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Research advances in molecular targeted therapies
for malignant mesothelioma
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(1. Hangzhou Medical College, Hangzhou 310013, Zhejiang, China;
2. Xinjiang Second Medical College, Karamay 834000, Xinjiang, China)

[ Abstract ] Malignant mesothelioma is an occupational cancer closely associated with asbestos exposure,
characterized by poor prognosis and limited efficacy of conventional chemotherapy, which urgently necessitates
the development of novel alternative therapeutic strategies. In recent years, molecular targeted therapy has
emerged as a research hotspot in this field, offering new hope for the prevention and treatment of malignant
mesothelioma. With in-depth investigations into its molecular mechanisms, several therapeutic targets have been
identified and progressively translated into clinical applications. This review systematically summarizes the
molecular pathogenesis of malignant mesothelioma, advances in targeted molecular therapies, and progress
alongside future challenges in clinical trials. It aims to provide new insights for disease prevention, early
intervention, and the development of targeted therapeutics in occupational asbestos-exposed populations.
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