Minoo Qafary?”, Ali Akbar Moosavi-Movahedi?

a, Institute of Biochemistry and Biophysics, University of Tehran, Tehran, lran

Amylvid fibrils

“* Amyloid fibrils are highly ordered protein aggregates. SR
Abstract: “* They play a crucial role in the initiation and progression of various ) S taralio i
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The experiments were done at Different NaCl concenterations

** The excellent agreement between the four techniques confirms that the process of fibril elongation along a surface is equivalent to the elongation in bulk solution
s the plots illustrate that the observed screening effects have no detectable temperature dependence in the investigated temperature rang
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Schematic model for the mechanism of fibril formation — : :
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Electron micrographs of CspB-1 amyloid
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(A)1 hour phosphate buffer, (B)21 hours phosphate buffer
(C) 3 month phosphate buffer, (D)3 hours in PBS

(E) 7 weeks in PBS, (F) pH=4.4 dees detacinoS (a) fibrils
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¢ electrostatic effects control protein aggregation

*»* longer amyloid fibrils are more stable Discussion
** the formation of amyloid fibrils are a generic property of polypeptide chains

** magnitude of binding of a variety of ions to protein molecules



