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Ralf M. Steinman (1943.1.14~2011.9.30)

Steinman RM and Cohn ZA.
Identification of a novel cell type in peripheral lymphoid organ tissue of mice.
J Exp Med 137:1142-1162, 1973.
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Conventional DC
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Plasmacytoid DCs (pDCs)
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Recognition of microbial motifs Recognition of inflammation

Protease activated

: receptors
Toll like receptors 1-11 P

Complement receptors
Intracellular receptors

NOD1/2
NALPs
TLR7, 9
PKB

Prostanoid receptors
DP1, EP4, IP

Neuropeptide receptors
NK1, CGRPR

Recognition of cell death/stress

— Purinergic receptors

C—type lectin receptors P2X, P2Y
Dectin

macrophage mannose receptor Receptors for death
DEC205 NALP3
BDCA-2 RAGE

heat shock proteins—R
(Lambrecht: Curr Mol Med 8: 2008)



Role of DCs in the effector phase of allergic airway inflammation
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Distribution of DCs 1n the respiratory tract
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TABLE 1. Cell Surface Markers, Activation Markers, and TLR Distribution for Mouse and Human Lung DC Subsets

DC subset

Surface markers

Acrtivation markers

TLRs

Murine lung

CD103* DCs
CD11b™ DCs

pDCs

Human DCs

Myeloid DC in BALF,

spleen, blood
Myeloid DC in blood

and interstitium

pDCs

CD11c*, CD8a, CD11h!="~ CD103*,

MHC class I, Langerin

CD11c*, CD8a, CD11b™, CD103,

MHC class 1T, Langerin™

CD11c™, CD11b" -, B220*, Lybc ™,

MHC class [[_';'“_.f:li{:_f,]_(:d_]_L

CD11c”, BDCAL", HLA-DR™,
BDCA3™, BDCA4™

CD11c”, BDCA3", HLA-DR", ClecOA

PDLI, PDL2, CD40

PDLI1, PDLZ, CD40
MHC class 11, CD80, CDS6
HILA-DR, CD30, CDS6

HLA-DR, CD80, CDS6

(DNGR-1), Necl2 ", Langerin ",

CXCR1"

CD11c™™, BDCA2*, BDCA4"
CD123", Lselecun™, IL-3R™,
HLA-DR"

HLA-DR, CD80, CDS6

MHC class II, CD80, CD&3, CD86,

MHC class 11, CD80, CD83, CD&6,

2,3,4,6,9,11, 12, 13

1,2,4,6,7, 8,9, 13

=1

.0, 12
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(Condon et al. J Leukoc Biol 90:883, 2011)
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Commitment Migration

MP:myeloid precursor,

MDP:macrophage and DC precursor,
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DC subsets in the lung and MLN 1n steady state
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Lung DC subsets in the inflammation

(Modified from Plantinga et al. EJI 40;2085, 2010)

Steady state Inflammation
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Immune responses CD11b*

Inflammatory DC

Immune responses

Immune responses _ CD11b*
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CD4[5 % helper T cells
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Conventional IFN
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IL-25, [L-33
CLP: common lymphoid progenitor RIET AR/
Lti: lymphoid tissue inducer IL-13
ROR: retinoic acid-related orphan receptor IL-5, IL-9
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(Sasaki O, et al. J Immunology : under revision)
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