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Study on the Interaction of Gliotoxin with BSA

CHEN Jun-Jie YANG Mei ZHANG Lian-Ru’" ZHENG Zhong-Hui
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(School of Life Sciences, Xiamen University, Xiamen, Fujian 361005, China)

Abstract: The interaction between Gliotoxin and bovine serum albumin (BSA) was studied by the fluo-
rescence, Circular Dichroism (CD) and ultraviolet visible (UV-Vis) techniques. The fluorescent experiment
showed that the intrinsic fluorescence of BSA was quenched by the binding of gliotoxin in a static
quenching procedure, with an association constant of 7.2x10° L/mol and in hydropobic forces. And the
CD spectrum revealed that gliotoxin effected the conformation of BSA by increased the mass of a-helix.
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Fig. 1 The chemical structure of Gliotoxin
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Fig. 2 The influence on quenching spectra of BSA which
caused by Gliotoxin

:a: BSA 5 b 1g[{Fo-F}/F] vs 1g[Q] . 298K,
BSA 5%107° mol/L, BSA 1: 1
1: 36.

Note: a: The fluorescence quenching spectra of BSA withGliotoxin;
b: Plot of Ig[{Fo-F}/F] vs 1g[Q]. Cssa=5x10"° mol/L, the ratio of
Gliotoxin between BSA was from 1:1 to 1:36 at temperature 298K.
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Table 1 The thermodynamic parameters for the binding between Gliotoxin and BSA
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