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JER 41 111 v P i (C-pepticle) Bl Jif Jos 2 e g 14
5] 4 Boyle P) %2 35 0 DU B 2 il B K - 38
& octreotide R FH 8 [Kl i i IR 2 i & 5 [ #E AT =)
g B R IME AR B - 3254 % 1 ki & glipizide
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Hypoglycemia

Shu-Hwa Hsiao?!, Wei-Hsin Hsu?, and Ta-Jen Wu3

1Department of Pharmacy, National Cheng Kung University Hospital, Tainan, Taiwan;
2Department of Internal Medicine, Tainan Sin-Lau Hospital, Tainan, Taiwan;
3Department of Internal Medicine, National Cheng Kung University Hospital, Tainan, Taiwan

Hypoglycemia is a common problem in the treatment of diabetes mellitus. Insulin preparations and sulfonylurea
are widely used in treatment of type 2 diabetes mellitus. Both are the main causes of severe hypoglycemia in the
treatment of patients with type 2 diabetes. For severe hypoglycemia in type 2 diabetes, the treatment guidelines
are similar to those with hypoglycemia in type 1 diabetes. Glucagon or glucose solution (ranging from 5% to
50%) intravenous (bolus or continuous infusion) are widely used in the general emergency treatment for severe
hypoglycemia. Glucagon with the fast action of glycolysis is used for emergency treatment of severe hypoglycemia
to get temporary remission of hypoglycemia. However, unlike type 1 diabetes, the B cells in patients with type 2
diabetes are hyperactive under action of sulfonylurea. Glucagon, despite of its hyperglycemic effect by glycolysis,
can further release of insulin via stimulation of § cells, and then lead to subsequent paradoxical hypoglycemia.
If the glucose supply is intermittent, or insufficient, the concentration of blood glucose may highly fluctuate, so
that glucose solution continuous infusion is suggested. However, comorbidities of renal or cardiac insufficiency
in patients with type 2 diabetes frequently limit the continuous glucose infusion therapy which may result in fluid
overload. In addition to the current glucagon and continuous glucose infusion therapies, a medicine which can fix
the underlying pathological mechanism is desirable to get an adequate treatment for severe hypoglycemia in type
2 diabetes. Octreotide is a synthetic somatostatin analog. Through action on somatostatin receptors, octreotide
can inhibit B cells of islets and extremely reduce the secretion of insulin. As the hazards of fluid overload and
rebound hypoglycemia in the current therapy, octreotide may pathophysiologically play a role in the treatment of
sulfonylurea-induced severe hypoglycemia. From the recent case reports, retrospective study information systems,
and prospective randomized double-blind, octreotide therapy seems to be a safe option for sulfonylurea-induced
severe hypoglycemia. (J Intern Med Taiwan 2015; 26: 162-168)



