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Cisplatin and platinum related medication are mainly use in treating head and neck cancer, esophageal
cancer, genital cancer(including testis and ovarian cancer), cervical cancer and non small cell lung cancer.
Cisplatin induced acute kidney injury is the major concern for clinicians prescribing cisplatin based chemotherapy
regimen. Many years, researchers and clinicians did lots of efforts to get rid of cisplatin side effects. The ways
preventing cisplatin induced kidney injury include large intravenous fluid and mannitol. But there are more and
more studies revealing that even with these managements, around one third of patients receiving cisplatin based
chemotherapy suffered with acute kidney injury. Early diagnosis of AKl(acute kidney injury) may help primary
clinicians prevent its further deterioration and related complications, and augment the chance of renal recovery. (J
Intern Med Taiwan 2011; 22: 416-422)



