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[Abstract] Objective To investigate the role of BRAF inhibitor PL.X4032 in combination with radiother-
apy on advanced glioma. Methods BRAF V600E-mutated cancer cell line(AM-38)and BRAFV600E wild-type
cancer cell line(GBMS8) were obtained. We performed cell viability assay to detect the ICs, of the inhibitor
PL.X4032 by the Cell Titre Glo assay and clonogenic assays using combinations of radiation and PL.X4032. Cell
apoptosis and cell cycle were evaluated by flow cytometry. Results PL.X4032 significantly inhibited the prolif-
eration of BRAF V600E cells (IC5y = 2 uM) and had no effect on wild-type cells. By clonogenic assay, combi-
nation group had more significant inhibitory effect than radiotherapy alone group for BRAF V600E cells with
increasing dose (P<C0. 05), while there was no significant difference (P>0. 05) on the wild-type cell lines be-
tween radiotherapy alone group and the combination group. For apoptosis, flow cytometry analysis showed
that cell apoptosis proportion of combination group were significantly different compared to the control group
and alone group in the BRAF V600E cells (P<C0. 05), whereas there’s no significant differences in the wild-
type cell lines. For the cell cylcle, flow analysis found that alone and combined groups have reduced the num-
ber of GO/G1 phase of the cell and caused the cell G2/M phase arrest compared to the control group in the
BRAF V600E mutated cell. There were significant difference between the combination group and alone
groups. Conclusion These studies provide the pre-clinical rationale for clinical trials of concurrent radiothera-
py and BRAF V600E inhibitors.
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