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Abstract

Objective: To investigate the clinical features and diagnosis of cerebral apoplexy atrophy. Me-
thods: The clinical manifestations and diagnosis of a patient with olivine pons cerebellar atrophy
were analyzed and literature review was conducted. Results: The early symptoms of cerebral
apoplexy atrophy can be atypical, combined with the patient’s symptoms and MR “cross-sign” to
make a diagnosis. The olivine pons cerebellar atrophy has a high misdiagnosis rate and poor
prognosis, which should be paid attention to by clinicians.
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Figure 1. Pons, cerebellar atrophy (arrow)

B 1 Bl MRESEETRL)

DOI: 10.12677/acm.2018.89141 845 NS


https://doi.org/10.12677/acm.2018.89141
http://creativecommons.org/licenses/by/4.0/

Figure 2. T2 image Pons “cross sign” (arrow)
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