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Mesting NT219 overcomes immune evasion mechanisms in head and neck squamous cell carcinoma (HNSCC)
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Y1161 IGF1R (pIGF1R) & nuclear phosphorylated-Y705 STAT3 (pSTAT3) were observed in 2 responders (partial response, PR) compared to the 4 progressed disease
(PD) and 1 stable disease (SD) pts.

sustained suppression of STAT3 effect. We also demonstrate reduction of IRS1 expression by NT219.
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