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History and intreduction of animal model on amyloidosis.

by
Tokuhiro ISHIHARA
Hiroo KAWANO

from
First Department of Pathology, Yamaguchi University School of Medicine.

Amyloidosis is a disease caused by the deposit of amyloid proteins in various tissues and organs. To
date, 18 amyloid proteins have been identified in humans with systemic or localized amyloidosis. AA
amyloidesis derived from serum amyloid A (SAA), AL{Ax, A 1) from immunoglobulin light chain,
including ¥ and A type, ATTR from transthyretin (TTR), A §2M from pJzmicroglobulin (f2-M) and
AapoA Hamyloidosis from apoA Il apolipoprotein are mainly classified in systemic amyloidosis.

Animal model is necessary to elucidate the pathogenesis in experimental amyloidosis. In this paper, a
history and an introduction of animal model on amyloidosis is described. Since the first description of
experimental amyloidosis by bacterial toxin in 1895, various kinds of the method on experimental
amyloidosis including of casein and Ram’s method, has been reported. Transgenic mouse model of
familial amyloidosis and A f amyloidosis are also used to elucidate the pathogenesis in amyloidosis.
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Induction of accelerated experimental amyloidosis by dietary exposure to semi-
purified murine AA amyleid fibrils

by
Tokuhiro ISHTHARA,
Hiroo KAWANQO, Dan CUI

from
First Department of Pathology, Yamaguchi University School of Medicine

We now report that experimental murine AA amyloid deposition is accelerated by oral administration
of the semi-purified murine AA amyloid fibrils. The amyloid fibrils were extracted from amyleid rich
liver or spleen of mice. The mice, exposed to dietary murine AA amyloid fibrls for 10 days, was
subjected to an inflammatory stimulation after 3 weeks, 3days after the stimulation the mice were
sacrificed for pathological studies. Amyloid deposition in the spleen was found in 14 out of 15 mice.
Control mice having inflammatory stimulation only were not showing any amyloid deposit on the 3rd
day after the stimulation.

The mice, exposed to the dietary amyloid fibrils but lack for the inflammatory stimulation, were
sacrificed after 5 weeks, Amyloid deposition was not found in the mice,

These findings suggest that induction of experimental amyloidsis is accelerated by dietary exposure
to AA amyloid fibrils when there is a concurrent inflammatory stimulation.
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