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Amyotrophic lateral sclerosis with severe
degeneration in the precentral gyrus fifth layer.
by
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Amyotrophic lateral sclerosis (ALS) is the niost com-
mon form of motor neuron diseases, Pyramidal signs
in ALS are generally attributed to degeneration in the
precentral gyrus. However, from neuropathological
points of view, severe degeneration in the precentral
gyrus is a rare [eature, In fact, only a few reports have
mentioned devastation of the precentral gyrus. In the
present study, we investigated neuropathological
changes in ALS patients without artificial respiratory
support during the entire clinical course. Of 21 cases
examined, we found only two cases in which marked
loss of motor neurons such as Betz cells, severe
astrocytosis, and occurrence of small groups of fat pran-
ule cells are present in layer V of the precentral gyrus.
The results of this study confirmed that a small num-
ber of ALS cases do exist where the primary motor cor-

tex is severely affected.



