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Abstract Brain injury could lead to hypoxie —ischemic in the
brain. Ischemia in brain always results in hypoxia, however, hypoxia
can occur without ischemia. A prolonged hypoxie—ischemic in brain
tissue will cause abnormalities of material and energy metabolism in
brain cells. Furthermore, the basic life activities will be affected, for

(ATP) and

instance, TCA, which generates adenosine triphosphate

the ion transporting, would even stop working. The metabolism of

proteins, nucleic acids and lipid are also affected. In a few minutes,
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the physiological function of the brain will be seriously affected. The
longer time this situation continues, the more difficult it would be to
reverse the process. Recent studies show that HBOT can improve
the condition of hypoxie —ischemic in brain and it can repair and
regenerate the cerebral tissue to some extent. The mechanism may
be as follows: firstly, it would reduce the ET level, and alleviate
spasticity of blood vessels, for better balance of the blood flow and
lowering the intracranial pressure in the brain, improving the
condition of the hypoxie —ischemic in the brain. Secondly, HBOT
can protect the brain against cell injury by increasing MBP, and
against cell apoptosis by changing the expressions of caspases gene
family, Bel-2/Bel-xL. and TSPO, moreover, it can speed the neuron
regeneration by decreasing the Nogo—A/Ng—R. Thirdly, HBOT can
increase the PLGF generation, and in turn, the generation of
vascular and help repair the injured brain tissue. Lastly, HBOT may
alter the expressions of several cytokines, which may alleviate the
conditions of brain injury patients. All of those may help the
recovery of brain functions, including the cognitive, memory,
communicative

competence and mentality. These directly or

indirectly show that HBOT is effective for treatment of the brain
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