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Elucidation of the pathogenic mechanism of intractable disease; AL amyloidosis
using NMR and inhibition of the amyloid formation.
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Fig.1 'H-""N HSQC spectra of L-chain domains.

WT (a), Jto (b), and Wil (c) obtained in HCI, pH 2, in 95%
H20/5% D20 at 37 °C. Assignments are

indicated in the figure.
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Fig.2 Residue-specific R2 rates.

WT (a), Jto (b), Wil (c), S-S reduced and alkylated WT(d), S-S
reduced and alkylated Jto (e), S-S reduced and alkylated Wil
(f) at pH 2 and 37 °C.
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Fig.3 Amyloid fibril formation at pH 2 and 37 °C.
(a)Non-reduced WT (A), Jto (o), and Wil (e) ; (b)S-S
reduced and alkylated WT (A), Jto (o), and Wil (e).

Fibril formation was monitored by Thioflavin T emission at
485 nm upon excitation at 450 nm.
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Fig.4 Electron micrographs of fibrils.
WT (a), Jto (b), and Wil (c) at pH 2 and 37 oC. Scale bars
represent 500 nm.
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Fig.5 Amyloid fibril formation at pH7.5 and 37 °C.

Wil (¢), Jto (o), and 3Hmut. Wil (e)

Fibril formation was monitored by Thioflavin T emission at
485 nm upon excitation at 450 nm.
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