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[Abstract] After the onset of intracerebral hemorrhage (ICH), the immune storm causes the massive
death of neurons and their supporting cells. Cytotoxic substances such as hemoglobin, heme and iron ions
released by red blood cells lysis also promote death of neurons. After neurons died, damage - associated
molecular patterns (DAMP) are released to activate the innate immune response, leading to a vicious circle
of "inflammatory response - cell death - DAMP release - inflammatory response", which is an important
mechanism of secondary brain injury after ICH. A series of studies have explored the role of DAMP in

secondary brain injury after ICH. This review summarizes the research progress and provides references for

further basic research and clinical translational research.
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