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duration of air
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% 8 water/ £ tissue (mean=+SD, n=7) T&%
-7z, MP #%5BCIIBRAI12RME%ICI279.7T+
0.6,69.9+1.2, 79.7£0.3% £ water/ £ tissue

(n=8) &%k ~i, AEKGEIE 2 o—1
WU IR BRI 120 B, IR T
BEBLENE -7, TR TLIE
BEBICHLUKSENIAECHFIEN: (F
2).

MP #5870 ICBF ® 2> } uv—)VEl3 K HE,
BHE, BEZNFN68.7+16.6(n=10), 23.6+
4.3(n=9), 44.8+10.1ml/100 8 /min(n=8§)
ThHIFERSHENIY u—NECHLETE
R7%drotz:, MP#ESBICBWTLHEE, 8
ICBF iR 8 ML N EEICETLIZLS,
1205 I3 F N2 N5T.4+14.1,16.3+4 . 8ml/
100€/min &%, 3> F o—L84.3+14.3,
70.1£20.8% F CTIEFL 7. L4 L, BEICBF
12 MP #5.ic L » TBAI108 % L D IER 58
L FEICEMEE2RL 2, —F5#RK ICBF (2
KU CRELE TR -2, T4b
L, MP I3 K, K ICBF (KT # B EIcHE
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Experimental brain edema produced by exposure to air.
Part 1. The effect of high-dose methylprednisolone on brain
edema and cortical and subcortical neural activity.
Fumiyuki MoMMA
Department of Neurological Surgery, Okayama University Medical School,
Okayama 700, Japan
{Director : Prof. A. Nishimoto)

The present study was carried out to evaluate the effects of methylprednisolone (MP, 30 mg/
kg) on brain edema and subcortical neural activity in anaesthetized cats with the cerebral
cortex exposed to the air. MP was administered intravenously immediately after cortical
exposure. After treatment with MP, significant reduction of edema was demonstrated in the
primary semsorimotor cortex, white matter, and thalamus compared to the control. MP
significantly increased local blood flow in the cortex and thalamus, but not in the white
matter, and also protected the cortex against the ischemic suppression of the direct cortical
response. However,MP did not affect the prolongation of the N; latency of the somatosensory
evoked response. The effect of steroids on cortical neural activity, including their beneficial
effect on cortical edema and ischemia, may explain the rapid clinical improvement following
administration of steroids.



