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Fig. 1. Extinction speed of monocular head OKN after
picrotoxin injection into the opened eye. Each point
represents the mean + SD (n = 5~7).
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Fig. 2. Extinction speed of monocular head OKN after
picrotoxin injection into the closed eye.
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Fig. 3. Recording of monocular OKN before (A} and
after (B) picrotoxin (5 mM) injection into the opened
eye. The drum speeds are indicated on the left of the
figure. Arrows point to onset and to stop of the drum
rotation.Calibration: the vertical bars correspond to an
angular displacement of 10 deg and the horizontal bar Fig. 4. Mean values of velocity gain after picrotoxin(5
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Fig. 8. Mean values of velocity gain after bicuculline (1.5
mM) into the opened eye.
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Effect of GABA Antagonist in the Monocular Optokinetic Nystagmus of the Chicken
Myoung Soon Kim (Department de Neurophysiologie et de Biology des Comportements, Univer-

site de Louis Pasteur, Strasbourg, France)

Chicken monocular head and eye optokinetic nystagmus (OKN) were observed by coil record-

ings after intravitreal administration of GABA antagonists (picrotoxin and bicuculline) into the

opened and closed eye. Before injection of drugs the chicken displayed an OKN for T-N

stimulation being more efficient in evoking this visuomotor reflex than for N-T stimulation. The

injection of GABA antagonist into the opened eye provoked a decrease or disappearance of the
head and eye OKN. On the other hand, the injection of GABA antagonist into the closed eye, the
head and eye OKN augmented. Thus, GABA antagonist abolished the directional asymmetry of

the head and eye OKN, indicating the involvement of GABAergic mechanisms in the inhibition of

the N-T component of the monocular OKN.



