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HDLC (mmol/L) L 26 *a 32 1. 46 X0 33
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A CYP3AS 1(A)ZENIRER, A BEAER N 52 8
[f) CYP3A5 mRNA, B 4F )£k CYP3A5 & H, 18
ASEMEREFERA RN CYP3ASTHEH, A7 LA
NE REFE AT 1A T R [ B R AL, 32/ HDLC 7K
oo ANHITTZE AT AT DUA BA B AR R, HX AR

RN T 2.

Zi b, CYP3ASHE[A 240 Mo ta 2 AL B P4508
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Tt — 5.
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