CASE REPORT
Yeungnam Univ J Med 2015;32(1):17-21

AAESI L gelTol dHE amlodipine 5
olels], 4

grrEgystn ovtdie yaketwal

Amlodipine intoxication complicated by acute kidney injury and rhabdomyolysis

In Hee Lee, Gun Woo Kang
Department of Internal Medicine, Catholic University of Daegu School of Medicine, Daegu, Korea

Amlodipine, a calcium channel blocker of the dihydropyridine group, is commonly used in management
of hypertension, angina, and myocardial infarction. Amlodipine overdose, characterized by severe hypo-
tension, arrythmias, and pulmonary edema, has seldom been reported in Korean literature. We report on
a fatal case of amlodipine intoxication with complications including rhabdomyolysis and oliguric acute kidney
injury. A 70-year-old woman with a medical history of hypertension was presented at the author's hospital
6 hours after ingestion of 50 amlodipine (norvasc) tablets (total dosage 250 mg) in an attempted suicide.
Her laboratory tests showed a serum creatinine level of 2.5 mg/dL, with elevated serum creatine phosphoki-
nase and myoglobin. The patient was initially treated with fluids, alkali, calcium gluconate, glucagon, and
vasopressors without a hemodynamic effect. High-dose insulin therapy was also started with a bolus injection
of regular insulin (RI), followed by continuous infusion of Rl and 50% dextrose with water. Despite intensive
treatment including insulin therapy, inotropics, mechanical ventilation, and continuous venovenous hemodia-
filtration, the patient died of refractory shock and cardiac arrest with no signs of renal recovery 116 hours
after her hospital admission.
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Fig. 1. Serial changes in the laboratory data, including in serum
CK, LDH, myoglobin, and Cr levels, during the patient’s hospitali-
zation. CK, creatine phosphokinase; LDH, lactate dehydrogenase;
Cr, creatinine.
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Table 1. Riported and present cases of amlodipine intoxication

complicated with acute kidney injury and rhabdomyolysis
Park, et al. Patel, et al. Present
[6] [8] case
Age (y1) 24 24 78
Gender Female Female  Female
Dose of amlodipine (mg) NA 400-600 250
Other drugs involved None  Simvastatin, None
Trazodone
Gastric lavage + - +
Activated charcoal + - -
Blood pressure (mmHg)” 80/50 72/34 80/50
Glucose (mg/dL)” 139 150 239
BUN/Cr (mg/dL)” 12.1/1.48  15/2.6  22.7/2.5
Cr (mg/dL)” 3.83 2.7 7.3
Time to Cr peak level (hr) 48 12 92
AST/ALT (IU/L)” 15.4/13.1  11/18 289/45
CK/LDH (IU/L)" 72NA  46/NA  1,524/799
CK (U/L)? 1,570 5,035 26,258
Time to CK peak level (hr) 72 50 68
Renal replacement therapy - CVVHD CVVHDF
Hospitalization (day) 16 23 N
QOutcome Recovery Recovery  Death

NA, not assessed; BUN, serum blood urea nitrogen; Cr, serum
creatinine; AST, aspartate aminotransferase; ALT, alanine ami-
notransferase; CK, creatine phosphokinase; LDH, lactate de-
hydrogenase; CVVHD, continuous venovenous hemodialysis;
CVVHDF contmu(gus venovenous hemodiafiltration.

Y0n presentation, “peak level.
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