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Diagnosis of neurolymphomatosis with
FDG PET
Sonja M. Rosso, MD, PhD; Hein G. de Bruin, MD, PhD;
Ka Lung Wu, MD; and Martin J. van den Bent, MD, PhD

Neurolymphomatosis (NL) is a rare condition caused by intraneu-
ral infiltration of malignant lymphocytes in peripheral nerves.
Clinically, NL is characterized by a progressive and painful axonal
polyneuropathy. It may develop in patients with widespread non-
Hodgkin lymphoma (NHL) but may also be the first manifestation
or sole relapse site of NHL. In 50% of cases, it is associated with
leptomeningeal involvement. The diagnosis has to be confirmed by
biopsy of an affected nerve showing lymphomatous infiltration;
however, this may not be feasible or nondiagnostic. We present a
case that shows the value of [18F]fluorodeoxyglucose (FDG) PET
in such cases.1

Case report. In March 2001, a 57-year-old woman presented
with progressive paresis of the left and right arm, with radicular
pain radiating to the left thumb. Her medical history revealed a
swelling of the left orbit in 1998, diagnosed elsewhere as a possi-
ble low-grade NHL, which had been treated with radiotherapy. At
neurologic examination, there was atrophy of the left trapezius
and deltoid muscles, with a paralysis and areflexia of the left arm
and a mild paresis of the right deltoid muscle. Sensibility was
diffusely impaired in the left arm. MRI showed enhancing roots
C3 to C6 on the left and C4 and C5 on the right side (figure, A).
CSF revealed a slightly increased monocytic cell count with 11%
B-lymphocytes, 9% of which were of monoclonal origin, and the
diagnosis of B-cell NHL was made. Further staging, including
immunologic examination of peripheral blood and bone marrow
and CT of neck, thorax, and abdomen did not reveal other localiza-
tions of the NHL. Electromyography (EMG) showed widespread
denervation signs in the left arm but intact sensory nerve poten-
tials, consistent with a polyradiculopathy and without evidence of
peripheral nerve involvement. At this stage, the patient developed
progressive motor disturbances of the tongue, right arm, and left
leg. She was treated with radiotherapy of the neuraxis followed by
intrathecal Ara-C. Initially, the symptoms improved dramatically,
and strength improved to a paresis of Medical Research Council
(MRC) grade 3 to 4. However, in July 2001, the pain in the left
arm returned, and the function of the left arm deteriorated to a
paresis MRC grade 2 to 3 despite ongoing intrathecal treatment.
T1-weighted subtraction MR images showed gadolinium-enhanced
signal of root C8, continuing outside the dural sac (figure, B). Also,
a dubious gadolinium-enhanced signal of the cervicobrachial
plexus on the left side was seen (figure, C). Repeat EMG showed a
decreased amplitude of sensory potentials of the left arm. CSF
showed a persistent mild monocytic pleiocytosis, without a mono-
clonal cell proliferation. Renewed staging showed no evidence of
systemic NHL. An FDG PET was performed, which showed two
regions of increased metabolism: one in the left cervicobrachial
region consistent with plexus involvement and another in the
right submandibular region (figure, D). Ultrasound identified an
enlarged submandibular lymph node, which was biopsied; micros-
copy showed a large B-cell NHL. The patient was treated with six
cycles of CHOP (cyclophosphamide, doxorubicin, vincristine, and
prednisone) chemotherapy with intrathecal methotrexate and
Ara-C. The function of the left arm improved during the treatment
up to a global MRC scale score of 4, and the pain decreased.
Currently, 4 years after treatment, there is no evidence of tumor
activity.

Discussion. Our patient with leptomeningeal lymphoma with-
out evidence of systemic disease was initially treated with radio-
therapy of the neuraxis. After an initial dramatic improvement,
clinical signs and symptoms quickly recurred. Based on the
clinical findings and suggestive but uncertain MRI findings, we
suspected intraneural lymphoma localization within the cervico-
brachial plexus. This suspicion was substantiated by the FDG
PET scan, which also suggested asystemic lymphoma localization
in a submandibular gland.

