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Abstract

The gut microbiota is the largest reservoir of microorganisms in the body and plays an important
role in neurodevelopment and aging as well as in brain diseases such as ischemic stroke. The
production of neuroactive compounds by gut bacteria can modulate neuronal function and thus
influence behavior after ischemic stroke. In addition, gut microbes affect host metabolism and
immune status, which in turn influence neuronal networks in the ischemic brain. Here, we discuss
the results of animal and human studies on bidirectional communication along the gut-brain axis
in ischemic stroke.
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