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Fig 1 Photograph of rat brain at autopsy after 24 h
of right MCAO
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Fig 2 Photographs of coronal sections of rat brain re-
moved 6 h after right MCAO and reperfusion.
The infarct area cant be stained by TTC
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Tab I  Expression of NADPHd in rat

forebrain(x* s)

Group n Pre IR30min IR6h IR24 h IR 4d
IR 6 2558 99k 9% 106t 8  SH- 1TX 25+ 6
LNA 6 224 50k 20% 4854 of |4 26t 6

SNP 6 4H 8 126- 164 143230 gk gkA 0¥
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Fig3 Increased NADPHA positive cells accompanied
by mild staining of small vessels after 6 h of

right MCAO and reperfusion in SNP group
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Fig 4 Cell apoptosis showed by TUNEL staining in
the infarct core of rat after 6 h of right
MCAO and reperfusion (TUNED< 400)
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2 TUNEL (vt s,n= 6)
Tab 2 Apoptotic cells by TUNEL staining (xt s, n= 6)
Pre IR 30 min IR6 h IR 24 h IR4 d
C 0- 4 172+ 12% 209t 14% 120+ 14% T &
" B 1555 17% 130 13% 136k 2% 37 K
C 149F 1% 179F 204 118F 14 sat 17
ENA B 127 294 123t 12% 92t 12 485 *
C 210k 24%A 2441 27 78E 1774 12+ g
SNP B 155+ 19% 174+ g 120+ 16% 32+ g

*: P <0.05vs Pre; A: P <0.05vs the same area of the same time point; G infarct center; B infarct boundary
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Study of the relationship between the quantity of nitric oxide and neu-

ronal apoptosis after focal cerebral ischemia in rats
Shi Shugui, Shao Shugin, Chen Kangning (Department of Neurology, Southwest Hospital, Third Military Medical Univer—

sity, Chongqing,400038)

Abstract Objective: To study the relationship between the quantity of nitric oxide (in term of the ex—

pression of NO synthase) and neuronal apoptosis after focal cerebral ischemia Methods: Focal cerebral is—

chemia was induced in adult wistar rats by ligating the right middle cerebral artery. The area of brain infarct
was measured with T TC staining. NO synthase (NOS) was determined with N ADPHd histochemistry. Neu—
ronal apoptosis was measured with TUN EL technique and the proportion of apoptotic neurons with FCM.

Results: The number of NADPHd positive cells was positively correlated to the number of apoptotic neurons

in the early stage. SNP, a donor of NO, increased not only the number of NOS expressing cells but also the

proportion of TUNEL positive cells 30 minutes to 6 hours after reperfusion. L-N A, an inhibitor of NOS, de-

creased the number of NOS expressing cells and the apoptotic neurons but enlarged the area of infarct. Con —

clusion: NO may be involved to neuronal apoptosis in the early stage after the onset of focal cerebral ischemi-

a.
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