Apart from nerve biopsy, MRI may also give evidence of NL by
revealing enhancing and thickened peripheral nerves.1-3 FDG PET
is increasingly recognized as a novel technique useful in staging

and monitoring treatment responses in patients with cancer, in-
cluding lymphoma.4,5 As shown in the current case, FDG PET may
have clinical value when the diagnosis of NL is considered, espe-
cially when lymphomatous infiltration in large peripheral nerves
or plexus is suspected and histologic findings of the biopsy is
negative or not possible.6,7

The treatment of choice for NL is systemic chemotherapy. Al-
though in some patients, the outcome is poor, the durable re-
sponse in our patient shows that intraneural lymphoma
localizations can be susceptible to chemotherapy with agents that
do not readily penetrate an intact blood–brain barrier, although
penetration in peripheral nerves may be different.
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Figure. (A) Gadolinium-enhanced T1-weighted images of
the cervical spine made at the time of first presentation,
showing enhancing cervical roots on the left more pro-
nounced than on the right (arrows). (B) Transverse MR
subtraction image of the thoracic outlet region made after
neuraxis radiotherapy, made by subtracting the T1-
weighted image made after gadolinium administration
from the same image before gadolinium administration
(showing contrast enhancement as dark areas), showing
enhancement of the proximal plexus region (arrows). (C)
Anteroposterior MR subtraction images showing question-
able enhancement of the left cervical plexus region (arrow).
(D) [18F]Fluorodeoxyglucose PET images, showing clear
activity accumulation in the region of the left cervical
plexus region (arrow with **) and in a right submandibu-
lar node (arrow with *).
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Reversible dementia with parkinsonian
features associated with budesonide use
Calin I. Prodan, MD; Marilee Monnot, PhD; Elliot D. Ross, MD;
and Anton E. Coleman, MD

A 51-year-old man was referred for neurologic consultation be-
cause of increasing forgetfulness, difficulty walking, frequent falls,
apathy, and decreased motivation to perform activities of daily
living such as bathing, cooking, and driving, over a 6-month pe-
riod. He had a history of Crohn disease (CD), diabetes, and coro-
nary artery disease. Current medications included amlodipine,
rosiglitazone, hydrochlorothiazide, and budesonide. He was
treated with oral prednisone for CD in the past with excellent
response. Two years before evaluation, he developed multiple side-
effects including weight gain, edema, and hypertension that pre-
cluded the use of prednisone. Nine months prior to his
presentation, he was started on oral budesonide at 9 mg/day. He
tolerated the new medication well and had none of the side-effects
previously noted. However, he experienced a relapse of his CD 6
weeks after an attempt was made to discontinue budesonide, and
the medication was restarted.

On initial examination, he had a Mini-Mental State Examina-
tion (MMSE) score of 23 of 30 (missing points on orientation,
naming, attention, and recall), mild hypophonia, decreased speech
output with mild anomia, loss of facial expression, bradykinesia,
mild nuchal and limb rigidity, postural instability, and mild rest-
ing more than action tremor of the upper extremities. Additional
neuropsychological testing showed evidence of long-term more
than short-term memory deficits that improved with cuing, mark-
edly impaired phonemic and categorical naming, decreased perfor-
mance on block designs and clock drawing, and a forward digit
span of four. A variety of laboratory tests including blood count,
serum chemistry, liver function tests, HIV, syphilis and Lyme
disease serologies, folic acid, serum vitamin B12 levels, megalo-
blastic anemia profile, thyroid studies, serum immunoelectro-
phoresis, antinuclear antibody test, and serum and urinary levels
of arsenic, lead, and mercury were all negative or within normal
limits. CSF studies showed only an elevated protein level at 94
mg/dL (normal 15 to 45 mg/dL) with cell count, protein electro-
phoresis, myelin basic protein, immunoglobulin G (IgG) index, IgG
synthesis rate, oligoclonal band determination, VDRL, and cul-
tures all normal or negative. MRI of the brain showed very mild
frontal and anterior temporal atrophy, which could well have been
normal for age. EEG and PET scan were normal. Because of the
pattern of behavioral and cognitive deficits, a diagnosis of fronto-
temporal dementia with parkinsonian features was entertained,1

and a trial of donepezil was initiated, with no obvious effects over
the next 6 months.

Over the next 14 months, his condition remained stable. Dur-
ing this time, multiple attempts were made to discontinue budes-
onide, but he experienced CD relapses that required restarting the
medication. On average, he was on budesonide for 9 months/year
during this period. The longest period off medication was 6 weeks
without reported changes in cognitive symptoms. The patient and
his family declined immunosuppressive therapy for CD. Repeat
examination and brain MRI were unchanged 2 years after the
initial evaluation.

