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The establishment of the new treatment strategy according to angiogenetic
dependence using a bladder cancer carcinogenic model
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N-butyl-N-(4-hydroxybutyl) nitrosamine
ARB(Irbesartan, Telmisartan, Candesartan)
PPAR-y ARB(Irbesartan, Telmisartan) PPAR-y
ARB(Candesartan)

The cancerogenesis of the bladder cancer was accelerated by ARB
(Irbesartan, Telmisartan, Candesartan) in a mouse bladder carcinogenic model using
N-butyl-N-(4-hydroxybutyl) nitrosamine. Andcompared to ARB (Candesartan) having no
PPAR-y action, ARB (Irbesartan, Telmisartan) with PPAR-y action promote further
carcinogenesis.
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