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SAK - HV Protein Inhibits Cholesterol Absorption through Up - regulation of ABCG5/ABCGS8 Expression. Yuan Min, Wang Min, Fu
Wenliang ,et al. Institute of Basic Medical Sciences,Academy of Military Medical Sciences, Beijing 100850 , China

Abstract Objective To explore the mechanisms through that SAK — HV protein reduces cholesterol level. Methods We admin-
istrated high fat fed ApoE "'~ C57 mice with SAK - HV protein of 0. Smg/kg concentration. Blood lipid levels were analysed in enzymic
method. qPCR and Western blot were used to evaluate the expression of ABCG5 and ABCG8 in the small intestinal. To see whether the
cholesterol absorption in the caco —2, cells was inhibited by SAK — HV protein. We pretreated the cells with SAK — HV protein of 100 g/
ml concentration at different time followed by examination of the changes of cholesterol absorption in these SAK — HV — treated cells. Fi-
nally we determined whether SAK — HV protein affects the expression of ABCG5 and ABCG8 by both Western blot analysis and qPCR
quantification. Results SAK — HV protein can reduce serum cholesterol levels of high fat fed ApoE "'~ C57 mice and up - regulate the ex-
pression of ABCGS5 and ABCGS8 at both mRNA and protein level in the small intestine. The SAK — HV protein can inhibit the absorption of
cholesterol in caco —2 cells and up — regulate the expression of ABCG5 and ABCGS8 at both mRNA and protein level. Conclusion SAK -
HV protein inhibits intestinal cholesterol absorption through up — regulation of ABCG5 and ABCG8 expression.

Key words SAK - HV protein; ABCG5 ; ABCG8 ; Small intestine ; Cholesterol absorption
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