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Abstract

80% MeOH extract of black rices fractionated with n-hexane, EtOAc, and n-BuOH. Copper-induced
LDL oxidation inhibition assay and ACAT inhibition assay examined with fractions. n-Hexane and
EtOAc fractions showed high inhibition activity. We divided n-hexane fraction into three sub-layers(HI -
H3) and EtOAc into eight sub-layers(E1 - ER). Hl, H2, E6, and E7 are showed higher inhibition activity

than standard in Lp-PLA: inhibition assay and H1 and E6 are showed higher ACAT inhibition activity
than standard.
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3. LDL oxidation inhibition assay'®
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4. Lp—PLA; inhibition assay?”
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5. ACAT inhibition assay® %
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Fig. 2. LDL Oxidation inhibition rates of solvent exiract of black rices.
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