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Stroke is the most common life-threatening neurological disease, and is a major cause of
long-term disability and handicap. Recently, with the improvement of medical technique, a signif-
icant decline in the mortality rate of stroke has been observed. However, the incidence and
prevalence of stroke increase for the continuing aging of the population. Over 70% of strokes
are ischemic and caused by arterial obstruction or inadequate perfusion pressure. The pathophysi-
ology of ischemic stroke includes the failure of tissue energy metabolism in anoxia, disturbances
in ion homeostasis and acid-base balance, excitotoxic damage, and the reperfusion injury. Animal
and clinical studies suggest that to make a precise diagnosis and to provide effective therapeutic
strategies as soon as possible after the stroke onset may improve the prognosis of the patients.
Therapy for acute ischemic stroke can be approached in two basic ways: first, by an attempt to
restore blood flow in an occluded vascular territory and, second, via therapy directed at the
cellular and metabolic targets. The possible mechanisms of the effectiveness of hyperbaric
oxygen (HBO,) therapy in ischemic stroke are relief of hypoxia, improvement of microcircula-
tion, relief of cerebral edema by vasoconstrictive effect, preservation of partially damaged tissue
and prevention of further progression of secondary effect of cerebral lesions, and improvement
of cerebral metabolism. It appears that the HBO, therapy has the beneficial potential for stroke
therapy. Although many animal studies support a positive role of HBO, in stroke treatment,
results of clinical studies are still controversial at present. The current article is aimed to
discuss the possible mechanisms and future application of HBO, therapy in treating the ischemic
stroke.

Key words: cerebral blood flow, hyperbaric oxygen therapy, ischemic stroke

25



