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The change of inflammatory cytokines and products of oxidative stress in the patients with acute
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[Abstract] Objective To investigate the change of inflammatory cytokines and products of
oxidative stress in the patients with acute cerebral hemorrhage and its clinical significance. Methods TNF-o,
IL-1B, IL-6, IL-8, SOD, MDA and T-AOC were measured in 180 healthy persons and 180 patients after the
onset of ACH at 24 h, 3 d, 7 d and 14 d. Correlation analyzes were performed respectively between
bleeding quantity or serious degree in patients with ACH and the above indicators. ROC curve was
exploited to analysis its clinical prediction significance to the deterioration of ACH. Results TNF-a,
IL-1B, IL-6, IL-8, SOD and MDA in ACH patients were higher than those in healthy controls, and T-AOC
was lower; There was a positive correlation between brain bleeding quantity or severity and the contents of
TNF-a, IL-1p, IL-6, IL-8, SOD and MDA in ACH patients. There was a negative correlation between the
size of brain bleeding or serious degree and the contents of T-AOC. The inflammatory cytokines and
products of oxidative stress in the patients had its clinical prediction significance to the deterioration of
ACH. Conclusions The inflammatory cytokines and products of oxidative stress can participate in the
severity of the brain edema in ACH patients. It has important clinical significance for patients with disease
control and improved prognosis.
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