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Research progress on the effect of pitavastatin on glucose metabolism
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[ ABSTRACT] Statins is an effective drug with proven benefits in the primary and secondary prevention of atherosclerotic
cardiovascular disease (ASCVD). However,several clinical researches indicate that the long-term use of statins may in-
crease the risk of new-onset diabetes mellitus (NODM). Pitavastatin, as a newest form of statins, is called “super statin”
because of its better safety and tolerability. The correlation between pitavastatin and NODM risk is inconsistent. ~Some
research indicated that pitavastatin had no negative effect on glucose metabolism, and might even improve insulin
resistance. While, some other researchers consider that increased NODM risk is a kind of effect for all statins, including

pitavastatin.  This review summarizes the research progress on the effect of pitavastatin and glucose metabolism.
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CYP2C9 .CYP 2C19.CYP 3A4 il CYP2D6 1t i, 3
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JBE R (3 mU/g MRS ) SEAT A0 IR & 3R it 6 52 9 2%
HOR  VCAR AT YA T 41 KKAy /)5 BRI IR 1] — 1fi 4
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