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Study on expression level of asymmetric dimethylarginine after subarachnoid hemorrhage model in rabbit
HUANG Wei. ZHOU Zheng/\ yLIU Jun,et al.

(Department of Neurosurgery, Xingiao Hospital, Third Military Medical University, Chongqing 400037, China)
Abstract: Objective To investigate the dynamical changes of asymmetric dimethylarginine(ADMA) in serum and cerebral spi-
nal fluid(CSF) following subarachnoid hemorrhage(SAH) ,and to access the relationship between the concentrations of ADMA and
cerebral vasospasm(CVS). Methods

autologous arterial blood into the cisterna magna of each animal, the velocity of basilar artery (BA) was measured by transcranial

An experimental cerebral vasospasm rabbit model was achieved by twice injections of fresh

Doppler(TCD) before injection and on 1,4,7d after twice injections. At the same time, the serum and CSF concentrations of ADMA
was measured by ELISA method. Results (1) The concentrations of ADMA in CSF increased significantly than that before injec-
tion( P<C0. 05) and decreased gradually after reaching the highest level on 4d, while the concentrations in serum presented no sig-
nificant change; (2) The degrees of CVS became serious after SAH and relieved gradually after reaching the peak flow velocity of
basilar artery on 4d( P<C0. 05) ; (3) The change of the ADMA in the CSF were correlated positively with the velocity of basilar ar-
tery. Conclusion The degree of cerebral vasospasm after subarachnoid hemorrhage is positively related to the concentration of AD-

MA in cerebral spinal fluid, while shows no significant correlation with the concentration in serum. The elevation of the concentra-

tions of ADMA in CSF after SAH can reflect the development of delayed cerebral vasospasm.
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