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Abstract

Rhabdomyosarcoma is the most frequent soft tissue sarcoma in the pediatric population. Two main
histopathologic variants have been described, embryonal and alveolar rhabdomyosarcoma. Patients with
high stage alveolar rhabdomyosarcoma have continued to experience a poor prognosis for the last 40+
years despite multidisciplinary advances in treatment for lower stage disease. Patients with embryonal
rhabdomyosarcoma have a better prognosis; however, when these patients have metastatic spread the
overall survival is only 40%. In order to develop novel agents and new approaches to cure the patients,
we need to reveal the pathogenesis of rhabdomyosarcoma.

In this paper, we review the latest knowledge for the genetic abnormalities and the tumor cell origin
in rhabdomyosarcoma.
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Prenatal Myogenesis
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