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/ Innate Immune System
Physical barriers:

Skin; organ mucosal layers
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Chemical barriers:
Stomach acid; lysozymes in eye

Innate response: Inflammatory
response cells
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@ells Neutrophils Macrophages Natural killer cells

Immune system linkage:
Dendritic cells

/ Adaptive Immune System \
Adaptive response:
Cell-mediated response; humoral
response

N

Cell mediated Humoral
response: Response:
Tlymphocytes B-lymphocytes
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Activation and Direct killing
attraction of other
effector cells
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The TCR is responsible for the recognition of antigens and dictate the high specificity of T cells T cells do not recognize soluble antigens through their TCR
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Based on TCR genes Based on coreceptor
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Site of infection
(e.g. lung)

T cell

Blood Stream

Doner DG CD4+T cell

Macrophage
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Helper CD4* T cells

Functions Differentiation

A. B-cell help B.CD8 T cell help
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« metabolic derangements
- poor effector function
Q - transcriptional remodeling
- elevated expression of IRs
« functional exhaustion
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1. T cell depletion

Target molecule Medicine

CD3e OKT3 (monoclonal antibody)

CD3e Teplizumab, Otelixizumab,
Visiluzimab

CD2 BTI-322

CD2 siplizumab

transplantation

in psoriatic arthritis, renal
transplantation type 1 diabetes

acute kidney transplants

nonmyeloablative stem cell
transplantaion, psoriasis

2. Targeting T cell trafficking

Target molecule: Sphingosine 1 — phosphate (S1P)
receptor
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" Stimulation Imbalance

3. Interfering with TCR-mediated signaling fom
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5. Targeting coinhibitory molecules
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Regulation Imbalance

CART cells

1st-generation CAR

Original C-chain fusions T-body 2nd-generation CAR
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Adoptive transfer T cell therapy
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QOulocuvdetn Bapla MetaAAdelg otnv kowvrp  Melwpévn eruPBiwon kot
ouvduaouEvn aAvoida y (yc) - avaoToAn TG
OVOOOQVETIAPKEL uTtopovada wpipavong twv T
uetapifaong onuatog AspdokuTtTapwy

UTIOSOXEQ KUTTAPOKLVWV

EurndBela o€ AOLUWEELC

AuTtoowkn Bapla MetaAAageLg o€ Eva AvaoToAn Tng
ouvduaouEvn €vIUlO, TNV ATOULVACN wpilpavong twv T , ,
OVOOOQVETIAPKELD ¢ adevooivng AepdokuTTapwy EurtaBela o kapkivo
JUvdpopo DiGeorge Avemopkr avamntuén AvaoToAn tng
Buuou wpipavong twv T
AepdokuTtTapwy
ZUVOPOMO EMIKTNTNG l6g HIV E€alewpn twv CD4+ T
OVOCOQVETIAPKELOLG AepdokuTtTapwy
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