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Study of the molecular bases for the dynamics and dysfunction of
dendritic cell subsets in tumor-bearing host

MEREL (EX)

MERKRE
£33 f&52 (UEHA SATOSHI)
RRKF - REREFRHARH - BHF
HREES : 00447385

WEFER R OB (Fn30) @ U > REi~OWEEREE RO JEF R ML) 7 v N E2RB L, &
RfE. PURPRRAEZ 52 CCR7T” MHC class 1" fEBHZEBLIMIAL (TIDCs) % [AE L7z, TIDCs
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BT, TR DATRREISICER S b0 L HfFL T D,

WFZe i OB (9530) @ We examined the tumor—infiltrating DC subsets with the potential
to migrate to draining—lymph nodes and identified CCR7* MHC class II" TIDCs as the
precursor of lymph node migratory DCs with antigen uptake and presentation potential.
Chemokine receptor KO (CKO) mice and the wild type vs CKO mixed bone marrow chimera mice
revealed that CCR2 partially mediates the accumulation of the TIDCs. We also found that
the TIDCs were relatively resistant to the anti—cancer drug in vivo. Based on these results,
we expect that the combination therapy of anti—cancer drug and CCR2 targeted drug that
augment TIDCs would provide a novel anti—cancer immunotherapy
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