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Luna B, Feinglos MN. Drug-induced hyperglycemia. JAMA. 2001;286:1945-1948.
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« Diabetic Keto-Acidosis (DKA)
« Hyperglycemic Hyperosmolar State (HHS)

Glucose, mg/dL 250-600 600-1200
Sodium, meqg/L 125-135 135-145
Osmolarity, mOsm/mL  300-320 330-380

Plasma ketones ++++ +/-

Serum HCO3- <15 meq/L Normal to slightly
decreased

Arterial pH 6.8-7.3 >7.3

Arterial PCO2, mmHg  20-30 Normal
Anion gap Wide gap Normal
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Low blood sugar
symptoms include:

ASweating

aFeeling tired

aAWeakness
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Especially insulin, sulfonylureas, ethanol
Sometimes pentamidine, quinine
Rarely salicylates, sulfonamides, and others

CnIEI]:;.lﬂ]Lln:]nf:;?l or cardiac failure Dl‘ n-\]) D] W‘ ¢

Sepsis
Starvation and inanition
Endocrine deficiencies ) Dl‘:_-‘
Cortisol, growth hormone -
Glucagon and epinephrine (type | diabetes)

Mon-3-cell tumors 1n E)T-]n I?] 91 U ¢
Fibrosarcoma, mesothelioma, rhabdomyosarcoma, liposarcoma, other

SArCOIMAs
Hepatoma, adrenocortical tumors, carcinoid
Leukemia, lymphoma, melanoma, teratoma n-].l n n n I? n D ®
Endogenous hyperinsulinism
Insulinoma

Ottec p cell dnedem NM221NTNN MYN9N e

Autoimmune {autoantibodies to insulin, insulin receptor, 8 cell?)
Ectopic insulin secretion
Disorders of infancy or childhood D 1 |7]_|.-‘ A [
Transient intolerance of fasting
Infants of diabetic mothers (hyperinsulinism)

Congenital hyperinsulinism °
Inherited enzyme defects nj 3.)] D n w-w 9 n
Postprandial
Reactive (after gastric surgery)
Ethanol-induced -]1 I? '] D ] 1 N I7 w
Autonomic symptoms withount true hypoglycemia
Factitious

Insulin, sulfonylureas n_rly n n]y D °
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« Sulfonamides, Pentamidine, Quinolone,
Antiarrhythmic drugs, Propranolol.
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Non beta-cell tumors
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Endogenous Hyperinsulinism
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