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Elucidation of the role of cysteinyl leukotriene receptorl on advanced diabetic
kidney disease
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In the advanced renal lesions in type 2 diabetic/obese rats and in the
experiments using cultured human proximal tubule cells, it was suggested that pranlukast may improve
inflammation and exert a renal protective effects by restoring alteration of nutrients sensing
signaling pathway including decreased AMPK activity and increased mTORC1 activity, and its related
decrease in autophagy, which is observed in diabetic renal proximal tubule cells.
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