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Reversible posterior leukoencephalopathy syndrome with
solitary bilateral cerebellar swelling: A case report and
literature review

ZHANG Lankun, XIAO Jing, DING Caixia, SHAN Hua, SHENG Lei
(Department of Neurology, The Second Affiliated Hospital of Nanjing University of Chinese Medicine, Nanjing 210017, China)

Abstract Reversible posterior leukoencephalopathy syndrome is a group of rare clinical encephalopathy, its main clinical
manifestations are headache, rapid development of intracranial hypertension, epilepsy, visual disorders, mental
disorders and other neurological damage. The classic imaging change is reversible posterior parietooccipital lobe
white matter damage. In clinical, isolated bilateral cerebellar lesions are rare. Based on the experience of diagnosis
and treatment and review of relevant literature, the author hopes to know more and mastery of the disease for
clinicians, so as to avoid misdiagnosis and delayed treatment.
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Figure 1 CT plain scan of the head shows small low density

shadow in the right cerebellar hemisphere
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B2 LAMRI-DWIF SR LARRERES
Figure 2 MRI-DWI sequence of the head shows no obvious

abnormal signal

B3 kAIMRI-ADCF 51 B IR B E S BT
Figure 3 MRI-ADC sequence of the head shows patchy high

signal changes

El4 SKAIMRI-T1 WIFF 7 R BIER HRIESHE

Figure 4 MRI-T1 WI sequence of the head shows low signal

changes

s SKAIMRI-T2 FLAIRFF 51 D X0 /N i < 3K % 45| SR G 7E 5
FERESHE

Figure S MRI-T2 FLAIR sequence of the head showed high
signal changes in the scattered patches of bilateral cerebellar

hemispheres and vermis

El6 SkMIMRI-T2 WIF 5 /NG IR B AE B/ B R S
Figure 6 MRI-T2 WI sequence of the head shows the high
signal changes of the scattered patches in the cerebellar

hemisphere

&7 Sk FIMRIE 38 1348 ok D0 15 58 50 i
Figure 7 MRI enhanced scan of the head shows no

enhancement effect
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8 Sk ATMRA T 7= U AR B B oK Fi f= 3 Ak
Figure 8 MRA of the head suggests the left embryonic posterior cerebral artery

El9 E&LAIMRIZRT1 WI, T2FLAIR, T2WIRADCFIMAMHARREESHT
Figure 9 MRI reexamination showed no significant abnormal signal change in T1 WI, T2 FLAIR, T2WI and ADC
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