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Research progress on the relationship between blood brain barrier dysfunction and progressive ischemic stroke.
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[Abstract] The deterioration of neurological function in progressive ischemic stroke (PIS) has a serious impact on
the prognosis of patients. The disability rate and mortality rate of PIS are higher than those of non-progressive stroke,
which brings huge economic burden to patients' families and society. Blood brain barrier (BBB) is an important structure
to maintain the normal physiological state of the central nervous system, which can prevent most harmful substances from
entering the brain tissue from the blood. After ischemic stroke, the structure and function of BBB are destroyed, which has

an impact on the development and prognosis of the disease. This article will review the relationship between BBB and PIS.
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