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Value of ischemia—modified albumin to assesment of cerebral vasospasm after aneurysmal subarachnoid hemorrhage
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[Abstract] Objective To investigate the value of ischemia—modified albumin (IMA) to the asessment of the cerebral vasospasm
(CVS) after aneurysmal subarachnoid hemorrhage (aSAH) and the relationship between the serum level of IMA and the prognosis in the
patients with aSAH. Methods The clinical data of 198 patients with aSAH were analyzed retrospectively. The serum levels albumin
cobalt binding (ACB) which indirectly reflected the serum levels of IMA were detected in all the patients, in whom the mean blood flow
velocity (Vm) of middle cerebral artery (MCA) was determined by transcranial doppler 2~14 days after aSAH. Results Vm of MCA
reached the peak 7~10 days after aSAH and then gradually decreased. The change in the serum levels of ACB was opposite to that in Vm
of MCA. Vm of MCA was significantly higher 7~10 days after aSAH than that 2~6 days after aSAH (P<0.05), which was significantly
higher than that 11~14 days after aSAH (P<0.05). The serum levels of ACB were significantly higher 11~14 days after aSAH than those
2~6 days after aSAH (P<0.05), which were significantly higher than that 7~10 days after aSAH (P<0.05). The higher the modified Fisher
grade was, the higher the incidence of CVS was and the lower the serum level of ACB was (P<0.05). The serum level of ACB [(61.18+
5.91)U/ml] was significantly higher in the patients with good prognosis than that [(42.76+5.63)U/ml] in the patients with bad prognosis
(P<0.05). Conclusions The serum level of ACB which is negatively correlated with the severity of CVS can be used to assess the degree
of the CVS and prognosis in the patients with aSAH.
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