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Abstract

Sarcoidosis is a systemic inflammatory disease characterized by the formation of granulomatous lesions.
Its clinical presentation exhibits considerable variability across different regions, races, and age groups. While
in several instances, the lesions subside spontaneously, or the chronic course of the condition exhibits no
tendency towards exacerbation, there are refractory cases that defy treatment and become intractable.
Additionally, it is common for severe fatigue to persist even when organ lesions seem to have disappeared.
Furthermore, the mortality rate from this ailment has been on the ascent in recent years, particularly among
the elderly, and the disease burden is substantial. The heterogeneity of the clinical picture is believed to be
attributable to the influence of genetic factors, such as HLA polymorphisms, and various environmental fac-
tors, in the development of the disease. Based on these factors, the pathogenesis is formed by a complex
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immunological network, including the involvement of Th17, the vulnerability of Treg function, the innate

immune system, and the Th1l immune response. This immune complexity is assumed to be one of the fac-

tors contributing to the diversity of clinical phenotypes.

Key Words: Sarcoidosis, HLA, CD4 (+) T cell, ACCESS study.
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