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Immunoglobulin |T cell receptor
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The Dendritic Cell As “Coach” Of The Immune System Team
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Galectin-1, IL-10,
I35, TGF-81

I-2, TGF-B

- Limits the development and progression of

APC immune responses
« [Involved in the maintenance of immune

IL-12, IFN-y ' 2 — homeostasis and seif-tolerance
B - > 2 * Suppresses the development of autoimmune
118, 1127 , ) di a6

I-1-B, IL-6 (H)
TGF-B, IL-6 (M) '\ IL-6, TNF-a

Thi Cell -4
« Required for host defense

against bacterial and viral pathogens -4 %y ..
= Contributes to the pathogenesis of TGF-8 " e 14,110,
chronic inflammatory and | 117, 121,
autoimmune diseases R < ol o IFN-y
*, ~ Tfh cell
L - Promotes the survival and

« 19, IL-10 (mouse
. ( ) proliferation of germinal center

B cells

. -
- .... -.
-4, IL5, IL-9
¢ 113, IL-17E/1L-25 ‘. 1-10, IL-13,
Th2 cell 121, IL1-22,
= Required for host defense against Th9 Cell oo IL-A7A, IL-ATF, IL-21, TNFa
large extracellular pathogens « Protects against parasitic helminth Tl IL-22, IL.-26 (human) Th22 cell . _ _ -
such as helminths infections > " ) = Suggested to protect against microbial skin
- Required for humoral immunity - Contributes to the pathogenesis of  * Required for host defense against specific infections o _ _
- Contributes to the development of allergic asthma fungi and extracellular bacteria = May be involved in tissue repair/remodeling
allergic inflammation = Possesses tumoricidal activity * Contributes to the pathogenesis Of Chronic  « May contribute to inflammatory skin and
inflammatory and autoimmune diseases autoimmune diseases
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