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Fig 1. [*HI GABA (0.05 uM) uptake by

homogenates from various regions of brain. 3
mice /point
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Fig 2. Double reciprocal plots to GABA concen-
tration on rate of GABA uptake. V =pmol/min/
g brain tissue; s = GABA concentration.
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Fig 3. Non-competitive inhibitory effect of
AOAA on the high affinity GABA uptake system
of cerebral cortex. Homogenates were preincu-
bated with AOAA for 15 min and then incubated
with [*SH]JGABA for 10 min. 3 mice/point.
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Fig 4. No inhibitory effect of AOAA on low
affinity GABA uptake system of cerebellum. The
concentration of GABA range from (.2 mM to
1.28 mM. 3 mice/point,
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Fig 5. AOAA inhibition of [*H]JGABA and

GABA-T activity of cortex. Brain homogenates
20 mg was incubated with AOAA for 15 min and
then incubated with [*H]JGABA (.05 pM for 10
min,
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Tab 1., [*HIGABA uptake (umol/min/g brain
tissue, X+SD) 4 h after mice ip AOAA or saline

GABA concn 0.05--[,1M
Control SSiOA(A) 8 4+0 Z(A)
AOAA 30 mg/kg 7.440.3(4)** 8,5+0.3(5)

AOAA 60 mg/kg 7.1+0.5(5)"* 8.3+0.4(4)

**p< 0.05 as compared to control;
Number of mice in parcntheses
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ABSTRACT The kinetic analysis demon-
strated 2 distinct uptake systems for GABA
in various regions of mice brain. One system
showed a relatively high substrate affinity
K,.=12.6uM, while the other showed a low
affinity K, =110uM. Aminooxyacetic acid
(AOAA), either added to the incubation
medium or injected ip, showed inhibitory
effects on high affinity GABA uptake
system. The inhibition of AOAA seems not
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INHIBITION OF AMINOOXYACETIC ACID ON
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to be related to the inhibition of GABA-a-
ketoglutarate transaminase (GABA-T).
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