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Abstract: Objective

main on Staphylococcus aureus N315 and Staphylococcus epidermidis 35984. Methods

To explore the inhibition of fusing antimicrobial peptides human B-defensin 3 and carbohydrate binding do-
The direct bactericidal test and other molec-
ular biology methods were adopted to detect the inhibition role on Staphylococcus aureus strain N315 and Staphylococcus epidermi-
dis strain 35984 and the influence on the key genes expression. Results The direct bactericidal test demonstrated that antimicrobial
peptides hBD3 and hBD3-CBD had significantly inhibitory effects on staphylococcus aureus N315 and staphylococcus epidermidis
35984 the inhibitory effects of hBD3-CBD was stronger than that of hBD3;the stability of the inhibitory effects of hBD3-CBD also
stronger than that of hBD3. In the key gene expression test, there were significant inhibitions on the agr and mecA gene expressions
in Staphylococcus aureus N315 and Staphylococcus epidermidis 35984 by hBD3-CBD. At the same time, hBD3-CBD could inhibit the
icaA gene expression and promote icaR gene expression in Staphylococcus epidermidis 35984, which indicated that hBD3-CBD could

inhibit the biofilm formation of Staphylococcus epidermidis. Conclusion  The fusion strategy of antimicrobial peptide has very important

significance for improving the antibacterial efficacy of antimicrobial peptides and brings more hope in their future applications.
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