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Discussion

Isolated cerebellar infarction is a rare occurrence not only in childhood but also in
adulthood. The clinical features of cerebellar infarction cover a wide spectrum,
mimicking symptoms and signs from acute labyrinthitis to a rapidly expanding
posterior fossa mass lesion with brain stem and cerebral dysfunction2:3, |t has
been concluded in various studies that cerebellar infarction is uncommon, but the
true incidence is not known45 |In children, acute cerebellar ataxia, acute
labyrinthitis and drug intoxication may result in the onset of acute cerebellar signs
and symptoms®.7. In a number of previous reports, trauma to the vertebral artery
and chiropractic manipulations have been implicated in this condition8.9,

The diagnosis of cerebellar infarction had a poor prognosis in the pre-CT scan era,
and postmortem studies show that the diagnosis was often overlooked. The
introduction of CT has made it possible to rapidly distinguish cerebellar infarction
from hemorrhage'0. But it has been reported that the correlation between
angiographic and CT localization of the infarction is not good, and that CT has
limited resolution in the posterior fossa because of the presence of bony
artifacts11. Moreover, CT is often normal in the first 48 hours after an ischemic
infarction even with high resolution scanners!2. In our case, low density areas
were noticed in both cerebellar hemispheres. Since MRI has no bony artifacts and
infarctions can be visualized earlier, information obtained by MRI is superior to
that of CT13-15, |n our case, the high intensity areas on the cerebellar hemispheres
were more on the left side, indicating that the cerebellar infarction was clearly
detected. Information obtained by MRI regarding the extent and localization of the
lesion was much better than that obtained by CT. With the introduction of
IMP-SPECT, it has become possible to evaluate brain perfusion noninvasively16.
Single photon scanning with intravenously administered |-123 amines or 99mT¢
labelled amines such as 93MT¢c-HMPAO is innocuous to the patient, requires a low
level of cooperation and can be performed by nuclear medicine personnel familiar
with SPECT. To our knowledge, no significant morbidity has been reported with
IMP-SPECT. The distribution of IMP mainly reflects the regional cerebral and
cerebellar blood flow on the images taken immediately postinjection. Decreased
tracer accumulation indicates the presence of ischemia. In the present case,
perfusion defects were clearly demonstrated by IMP-SPECT, with anatomic
information inferior to that of MRI. Follow-up study of IMP-SPECT revealed that
perfusion to the involved areas was better than in the previous study, supporting the
follow-up angiographic data. The second MRI successfully demonstrated that
the high intensity areas became smaller, indicating either a resolving of
vasospasm, edema and/or recanalization of some occluded vessels. Angiography
is a classical imaging modality which evaluates a cerebellar infarction, but it may
not show the exact location of the cerebellar infarction because the distribution of
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vascular territories in the cerebellum is quite variable. Moreover, infarcts may
involve only some part of a vascular territory, but fortunately clinical history, CT,
IMP-SPECT and MR follow-up studies always help in establishing the correct
diagnosis. _ .

In conclusion, MRI is the method of choice for evaluating cerebellar infarction, but
it is not routinely available. Moreover, patients with resuscitation devices cannot
undergo MR evaluation. Although anatomic information obtained by IMP-SPECT
is inferior to that of MRI, it can demonstrate perfusion abnormalities of the
cerebellum and is valuable in its follow-up. :
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