hEER AR 365 H2 M 2007 44
JOURNAL OF CHINA MEDICAL UNIVERSITY ~ Vol.36  No.2  Apr. 2007 - 135

ZINBNBkEST pLXSN-bel-2 X3 i /F ikt P&k i 5 i+ K FRUARZE 2R A9 2200

R BB AT E L0, A, X pe A
(1. PEBERCH SRR 2 NEL, 7 W 1100045 2. BHESS—EREAZNFR 3. WM ER M NEr 4. WHHss s
Bt ZE AL

[fEE] BM: AR %5 N3 IKkiESH pLXSN-bel-2 3K RUlE Sk o B3 i 45 )6 09 %0 . J73% 151 RAEB R AF Wistar X R AL
S HELR AR | bel-2 4R, Ao e dn TR 9,24 h WAL, R R AR AR K P S ARAR AR 2 h S S FEHEE, 3 h
J6 B N BRIES AL pLXSN, pLXSN-bel-2, #itl &k do 53 72 24 h )5 K AEAR SLARAR , B &L K S W bel-2 . caspase-3 #9 &
R U FeAY Z R T L, GER 1hel-2 M8k d FAEIE 24 h 4 AR SEARAR IR D shel -2 LLAE B FEIE 9,24 h JE bel-2 FAE &
AU B & e de BRI 24 h caspase-3 B & R R P TaAOHCA BRI, e BIEIE O h B R M A £ F . b sk
d FEE 3 h B2 NFIRIES pLXSN-bel-2 T A hn bel-2 FE 5 W 69 & ik, F a8k B iE 24 h B8 id 374 caspase-3 #9&
KW AT 2 R T R Y AR SUARAR . T Ak B O h R R I A B egAb 2R AEA L

[R$8IA ] HedeFAEiE; AL bel-2; caspase-3; 8 =

[FESHZES] R743.32 [ XEkFRIRAG] A [XEHS] 0258-4646(2007)02-0135-03
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[ Abstract] Objective:To study the effect of pLXSN-bcl-2 injected into carotid artery on brain tissue of rats after focal cerebral ischemia-
reperfusion. Methods: Fifty-one healthy adult Wistar rats were randomly and equally divided into control group, plasmid control group,and
bel-2 group, and in each group the rats were subdivided into 9-hour and 24-hour ischemia-reperfusion subgroups (n=6 and n=11,respec—
tively ). The left middle cerebral artery was occluded for 2 hours,and pLXSN or pL.XSN-bcl-2 was injected into internal carotid artery 3
hours later. The cerebral infarct volume 24 hours after ischemia-reperfusion, the expressions of bel-2 and caspase-3,and the apoptosis of neu—
ral cells were determined. Results: In bel-2 group, the cerebral infarct volume 24 hours after ischemia-reperfusion significantly decreased, and
the expression of bel-2 significantly increased 9 and 24 hours after ischemia-reperfusion. No significant difference in the expression of cas—
pase-3 and the apoptosis of neural cells was found between 3 groups 9 hours after ischemia-reperfusion, but the expression of caspase-3 and
the apoptosis of neural cells in bel-2 group significantly decreased 24 hours after ischemia-reperfusion. Conclusion : Injection of pLXSN-bel-2
into internal carotid artery 3 hours after ischemia-reperfusion may reduce cerebral infarct volume by inhibiting the expression of caspase-3 and
the apoptosis of neural cells 24 hours after ischemia-reperfusion, but no such effect exists 9 hours afier ischemia-reperfusion.
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