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Effect of Cadmium Selenide Sulfide Nanoparticles on Glucagon Aggregation

LI Chun-cao', XU Peng', WANG Lan-jie', WEI Yu-hui', KONG Li-xia', LI Bin®, ZHOU Xing-fei'’
( 1.Faculty of Science, Ningbo University, Ningbo 315211, China;

2.Shanghai Institute of Applied Physics, Chinese Academy of Sciences, Shanghai 201800, China )

Abstract: In this paper, we have investigated the effect of Cadmium Selenide Sulfide nanoparticles (CdSeS NPs)
on the fibrillation of glucagon peptides using AFM, FTIR and Fluorophotometer. We have found that CdSeS NPs
can inhibit glucagon peptide aggregation progress which is strongly dependent on the concentration of CdSeS

NPs. In addition, the mechanism of interaction between glucagon and NPs is also discussed.
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