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Abstract ; Melittin is an antibacterial peptide with variety of biologically activities including highly effective against bacte-
ria,fungi and tumor cells. However, its highly hemolysis activity limits the application as antibacterial and anticancer
drugs. This paper deeply analyzed the mechanism of action of Melittin to rat red blood cells, especially for cellular mech-
anisms. The result showed that Melittin induced a pore-forming on erythrocyte membrane , inhibited the activity of intra-
cellular ATPase. Sialic acid moieties of glycoproteins or glycolipids interact with Melittin mediated hemolytic activity of
Melittin. Plasma membrane cholesterol may also interact with Melittin and influence hemolytic activity. The study also
found that the addition of exogenous D-glucose and D-sucrose could significantly inhibit the hemolytic activity of Melittin.
Our data provided an important theoretical basis for reducing the hemolytic activity of antimicrobial peptides and promo-
ting their drug application.
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Fig.2 Scanning electron micrographs showing the effect of Melittin on rat red blood cells
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