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[Abstract] Diffuse intrinsic brainstem glioma (DIPG) is a highly heterogeneous brain tumor that occurs in the
brainstem of children.Such tumors are difficult to operate and have poor prognosis. Conventional chemotherapy
regimens are ineffective for tumor treatment, and radiotherapy cannot prolong the effective survival period of
children. Therefore, the prognosis of children is extremely poor and the effective survival period is short.At the
same time, due to the existence of the tight blood—brain barrier in the brainstem, the effect of drug therapy is
largely limited. In recent years, with the in—depth research on the pathological mechanism of DIPG and the
development of new drug delivery methods, the emerging therapies for DIPG have achieved staged progress.
This paper reviews the current status of DIPG research including the molecular pathological changes of DIPG,
new small-molecule drugs and new drug delivery methods, and provides ideas and references for improving the
prognosis of DIPG patients.
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