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Abstract: Stroke is the main cause of disability and the second largest cause of death worldwide. With the global population aged 65 and over growing
faster than all other age groups, the incidence rate of stroke is also increasing. In addition, the overall burden of stroke is shifting towards younger age
groups, especially in low-income and middle-income countries. In most cases, stroke is caused by ischemic stroke, but in some cases, stroke may be
caused by bleeding into brain tissue when a blood vessel ruptures. Although the treatment options for stroke are still limited, progress has been made in
helping patients recover from ischemic stroke with the use of drugs and mechanical thrombolysis for recanalization treatment. However, there is still a
need to develop therapeutic drugs for neuroprotection in acute ischemic stroke to protect the brain from damage before and during reperfusion, extend
the treatment window of intervention, and further improve functional outcomes. This review evaluates the latest progress in clinical trials and
summarizes the potential molecular mechanisms of each neuroprotective strategy, which may help develop future stroke treatment combination

3 2

strategies.
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