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The preliminary study of association between serum HMGB1 levels and perihematoma edema volume after su-
pratentorial intracerebral hemorrhage [: Xinling , Huang Huaiyu . Zhu Lianhai et al. Neurology Depart-
ment , The Second Af filiated Hospital of Nantong Universty ,Jiangsu 226001

[Abstract] Objective To investigate the changes of HMGBI1 after cerebral hemorrhage and analyze the
relationship between HMGB1 and cerebral hemorrhage secondary brain edema. Methods We collected 152 ca-
ses of acute spontaneous supratentorial intracerebral hemorrhage. All patients were measured serum HMGBI1
levels within 6 hours and on 24 h after intracerebral hemorrhage. Then they were given a baseline computer-
ized axial tomography(CT)scan within 6 hours after intracerebral hemorrhage, and review head CT 3 or 4 days
later. To control for hematoma volume, the hematoma volume was subtracted from that of the absolute edema.
Then the absolute edema volume was divided by the hematoma volume, to express perihematoma edema volume
as a ratio of the associated hematoma volume(relative edema volume). The collected results were analysised by
SPSS 13. 0 statistical software package. Correlations were determined using Spearman’s rank correlation coeffi-
cients. Results Compared with normal control, patients’ serum HMGBI level had a significant increase within
6 hours (P<C0. 05). Furthmore, serum HMGBI on 24 hours was correlated well with relative perihematoma
edema volume on 3 to 4 days(r=0.87, P =0.001). Conclusion This study provides evidence that serum
HMGBI levels were increased significantly after cerebral hemorrhage, and correlate with the relative perihema-
toma edema volume on 24 hours. This research can shed a light on evaluation and treatment of intracerebral
hemorrhage.
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