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[ Abstract] Objective: To investigate the effect of combination of radiotherapy with STAT3 silencing
on the maturation of tumor-infiltrating dendritic cells. Methods: Murine malignant B cell cell lympho-
ma A20 cells were subcetaneously implanted in BALB/c mice to grow tumors. Tumors were treated
with a plasmid expressing STAT3-specific shRNA by intratumor injection and local radiation. Tumor-
infiltrating dendritic cells (TIDCs) were enriched from tumors. STAT3 mRNA level in TIDCs was de-
termined by qPRC, phospho-STAT3 level by intracellular staining and subsequent data collected by
flow cytometry. The expression of MHCII, CD40, CD80 and CD86 were determined by extracellular
staining and subsequent data collected by flow cytometry. Results: Combination of radiotherapy with
STATS3 silencing inhibited STAT3 mRNA and decreased phosphorylation level of STAT3 . Compared to
radiotherapy alone, STAT3 silencing plus radiotherapy significantly upregulated the expression of MH-
CII, CD40 and CD80. Conclusions: Radiotherapy combined STAT3 inhibition promotes the matura-
tion of tumor-infiltrating dendritic cells.
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