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[ Abstract] With a rapid development of precision medicine ,immunotherapy and molecular targeted drug
dosing for advanced malignant solid tumors have been applied in children. Among them, the effectiveness and
safety of TRK inhibitors larotrectinib and entrectinib in children with advanced malignant solid tumors with posi-

tive expressions of various NTRK fusion genes marks the arrival of the era of pan-tumor targeted drugs for chil-

dren. This review focused upon the mechanisms and clinical research advances of these drugs.
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