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Overview of neuroprotective mechanism of mitochondrial autophagy in intracerebral hemorrhage

ZHANG Baiwen'!, ZOU Wei**
(1. Heilongjiang University of Chinese Medicine, Harbin, Heilongjiang 150040, China;
2. The First Affiliated Hospital of Heilongjiang University of Chinese Medicine, Harbin, Heilongjiang 150040, China)

(Abstract] Mitochondrial autophagy occurs in primary and secondary injury of intracerebral hemorrhage (ICH), which is
closely related to many biological effects around damaged brain tissue after ICH, so it is very important to explore its
neuroprotective mechanism of mitochondrial autophagy in ICH. Due to the changes of brain microenvironment in pathological state,
a variety of cell states such as inflammation, apoptosis, and autophagy occur as well as have a certain impact on the brain nerve.
Based on the interaction between mitochondrial autophagy and cell inflammation, apoptosis, ferroptosis in the secondary injury of
ICH, this study explores the neuroprotective effect of mitochondrial autophagy on brain tissue after ICH.
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