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Abstract

Hypertension is the most common cause of cerebral hemorrhage, and hypertensive cerebral he-
morrhage has a high mortality and disability rate. In the past, people have learned a lot about the
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mechanism of hypertensive intracerebral hemorrhage. We recognize that NLRP3 inflammatory
body is activated after intracerebral hemorrhage, leading to cascade reaction and aggravating
brain injury. Inflammatory reactions caused by some inflammatory indicators such as white blood
cells, microglia, lymphocytes, neutrophils, procalcitonin, interleukin, tumor necrosis factor, etc.
also play a role in hypertensive intracerebral hemorrhage, which can lead to the occurrence of
secondary brain damage such as blood-brain barrier disruption and cerebral edema.
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