Blocking Histamine Receptor H1 on Macrophages with Anti-Allergy Drugs Restores T-cell Anti-Tumor Immunity
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Figure 5. Blockade of HRH1 by FEXO enhanced immunotherapeutic efficacy
and significantly prolonged survival in mouse tumor models.

ABSTRACT RESULTS

CD8* T Iymphocytes INn tumors often become dysfunctional, prompting cancer Figure 2. Knockout HRH1 or blockade of HRH1 by anti-allergy drug fexofenadine (FEXO) led to M1-
immune escape and immunotherapy resistance. Restoring T-cell anti-tumor polarized macrophages, activated T-cells, and inhibited tumor growth in immunocompetent mice.
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symptoms in cancer patients before initiating immunotherap
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