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Alteration of cytochrome P450s activity under diabetic conditions and

impact on the development of diabetes mellitus
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Abstract Cytochrome P450s ( CYP450s) is one of the most important phase-I drug-metabolizing enzyme family
that participates in the metabolism of most clinical drugs in liver and intestine. Accumulative evidences have
reported that the activities and expressions of hepatic CYP450s exhibited significant alterations under diabetic
condition. This article summarizes the induction or inhibition of different isoforms of CYP450s, including
CYP3A, CYP2E1 and CYP1A2, in clinical or experimental diabetic conditions, and analyzes the impact of species
difference, types and progression of diabetes on CYP450s activity. The article further lists the altered pharmaco-
kinetic behaviors as well as adverse drug effects due to alteration of CYP450s in reported diabetic cases. The cor-
relations between the altered metabolism of endocrines, the aggravation of insulin resistance, and the alteration of
CYP450s activity are illustrated to shed more light on the pathogenesis of diabetes.
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P450s, CYP450s ) J2&— 243 LAER Pk Ay 7 22 119 1 21 R
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FEVRE PR 2838 1 I 2 0K A& (human liver micro-
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PREF IR IR s S S A 00 S I, 2 BB iR
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CYP2C W BYE: CYP Zr B i 22 . 7E
N, CYP2C Z% 5 BT 8. CYP & &1 20% , I
Z 5T 4 16% B K 25 9 8, £ 2
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FriEr, X AT RE S i CYP2CI1 5 CYP3A {5 PR F%
AL AL 2S B4 (DZN) & H AT I
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Wil B 3 55 DZN J, fERE CYPLA2 i 1 i 3%
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PRAMIFFEIESE , 2 U4 5 3 32 58 CYP2ET K
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5, BRI DY I R AR B ( phosphoenolpyruvate
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CYP2)2 G-50T fid 31k 5 [ 75 DA R A —
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BEPRAARZE T, PR CYPA50s il i P 1) 5
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B EETs. DiHETEs. 20-HETE %% 3% ¥ 10 i 7=
gt Horh 20-HETE 765 5 R i 7 B 3h fik Fi
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