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In this study, we developed suppressor of cytokine signalling (SOCS) gene therapy, which
targets multiple signaling, for the treatment of mesothelioma. Specifically, we
demonstrated that SOCS gene delivery cooperates with cisplatin plus pemetrexed, the first
line chemotherapy of this disease, to inhibit tumor growth of mesothelioma in vitro and
in vivo. This study provides new insights into the clinical application of SOCS—1 gene
therapy for the treatment of mesothelioma.
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