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Tab 1 Change of Na* ,K*-ATPase Activites and Ca’", Mg**-ATP asr Activites in Rabbits Brain (ymol pi * mg pro™' * h™")

Before After occlusion

After reperfusion

G .
Toup occlusion 6h 24 h

Control
4d 8d a4d 8 d

Na*,K+-ATPase

Ca®* ,Mg?*-ATPase

14.854+1.12 13.47+1.27 13.811+0.94 13.174+1.11 13.05+1.46 13.60+1.41 13.96+1.38

10.81+0.83 6.56+0.78% 6.33+0.92% 5.38%+0.44% 5.47+1.02% 5.8440.52% 5.9440.61% 10.05:+0.76

14.70+1.16

n =6, ¥, P <{0.01 ws control
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Tab 2 Change of Latencies of N1,P2 Wave in Rabbits (ms)
Before Affter occlusion After reperfusion
Groups . controt
occlusion 6h 24 h 4d 8d 4d 8d
N, 7.5040.11 10.0440.442 10.5740.66% 9.9040.418 9,9740.238 10.0740.2340 9.13+0.31280 7.60%0.16
P, 10.3040.74 14.1540.798 14.3440.814 14.2040.834 13.80+0.714 14.0230.8540 12.2040.6340  10.0740.72

n=6, N: P <0.01 ws control; (O); P <C0.05 vs occlusion

2.3 TCD %%
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CEOR BB 3 A, T X0 FEAE ARSI B .24 h R,

*3 HHHES MCA FHHRET{ (em/s)
Tab 3 Change off Mean Velocity of MCA (cm/s)

UEBR TR, BESLGN MCA R TR EREZ S HIE
HHEEFED,

After occlusion

Before After reperfusion
Groups Site .
occlusion 6 h 24 h 4d 8 d
Occlusion Left 32.17+3.52 42.38+4.778 46.72+5. 318 41.03+4.178 41, 331+4.712
Right 33.8143.17
Reperfusion Left 33.75%3.83 41.664-4. 378 45.03+4. 182 41.981+4. 622 36.7845.35
Right 32.80+4.02 27.73E£4.66 30.15+4.72

n==6, /\: P <0.01 ws control
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Changes of ATPase activity, somatosensory evoked potentials and tran-
scranial Doppler sonographs after middle cerebral artery occlusion in
rabbits

Lin Jian, Shao Shuging (Department of Neurology, Southwest Hospital, Third Military Medical University, Chongqing,
630038)

Abstract The activities of Na* and K*-ATPase and Ca" and Mg"-ATPase and the changes of so-
matosensory evoked potentials (SEP) and transcranial Doppler sonographs (TDS) were studied on a rabbit
model of middle cerebral artery occlusion (MCA-O). It was found that Na* and K*-ATPase activity was de-
creased immediately but no significant reduction of Ca'* and Mg"-ATPase activity was observed. The latency
of N, and P, waves was significantly prolonged and TDS showed no ipsilateral wave after MCA-O and the
mean velocity of blood flow in the contralateral MCA was inncreased. After reperfusion, the wave of the pre-
ocluded artery was restored.
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