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[ Abstract] Objective: To examine the effect of combination of radiotherapy with STAT3 inhibition on
the immunogenicity of malignant B-cell Lymphoma Cells. Methods: Murine A20 B cell lymphoma
cells were subcutaneously injected the thighs of BALB/¢ mice to form tumors. Tumors were given intra-
tumor injection of STAT3 shRNA plasmid and local radiotherapy. STAT3 expression in tumors was de-
termined by qPCR at mRNA levels and by Western blot at protein levels. The expression of MHCII,
CD40 and CD80 were determined by extracellular staining and subsequent data collected by flow cy-
tometry. Results; STAT3 expressions were remarkably silenced in tumors. Compared to radiotherapy
alone, radiotherapy combined with STAT3 silencing significantly upregulated the expression of MHCII,
CD40 and CD80 on A20 cells. Conclusions: Radiotherapy plus STAT3 silencing increases the expres-
sion of molecules that decide the immunogenicity of malignant B cell lymphoma.
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Fig.1 Radiotherapy combined with STAT3 shRNA silenced STAT3 expression
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