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Abstract

Amyloid fibrils are associated with Alzheimer’s disease, Parkinson’s disease, and non-neuropathic
systemic amyloidosis. The effect of DTT on the amyloid formation of B-lactoglobulin has been ex-
amined by thioflavin T binding, Congo red binding and transmission electron microscopy. The re-
sults showed that the formation of the amyloid fibril took place when S-lactoglobulin was incu-
bated in the presence of 5M urea and at neural pH. However, the formation of amyloid fibrils was
inhibited when DTT was added into the solutions and the inhibitory effect is dependent on the
concentrations of DTT. These results demonstrate that the disulfide bonds play important roles in
the formation of amyloid fibrils.
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Figure 1. Effect of DTT on amyloid fibril formation
of g-lactoglobulin monitored by ThT fluorescence. (a)
0 (b) 5mM (c) 10 mM DTT
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Figure 2. Congo Red binding assays to characterize
the effect of DTT on amyloid fibril formation of g-
lactoglobulin

2. WISRETERRE M MERE X B-ALEKE B
TERRELTUER BR B2

8
g

@ (b) ©

Figure 3. Transmission electron microscopy of amyloid fibrils of g-lactoglobulin. (a) 0 (b) 5 mM (c) 10 mM (Scale
bars represent 200 nm)
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