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[ Abstract] Neuroblastoma (NB) is a malignant solid tumor typically originating from sympathetic nerv-
ous system cells in children. Although traditional interventions of chemotherapy, surgery and radiotherapy may
arrest the progression of NB, they often fail to obtain a complete cure. Recently targeted therapy has emerged as
a novel therapeutic option for NB. Drugs or other means are employed for selectively acting upon certain mole-
cules in tumor cells, thus inhibiting their growth and metastasis. This review summarized the latest researches of
targeted therapy for NB,such as antibodies targeting NB-specific expression and targeted drugs for NB-related
signaling pathways.
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