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Progress of study on SOCSI silent DC vaccine for oncotherapy
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Abstract: Dendritic cell is the most potent professional antigen-presenting cell, which displays an extraordinary
capacity to induce, sustain and regulate immune responses. For this reason, DC vaccine is considered the most
potential tumor immune therapy. Suppressor of cytokine signaling 1(SOCS1) is an important member of SOCS
family, which is irreplaceable in the regulation of DC activation, development, and differentiation. SOCSI1
represents an inhibitory control mechanism for DC antigen presentation. SOCS1 silent DC could promote DC
maturity and enhance the antitumor response of T cell. This paper overviews the current status of dendritic cell
function studies and clinical trials on gene-modified DC vaccine, for the purpose of helping the future research.
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Targeted molecules

TA Immunomodulators
Gp100 CD40, CD40L  IL-2
MART-1 CD70 IL-7
hTyr 4-1BBL IL-10
hTERT OX-40L IL-12
CEA RANKL IL-15
PSA ICAM-1 (CD54) IL-18
MUC-1 LFA-3 (CD58) IL-21
WT1 B7.1(CD89) IL-23
p53 B7.2 (CD86)
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