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The Investigation of the Specific Roles of

CD8+T Cells in Different Autoimmune Diseases

Pei-Lun Chou, Men-Chi Chen2, and Gregory J Tsay1,2

Many evidences showed that CD8+T cells contribute to the initiation, progression and regulation of seve-

ral pathogenic autoimmune responses in which these cells were not previously thought to play a major role. CD8+T

cells can kill target cells directly, by recognizing peptide-MHC complexes on target cells, or indirectly, by secret-

ing cytokines capable of signaling through death recaptors expressed on the target cell surface. Autoreactive

CD8+T cells can also contribute to autoimmunity by releasing cytokines capable of  increasing the susceptibility

of target cells to cytotoxicity, or by secreting chemokines that attract other immune cells to the site of autoimmu-

nity. Autoreactive CD8+ T cells can also downregulate autoimmune responses. Recent important advances in-

clude a mechanistic understanding of events leading to the activation and recruitment of autoreactive CD8+T

cells in certain  autoimmune responses and a greater appreciation of the diverse roles that these T cells play in

autoimmunity.  ( J Intern Med Taiwan 2006; 17: 212-220 )
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