#= C-19
FEMREMBIEHRAERREE
Wik 2 34 3 H 31 BIHUE

HEEES : 24701

HEFER : HEFEHAE B)

T HAR] ;. 2007 ~ 2010

REEES ;19791085

MEEEL (AX) ORI+ —ILORBICB T2 ECFLEOEE
MEEERESL (EX) The effect of genetic polymor phism on propofol metabolism
e zE Bk ZT|IT  (TOKINAGA YASUYUKI)

MPLRIERKE EFH B
MREES : 60438281

e OBE (F30)
7mf7w~wiﬁfﬁ%éﬂfwé%% MERThH s, 7uR7+r—LORENT. Bb
e UDP Glucuronosyltransferase 1A9 (UGT1A9) MEHEH L Tu5A, UGTIA9 i&{m+ DI H R tE
W2, in vitro OFEBRR T UGTIA9 ORI E & BHEHT AWV SO0 —HfEZT N/ RI TV
5OKM%TH\Hﬁku%wfumm9@#ﬁ%%@kfaﬁ7ﬁ%w@ﬁ%ﬁ§k@%@ﬁ
Zin vivo THLMNCTHZ L2 HME L, SR EZ 5 04 OB LT RER, 3
NTNHERMTH -T2,

FERROME (JE30) -

Propofol is widely using anesthetic drug. Propofol is mainly catalyzed by
UDP-Glucuronosyltransferase 1A9 (UGT1A9) . It has been shown that several single
nucleotide polymorphisms (SNPs) in regulatory region of UGT1A9 gene are associated
with the expression level of UGT1A9 protein. The purpose of this study is to elucidate
the relationship between these SNPs and the rate of propofol metabolism in vivo in
Japanese population. The blood samples were collected from 50 persons who were living
in Wakayama, Japan. Genomic DNA was prepared from each sample. Genotypes of these
allele were all wild type.
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Wild type sequence Cc T Cc T
Caucasion population? 094 083 090 0.94
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Variant sequence ¥ G T A
Caucasion population? 0.06 017 0.10 0.06
Japanese population 0.00 0.00 0.00 0.00

Figure The allelic frequencies for each promotor SNP of UGT1A9 gene.
a: Girard H. et al. Pharmacogenetics (2004) 14:501-515
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