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Cerebral Atrophy and Crossed Cerebellar
Atrophy Following Acute
Subdural Hematoma in Infant
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Shinya Fujii, Toshibumi Kinoshita,
and Toshihide Ogawa

Crossed cerebellar atrophy (CCA)on imaging study reflects
secondary degeneration of the cerebellar hemisphere caused
by neuronal disconnection with the contralateral cerebral
hemisphere.

We report an 11-month-old child with traumatic left acute
subdural hematorna, who showed crossed cerebellar atrophy
on MR images. Eighteen months after the trauma, MR images
showed brain atrophy not only in the left cerebral hemisphere
but also in the right cerebellar hemisphere. The cerebellar
atrophy was prominent in the lateral part. This finding is
consistent with CCA. and may support neuronal interactions
between the cerebral hemisphere and the lateral part of the
contralateral cerebellar hemisphere.
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Fig. 1 CT scan obtained at
admission reveals acute left
subdural hematoma mixed
with areas of large low attenu-
ation (arrows)and small high
attenuation (arrowheads).
Brain swelling and obscuration
of the corticomedullary junction
is noted.
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Fig. 3 Axial(A-E)and coronal (F)FLAIR images obtained 18 months after admission.
A, B: Left cerebral hemisphere and right frontal lobe show hyperintensity with prominent atrophy. Left occipital sub- i
dural hematoma is still present. Hyperintensities are also seen in the left internal capsule and cerebral peduncle

Fig. 2 CT obtained at two
weeks after admission shows
pneumocephalus following
operation in the left frontal
region (arrows). Left cerebral
hemisphere and right frontal
lobe show mild to moderate
atrophy. Diffuse gyral high
density is observed in the left
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C, D: Hyperintensilies are observed in the left pontine base. Right middle cerebellar peduncle shows moderate atrophy.
E, F: Lateral portion of the right cerebellar hemisphere shows hyperintensity with moderate atrophy.
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