Twenty-four months after his initial evaluation, budesonide
was decreased gradually from 9 to 1.5 mg/day over 4 months. He

reported gradual cognitive improvement 2 months after initiating
the medication taper. Repeat examination performed 30 months
after the initial visit, on 1.5 mg/day of budesonide, demonstrated
an MMSE score of 29 of 30, mild resting tremor with normal
speech, language, facial expression, muscle tone, and postural bal-
ance. Repeat neuropsychological testing showed a performance
within the expected range for age. Three years after the initial
visit, budesonide was discontinued, and the patient is currently
attending vocational training.

Steroid dementia2 is a reversible cause of cognitive decline
even in the absence of psychosis. Sustained exposure to steroids
has been shown to affect the hippocampal formation.3 However,
recent data suggest that the cognitive deficits are due to neuro-
toxic effects on both the hippocampal and the prefrontal areas.4

Both short-term and long-term use of steroids has been associated
with cognitive deficits.5 A recently reported case presented with
reversible cognitive symptoms suggestive of Alzheimer disease af-
ter a 3-month course of prednisone.6 Due to side-effects associated
with steroid use in chronic diseases, newer preparations are being
used currently. Budesonide is a glucocorticoid with low systemic
availability due to extensive first-pass liver metabolism that has
fewer side-effects than traditional steroids.7 The oral delayed re-
lease formulation is approved by the Food and Drug Administra-
tion for the treatment of CD at 9 mg/day, and recent clinical
practice follow-up data have confirmed its effectiveness.7 The case
presented here illustrates that long-term use of this medication at
recommended doses may cause a clinical picture of cognitive de-
cline with parkinsonian features that is reversible with reduction
in dosage.
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Resolution of SUNCT after removal of a
pituitary adenoma in mild acromegaly
Todd D. Rozen, MD

The syndrome of short-lasting unilateral neuralgiform headache
attacks with conjunctival injection and tearing (SUNCT) is a tri-
geminal autonomic cephalalgia. It is marked by multiple daily
episodes of headache each lasting less than 250 seconds and ac-
companied by autonomic features. SUNCT is recognized as a
treatment refractory headache, but there has been some success
with lamotrigine,1 gabapentin,2 and topiramate.3 The etiology of
SUNCT is unknown but neuroimaging has indicated a hypotha-
lamic influence.4 SUNCT also occurs in individuals with pituitary
tumors suggesting involvement of the hypothalamic-pituitary
axis. A recent study suggested that SUNCT arises only in patients
with acromegaly or with prolactinomas.5 Thus, growth hormone or
dopamine or both may play a role in SUNCT pathogenesis. There
are no reports of the course of SUNCT after pituitary tumor re-
moval and normalization of pituitary hormones.

Case report. A 37-year-old man presented with a 4-year his-
tory of daily left-sided retro-orbital headaches. Each headache
would last 60 to 120 seconds, would occur on average 30 times per
day, and were associated with conjunctival injection, lacrimation,
and ptosis. The pain was described as sharp and as if the eye was
being pulled into the head. In between attacks he would be pain-
free. The headaches were disabling and caused him to miss a
considerable amount of work. A diagnosis of SUNCT was made.
He was treatment refractory, failing lamotrigine (500 mg), a com-
bination of topiramate (400 mg) and gabapentin (3,600 mg),
verapamil (480 mg), indomethacin (150 mg), oxcarbazepine
(1,200 mg), and valproic acid (1,500 mg). He had a positive but
short-lasting response to clomiphene citrate. He failed inpa-
tient hospitalization with multiple parenteral medications
including chlorpromazine, droperidol, magnesium, diphenhy-
dramine, ketorolac, valproate sodium, and hydrocortisone. He
had no persistent response to interventional procedures includ-
ing greater occipital nerve blockade and a C2-C3 selective nerve
root block with pulsed radiofrequency. Brain MRI and MRA of
the intracranial and extracranial circulation, looking for any
secondary cause, were read as normal. Neurologic evaluation in
between attacks was normal. During attacks he had evidence of
a left-sided ptosis and injected conjunctiva. One year into treat-
ment a repeat brain MRI was completed because of the refrac-
tory nature of the pain. A 6 mm mass in the left anterior
pituitary was noted, suggesting a microadenoma (figure). When
his old scans were reviewed, the mass had been present but
missed by radiology. The patient was sent for endocrinology
evaluation and was found to have acromegaly based on elevated
growth hormone (GH) (1.93 ng/mL; normal 0.01 to 1.00 ng/mL)
and serum insulin-like growth factor (IGF) 1 levels (372 ng/mL;
normal 109 to 284 ng/mL). He had questionable acromegalic
features on examination. His prolactin level was normal (9.3
ng/mL; normal 2.6 to 13.1 ng/mL). The endocrinologist did not
feel that the tumor had to be surgically removed as it was
causing no mass effect and the patient showed only minimal
clinical signs of pituitary dysfunction. Because his headaches
were treatment resistant and as a result he had a poor quality
of life, a transsphenoidal tumor resection was performed. Post
procedure his headaches immediately ceased and he has been
pain free for 8 months even after stopping all headache preven-
tives. His GH and IGF-1 levels normalized after tumor
resection.

