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Protection of sodium glucose cotransporter—2 inhibitors

on diabetic nephropathy
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[Abstract Bodium—glucose cotransporter—2 Eg[;LTZ) inhibitors have been developed as a novel antihyperglycaemic agent. The current

studies have shown that SGLT2 inhibitors can effectively lower blood glucose. In addition” SGLT2 inhibitor may play a role in the pro-

tection of the diabetic nephmopathy’ mainly to reduce urinary protein’ lower blood urie acid” improve renal histological and morpholog—

ical pathology’ ete. The mechanism may be associated with its anti—oxidant’ anti—inflammatory’ anti—fibmotic effects’ renal hyperfiltration

improvement” blood pressure reduce’ ele.
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