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Research progress in the preclinical disease model for primary brain cancer
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[ Abstract] Primary brain cancer is a heterogeneous group of tumors arising from cells within the central
nervous system. The cure rate and survival period of patients with common malignant primary brain cancers are
low, and their treatment methods and therapeutic effects are also quite limited. Therefore, it is necessary to construct
appropriate tumor models to study the molecular biology of the disease, preclinical pharmacodynamic and safety
evaluation of new anti-tumor drugs and/or the therapeutic methods. This review summarizes the research progress of
in vitro and in vivo models of primary brain cancer. In vitro models mainly include the culture of brain cancer cell
line, organoids and the brain slices. In vivo models mainly include the rodent models and other model organisms
such as the fruit fly and zebrafish. At present, lots of primary brain cancer disease models with their own advantages
and disadvantages have been developed, but these models cannot fully simulate the complexities of brain tumors in
humans. Therefore, researchers are developing more complex disease models based on the existing models to study
the primary brain tumor treatment methods, screen and evaluate therapeutic drugs.
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