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Abstract

Craniocerebral injury is an unpredictable and multifactorial process of disease development, in
which brain tissue damage includes primary and secondary damage. Primary craniocerebral in-
jury includes physical destruction of intracranial structure by external forces, and is direct injury
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to brain parenchyma and cerebrovascular, such as hematoma and contusion. The degree and loca-
tion of injury cannot be controlled and predicted by clinicians. However, the activation of related
biochemical pathways and the cells acting on them can be controlled and prevented from devel-
oping the disease. Secondary brain injury can further aggravate brain injury, mainly through in-
creased excitatory neurotransmitter activity, release of inflammatory cytokines and production of
reactive oxygen species (ROS). Therefore, the control of inflammatory response is of great signi-
ficance for the disease control and prognosis of brain injury. It is hoped that we can better under-
stand the progress of inflammatory response of brain injury and increase more effective treat-
ment methods for brain injury.
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