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(¥ 3E) Search for inhibitors of production of sulfate—conjugated uremic

solutes - Basic research for validation and screening system of drug

development targeting protein
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It was found that accumulation of indoxyl sulfate and p-cresyl sulfate in serum, liver and renal
tissues were markedly decreased, and renal generation of 4-HNE, an oxidative stress marker,
was suppressed in the sulfotransferase 1lal, Sultlal, deficient mouse model with acute kidney
injury caused by cisplatin treatment.

It was demonstrated that Sultlal should be the enzyme responsible for production of sulfate-
conjugated uremic solutes, such as indoxyl sulfate and p-cresyl sulfate, and these uremic solutes
play a toxico-pharmacological role in the progression of cisplatin-induced acute kidney injury.
Sultlal could be a therapeutic target protein for progression of renal tissue damages and uremia

accompanied with accumulation of uremic solutes.
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