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Reversible splenial lesion syndrome: two cases report and review of literature
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[Abstract] Objective To report 2 cases of reversible splenial lesion syndrome (RESLES) and to
summarize some key points in diagnosis and treatment of this disease. Methods The pathogenesis,
clinical presentations, neuroimaging features and outcomes of 2 cases with RESLES were retrospectively
analyzed and related literature was reviewed. Results Two patients, including a 24-year-old female and
an 18-year-old male, presented with sudden-onset neurologic symptoms, which became prominent after the
initiation of an upper respiratory infection. Both patients were previously healthy and had no history of
seizure, usage of antiepileptic drugs, or any type of vaccination during the last 2 years. Case 1 just
presented with non-vertiginous dizziness. However, Case 2 presented symptoms such as dysphrenia, fever,
rigidity, tremor, leukocytosis and creatine kinase (CK) elevation. Their clinical presentations were
nonspecific, without evidence of callosal disconnection syndrome. They were treated with corticosteroids.
Clinically, both patients were greatly improved after 14 and 21 days. Cranial MRI showed an isolated
lesion centered in the splenium of the corpus callosum. The lesions were round-shaped without contrast
enhancement, and disappeared after complete remission of the underlying disease. Conclusions To our
knowledge and according to previous reports, RESLES is a distinct clinicoradiological syndrome of varied
etiology. In addition to sudden withdrawal of antiepileptic drugs and infection, RESLES can be caused by
neuroleptic malignant syndrome (NMS). The outcome of the above mentioned cases supports the opinion
that prognosis depends on the underlying disorder, but not on the presence or absence of the splenial lesion.

[Key words] Corpus callosum; Brain diseases; Neuroleptic malignant syndrome; Magnetic
resonance imaging
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Figure 1 Cranial MRI findings of Case 1 on admission. Axial
T/WI did not reveal any abnormality (Panel la). Axial T,WI
depicted mild high - intensity signal in the splenium of the
corpus callosum (arrow indicates, Panel 1b). Axial FLAIR

showed mild high-intensity signal in the splenium of the corpus callosum (arrow indicates, Panel 1c). Axial DWI showed high-intensity
signal in the splenium of the corpus callosum (arrow indicates, Panel 1d). Axial enhanced TiWI showed no contrast enhancement
(Panel le). Figure 2 MRI findings of Case 1 on the 17th day showed complete disappearence of the lesion in the splenium of the
corpus callosum. Axial T\WI (Panel 2a). Axial T,WI (Panel 2b). Axial FLAIR (Panel 2¢). Axial DWI (Panel 2d). Axial enhanced

T\WI (Panel 2e).
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T/WI (Panel 3a). Axial T.WI (Panel 3b). Axial FLAIR (Panel 3c).

REWETE T W 3b  REWTIE T-WI 3¢ REWTIA FLAIR B012  3d  ff
Wi DWI B4 B2 & ABES 1 MRIK A T 0L 4a BEWGE T WILE A, BEIRAE S R LSS HES  4b  REWTE oW1 R, B
NGRS A 5 (B Sk FT7R) 4e BEWT IR FLAIR BUAR 2R, DRI A S (5 5 (Ji Sk iR ) 4d BEIBT IR DWW, F G 14 e
WEES (FFLFR)  de MEWTHIEME T WL B R TIE BS5 §l28&EABE 1A MRIKGE B, BFIG A 5 5 % 655
SEANR 5a BRI T,WI Sh BEWTTEI TLWI Sc BT FLAIR {4

Figure 3 Cranial MRI findings of Case 2 on admission revealed no abnormal signals of the splenium of the corpus callosum. Axial

Axial DWI (Panel 3d). Figure 4 MRI findings of Case 2 one

week after admission. Axial T\WI did not reveal any abnormality (Panel 4a). Axial TWI depicted mild high-intensity signal in the

splenium of the corpus callosum (arrow indicates, Panel 4b). Axial FLAIR showed mild high-intensity signal in the splenium of the

corpus callosum (arrow indicates, Panel 4c¢). Axial DWI showed high-intensity signal in the splenium of the corpus callosum (arrow
indicates, Panel 4d). Axial enhanced T\WI showed no contrast enhancement (Panel 4¢). Figure 5 MRI findings of Case 2 one month
after admission showed complete disappearence of abnormal signals in the splenium of the corpus callosum. Axial T\WI (Panel 5a).

Axial T,WI (Panel 5b). Axial FLAIR (Panel 5c).
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Hp 3% 3zt BR % 3A 3R (F)

BB A W
neurological intensive care unit(NICU)
M IEEBE  neuronal nuclei( NeuN)
M2 IE WAL neuronal intranuclear inclusions(NIls)
Uk S E R EELEG  neuron-specific enolase(NSE)
Bf ) CBK  time-of-flight(TOF)
YT field of view(FOV)
KIFE-HARAIZ TR varicella-zoster virus(VZV)
P SRR X FL S AR i
papillary tumor of the pineal region(PTPR)
RIS L AL somatosensory-evoked potentials(SEPs)
RO 2 46 - IR I F A

in vitro fertilization-embryo transfer(IVF-ET)
A
Z % synaptophysin(Syn)

ceruloplasmin( CP)

- /)N ] HiL -

microtubule-associated protein tau( MAPT)
/N RNA - micro RNA(miRNA)
PURZHi#E  West Nile virus(WNV)
REGMELLTERIE  systemic lupus erythematosus(SLE)
A ETT  cytokeratin( CK)
MM E CHAILEE  cytochrome C oxidase(COX)
UFHLEF  shrimp alkaline phosphatase(SAP)
Ti#A#  subcommissural organ(SCO)
2L A i JULIP 1 8 3L R ML AE AR A PP RE A
mitochondrial encephalopathy with lactic academia and

stroke-like episodes(MELAS)
B YLPESERG  emerging infectious diseases(EID)
HAERE RN sexually transmitted disease(STD)
PEFEPE 535 €0 i TS5 RO ) 77

selective serotonin reuptake inhibitor(SSRT)



