Microsome

AHH-1 h2E1v2 TK6 MCL-5

CYP2E1 —»

Actin —»

K1 CYP2E142 /80D xRS Ty MEHT
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Enzyme activity (pmol/min/mg protein)

Chlorzoxazone

Cells 6-hydroxylation
AHH-1 57.4 (1.0)
h2E1v2 199.6 (3.5)
TK6 82.6 (1.0)

MCL-5 60.3 (0.7)
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