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Effects of M an ordicin-28 on Cholesterol E fflux and Expression of ABCG5 and AB-
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[ABSTRACT] Ain To explore the effects ofmanordicin-28 on cholesterol efflux and expression of related genes mn

M ethods Caco-2 cellswere divided

into four groups Caco-2 cell group ( control group), Caco-2 cellmodel group ( treat cell with cholesterol), Caco-2 cell

Caco-2 cell and to ilm inate the role of manordicin-28 in low ering cholesterol

model and m an ordicin-28 group ( treat cellw ith cholesterol and m an ordicin-28) and Caco-2+ mamordicin-28 group ( treat
cellwith manordicin-28). TC wasm easured by HPLC. ~ Gene and protemn expression was analyzed by sen rquantitative
RT-PCR andW estem blotting respectively. Results HPLC illustrated TC was lower nmanordicin-28 treat group (P
<Q050rP<Q01). Oilred stamig illustrated lipidoses of Caco-2 cellwere higher m themodel group than that i the
manordicin-28 treat group  The expression of ABCGS5 and ABCG8 mRNA and protein ofman ordicin-28 treat group w ere
higher than other groups (P < Q 05 orP < Q 01). Conclusion M anordicin-28 can facilitate efflux of cholesterol fram
Caco-2 cell and up-regulate expression of ABCG5 and ABCG8 in Caco-2 cell
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