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Advances in metastatic mechanisms and therapeutic strategies for
rhabdomyosarcoma*
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Abstract: Rhabdomyosarcoma (RMS) is the most common soft tissue malignancy in children and
adolescents. Despite advancements in multidisciplinary therapeutic strategies, the prognosis for patients with
metastatic RMS remains poor, with survival rates still dismal. This review provides a comprehensive summary of the
metastatic mechanisms of RMS, with a specific focus on the relevant signaling pathways, molecular characteristics,
and the influence of the tumor microenvironment. It also highlights targeted interventions and immunotherapy in
RMS, aiming to offer novel insights for clinical therapeutic strategies.
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