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Transforming growth factor-b1l immobilises dendritic cells within skin
tumours and facilitates tumour escape from the immune system

Cancer Immunol Immunother (2005) 54: 898—-906
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Abbreviation

DC Dendritic cell

LC Langerhans cell

TGF (A) and (B) Transforming growth

factor-b1 transfected clones

TGF-bl Transforming growth factor-b1
UVR Ultraviolet radiation

UCo Untransfected clone

VCo Empty vector transfected clone

Materials and methods

In vitro proliferation assay

In vivo growth of tumours

In vitro migration of DC from tumours

In vivo migration of DC from tumours to lymph nodes

Results

Characterization of TGF 8 -transfected cell clones
Vco:~ x1lpg/ml TGF-54

Uco: 4 x13pa/ml TGF- 5,

TGF (A) and (B): 4 %] 4 i 1144-64 pg/ml TGF- 81
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TGF- 81 augments in vitro proliferation of the SCC clone
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TGF- 81 enhances growth of tumors in athymic and syngeneic mice
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Tumor  Antibody
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TGF- 81 decreases the number of infiltrating CD3+, CD4+ and CD8+ T cells
in tumours growing in syngeneic mice
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TGF- 81 decreases the number of infiltrating CD11c+ and CD205+ DCs in
tumours growing in syngeneic mice
CD11ct Dendritic cells CD205% Dendritic cells
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TGF- B 1 inhibits migration of dendritic cells out of the tumor
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TGF-b1 reduces the number of tumor-derived dendritic cells in draining but

not non-draining lymph nodes
Lymph Node Tumor
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