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had paroxysmal tonic spasms of both lower limbs, precipitated 
by sudden movement, which responded to carbamazepine. 
However, there was no evidence of demyelinating plaques in 
MRI of the brain. Hence, these tonic spasms are assumed to be 
caused by demyelinating lesions in the cervical and thoracic 
region that were not immedaitely evident on MR imaging .

The proposed mechanisms underlying PTS in demyelinating 
diseases are transversely spreading ephaptic activation of axons 
within a partially demyelinated lesion in fiber tracts at any level; 
and, increased ictal perfusion in the contralateral posterolateral 
thalamus. There is decrease in ictal perfusion in the contralateral 
basal ganglia, and altered regulation of dopamine release. In 
our case, transversely spreading ephaptic activation of axons 
appeared to be the most likely explanation of PTS.

Lack of familiarity with the association of PTS with NMO 
can lead to diagnostic difficulty, particularly in cases where  
they occur as a presenting sign in the absence of other NMO 
manifestations. Recognition of paroxysmal dyskinesia is 
important because of its association with the disease and the 
significant response to appropriate treatment.

Demyelinating diseases such as NMO should be considered 
as possible secondary causes of PTS in adults, and these 
dyskinesias can be the initial manifestation of this disease.
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Figure 1: Sagittal T2 weighted images of the thoracic spine showing the 
intraparenchymal hyperintensity extending from T1 to T11 with edema
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Movement disorders in anti‑NMDA receptor 
encephalitis
Sir,
A 15‑year old boy was admitted after an initial episode of 
generalized tonic–clonic seizure. Brain computed tomography 
and magnetic resonance imaging failed to reveal any lesion. He 

returned home with levetiracetam therapy but was readmitted 
2  days later after developing dysphasia, dyspraxia, and 
neuropsychiatric symptoms (panic, agitation, hallucinations). 
The electroencephalogram ruled out epileptic disorders. 
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Common causes of viral or bacterial meningoencephalitis were 
excluded by cerebrospinal fluid analysis. The diagnosis of 
anti‑N‑methyl‑D‑aspartate receptor (anti‑NMDAR) encephalitis 
was made on the basis of the detection of specific antibodies 
in the serum and cerebrospinal fluid. A treatment with pulse 
methylprednisolone was started (1 g daily over 5 days, with 
a progressive decrease over 2 weeks) and the treatment was 
combined with plasma exchange. From day 7, the patient 
developed a large variety of abnormal movements  [Video 
1]. These manifestations were partially controlled by 
sedative  (lorazepam) and neuroleptic  (risperidone) drugs 
and disappeared at the end of the plasma exchange sessions. 
The patient was further investigated by total body positron 
emission tomography (PET), and there was no evidence of a 
testicular teratoma.

Movement disorders typically appear after a period of 
prodromal and psychiatric manifestations in adults, 
however, they may be the initial manifestation in children 
with anti‑NMDAR encephalitis.[1‑3] The incidence of 
movement disorders may be as high as 86% in adults and 
84% in children.[4] They should be clearly differentiated 
from epileptic manifestations. Chorea is particular frequent 
in younger children, along with orofacial dyskinesias.[4,5] 
Stereotypic movements of the limbs and trunk are also 
commonly described, whereas opisthotonus seems less 
frequent.[4,5] In a series of 32 children and adolescents with 
anti‑NMDAR encephalitis, stereotyped movements and 
orofacial dyskinesias had a respective incidence of 85 and 
45%.[6] All these hyperkinetic movements usually improve 
together with psychiatric manifestations after the introduction 
of immunosuppressive therapy.
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Catathrenia: A rare disorder presenting as 
daytime sleepiness and headache
Sir,
Catathrenia or sleep related groaning is a rare disorder that 
is characterized by a moaning sound which is produced 
during prolonged expiration, primarily during rapid eye 
movement (REM) sleep but it can also be seen during non‑rapid 

eye movement (NREM) sleep.[1,2] Its clinical significance is not 
known because it is not associated with significant hypoxemia 
or sleep apnea.[1] However, these patients have a high arousal 
index and a consequent daytime fatigue or somnolence.[2,3] Due 
to this reason, these patients may seek help of sleep‑physicians 
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