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Rhabdomyolysis Induced Acute Kidney Injury in a Patient with Leptospirosis
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—Abstract—

Leptospirosis is a spirochetal infectious disease caused by Leptospira interrogans, and may
vary in degree from an asymptomatic infection to a severe and fatal illness. The kidney is
one of the principal target organs of Leptospira. Renal disorders caused by Leptospira
infection vary from an abnormality in urinalysis to acute kidney injury (AKI). Incidence of
AKI in severe leptospirosis varies from 40% to 60%. AKI reflects the severity of leptospirosis
and 1s generally accompanied by cholestatic jaundice. The pathophysiology of AKI in leptospirosis
consists of hypovolemia, direct tubular toxicity, and rhabdomyolysis. Most patients with acute
leptospirosis experience severe myalgias, and show laboratory evidence of mild rhabdomyolysis.
However, occurrence of severe rhabdomyolysis is rare. We report here on a patient with

leoptospirosis, who had severe rhabdomyolysis and acute kidney injury without jaundice.
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Fig. 1. (A) Chest X-ray shows cardiomegaly and pulmonary congestion, on admission day 1. (B) Chest
55

CT shows diffuse ground-glass opacities in both lower lung fields, on admission day 1.



off

A4

mEq/L, K 36mEq/L, Cl 8 mEq/L, aspartic
acid transaminase 113U/L, alanine transa-
minase 99U/L, total bilirubin 0.88 mg/dL,
direct bilirubin 0.47 mg/dL, albumin 2.59 g/dL,
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ng/mL o]tk AW ZAARA blood (+++),
protein (-), myoglobin (\)}2™, & Na+ &
%] w4 E (Fractional excretion of sodium,
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olel 4
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filtration rate, GFR)¢] &S H AT (Fig. 2).
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Fig. 2. Changes of myoglobin, CPK, and Cr during
treatment period. (AD: Admission day, CPK: creatine
phosphokinase, Cr: Creatinine).
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