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ABSTRACT : Cerebral ischemia is a leading cause of death and long-term disabilities which accounted for 70% of stroke, and it easy
to relapse. Unfortunately, Current clinical practices for acute cerebral infarction utilize thrombolytic anticoagulation cannot fundamentally
repair the damaged issue, and accompany with risk of bleeding. Looking for cerebral infarction etiology and treatment is urgent. Acidosis
is a common feature in cerebral ischemia and was known to cause brain injury. The mechanisms were, however, unclear. The finding that
Acid-sensing Ton Channels are highly enriched in brain neurons, their activation by ischemic acidosis, and their demonstrated Ca*
permeability, excessive accumulation of Ca* in neurons leads to uncontrolled activation of various enzymes causing breakdown of
proteins, lipids, and nucleic acids, aggravate the destruction of neurons. The article reviews the relation ASICla and Ischemic Brain
Injury.
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