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Fig 1 Chromatography of HDL; by heparin Fig 2 Effect of modification of acetyl imi-

—sopharose 4B affinity column

dazol on binding of HDL; to cells
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dazol of various concentrations on the bind-
ing of HDL, to cells
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Effect of Acetyl Imidazol Modification on Binding of HDL;
to Human SMMC—7721 Hepatocarcinoma Cells

Wu Manping ,Chen Peifang,Pu Shuhong,Zhang Yan,Mei Meizhen
Department of Biochemistry,School of Pharmacy,Shanghai Medical University

. Our privious study proved that there were high affinity HDL, —binding sites (HDL recep-
tor) on the membrane of human SMMC — 7721 hepatocarcinoma cells and the bindings of
FITC — labelled Apo E—free HDL,; (FITC—HDL,;) and native HDL; to the cells were competi-
tive. This paper showed that modification of HDL; by acety! imidazol decreased its competitive
binding to the cells. This inhibition was dose —dependent with the maximum inhibition at 1
mol/L of acetyl imidazol. Our results suggest that tyrosin residue in HDL is present in the HDL

binding recognition site and takes part in the binding to its receptor.

Key Words FITC—HDL;; acetyl imidazol — modified HDL;; hepatocarcinoma
SMMC—17721 cell; binding of HDL; to cells






