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- antigen clearance
- resolution of inflammation
- homeostatic proliferation
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* Auvénuévol aplBuol T puBulotikwy oto Allmog og dpuoLoAoyLKA KATAOTAOT, LElwan Tou aplBuou
TOUG OTNV TOXUCOPKLA

* ITnV moxvoopkio o auvénuévog aplBpog CD8+ T kuttdpwv Kat Thl kuttdpwv oto Aimog odnyel ot
auvénuévn mapaywyn Twv kuttapokvwy IFNy kat TNF evioxUovtag tnv ¢pAeypovr) Kal odnywvTag
OTNV QVATTTUEN avTioTtaong otnv WWOoUALVN emdpwvTag otn onpatodotnon tou unodoxEa tne.

Nature Reviews Immunology volume 22, pages 97-111 (2022)
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1. Analoiwdpn twv T Aspdokuttdpwv

Target molecule Medicine Use

CD3e OKT3 (monoclonal antibody) transplantation

CD3e Teplizumab, Otelixizumab, in psoriatic arthritis, renal
Visiluzimab transplantation type 1 diabetes

CD2 BTI-322 acute kidney transplants

CD2 siplizumab nonmyeloablative stem cell

transplantaion, psoriasis

2. ZTOXELON TNG HETOVAOTEVONG TWV T AgpdokuTTApwWV
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3. Avaotelovtag tnv onpatodotnon tou T untodoxeEa
Calcineurin inhibition by FK506
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5. ZTOXEUON TWV AVOLOTAATLKWV KOIL CUVSLEPYETIKWY UTTOSOXEWV

2TOYEVUON TWV KOTOOTAATIKWY UTTOOOXEWV OTOV KAPKLVO YTOYEVUON TWV OUVOLEYEPTIKWY UTTOOOXEWV OTNV QLUTOOVOOLO.
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6. Xopriynon tpomonotnévwv T AePOKUTTAPWV
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7. Tregs
Adoptive transfer therapies
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