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Glioblastoma (GBM) accounts for the majority of primary brain tumors.
Multimodal therapy such as surgical removal, radiotherapy, and temozolomide (TMZ) chemotherapy is
performed, whereas the prognosis is still poor. There is an urgent need to develop effective
chemotherapy. In primary assessment, we performed a screened for drugs that regulated the
proliferation and differentiation against GBM cell lines. Approved macrolides, clindamycin (CLD)
reduced cell viability in cultures. Here, we demonstrated that CLD regulated the proliferation of
GBM. CLD attenuated the phosphorylation of p70S6K in a dose dependent manner. These effects were
synergistically enhanced by the combination with CLD and TMZ. In vivo experiment, repeated
administration of CLD and TMZ suppressed tumor growth. These results indicate that CLD shows
synergistic activity and sensitization in combination with conventional chemotherapy in xenografts.

Glioblastoma mTOR xenograft drug repositioning
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