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Objectives: Acute kidney Injury iIs a common side
effect of cisplatin chemotherapy. There are
several proposed mechanisms of cisplatin-
Induced acute kidney injury (AKI); however, there
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cell mass was simulated after a single dose of
533 mg/m? body area, which is in general
agreement with the glomerular filtration rate
decline reported In the literature (2). In both P P O T
species, oxidative stress was shown to be the

primary mechanism involved In the simulated
toxicity.

Left: Simulations in the rat predicted a loss of

about 8% of PTCs after a 1 mg/kg dose and a
:EEiE;ZE/Sk?S%l near-complete loss of PTCs after a 2.5 mg/kg
— Cepltn ot 25 s .2 dose. This aligns favorably with results from the
literature, where a 1 mg/kg dose led to mild injury

while a 2.5 mg/kg dose led to severe injury (1).
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Conclusions: RENAsym was used to predict the
renal toxicity of cisplatin, and to suggest that
cisplatin injury is primarily due to oxidative stress.
QST modeling shows promise for being both a
predictive and descriptive tool for drug-induced
Kidney injury.
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Right: Simulations in the human predicted a loss o
of 17% of PTCs after a 533 mg/m? single dose. A e e
compilation of single-dose clinical data showed a
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 These results prove that the RENAsym concept could

 Simulations conducted comparing human . .
harnng be used to predict drug-induced AKI.
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