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Expression of intercellular adhesion molecule — 1 and neutrophil infiltration induced by injection of thrombin
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[ Abstract] Objective
brain tissue adjacent to hematoma in the brain. Methods

To investigate the role of the thrombin in inducing inflammatory response in
Seventy - two male Wistar rats were randomly
divided into two groups: sham - operated control group and thrombin injection group. Immunohistochemical
technique and myeloperoxidase (MPO ) determination were respectively used to evaluate intercelludar
adhesion molecule ~ 1 (ICAM - 1) expression and neutrophil infiltration in adjacent brain tissue of the
thrombin injection zone at 6, 12, 24, 48, 72 and 128 hours after thrombin injection. Results The expression
of ICAM - 1 in tissues adjacent to thrombin injection started to increase 6 hours after the injection, peaking at
72 hours, and lasting for 120 hours. MPO activity of tissues in the area increased 6 hours, reached a high
level at 24 hours, then decreased slightly, and it peaked at 72 hours after thrombin injection, correlating
closely with the increase in ICAM - 1 expression except the changes at 24 hours. Conclusion The increased
expression of ICAM - 1 after thrombin injection is correlated with the degree of the neutrophil infiltration in
the brain tissue around the thrombin injection zone, indicating thrombin is important to produce secondary
brain damage after cerebral hemorrhage.
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Table 1 Number of ICAM -1 peositive brain cells and micro - vessels in the injection zone

at different time point of each group(x-+s) 1~
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Table 2 Activity of MPO in the injection zone at different time point of each group(x=+s) U/g
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