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Analysis of amyloid fibril formation mechanism and cell toxicity
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WrZer R oME (3530) : |t was confirmed that W62 of |ysozyme is a crucial amino acid on
amyloid fibrils formation by analysis of core peptide |t is speculated that the
fibrillation of lysozyme would occur by exposure to molecular surface of the region
containing the W62, resulting in causing molecular association by mainly W62, and being
formed the al igned structure. The cytotoxicity of |ysozyme fibrils showed the cel| death
| ike necrosis. On the other hand, on the case of expression intracellular of the human
mutant, cells cause impaired secretion, as a result, lysozyme cloud be accumulated as
an insoluble fraction in cells
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Table 1 Summary of competent peptides on

fibrils formation

Peptide pH2 pH4 pH7  pH9

STDYGILQINSRW +++ ++ - -

GILQINSRW + ++ + -



GILQINSRG
GILQINSGW ++ + - -
GILQINSR - s _ _
GILQINS - - _ _
ILQINSRW + + -
LQINSRW - - _ _

ILQINSR - - _ _

+++, much; ++, surely; +, somewhat; +, very few; —, non
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