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summary

Humans establish acquired immune systems during the growth, which can sufficiently eliminate pathogen avoiding
immune responses to self, such as allergy and autoimmunity. An imbalance of the acquired immune system leads up to
immune-mediated disorders. Ultraviolet (UV) exposure helps to establish the normal peripheral tolerance to contact al-
lergen avoiding excessive immune responses. By contrast, UV develops kinds of autoimmune diseases on rare occasions,
suggesting that abnormality in the process of UV-induced peripheral tolerance may induce these diseases. To elucidate
the mechanism of UV-induced tolerance is possible to provide a new approach for the management of immune diseases.
In the current review, focus is on the suggested players of UV—-induced tolerance, blocking mechanisms on the elicitation
phase of contact hypersensitivity, and the association between UV and autoimmunity. The major impact in basic im-
munology in this area is the discovery of cell surface marker of regulatory T cells. Therefore, we first discuss about the
association of regulatory/suppressor T cells with UV-induced tolerance. Since the elicitation phase depends on cellular
influx into the inflammatory sites, which is tightly regulated by adhesion molecules, we also focused on the role of adhe-
sion molecules. Finally, this paper also includes statistical findings concerning the association between UV-radiation
and the prevalence of a myositis specific autoantibody. Thus, UV is one of the nice regulators of an immune network
and the knowledge of UV-mediated immune regulation will be translated into new therapeutic strategies to human im-
mune-mediated disorders.
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