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Dynamic observe of the changes of auditory evoked potentials in acute brain apoplexy pa-
tients
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[Abstract] Objective; To observe the characteristics of brain-stem auditory evoked potential ( BA-
EP}) changes and to evaluate its value in the assessment of brain function in acute brain apoplexy patients.
Methods: BAEP and serum neuron-specific enolase{ NSE) were measured 1~12 d alter the oncet of apo-
plexy in 58 cases of cerebral infarction(CI},27 cerebral hemorrhage{CH) and 11 subarachnoid hemaor-
rhage( SAH) patients, Twenty-five normal subjects matched with the patients in age and sex served as
controls. Neural funetion was evaluated in all patients through the test of Chinese stroke scale(CSS8),
Barthel index(BI) and Glasgow-Pittsburgh coma scale. Brain imaging was made by CT scan in all pa-
tients. The relationship between changes of BAEP and neural function defecits in the patients was ana-
lysed. Results; The peak latency(PL) of T .0,V and the inter-peak latency(IPL) of [ —[.1—V
waves of BAEP was signiflicantly prolonged in the apoplexy patients compared with that in the normal
subjects{ P<<0.01). The PL of BAEP-V was positively correlated with the volume of the lesion in the
subtentorium CH and the vertebral-basilar artery CI patients{ P<20, 01}, the level of serum NSE in brain
hemorrhage and infarction patients{ P<Z0, 01), and the score of CSS in CH and CI patients{ P<Z0, 01),
The PL of BAEP-V was negatively correlated with the score of Glasgow-Pittsburgh coma scale in all ap-
oplexy patients( P<Z0. 01). Conclusion: The change of BAEP is related to the position of lesion in acute

apoplexy patients, The change of the PL of V wave can reflect the severity of the patient’s condition in
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