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Abstract

<FONT face=Verdana=>AIM: To explore the effect of nuclear factor-kB (NF-kB) on the
anti-apoptosis induced by brain ischemia preconditioning (IP). METHODS:
Temporary middle cerebral artery occlusion for 20 min followed three days
reperfusion before 6 hours middle cerebral artery occlusion (MCAQ) trancranially
was used as preconditioning in Wistar rats. The protective role was evaluated by
analyzing the infarct volume. The status of neuronal apoptosis was observed by
TUNEL. The expression of NFKB p65 protein, the assay of SOD activity and MDA
concentration were analyzed by using the methods of immunohistochemistry and
cytochemistry. RESULTS: Compared to the control group, 20 min ischemic
preconditioning, which did not produce neuronal damage obviously, reduced the
infarct volume significantly after MCAO 6 h and obviously decreased the number of
neural cell apoptosis in penumbra (P<0.01). The expression of NFkB p65 protein
and the activity of SOD were extensively increased. The concentration of MDA was
decreased in IP cortex and white matter in ischemic group with preconditioning.
CONCLUSION: These results indicate that IP is capable of activating NF-kB that in
turn increases the expression of genes and participates in IP-induced protective
responses to apoptosis. </FONT>

Key words |schemic preconditioning Brain ischemia Apoptosis NF-kappa B Superoxide
dismutase Rats

DOI: 1000-4718

I RETIRE

ARIAFE B

¥ Supporting info

F PDF(1825KB)

¥ [HTML 4= 3] (0K B)
» 275 ik
k55 5 I 15

P JUASCHETR SR R
b AR A
BT A A

P IR

k Email Alert

b 30 7 45t

b 0 B0 BB

HRAF B

P AT AR B AR

Wik, AT, NF-«B;
A L AR, KRR 1

R ICEE
WA SCAE ORI
RSHEEK

0]
B
EREY5




BIRAE#H  ASHiEK dengyangiu66@yahoo.com.cn




