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Effect of Anti-ICAM-1 Antibody on Hypoxic-Ischemic Brain Damage in Neonatal Rats

Suo-Ying WANG , Shao-Ming SONG, Jian-Nong WU, Xiao-Dong LU, Sheng-Li JIN, Ya-Ping LING. Depart-
ment of Pediatrics, Affiliated Hospital of Jiangsu University, Zhenjiang, Jiangsu 212001, China ( Email; wang-
suoying@euastday . com )

Abstract:  Objective To evaluate the effect of anti-intercellular adhesion molecule-l (ICAM-1) antibody on
hypoxic-ischemic brain damage (HIBD) in neonatal rats. Methods Forty-eight SD neonatal rats were randomly assigned
into four groups; HIBD group (Group A), anti-ICAM-1 antibody treatment HIBD group (Group B), normal saline
treatment group (Group C) and normal control group (Group D). The rats in the Group A were sacrificed at 2, 24, 48,
72 and 168 hs respectively after resupply of oxygen, and the rats in the Group B and C were sacrificed at 48 h after
treatment. The ICAM-1 expression of the brain was detected by immunohistochemical method at different time following
the re-supply of oxygen. HE staining was used to observe neutrophil infiltration in the brain tissue and pathologic
characteristics of brain cells. Results The expression of ICAM-1 was light at 2 h after the re-supply of oxygen and then
increased at 24 h and reached its peak at 48 h in Group A. The neutrophil infiltration in the damage brain tissue of the
Group A increased simultanecusly. The expression of ICAM-1 and neutrophil infiltration in Group B significantly
decreased compared with those of Group A at 48 h after the re-supply of oxygen. Conclusions The expression of ICAM-
1 may be correlated with the neutrophil infiltration in hypoxic-ischemic brain tissue. The anti-ICAM-1 antibody might
have protective effects against HIBD in the neonatal rat. [Chin J Contemp Pediatr, 2003, 5(5). 425~ 428]
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Figure 1  Positive expression of ICAM-1 in the brain of Group A 43 hs afier the re-supply of oxygen
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Figure 2 infiltration of neutrophil and damage of encephalic cells in the brain of Group A 48 hs after the re-supply of oxygen
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Figure 3 Positive expression of ICAM-| decrcased in the brain of Group B 48 hs after the re-supply of oxygen

B4  BIICAM-1 BITHITI 48 h EEEHLSI YRR NS SRR ( HE x 400)

Figure d  Infiltration on neutrophil and damage of encephalic cells alleviated in the brain of Group B 48 hs after the re-suppty of oxgen
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