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Supplementary Table S1. Fibrillation kinetics parameters of amyloid fibrils formed from lysozyme in
the absence and in the presence of vicilin, cupin-1.1 and cupin-1.2 amyloids.

K, x 10720 Tigs h
Sample

ThT RLS ThT RLS
lysozyme 1.5+0.1 1.5+0.1 242421 225420
lysozyme vicilin 0.9+0.2 1.1£0.2 239445 278+41
lysozyme _cupin-1.1 1.5+0.2 1.5+0.1 284424 288+27
lysozyme _cupin-1.2 1.6+0.2 1.4+0.2 277+31 296431

K., — apparent rate constant and 7., — lag time of fibrillogenesis.

Supplementary Table S2. Characteristics of monomeric lysozyme in the absence and in the
presence of vicilin amyloids.

Sample Fmtal )\'maxa nm A r
lysozyme (3.8:t0.1)*104 333+1 1.48+0.01 0.15+0.01
lysozyme + vicilin (3.7i0.1)”‘104 334 +1 1.47+0.01 0.15+0.01

Fiom - integrated fluorescence intensity, A, - wavelength of fluorescence spectrum maximum, 4 -
parameter A (the ratio of fluorescence intensities at two wavelengths - 320 and 365 nm) and r -
fluorescence anisotropy.



vicilin B cupin-1.2

o GUIBTIR

Supplementary Figure S1. Amyloid fibrils formed from vicilin and its fragments. TEM images of
fibrils formed by (A) vicilin, (B) cupin-1.1 and (B) cupin-1.2. Scale bars correspond to 1 pum.
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Supplementary Figure S2. Analysis of a direct interaction between vicilin amyloids and mammalian
proteins in different forms. (A-C, E-I) Far-UV CD spectra of (A, E, H) native monomeric, (B)
different amyloidogenic forms during fibrillogenesis and (C, F, G, I) mature amyloids of (A-C)
lysozyme, (E-F) B2m, (G) AP42, and (H-I) insulin. (D) Fluorescence spectra of native monomeric
lysozyme. Spectra of probes without (lys, f2m, AP42, and ins) and with (lys vic, B2m_vic,
APB42 vic, and ins_vic) vicilin fibrils are presented. Vicilin fibrils did not contribute to the recorded
CD and fluorescence spectra. The interaction of various forms of mammalian proteins with vicilin
amyloids could be detected by the change in their CD and fluorescence spectra of the sample after the
addition of the latter.
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Supplementary Figure S3. Assessment of changes in the length and width of fibrils in the
samples with lysozyme ((A, F) lys and (E,J) lys2 — for slow and fast kinetics, respectively), (B, G)
B2m, (C,H) AP42 (AP), and (D, I) insulin (ins) after vicilin amyloids exposure (lys_vic, etc.) using
the analysis of TEM data by ImageJ software. Data are presented as the minimum and
maximum, the sample median, and the interquartile range for a few dozen fibrils (from 50 to 150)
for each sample. * p < 0.05, ** p <0.01.
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Supplementary Figure S4. Assessment of changes in the monomeric fraction content in the
samples with lysozyme (lys and lys2 — for slow and fast kinetics, respectively), f2m, Ap42 (AP), and
insulin (ins) after vicilin amyloids exposure (lys vic, etc.) using the analysis of the bands on the
SDS-PAGE by ImagelJ software. Data were normalized to the area of the bands in control samples.
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Supplementary Figure S5. The data of MTT assay for evaluation of the metabolic activity of
HeLa cell line. Cells were exposed to vicilin amyloids in concentrations in which they were added
to the samples with mammalian proteins (vic 5%) and equal to the concentration of mammalian
proteins in the samples (vic) for 24 hours. Data are given as the minimum and maximum, the
sample median, and the interquartile range for triplicate samples.



