DOI :10. 16016/ j,1000 5404. 2000. 2 (09

Vol. 22, No. 2
2000 2 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Feb. 2000 119
L E S . 10005404 (2000)02-0119-04
AR, AR, R ET ( . 400038)
H . (NOS) . (NO)
. ik
(NADPH-d) L8 NADPHA 2h
. 4548 NADPHA .
H 3 ; NADPH ;
R743.31 A

Changes of NADPHd neurons after focal cerebral ischemia in rats

SHI Shu-gui, SHAO Shuqin, CHEN Kang-nin
Chongging 400038)

Abstract Object ve : To investigate the changes of NOS-positive neurons following focal cerebral

ischemia.

Methods : Focal cerebral ischemia was induced in adult Wistar rats with occlusion of right mid-

dle cerebral artery. NADPH-diaphorase histochemistry was used to observe the changes of NOS-positive neu-

ons.

Results : After ischemia, the number of NOS-positive neutons in the foci was significantly in-

cieased and the neurors began to present morphological changes in 2 h after the ischemia. Conclusion :

NOS-positive cells are elatively tolerate to ischemic damage and apoptosis is the major manner of their

death.
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Fig1 NADPHd positive neurons with smooth cytomem- Fig2  Postischemia 6 h :NADPH-d positive cells with
brane, central light staining and consecutive pro- kndbby perikaryon, prominent cytomembrane
cesses in the cortex of control  (><200) and twist fragment dendrites  (><200)

4 d. ,
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Fig3  Postischemia 24 h :NADPHd positive cells with Fig4  Postischemia 4 d : NADPH-d positive cells with
more densed perikaryon and without processes, cornpacted perikaryon and twist fragment den-
(X400) drites, heavy staining for uessel wall around
ischemic center (< 100)

cells are vanishing
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