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[Abstract] Objective To study the levels of oxidative stress and the changes of inflammatory mediators
in patients with spontaneous intracerebral hemorrhage. Methods 144 patients were equally classified into the
observation group, which was comprised of continuous hemorrhage after spontaneous cerebral hemorrhage,
and the stable group formed by non-continuous hemorrhage after spontaneous cerebral hemorrhage, and the
control group consisted of healthy control group. The changes of malondialdehyde (MDA), superoxide dis-
mutase (SOD), tumor necrosis factor alpha (TNF alpha) and 11.-6 levels would be separately analyzed at dif-
ferent points in time. Results It was found that the contents of MDA, SOD, TNF alpha and IL-6 in the obser-
vation group and the stable group were significantly higher than that in the control group (P<C0.01), while
compared with the stable group, the contents of the observation group at each time point increased significantly
(P<C0.05), and inflammatory reaction was the most significant (P<Z0. 05) in hemorrhage early (48h) oxida-
tive stress. Conclusion Oxidative stress and inflammatory response might be associated with the occurrence
and development of spontaneous intracerebral hemorrhage, and might be one of the mechanisms of continuing
hemorrhage. It was prompted for patients that the early intervention was taken, the more profitable could be
benefited.
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