FEMZESEIAE 2000 FE 8 H 8% 8  Chin J Neuromed, August 2009, Vol.8, No.8 . 777 .

- HLAl AT 5T

(R AR T XS /) B P A R 1T 43 7
DRAPPE RIS

Fack Rk Y% XHF O IMER

[(FE] BR BOIREIUE B/ BUSrE A sE B0 e i R s I e, FiE 0%
Blb/c 31 38 £ /N B 4% MR Bl WL A7 295 43 0 1E & 6 BRZL (N 4, A AT AT 4 B A T R 41(C 41, [T
JEUR BRGNS BB LT SR B AT ST AL(CT L), ek 24 117 5 P /DN BRUG B2 J2 A T A Y, 1% 4R a8
N+ 2P AT BE 241 (HP+CI 4 AR 48 F03E b7 J o T2 06 375 5 W 4 /D BRI 2 S22 A BE AR A R FH AT 2
GoPE DN MNP I B A 920 73k A BT M 2 T e PR I AESC AR BLI e A da oA, 4
RB(1) WAL A N 4l C 41k & B FE 4L | CT AT HP+CI 41 ¥4 UL B @ e i A A8 &L | Horp
HP+CT 41 i 45 6 R B4 CT 41 BH Sk /N | 25 3 G il 24 5 (P<0.05); Q)M & Th BB VT 4 Hh 4% . N 41 C
2 TC A0 2 Dy RE B AE IR | CT 41A HP+CI 21 H 300 I it 2 ) R e A5 R | 4 28 D) B8 1T 43 P J BRI,
o HP+CI 41 # 22 D RE VT 43 Eb CT 4198 B3, 22 5 A G it % 22 X(P<0.05); Q)AL di - He 4 . N 41 .C
A1 /N B i 2 )2 1 0L TUNEL BH 7% 410 A2, CT 41 1 HP+CI 41 TUNEL FH P 40 e %0 3 &2 ) Hop
HP+CI 41 TUNEL BHVEAN B C1 A/ | 25 5 A Bt 2478 L (P<0.05),  £5i%  R&E HUE N v 8
T 3t /I 70N R b A B AL ek A6 9 T 7 A D I A N e A 98 40 ) £ 1

[XBR] METEN,;, 2T, 40T

[FES%ES) R7433 [X#ARIREG] A [XEHS] 1671-8925(2009)08-0777-04

Protective effect of hypoxic preconditioning against cerebral ischemic injury induced by acute
cerebral infarction in mice NIU Jing—zhong*, ZHANG Yan-bo*, YANG Ming—feng*, LIU Li-li,
SUN Bao—liang®*.  *Department of Neurology, Alffiliated Hospital of Taishan Medical College, Taian
27100, China

[Abstract ] Objective To observe the protective effect of hypoxic preconditioning against
cerebral ischemic injury induced by acute cerebral infarction in mice. Methods Blb/c mice were
randomized into normal control, sham-operated, acute cerebral infarction (CI), and hypoxic
preconditioning with CI (HP+CI) groups. In the latter two groups, acute cerebral cortical infarction was
induced photochemically by cold light exposure of the brain tissue following intravenous Rose Bengal
injection. The mice in the sham-operated group received only cold light exposure without Rose Bengal
injection. Behavioral test, immunofluorescence assay and confocal laser scanning microscopy were
performed to evaluate the neurological deficits of the mice and assess the cell apoptosis, and the cerebral
infarction volume was measured. Results  No infarct was found in the normal control and
sham-operated groups, whereas obvious ischemic infarction foci were found in CI and HP+CI groups, but
the infarction volume was significantly smaller in HP+CI group (P<0.05). The mice in the normal control
and sham-operated groups presented with no neurological impairment, but in CI and HP+CI groups,
obvious symptoms of neurological impairment were observed with lowered neurological scores. The
neurological scores were significantly higher in HP+CI group than in CI group (P<0.05). Occasional
apoptotic cells were found in the normal control and sham-operated groups, while in the other two

groups, the TUNEL-positive cell number increased significantly. The apoptotic cell number was
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significantly smaller in HP+CI group than in CI group (P<0.05).

Conclusion Hypoxic

preconditioning may protect against cerebral ischemic injury induced by acute cerebral

infarction in mice possibly by reducing the cerebral infarction volume and cell apoptosis.
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Fig.1 Immunofluorescence staining of the apoptotic cells in the cerebral cortex of the mice(x40)
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