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[Abstract] Objective: To investigate whether benzethanosides Caleolarioside B, Paraboside B and Glutinoside B are protective in the
oxidative damage induced by H202 in PC12 cells.Methods: H202 induced PC12 cells, Real—time Cell Analysis (RTCA) multifunctional
real—time cell function analysis studied the protective effects of Caleolarioside B, Paraboside B and Glutinoside B, and measured the release of
lactate dehydrogenase (LDH) and the level of superoxide dismutase (SOD).Results: At the concentration of 200 mol L—1H202, PC12 cells
produced the best mold concentration.Different concentrations of Caleolarioside B, Paraboside B, and Glutinoside B reduced H202—induced

apoptosis in PC12 cells, increased intracellular SOD viability, and decreased LDH activity.Conclusion: Caleolarioside B, Paraboside B and

Glutinoside B are protective against H202 induced damage in PC12 cells.
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