Combination normobaric oxygen and methylene blue treatment delays the progression of ischemic penumbra into infarct and
promotes behavioral recovery
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Target Audience Researcher in stroke and neuroprotection

INTRODUCTION We previously reported that methylene blue (MB) — an energy enhancing and antioxidant — reduced infarct volume in 60-mins
and permanent MCAO in rats.' We and others have also previously reported that normobaric oxygen (NBO) treatment also reduces infarct volume.>?
The goal of this study was to evaluate the combination therapy of MB and NBO treatment in ischemic stroke. We hypothesized that MB+NBO
treatment delays infarct growth and salvages more tissue than NBO alone in a 60-min MCAO model in rats.
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CONCLUSIONS NBO+MB markedly attenuated the progression perfusion diffusion mismatch to infarct at the first hours and reduced infarct
volume 2 days after stroke that persisted to day 28. NBO+MB treatment was more effective than NBO+vehicle treatment in reducing infarct volume
and motor behavioral deficits. This neuroprotective effect of the combination therapy is consistent with the notion that NBO improves tissue
oxygenation and MB is an energy enhancer and antioxidant
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