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ABSTRACT Objective: To investigate the effects of salvianolic acid B (SalB) on the radiosensitization of human glioma U251 cells
and the possible underlying mechanisms. Methods: U251 cells were treated with 1 uM SalB or phosphate buffered saline (PBS), and
treated with radiation to establish the in vitro model. MTT assay was used to measure the cell viability; flow cytometry was used to detect
the apoptotic cell death; fluorescence staining was used to measure the generation of reactive oxygen species(ROS) and the mitochondrial
swelling in U251 cells. Results: SalB significantly decreased cell viability and increased apoptotic cell death after radiation in U251 cells
(P<0.05). SalB significantly increased intracellular ROS generation and mitochondrial swelling after radiation in U251 cells (P<0.05).
Conclusion: Salvianolic acid B renders glioma U251 cells more sensitive to radiation through inducing intrinsic apoptotic cell death, and
these effects was partly dependent on the inhibition of mitochondrial function.
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Fig. 1 Effect of SalB on cell viability after radiation in U251 cells
*P< 0.05 vs. U251Control group
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Fig. 2 Effect of SalB on apoptotic cell death after radiation in U251 cells *P< 0.05 vs. U251Control group
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