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WFZERE RO (Fi0) « ENZ AR LXR 13 HDL £ R 7 v AR —% —ABCA1 O EL %
fEE9 273, lipogenesis # LT 5 Z &5, M - Bl BRI E S 2 L —F—D
BHR MR ST 5, ABFSE Tl LXR/RXR GERIRIYTE ¥ = L—H — Doy T-H48 % fifthir L.
UTFomRZHE7Z, IXRa 7 d=A MLXRBT ¥ d=A | R1ccard1n ClZ L pisBEIR M
fBizix, LXRa d~Y v 7 & 3T & 32T (DT 7 = BNREM 2 %E 2 F>, £7- RXR
7 =R  PA024, HX630, kY 7 /L &2 X% LXR/RXR %/Eﬁ@ﬂﬁ'@ﬁé RESIDN 720 | H
FaE Rz ABCAL %81 & HDL EAEZ{RET 5,

e RO (3:30) : Nuclear receptor LXR stimulates HDL-generating ABC transporter
Al (ABCA1) expression. However, because LXR also enhances lipogenesis, cell-type or
gene-selective LXR modulates may be promising strategies. We previously identified
Riccardin C as a LXRa agonist/LXRp antagonist that functions as a cell-type selective
modulator. In this study, we investigated molecular basis of selective LXR/RXR
modulators and showed the followings. Helix 3-7 of LXRa and Ala327 in this region play
critical roles in Riccardin C-induced LXRa transactivation. The RXR agonists PA024,
HX630, and tributyltin have different abilities to activate LXR/RXR, resulting in cell-type
specific inductions of ABCA1 expression and HDL generation.
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