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A Histochemistry Study for the Effect of Cyclosporin A
on Cerebral Ischemia in Rats

LEI Wang-long, YUAN Qun-fang, YAO Zhi-bin

(Department of Anatomy and Brain Research, Sun Yat-sen University of Medical Sciences Guangzhou 510089, China)

Abstract: [Objective] To confirm the effect of immune factors on the pathologic change of cerebral is-
chemia, [Methods] 60 SD rats with focal cerebral iscemic model were divided into 3 day, 1 week, and 2 week

post-ischemia groups, which was further divided into cyclosporin A treatment and saline control groups. The

slices of the brain were stained with HE and TTC methods. [ Results] The histopathologic change was less seri-

ous at 1 week post-ischemia in cyclosporin A group compared with the saline group, and both infarct volume and

dying neurons were 3. 2% and 15.8/0.0625 mm’ respectively in cyclosporin A group, but in saline group, they
were 5.9% and 22.1/0.0625 mm” respectively, there were apparent differences betw een the two groups ( P<<

0. 05), About the two indexes, at3 day and 2 week post-ischemia, there were no apparent differences betw een

cyclosporin A group and saline group ( P=>0. 05). [Conclusion) Cyclosporin A could protect ischemic neurons

in rats, and the result suggested that the intervention of immune factors may aggravate the ischemic neuronic in-

jury.
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2~4), Table 2 “Dark” cells in saline and cyclosporin
, « , . . A groups (x+ts, n=5
. 3 d Ischemia Ischemia Ischemia
, 1 ( 2). A 3 days 1 week 2 weeks
Saline group 10.3+2.5 22.1£4.7 21.043.8
’ Cyclosporin A group 8 040.9 15.8£3.6 19.544.0
1 A P >0.05 < 0.05 >0.05

[2
Fig.2 At 1 week postischemia HE staining of section
in saline group
Left side of the figure is infarct foci that shows lost neurons and

inflammatory cells Carrows), and right side is the rim of infarct foci ’ A

that shows dark cells Carrow ). X 200

3 ds

Fig. 3 At 1 week postischemia HE staining of section
in cyclosporin A group (the left
The figure shows histopathologic alteration and dartk cell Carrow)
in the im of infarct foci. X 200 ’ ( ).

4 2 HE “« 7

Garcia
Fig. 4 At2 weeks postischemia HE staining of section (red)” « (ghost)”
in saline group (the right)
The figure shows histopathologic alteration and inflammatory cells

(arrow) in the 1im of infarct foci. X 200 ’
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