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Parameter/ Drugs Atorva Fluva Lova Prava Rosuva Simva
Isoenzyme 3A4 2C9 3A4 None 2C9/2C19 3A4
Active metabolites Yes No Yes No Yes Yes
Elimination half-life (h) 7-14 1.2 3 1.8 13-20 2
Urinary excretion (%) <2 6 10 20 10 13
(=) ~ Fibrates PERL G SR FIE DR K AL asjn s B
Fibrate 3% 4 1 & 5d % #”f’?é‘é'fé CKD Efv & 2ig* > e2w* TG 2
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Statins Gemfibrozil Fenofibrate
Atorvastatin 1 Cmax 1.8-fold | No effect
Cerivastatin 1 Cmax 2-3-fold | No effect
Fluvastatin No effect No effect
Lovastatin 1 Cmax 1.8-fold | Not available
Pravastatin 1 Cmax 2-fold No effect
Rosuvastatin | 1 Cmax 2-fold No effect
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Statins Atorvastatln FIuvastatln Lovastatin  Pravastatin Rosuvastatin  Simvastatin
Stage 1-2 No No No No No No
Stage 3-4 No No 1 50% No 5-10mg No
Stage 5 No Caution | 50% No 5-10mg 5mg
Non-Statins Cholestyramine Ezetimibe Fenofibrate Gemfibrozil
Stage 1-2 No No | 50% No
Stage 3-4 No No 1 25% No?
Stage 5 No No Avoid NoP
a. NLA recommends a dose of 600 ma/dav b. NLA recommends avoidina use
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