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Fig. 1 Structure of Thioflavin T
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Fig. 2 Flow diagram of the HPLC system with post-column fluorescence labeling
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Fig. 3 Effect of the pump A flow rate on the
separation efficiency of the HPLC system
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Fig. 4 Chromatograms of 1 mM HEWL
solutions incubated for various times at 55 °C
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