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Protective effect of neuroglobin on focal cerebral ischemia in rats

LIU Juan' , YAO Guo-en' , JIANG Xiao-jiangl , CHEN Xin-yunz( "Third Department of Brain, *State Key Laboratory of Trauma,
Burns and Combined Injury, Department 7, Institute of Surgery Research, Daping Hospital, Third Military Medical University, Chongging

400042, China)

Abstract; Objective To investigate the protection of focal cerebral ischemia tissue in rats by increasing
the expression of neuroglobin (Ngb). Methods Hemin was employed to up-regulate Neb. Rat model of mid-
dle cerebral artery occlusion (MCAO) were established with the method of Zea-longa. Totally 75 healthy SD
rats were randomly and equally divided into 5 groups, that is, sham-operation group, operation group, groups
with intraperitoneal injection of hemin (12.5 g/L) in 1, 2 or 6 h after operation. All rats were sacrificed 24 h
after operation for volume of cerebral infarct, and the Ngb expression by immunohistochemical method and
Western blotting. Results The volume of cerebral infarct of operation group was significantly larger than those
of hemin treatment groups (P <0.05), and that of hemin 1 h postoperatively was significantly smaller than
those of the other 2 hemin-treatment groups (P <0.05). Immunohistochemical staining showed that more cells
positive to Ngb were observed in hemin-treatment group than in operation group, and hemin group of 1 h postop-
eratively was most distinguished among them (P <0.01), followed by the hemin group of 2 h after surgery (P
<0.05), but there was no difference between the operation group and hemin treatment group of 6 h postopera-
tively. The Ngb expression was negatively correlated with the volume of cerebral infarct. Conclusion Increas-
ing the expression of Ngb attenuates the damage after acute focal cerebral ischemia in rats.
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1.2.5 fpedgib2a g @ KT ABC 47 S 4H 414k
RN, BARSSIR R U4 WO B RS S S, BT
3% FEALE NI E 10 min, 3P P PR I S AL Y i 1, 250
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SBFARITIEA(L.0) b, FARA 4585 4H 44 Hemin T
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T, Ngb 7E mRNA JK-F-F1 8 FKF- R A1 &, Hb 6 h
THIG G R 24 h IAF 0,48 h TFIA TR R, 72 h KA IE
WK, X B g5 SRR W] Neb S0 ik 1fi e 4 5 508K, X
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