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Development of preventive and therapeutic treatments based on the pathogenesis
of the transmission of amyloidosis
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We investigated mouse AApoAll amyloidosis and in vitro fibril formation to
understand the pathogenesis of the transmission of amyloidosis and develop new therapeutic
treatments. We revealed that 1) Treatment with the fibril-formation-inhibitory peptide which blocks

the active ends of amyloid fibrils for seeding reaction prevented amyloid deposition in amyloidosis
induced mice. 2) Amyloid deposition could be induced by the injection of white blood cells
(lymphocyte and monocyte) or red blood cells isolated from amyloid-laden mice. 3) Caloric
restriction (60% CR) improved ApoA-11 metabolism, inflammation and mitochondria function, and
suppressed amyloid deposition. 4) Wild and variant TTR amyloid proteins were identified in the small
area cut out from tissue sections of patients with accelerated amyloid deposition after domino
liver transplantation using laser micro dissection and mass spectrometry analysis.
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