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ABSTRACT

The latest evidence of abatacept as a T cell activation inhibitor

Yutaka Kawahito

Division of Rheumatology and Allergology, Inflammation and Immunology, Graduate School of
Medical Science, Kyoto Prefectural University of Medicine

Abatacept is a non-TNF biologic DMARD controlling T-cell costimulation in the antigen presen-
tation of immunoreaction. Abatacept has an influence on the cell expressing CD80/CD86. Recently,
it is suggested that abatacept is involved in the decrease of an antigen presenting cell and the dif-
ferentiation of osteoclast. Its efficacy and safety are shown to be equal to adalimumab in a direct
competitive trial and are recommended as a first-line drug of biologic DMARDs in a variety of
guidelines. However, the maintenance of the remission after the abatacept cancellation is difficult
like other biologic DMARDs. Some studies showed a suppressive effect of the ACPA production
about etiology of the rheumatoid arthritis, but the clear conclusion is not provided, so the further
examinations are remained in the future.



