P A AR

[XERS]

1000 -4718(2008)03 -0519 - 04

P24 fiag R 1 K FR A OX, R FRi%

BaaE’, KHRS, %Y
CRM R — B REBE A2 AR, TR X 450052)

SHIERT

[ E] BHi: ook i aE 24 - 1(0X, R) BRA KBS B R 2Bk, A 84
FLDUIZ i 3l ik 7 A8 A i SR A B, S 7K o B X488 P il R I K R AT 0 22 AT PR, S 41 Ak B 2R OX, R
HIFeE , SR RE T —EHE OX, R TR EN . G55 8l 15d Bf KRNI iBIZee I BRE,1 A2 A
ek 15 d BERIA M SICIZRE A Prir st . [T, B S B — #4230 15 d OX, R MR B ® 1 ARt
OX,R {FXH BT 15d,2 ABF OX,R MR AFRME ., WAL EE 15d B4 41024 ,1 A5 KE o400
TS 2 ARSRAERESREIER . TArGEIIGIES OX, R I LAEMES LA RE. 451018 1 f 4 in i
fhEt OX, R R BE DAL, BHER RGE A RE7ESL M IR 56 K B R E— S NiESER.

[R8A] WWHRIM; Orexin; OX,R; KK,

[RES#S] Q189 [SCEMARIRE] A

OX,R expression in chronic ischemic brain tissue of rats
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[ ABSTRACT]
and the change following the ischemic process. METHODS: The cerebral ischemic model was established by ligating doub-

AIM; To study the orexin —1 receptor (OX;R) expression in chronic ischemic brain tissue of rats

le carotid arteries in rats. The behavior of the models was evaluated by water maze. The OX;R expression was determined
by immunohistochemical technique, and the location of OX,R expression was further confirmed by double immunofluores-
cent staining. RESULTS : The intelligence of rats 15 d after ligating double carotid arteries was impaired obviously, and
improved in 1 month and 2 months compared with the model in 15 d. At the same time, the OX; R expression increased ob-
viously from acute phase until 15 d of cerebral ischemia and decreased notably in 1 month compared to the model in 15 d,
and then increased significantly for the second time in 2 months of model. From the histology, partial neurons of 15 d model
rats got atrophy, and most neurons in 1 month model rats got cytomorphosis and atrophy, however partial neurons in 2 —
month model rats recovered normally. The OX, R expression was confirmed in neurons definitely by double immunofluores-
cent staining. CONCLUSION : During the pathologic process of chronic ischemic injury, orexin system has two — way regu-
latory functions through.
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Tab 1 The number of positive, negative OX, R expression at all

the time point in cerebral cortex (G) and hippocampus

CAI(H)
Group Positive (C) Negative (C) Positive(H) Negative(H)
Control 502740 62+22 351640 4919
12 h after operation ~ 82+1°%® 50 +4 65+2°® 69 +1
24 h afier operation 95 +21*® 59 +4 75211°® 678
48h after operation  111+1°® 4513 66£11°® 59zl
Model (15 d) 114 £14%® 57 6 82:18%® 674
Model(1 month) 452240 53£31  37:16“F  29:18
Model(2 months) ~ 69+22°® 47422  58+38°® 40127

" P <0.01 vs control;“P <0. 01 »s model (15 d) ;®P <0.01 wvs
model (1 month) ;7P <0.01 »s model (2 months).
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Fig1 The OX;R expression in chronic ischemic brain cortex of every group( x200).
E1 ®ARER OX,RRE

Fig2 The OX,R expression in chronic ischemic brain hippocamp CAl of every group( x200).
B2 &4A#HED CAl KRy OXR Fik
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Fig3 The OX,R expression in chronic ischemic brain hippocamp CA1 of 15d model rats (double immunofluorescent staining, x400).
B3 15 dERBAFD CAl REIWIRRZRK
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