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Dichamanetin was successfully synthesized with a good yield (50%) with high purity (95-97%) | Had low antioxidative
activity | Non-cytotoxic to cholinergic neurons below 3.125ug/mL at 24, 48, and 72 hours | At 0.781ug/mL of dichamanetin
conferred the highest neuroprotection in 6-hour co-staggered treatment against H,0O,-insult | Dichamanetin has a potent

neuroprotective effect against H,0.,.
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