Conclusion. Pituitary tumor associated SUNCT may occur
in patients with acromegaly. Removal of an acromegalic mi-
croadenoma led to complete cessation of SUNCT attacks, sug-
gesting a possible role for growth hormone in SUNCT
pathogenesis. Interestingly, octreotide, a somatostatin ana-
logue and growth hormone inhibitor, has shown success as an
abortive agent in cluster headache, another hypothalamus-
influenced headache syndrome.6 One patient with SUNCT has
also been reported who had a decrease in headache frequency
and severity after treatment with octreotide.5 Octreotide was

not given to the present patient. As the tumor was ipsilateral to
the side of the SUNCT attacks a possible mass effect or me-
chanical action may have played a role in SUNCT onset. How-
ever, the relatively small size of the lesion argues against this
and more for a hormonally mediated syndrome.

SUNCT may be the initial presentation of pituitary disease.
Cases of SUNCT should be investigated for underlying pituitary
adenomas, both with imaging and neurohormonal analysis (at
least prolactin, GH, and IGF-1 levels). Removal of functionally
active pituitary tumors, regardless of size, should be considered in
treatment-refractory SUNCT. As pituitary surgery is not without
substantial risks more data are needed before pituitary tumor
removal can be recommended for cases of treatment resistant
SUNCT.
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Figure. Post contrast brain MRI, sagittal image, thin sec-
tion through pituitary fossa, demonstrates a 6 mm diame-
ter mass (region of non-enhancement) within the left
anterior aspect of the pituitary gland.
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Alexia without agraphia in a child with acute
disseminated encephalomyelitis
Robert D. Little, MD; and Joshua L. Goldstein, MD

Alexia without agraphia is a neurologic syndrome when a patient
cannot read but has normal writing and verbal language skills.
We present alexia without agraphia in an 8-year-old boy with
acute disseminated encephalomyelitis.

Case report. A previously healthy normally developing
8-year-old boy presented to an emergency department with the
chief complaint of the inability to read. On questioning, the pa-
tient was noted to have fallen several times while getting ready
for school that day but otherwise seemed fine to his parents. At
school he reported to his teachers that he was unable to read. He
and several family members had recently been ill with fever,
vomiting, and diarrhea several days prior to this admission, but
all had recovered completely.

On examination his formal mental status examination was
normal aside from an isolated marked difficulty in reading. When
trying to read, he could identify individual letters and some short
words but could not sound out larger words. At baseline he was in
regular classes in the third grade, reading at age appropriate
levels. He could identify objects, had fluent spontaneous and re-
petitive speech, and could write well. The remainder of his de-
tailed neurologic examination was normal aside from difficulty in
identifying colors in his right visual field, mild truncal ataxia, and
a very mild right hemiparesis involving his arm and leg equally.
He was, however, able to identify fingers and movements in all
visual fields.

MRI was performed on the first day of admission and demon-
strated multiple foci of T1 hypointense, T2 hyperintense abnor-
malities throughout the white matter. One prominent lesion was
located in the left occipital lobe extending to the splenium of the
corpus callosum (figure).

A lumbar puncture was performed. The CSF had 0 leukocytes,
0 red blood cells, glucose 67 mg/dL, and protein 17 mg/dL. Cytol-
ogy was sent on the spinal fluid and was normal. Myelin basic
protein was also normal.

