o532 45 21 ¥ = O K OK ¥ % W Vol. 32 No. 21

2010 4E 11 A 15 H ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Nov. 15 2010 2273
e 1000 o A S
Y4 1000-5404 2010 21-2273-04 'L

FEBZ XY K BRI M A ik 1. 5 BT 5 4 B9 R 37 4E F

RAM Rt Wbif 400038 FEIR H A BRI PR AR IR BU SRR BT A AT Rl S T

WE  H PILERUHEEE S M IS B0 B s R E AL T AR AEME Wistar KRR 24 H
SR A N BFARM SBand A PEER K MAEREA 38 2 2530 R BROSUIN 351 5 2 Tk E S 02 A Sl e AR AR ) e s e A
5 mg/kg AL AEBEEK T LIAYTY BRI ELL10d RJ5 30 d 4b%E SRIGHFIF S RITHGE luxol fast blue LFB Zifayk
G E A LUl 2B AR 53 FI GRS il 1 B LA S BB RS B 25 11 myelin basic protein MBP  ARJ#PE A& H adenoma-
tus polyposis coli APC CC-1 FUEIEIE LT 4Efig & 1 glial fibrillary acidity protein GFAP Fikpysgm 458 HEFAR
SR HHR TR Al FIAE L K40 LFB Yefa ARy 37 259.6 £6 626.6 36 554.4 =7 865.7 ws 90 470.5 =5 004.6
MBP ik FFE 24 016.5+3794.8 23 923.6£4605.1 vs 65055.4+6839.9  CC-1 [AM:M/ DRI oligo-
dendrocytes OLs /> 33.0+9.6 32.0+9.8 ws 100.0=11.2  GFAP MM EEIRG4IMIE L  52.0£7. 4

50.0+9.4 »s 14.0x6.6 HARFEZES P<0.01 FHEIRYTEHEDZFMBZ A B Ehefl LFB 4L i
86 687.6+6 619.1 MBP EikTIE 61 604.5+6319.9  CC-1 FHYEAHMEIGE AN 91.0 £8.4  GFAP PHWH: 40 it Ko ik 2>
17.0 7.8 S5AMIBKALEHAREZSR P<0.01 4R FEEE AT 30605 I 55T 20 M 355 A8 2 17 0 1) 28
S S PR A i S5 ot T B 1 B A
SRS FERE Sm BEE HI8T KRR
hE%ES S R285.5 R322.81 R743.31 MRS A

Protective effect of catalpol on white matter injury due to chronic cerebral ischemia

in rats

Cai Qiyan Chen Xingshu Yao Zhongxiang Department of Histology and Embryology College of Basic Medical Sciences Third
Military Medical University Chongqing 400038 China

Abstract Objective To study the protective effect of catalpol on white matter injury due to chronic
cerebral ischemia in rats and its mechanism. Methods Twenty-four adult male Wistar rats were randomly
divided into sham-operation group ischemia group vehicle group and catalpol group 6 rats in each group. A
chronic cerebral ischemia model was established by ligating bilateral common carotid arteries. Ischemic rats
were treated by intraperitoneal injection with catalpol or vehicle normal saline at 5 mg/kg per day for 10 days
and killed 30 d after operation. Luxol fast blue LFB staining and immunohistochemical staining were used to
observe the effects of catalpol on expressions of myelin sheath myelin basic protein MBP  adenomatus polyp-
osis coli APC CC-1 and glial fibrillary acidity protein GFAP in white matter of rats. Results  The
LFB staining was weaker the expression level of MBP and the number of CC-1 -positive oligodendrocytes OLs
were lower and the number of GFAP-positive astrocytes was higher both in ischemia group and in vehicle group

37 259.6 £6 626.6 vs 36 554.4 +7 865.7 24 016.5 +3 794.8 vs 23 923.6 £4 605.1 33.0+9.6 vs 32.0 =
9.8 52.0+£7.4vs50.0+9.4 than in sham-operation group P <0.01 . The damage to white matter was more
significantly alleviated in catalpol group than in vehicle group P <0.01 . The LFB staining was stronger

86 687.6 £6 619.1  the expression level of MBP 61 604.5 +6 319.9 and the number of positice CC-1 cells

91. +8.4 were higher and the number of GFAP positive cells was lower 17.0 £7.8 in catalpol group than in
vehicle group P <0.01 . Conclusion Catalpol protects against white matter injury due to chronic cerebral
ischemia in rats by inhibiting the proliferation of astrocytes and inflammatory reactions.
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