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A Case of Acute Kidney Injury Complicated During Therapy of Warfarin Anticoagulation
after the Prosthetic Heart Valve Replacement
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Abstract

A 58-year-old male patient was admitted with the weakness feeling of right upper extremity, The patient, who
had been done the replacement of prosthetic mitral and aortic valves 17 years ago, is taking a warfarin to prevent
the systemic thromboembolism, On admission, laboratory tests revealed that the prothrombin time international
normalized ratio (PT INR) was abnormal as 6,21, serum creatinine level increased to 10,46 mg/dL, The renal
biopsy was performed to find the cause of Acute Kidney Injury (AKI), Biopsy Specimens showed the evidence of
acute tubular injury and glomerular hemorrhage: red blood cells (RBCs) in Bowman space and numerous
occlusive RBC casts in tubules, We experience a case of AKI as a result of the inappropriate warfarin monitoring,
which is developed by the glomerular hemorrhage and renal tubular obstruction through RBC casts, We suggest
that patients with warfarin therapy need to monitor the kidney function and blood coagulation indicators

carefully,
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methenamine silver stain), PAS 9 (Periodic acid- A|ZFske] f9kS 243t (Fig, 1), o] %o =2zt
Schiff stain), v} A1 (Masson's trichrome stain)-< A3} BUN/Cr 14.3/1.7 mg/dL, PT-INR 2,270 %
53l % (HEA ARE AR Jiet 95 F 275 Ao 2 FA =L Qe (Fig. 2).
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Fig. 1. A: The renal biopsy of warfarin-related nepharopathy shows red blood cells congestion and casts in
interstitial tubules. (Hematoxylin and Eosin stain, x400) B: The interstitium shows mild degree of inflammation
and acute tubular necrosis. (Hematoxylin and Eosin stain, x400) C: Periodic acid methenamine silver stain shows
red blood cells casts and acute tubular necrosis. (Periodic acid methenamine silver stain, x200) D: Trichrome stain
shows red blood cell casts and congestion in both renal tubules and Bowman’s space, interstitial fibrosis and
tubular atrophy. (Masson's trichrome stain, x200).
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