The patient was given IV methylprednisolone for 5 days at 30
mg/kg/day and experienced improvements in his ataxia and hemi-
paresis after approximately 48 hours of treatment. His reading
also slowly improved over the course of the hospitalization. He
was seen in clinic 6 weeks later, and his neurologic examination
was normal. A repeat MRI at that time showed significant im-
provement in the previously noted lesions; no new lesions were
noted.

Discussion. Alexia without agraphia was first described by
Dejerine in 1892.1 Clinically, the patient described was unable to
read but had intact writing, naming, and recall. The patient also
had a right hemiachromatopsia with intact visual fields.

Our patient showed many of the classic findings for the syn-
drome of alexia without agraphia. He had intact writing skills,
naming, and recall but could not read words. He had a right
hemiachromatopsia. He had additional findings on examination,
such as ataxia and a right hemiparesis, which were likely due to
multifocal lesions seen on MRI. The clinical findings of pure alexia
and hemiachromatopsia combined with the lesion in the left occip-
ital lobe and splenium of the corpus callosum correlate well with
previous descriptions of alexia without agraphia. Although a right
hemianopsia is often part of this syndrome, there have been many
reported cases without a visual field deficit.2

The most common etiology of alexia without agraphia is an
infarction in the territory of the left posterior cerebral artery.
However, this syndrome has been reported in association with a
number of other causes.3-5 Alexia without agraphia has rarely been
reported in children.2,5

Acute disseminated encephalomyelitis (ADEM) is a monopha-
sic, inflammatory demyelinating disease of the CNS. It most often
follows an acute illness, either viral or bacterial. The presenting
signs and symptoms are variable; the most common are long tract
signs, hemiparesis, and altered mental status.6 MRI typically
shows multifocal demyelinating lesions. CSF is often abnormal,
with elevated protein and sometimes a mild lymphocytic pleocyto-

sis. However, the CSF may be normal in up to 30% of cases of
ADEM.7

A lesion in the left occipital lobe extending to the splenium of
the corpus callosum can cause alexia without agraphia regardless
of the etiology. Although this syndrome has not been reported in
association with ADEM, it is reasonable to assume that a demyeli-
nating lesion in the appropriate location could produce these find-
ings. Furthermore, alexia without agraphia has been reported in
association with multiple sclerosis,3 a condition with a similar
pathophysiology.
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Figure. Axial T2 FLAIR images showing increased signal
intensity in the left occipital white mater extending into
the splenium of the corpus callosum.
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Multiple system atrophy presenting with
language impairment
L.G. Apostolova, MD; I. Klement, MD; Y. Bronstein, MD;
H.V. Vinters, MD; and J.L. Cummings, MD

Multiple system atrophy (MSA) typically presents with parkinson-
ism, cerebellar ataxia, corticospinal dysfunction, and autonomic
failure.1 We describe a case of pathologically confirmed MSA with
semantic language impairment.

Case report. A 55-year-old right-handed psychiatrist pre-
sented with language difficulties since age 50. He had shrink-
ing vocabulary, spelling, and reading difficulties, loss of foreign
language skills, and difficulty with comprehension of complex
conversations. His speech was fluent, grammatically correct,
with occasional anomic pauses and substitution of low-
frequency words with general words (e.g., “thing” and “it”). He
had hyperreflexia in the right arm and leg, right-sided Babin-
ski, writer’s cramp, and mildly impaired fine motor skills in the
right hand. Neuropsychological evaluation revealed anomia
(Boston Naming Test [BNT] score 35/60, �1%), intact verbal
fluency (FAS 88%), surface dysgraphia (“curteus” instead of
“courteous,” “medeval” instead of “medieval”), surface dyslexia
(could not read “subtlety”), and moderate retrieval-type verbal
memory deficit. His receptive vocabulary skills were below ex-
pectation given his advanced education (Peabody Picture Vo-
cabulary Test, 48%). His performance on tests of attention,
visual memory, visuospatial, frontal/executive, and parietal
functions was superior. His full-scale IQ was 141 with discor-
dance between his performance IQ score of 150 and verbal IQ
score of 123. CT and nuclear MR brain scans, EEG, and carotid
duplex did not reveal abnormalities.

