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Research progress in the roles of T cell subsets in immune-responses
in Behcet’ s disease

Z0OU Jun, GUAN Jian-longA
(Department of Rheumatology and Immunology , Huadong Hospital , Fudan University , Shanghai 200040, China)

[Abstract] Behcet’ s disease (BD) is a systemic inflammatory disorder characterized by orogenital
ulcerations and uveitis. Pathology of BD suggests a vasculitis with mixed-cellular perivascular infiltrates
and thrombotic tendency. Its pathogenesis is obscure. Environmental agent, genetic predisposition and
immune-dysregulation involving T cells are reported to have a role in the pathogenesis of BD, which
includes y0T cells featuring innate immunity, recognition of specific antigens, antigen presenting, CD4+ T
cells and CD8+ T cells featuring adaptive immunity. Th1/Th17 expansion and Treg impairment are the
central futures of altered T-cell homeostasis.All of those have been suggested to be responsible for inducing
and/or maintaining the proinflammatory environment characteristic of BD.Here, we review the features of
the phenotypes of T cell subsets in BD, by which modify the immune conducted inflammation, and the
transformation of treatment and future target therapy.
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