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Abstract

It 1s well known that silicosis patients not only suffer from respiratory disorders, but also from
autoimmune dysregulation. Although it has been considered that the silica-induced altered
autoimmunity is caused by an adjuvant effect of silica, we have investigated to ensure that silica can
act on circulating lymphocytes and cause dysregulation in autoimmunity. Our study focuses on the
following: 1) alteration found is Das/CD95 cell death receptor and its related molecules, 2) chronic ac-
tivation of responder T cells, and 3) changes of function and/or number of regulatory T cells caused
by exposure to silica. In this article, we introduce our findings related to these observations and also
discuss about issues which should be resolved in the future, such as the effects of silica on T helper 17

(Th17) cells.

(Jpn J Clin Ecol 20 : 40~53, 2011)
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