PAI-1: A NEW URINARY MARKER OF ACUTE KIDNEY
INJURY INDUCED BY GENTAMICIN, ISCHEMIC-
REPERFUSION AND SEPSIS PROCEDURES.
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Introduction

Acute Kidney Injury (AKI) is understood as a clinical syndrome, secondary to multiple etiologies, characterized by an abrupt deterioration in renal function. It is a relevant health problem,

since It presents a high morbi-mortality with very important human and social consequences. It is estimated that approximately 1 to 7% of patients admitted to hospitals have this syndrome.

The mortality rate associated with AKI is around 45% and, since a large number of cases develop in the ICU, a marked increase can be found up to 80% in the state of one multiorgan

faillure. A critical aspect for the optimal clinical handling of AKI is an early diagnosis. Important progress has been made in the last decade towards an increasingly earlier detection based on

novel and more sensitive urinary markers. However, AKI diagnosis may still be improved in an individual-drug basis, for enhanced theranostics and a more individualized medicine.
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