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1 AA L, gSCBF xt s,n= 12)
Tab1 Changes of gSCBF at Lz spinal cord after AA occlusion and reperfusion (¥t s.n= 12)
Absoluted value of g SCBF (ml min™ " 100 g™ ") Percentage decreased (% )
Time (min) Site
Contwol Occluded Rep erfused Control Occluded Reperfused
2 left 40.99t 9.68 40. 16= 15. 30 23. 20t 9.36° 0 2.02 43. 40
right 46.18 9.22 43. 86t 15. 42 26 47 6.30° 0 5. 02 42 68
5 left 49. 64 4.07 39. 58t 3.85 20. 22+ 3.43 0 20. 26 41. 14
right 49. 83t 13.06 41. 25 8 76 27. 45+ 11. 82 0 17. 22 44. 91
10 left 45.31 4.75 44, 568 4. 37 34 68 718 0 1. 66 23. 46
right 47.58F 7.11 43, 88F 4. 57 32 25K 5.83° 0 7.78 3222
*: P <0.05 vs control or ischemia
2.2 ko BB PR REE {25 R4 R 22 , 64 , 33
50 . 86 (51.560 ), 17 (26. 566 ), 14
s N ( Excitation). (In- (21.88%0 ); SCU Ds s
hibition) (Non-response) ( 2 (P <0.05), AA 5 min
HIST t (2min  51.2%% ,5min  73.33% , P <0.01),
12.01 ! o A 10 min (58% , P <0.05),
controll ischemia
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= = Lo = = s | Tab 2 Effects of spinal cord ischemia on SCUDs
0 25 50 75 100 125 150 175
- { Total No. No- of various responsiv e neurons(% )
) f B Time (min)
. 960 ' ) neurons Excitation Inhibition Non—response
2 control | ischenma
. [ 2 41 21 (5122 9(2L95  11(26 83)
:g‘: 64.0 =
& : 5 15 11(73.33° 4 (26.67) 0 (0. 00)
%320
s 10 8 1(1250) 4 (50,000  3(37. 50)
0 25 S0 75 100 125 130 175 Total 64 33 (5156 17 (26.56)  14(21. 88)
J|’ c ¥ : P <0 05 vs excitation, inhibition and non-response
48 04 I
control : ischemia
l AA . 64 8
!
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Tab 3 Effect of spinal cord reperfusion on SCUDs
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Fig 2 Histograms of the effects of ischemia on L, spinal cord
neuronal activities in rat
A) excitatory effect; B) inhibitory effect; C) no effect

Note The beginning of abdominal aorta occlusion is

indicated by the vertical line with the arrows
(¢ ); abscissa Time (s); ordinate spikes per

bin

Total No. No. of various responsive neurons (% )
Time (min)
neurons Excitation Inhibition Non-response
2 37 11 (29.73) 18(48.65) 8 (21.26)
5 9 7(77.78)"" 2(22.22) 0 (0.00)
10 10 1 (10.00) 9(90.00)" 0 (0.00)
Total 56 19 (33.93) 29(51.79) 8(14.28)
¥ p <0.05 %% p <0.0l ys excitation, inhibi—

tion and nonsresponse
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Effects of ischemia and reperfusion on spinal cord unit discharges in rats
Wu Yamin, Liao Weihong ( Research Institute of Ield Surgery, Daping Hospital, Third Military Medical University,

Chongging, 630042)

Abstract After of the abdominal aorta (AA) 1 cm above the left renal artery were occluded and reper—
fused in 86 rats, the gray matter spinal cord blood flow (gSCBF) in the I, region was measured with the hy-
drogen clearance method and the spinal cord unit discharges (SCUDs) were recorded extracellularly with the
glass microelectrode to investigate the effects of ischemia and reperfusion on SCUDs. Of the animals, 36
were randomized into three experimental groups according to the time of reperfusion after ischemia, namely,
2 min in groupl , 5Sminingroupll and 10 min in grouplll. Other 50 without the reperfusion served as the
control- It was found that g SCBF in L2region in the three experimental groups were decreased to various de—
grees immediately after the AA was occluded and significantly decreased before the reperfusion started. Of
the 86 SCUDs recorded in the 50 animals, 22 (25. 58% ) disappeared and 33 were significantly increased ( P
<0.05) after AA occlusion and 30 (34. 88% ) disappeared and 29 were significantly decreased (P <0.05) af-
ter reperfusion. There were different reactions of SCUDs to ischemia and reperfusion in the three groups
reperfused at different time. Our findings suggest that neurons in the spinal cord of rats are remarkably sensi—
tive to ischemia, and even one slight decrease of g SCBF in the I, region can cause the remarkable increase of
SCUDs of the neurons- When the reperfusion starts, SCUDs of the neurons are gradually decreased with a
decrease of their excitability and tolerance
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