Five months later, he was unable to name high-frequency
words (e.g., “horse”) and common medical terms (e.g., “cornea,”
“stethoscope”) or interpret low-frequency words such as “nauti-
cal,” “mercantile,” and “constellation.” His BNT performance
declined from 35/60 to 18/60. He showed impaired word catego-
rization and conceptual tracking. Reading, comprehension, rep-
etition, spelling, and verbal abstract reasoning were within
normal range but below expectation given his advanced educa-
tion. Visuospatial and arithmetic abilities, social behavior, and
judgment were preserved. He manifested frontal/executive
impairment (Wisconsin Card Sorting Test 4/6 categories [7%];
perseverations �1%), profound anomia, and impaired single-
word comprehension due to semantic knowledge loss.
His speech, albeit fluent, became progressively empty. Seven
years after symptom onset, he quit his general psychiatry
practice.

MRI performed 9 years into the illness revealed mild generalized
atrophy with slight left perisylvian predominance. SPECT revealed
diffuse left-predominant frontotemporal hypometabolism.

Sixteen years later (21 years into his illness), he was mute and
dependent for all activities of daily living. He lost motor skills in
his right arm and could not ambulate. He never developed parkin-
sonian or cerebellar signs and dysautonomia. He died 22 years
after dementia onset.

The postmortem examination was limited to the brain. It
showed relatively circumscribed atrophy of the inferior and
middle temporal gyri and planum temporale more severe on the
left than the right (figure, A). Atrophy of the parietal, occipital,
and frontal lobes (including Broca area) was minimal. The cer-
ebellum and brainstem appeared normal. Moderate atrophy
and brownish discoloration with corresponding severe neuron
loss, reactive gliosis, and iron deposition were noted bilaterally
in the putamen (figure, B). Similar focal but less severe degen-
eration was seen in the thalamus. Changes within the substan-
tia nigra were subtle with only mild overall reduction in
numbers of pigmented neurons (figure, E). Immunohistochemis-
try demonstrated only rare Alzheimer-type neurofibrillary tan-
gles, no Pick bodies or other neuronal inclusions, but many glial
cytoplasmic inclusions (GCIs) within the putamen (figure, C),
lateral temporal cortex and white matter, and focally within
the substantia nigra. Occasional GCIs were immunoreactive for
�-synuclein (figure, D) and ubiquitin. Neuronal ubiquitin-
positive inclusions were absent.

Discussion. The cardinal features of MSA include parkinson-
ism, cerebellar ataxia, corticospinal dysfunction, and autonomic
failure.1 A large meta-analysis including 203 pathologically proven

cases of MSA reported high prevalence of parkinsonism (87%),
autonomic dysfunction (74%), cerebellar signs (54%) and pyrami-
dal features (49%), pyramidal signs with hyperreflexia (46%), and
extensor plantar responses (41%). The prevalence of spasticity
was 10% and of dystonia 12%. Pyramidal features were the sole
presenting feature in 3%.2 The diagnosis of definite MSA requires
pathologic confirmation. �-Synuclein-positive GCIs are pathogno-
monic for the diagnosis of definite MSA.1 Tau-immunoreactive

Figure. (A) Coronal section at the level of the basal gan-
glia, with atrophy and brown discoloration of the putamen
and atrophy of the left temporal lobe. (B) Marked reactive
astrogliosis and scattered iron deposits in the putamen.
Hematoxylin–eosin. (C and D) Numerous glial cytoplasmic
inclusions in the putamen and adjacent white matter. Tau
immunoperoxidase stain (C); �-synuclein immunoperoxi-
dase stain (D). (E) Substantia nigra with minimal neuro-
nal loss. Hematoxylin–eosin.
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GCIs are a common feature of MSA, but the tau variant involved
appears to be different from tau associated with Alzheimer
disease.3

Our case is an unusual neurodegenerative disorder presenting
with frontal executive and semantic language deficits and cortico-
spinal system involvement, pathologically most consistent with
MSA. Although nonfluent aphasia,4,5 executive disturbance,6 and
“fluent, circumlocutory speech”7 have been described, our case
shows semantic language deficits with underlying MSA pathology.
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Correction

The G526R glycyl-tRNA synthetase gene mutation in distal hereditary motor neuropathy type V

In the article “The G526R glycyl-tRNA synthetase gene mutation in distal hereditary motor neuropathy type V” by O. Dubourg et al.
(Neurology 2006;66:1721–1726), on page 1722 the authors describe the mutation identified in three of the dHMN-V families as a
“c.2094 A3G” nucleotide change leading to the G526R mutation in the GARS gene. The correct mutation is c.2094 G3C leading to
the same amino acid change.

The authors apologize for this error.
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