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WFZERC R OMBE (330) : Effects of three major phytocannabinoids, THC, CBD and CBN, on
human cytochrome P450 (CYP) activities were investigated. THC, CBD and CBN inhibited many
CYP activities (CYP1Al, CYP1A2, CYP1B1, CYP2A6, CYP2B6, CYP2C9, CYP2C19, CYP2D6, CYP2]2,
CYP3A4, CYP3A5, CYP3A7, CYP4F2, CYP4F3B, CYP4F12) to various extents. Inhibitions by THC,

CBD and CBN were reversible

(competitive,

noncompetitive and mixed types) and/or

irreversible depending on CYP isoforms examined.
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