients per year has been reported. Long-term survival
is the rule after successful surgical removal of an insulinoma (2). We report on a 68-year-old male that presented
episodic seizures and a normal Electroencephalography
(EEG) recording for the past fourteen years, who was referred for evaluation of hypoglycemia.

2. Case Presentation
The case was a 68-year-old non-diabetic male referred
to our hospital with chief complaint of hypoglycemia. He

had episodic seizures for the past fourteen years and because of increased frequency of seizures since three month
ago, long term EEG monitoring was performed and revealed normal EEG recording of sleep and wakefulness.
These attacks had been repeating with palpitation, diaphoresis and loss of consciousness in the morning. Also,
the patient reported a recent weight gain. The family had
noticed that his symptoms improved continuously within
30 minutes of taking dextrose IV, at each visit to the emergency room. His family checked his blood sugar and realized he had been having hypoglycemia during seizures.
Upon admission, he had a body temperature of 36.5°C,
blood pressure of 110/70 mmHg, a pulse rate of 87/minute
and a respiratory rate of 19/minute. His body mass index
(BMI) was 34 and other physical exams were within the
normal range. The serum glucose level was determined
as 45 mg/dL (normal range, 70 - 110 mg/dL). He was given
10% dextrose IV, and his symptoms resolved. Laboratory
tests revealed that his C-peptide and insulin levels were elevated. C-peptide: 8.4 U/mL (normal range 1.1 - 4.4U/mL),
insulin: 82 uIU/mL (normal range 2.2-21 uIU/mL) Adrenocorticotrophic Hormone (ACTH): 11.2 (1.6 - 13.9), cortisol: 33
micg/dL (171 - 536 micg/dL), Ca: 9.7 (8.5 - 10.5), P: 2.5 (2.7 -
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5), C-Reactive Protein (CRP)+ uric acid: 7.9 (3.6 - 7.7), Lactate Dehydrogenase (LDH): 515 Iu/L (200 - 400 Iu/L). The abdominopelvic computerized tomography (CT) scan with IV
and oral contrast was performed and depicted two mass lesions; one of them measuring 20 mm in diameter between
pancreatic head and duodenum, adjacent to IVC in favor
of the peri-pancreatic lymph node and the other was a hyperdense mass measuring 19 mm in diameter in pancreatic
head (Figure 1). Computerized-tomography (CT) scan depicted no evidence of gross invasion, or liver metastases.
Endoscopic pancreatic ultrasonography revealed two partially hypoechoic heterogeneous well-defined mass lesions
in pancreatic head about 25 × 19 mm and 12 × 10 mm,
and no associated regional lymph node was noted. At operation, a 2.5-cm tumor and 4-cm nodular lymph node
in suprapancreatic region, were resected from the head
of the pancreas. Pathological evaluation revealed a welldifferentiated insulinoma with low mitotic activity, and no
capsular or vascular invasion evident. The lymphoid structure was infiltrated by granulomatous reaction composed
of numerous epithelioid cells, fibroblasts and giant cells.
Some of them had central necrosis. The patient reported
complete resolution of his symptoms after surgery and
became seizure free. He developed hyperglycemia in the
postoperative period, with serum glucose levels as high
as 300 mg/dL (normal range 70 - 110 mg/dL). At his twoweek follow-up, his fasting blood glucose, insulin levels
and C-peptide levels were 104 mg/dL (normal range 70 - 110
mg/dL), 7.1 pmol/liter (normal range, 6 - 144 pmol/liter) and
0.26 U/mL (normal range 1.1 - 4.4U/mL), respectively.
3. Discussion
We report on a 68-year-old non-diabetic male presented with hypoglycemia. Our patient displayed several
characteristics typical of insulinomas. He was frequently
admitted to the neurology department with seizure during the 14 years. He always had normal EEG recording during this period. It is not uncommon for patients to have
symptoms for several months to years before diagnosis, in
part, because the diagnosis is not entertained by clinicians.
This is presumed to be due to the rarity of pancreatic endocrine tumors.
The diagnosis of insulinoma is suggested by hyperinsulinemia in the presence of hypoglycaemia and, reversal of the symptoms by administration of glucose (Whipple’s triad). Occasionally, a patient with an insulinoma may
not fulfill these criteria even during a 72-hour fast, and a
few have plasma insulin levels lower than 18 pmol/L (< 3
µU/mL) during hypoglycemia, yet plasma C-peptide levels
are usually 0.2 nmol/L (0.6 ng/mL) or higher, and plasma
pro-insulin levels are usually 5.0 pmol/L or higher in such
2

Figure 1. Abdominopelvic computerized tomography scan with IV and oral contrast
revealed a hyperdense round mass in pancreatic head (white arrow) suggestive for
neuroendocrine tumor. There was another ovoid isodense mass posterior to pancreatic head (black arrow) in favor of peri-pancratic lymph node.

patients (3). Once a clinical and biochemical diagnosis
is established, the imaging modalities are used for localization of the tumor. Computed Tomography (CT), magnetic resonance imaging (MRI), and transabdominal ultrasonography detect approximately 75% of insulinomas
(1, 4, 5). Somatostatin receptor scintigraphy is some-what
less sensitive (6). Endoscopic pancreatic ultrasonography
(EUS), with the option of fine-needle aspiration of a detected tumor, has a sensitivity of greater than 90% (7, 8).
With the combination of noninvasive imaging and, if necessary EUS, preoperative localization of insulinoma has become the rule (1). Endoscopic pancreatic ultrasonography could not distinguish between insulinoma and lymph
node in our case. However, pathology showed that only
one of the lesions was insulinoma and other was lymph
node. The majority of patients with insulinomas have lesions that are 1 - 2 cm in size, with 96% being less than 3 cm
(9). The mean tumor size of insulinomas found in three of
the largest reported series was 1.5 cm, with a range of 0.1
to 7.0 cm (10-12). At operation of our case, a 2.5-cm tumor
and 4-cm nodular lymph node were resected from the head
of the pancreas. The diagnosis of malignancy is based on
the presence of metastases to the liver or regional lymph
nodes or gross evidence of local invasion (13). Our case had
no evidence of gross invasion, or liver metastases. At his
two-week follow-up postoperatively, his fasting blood glucose, insulin levels and C-peptide levels were normal and
he became seizure free. Long-term survival is the rule after
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successful surgical removal of an insulinoma (14).
3.1. Conclusions
Some cases with insulinoma that present neuropsychiatric symptoms may remain symptomatic several decades
before diagnosis. Therefore, it is important for physicians
to be aware of presentations of insulinoma to avoid diagnostic delays.
Footnote
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