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Steady State Visual Evoked Potential
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Fig. 1 A typical example of the change in
evoked field potential responses. Two-
hundred average visual evoked field
potentials were recorded from
contralateral visual cortex in the normal
mouse. 1 : 1~200, 2 : 201~400, 3 : 401
~600, 4:601~800. The latency and the
peak latency were shortened and the
amplitude was facilitated through
repeated advances.
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Fig. 2 The average visual evoked field poten-
tials were recorded from the contralater-
al and ipsilateral visual cortices in the
normal mouse. The ipsilateral visual
evoked field potentials revealed the
synaptic delay across the corpus cal-
losum.

Hypogenesis

contralateral

ipsilateral

spv
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Fig. 3 The visual evoked field potentials were
recorded from the contralateral and ip-
silateral visual cortices in a mouse of
hypogenesis of corpus callosum. The
amplitude was decreased in the ipsilater-
al cortex.
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Agenesis
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Fig. 4 The visual evoked field potentials were
recorded from a complete acallosal
mouse. A case of the amplitude of the
potentials almost diminished in the ip-
silateral visual cortex.

Agenesis
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contralateral

ipsilateral
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Fig. 5 The visual evoked field potentials were
recorded from a mouse with no corpus
callosum. This was a case of an absence
of optic chiasm. The visual evoked field
potentials were obtained only from the
ipsilateral visual cortex.
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Fig. 6 After amputation of corpus callosum,
the visual evoked field potentials were
recorded. The ipsilateral visual evoked
potentials were completly diminished.
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Table 1 The comparison of the visual evoked potentials between the normal
and the agenesis of corpus callosum mice.

Normal Agenesis
complete; completq absence of
decussation decussation optic chiasm

Latency (msec)

contralateral 37.1+4.2 (n=38)

ipsilateral 41.6+4.6 (n=238)
Peak latency (msec)

contralateral 48.1+8.1 (n=26)

ipsilateral 54.2+6.9 (n=26)
Amplitude (V)

contralateral 25.9+8.5 (n=24)

ipsilateral 3.2+1.4 (n=18)
Duration (msec)

contralateral 16.3+3.1 (n=18)

ipsilateral 18.8+8.4 (n=18)

39.9+ 40 (n=7) -

481+ 58 (n=7)* *

51.9+ 7.6 (n=7)
63.0+10.2 (n=7)*

2081 9.0 (n=7)% %
04+ 0.4 (n=2)%

248+ 3.7 (n=5)% *
238+ 7.5 (n=5)

674445 (n=2)% *

BLOE5.7 (n=2) % *

6.3+1.9 (n=2) % %

29.2%2.5 (n=2)

* P < 0.05 * %P <0.01
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The visual evoked field potential
in the congenital acallosal mouse.
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The congenital absence of corpus callosum has been recently found to occur among some
mice of the ddN strain in our laboratory. In this experiment, the differences of the visual
evoked potentials among the normal corpus callosum, callosal hypogenesis and agenesis in ddN
strain mice were investigated. One-Hz- flash stimulations were given on the left eye through
a glass fiber connector from the EEG stimulator. Under Nembutal anesthesia, two hundred
times of average evoked field potentials were recorded from the contralateral and ipsilateral
visual cortices. Electrophysiologically, the normal mice showed complete decussation on the
opic chiasm. On the other hand, the complete acallosal mice could be classified into two types,
such as those of complete decussation and those of absence of optic chiasm. In the complete
decussation of acallosal mice, the latency, peak latency and duration of these potentials from
ipsilateral side significantly prolonged, and the amplitude of the potentials extremely dimini-
shed. In the absence of optic chiasm of complete acallosal mice, the potentials were obtained
only in ipsilateral cortex. After amputation of the corpus callosum in the normal mice, the
visual evoked field potential showed similar to acallosal mice. However, in the hypogenesis of

corpus callosum, there was no significant difference in the potentials compared with the

normal mice.



