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Abstract

Traumatic brain injury (TBI) is the main cause of death among young people in developed and
developing countries. TBI is a very common neurosurgical disease, which is caused by a variety of
reasons, including high altitude falls, traffic accidents, combat injuries, and sports injuries. The
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brain injury caused by TBI is mainly divided into primary brain damage caused by direct violence,
such as focal brain contusion and diffuse peripheral injury. The other is the destruction of the
blood brain barrier, infiltration of peripheral blood cells, brain edema, and various blood electro-
lyte disturbances (K*, Ca%*, Na*, Mg?*, Cl-) caused by primary brain injury. These secondary dam-
ages can cause brain neurons to destroy and apoptosis within a few hours after trauma, thereby
affecting the prognosis and quality of life. Among them, hypocalcemia can be an independent risk
factor for traumatic brain injury. This article reviews the mechanisms related to hypocalcemia af-
ter traumatic brain injury.
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