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Influence of CYP2D6, CYP3A4/5 & Sulfotransferase 1A1 polymorphism

WFZER S OBEEL (Fn0) - B AN A Sk D i/ MR Z2 VT, S AUTEIESK tamoxifen @
EEZMEDBENCOWTHEZITo 7, BEFRA 101 42005 ORIKIUEZ: & TNZ CYP2D6,
CYP3A4/5, 3L O SULTIAL BB FHPHIEIZ TN THT L7, SULTIAL &EE RIS T 5 /MK
HXEHEOEERS L pnitrophenol fUHHES & DESGHZMHER LI-H. T OKERIZTON

THETLTETHL D,

WFFE R B OMESL (35 30) :We have studied the analysis of the mutant alleles CYP2D6, CYP3A4/5,
and SULT1A1l enzymes, which are known to be present in Japanese individuals, on the
metabolic activity of tamoxifen. In addition, we are comparing the relationship between
p—nitrophenol metabolic activity and SULT1Al genetic polymorphism using an ex vivo
evaluation method in 101 healthy Japanese adults.
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