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eIk &2 o 7%,
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NTzo T DD, REUELH =FHEABR T I 368 ikt
U CHBEZEFESE 6 IRFRAPNIc B G 03BkG s v, 37 H
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Neuroprotective strategies and perspectives of drug intervention
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Abstract

Cerebral nerve injury is a critical condition in the clinical management of patients in clinical field. Pathological
conditions such as cerebral ischemia, head trauma and hypoxia can result in marked impairment of cerebral function, even
if the patient’s life is saved. We have been studying the mechanisms to prevent pathological conditions leading to neuronal
cell death and to discover therapeutic methods to minimize the neuronal damage after insult. With advances in the
understanding of the mechanism of neuronal cell death, technology in intensive care for salvaging neuronal cell that are at the
brink of death and for recovery of brain function has progressed. However, no breakthrough has been achieved in the
development of effective therapy. To protect the brain from terminal impairment and to preserve its function will be an
important issue in neuroanesthesia and neurointensive care in the 21st century. To achieve this goal, it is critical to clarify
the key mechanism causing neuronal cell death and establish various type of drug intervention. This report discussed about
current drug intervention and explored the importance and perspectives of the neuroprotective strategies.
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