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Matters arising
Migrant sensory neuritis of Wartenberg

Sir: We enjoyed the timely report by
Matthews and Esiri' in this journal. We
agree that this entity is more common than
appreciated. Diagnosis of this benign con-
dition is easy when a patient presents with
symptoms of several years' duration.
Difficulties arise when one encounters a
patient early in the course of the disease.
A 42-year-old woman initially experi-

enced constant tingling and pain in both
hands which were worse at night and fre-
quently awoke her from sleep. Three
weeks after onset of the hand symptoms
she developed painful numbness of both
cheeks and the right forehead. Several
weeks later tingling and pain began in her
feet and the lower posterior aspect of her
right thoracic paravertebral area. The
abnormal sensation on the trunk cleared
within two months. Four months after the
onset of her symptoms neurologic exami-
nation revealed the following abnor-
malities: sensation was decreased to pin
and touch in the distribution of both sural
nerves distal to the ankle and there were
patchy areas of decreased sensation in the
trigeminal nerve distribution bilaterally.
Sensation in the fingertips and hands was
normal. Tinel's sign could be easily elicited
by light percussion of the median nerves at
the wrist level, the sural nerves behind the
lateral ankle and the right supraorbital
nerve. Dorsiflexion of the wrist and sudden
movements of the ankle resulted in an
increase in paresthesias and lancinating
pain. The remainder of the neurologic
examination was normal; in particular
there was no muscle atrophy or weakness
and the tendon reflexes were brisk and

symmetrical with downgoing plantar
responses. Vibration and position sense
were normal. The following laboratory
studies were normal: CBC, chemistry
profiles, ESR (on three occasions), serum
protein electrophoresis, serum immuno-
globulins, urinalysis, RA factor, thyroid
profile, cryoglobulins, CSF examination,
visual evoked responses. A nerve biopsy
was not performed.

Abnormalities on nerve conduction
studies consisted of moderate severe pro-
longation of distal motor latencies for one
ulnar, both median and both peroneal
nerves. Motor nerve conduction velocities
for the proximal segments of these nerves
including F-wave latencies were all normal.
The radial nerve action potentials were
normal. Median, ulnar and sural nerve
action potentials were variably decreased
in amplitude but all of normal latency.
Needle electrode examination of proximal
and distal limb muscles and the lum-
bosacral paraspinal muscles was normal.

During three months of follow-up pain-
ful sensory symptoms have decreased con-

siderably in the hands and feet, but her
facial "pain" has increased and did not
respond to carbamazepine 600 mg per day.
Our patient has signs and symptoms

referrable to sensory nerves or sensory
nerve branches on trunk, hands, feet and
face. Symptoms were migratory and
fluctuating, but severe enough to interfere
with work and social function. The pres-
ence of Tiner s signs suggested multiple
compression neuropathies at common
compression sites. Generalised increase in
motor latencies, however, is consistent with
acquired generalised demyelinative
polyneuropathy;23 moreover, the combina-
tion of prolonged distal motor latencies
and the presence of normal latencies for
the sensory nerve action potentials of the

Table Results ofnerve conduction studies

Motor nerve conduction Sensory nerve action potentials
Nerve Amplitude CV m/s DL ms Amplitude Latency
R ulnar 5-6 (6-16) 50 (49-70) 4-0 (1-8-3-5) 6pV (' 10) 2-8 (2-1-2-9)
Lulnar 5-2 (6-16) 60(49-70) 35 1-8-3-5) 12ll8V(210) 28(2-1-2-9)
R median 3-6 (5-18) 61 49-70) 5-4 2.4-44) 4,uV ( 15) 3-2 (2-3-3-4)
L median 40 (4-18) 62 49-70) 5-2 2.4-4.4) 14V( 15) 2-8 (2-3-3-4)
R peroneal 3-6 (2-12) 56 (44-57) 8-0 3-3-65) -

L peroneal 2-2 (2-12) 49 44-57) 8-5 3.3-6.5)
R posterior tibial 3-8 3) 53 41-53 5-5 6-2) -

R sural - - - 6V (5-50) 39 (3-2-4-3)
L sural - - - 10,LV (5-50) 36 (3-2-4-3)
R radial - - - 30tV (20) 2-2 (1-9-3-3)
L radial - - - 28,uV (20) 2-1 (1.9-2.7)

CV = conduction velocity; DL = Distal motor latency; Latency = latency to peak of distal NAP.
Skin temperature of palm 34°C and dorsum of foot 32°C.
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median nerve are against an "ordinary"
compression neuropathy.
Our patient is clinically similar to those

reported by Matthews and Esiri. Nerve
conduction abnormalities, however, sug-
gest that our patient may have a different
disease with an uncertain prognosis. We
strongly recommend serial nerve conduc-
tion studies in patients with migratory sen-
sory symptoms during prolonged follow-
up. This may not only aid in differential
diagnosis and demonstration of objective
abnormalities but may lead to better
classification of these patients into different
disease groups with different prognosis and
need for diagnostic work-up.

ERIC STREIB
SALLIE F SUN

Dept of Neurology
University ofNebraska, College of

Medicine
42 Street and Dewey Ave
Omaha, NE 68105, USA
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Matthews and Esiri reply:

We were interested to read the case report
and physiological findings described by
Streib and Sun. We think that their report
emphasises that there are probably a
number of different forms of wholly or
predominantly sensory mononeuritis, as
the clinical features in their case are, we
believe, distinct from those we reported.
Wartenberg' certainly described patients
with areas of sensory loss on the trunk and
Schultze2 reported hyperalgesia of the face.
In these cases and that of Streib and Sun
the characteristic onset of symptoms with
stretch was not present. This is easily dis-
tinguishable from painful paraesthesiae
induced by stretch in areas already
involved by neuropathy. In our case 1
normal motor and sensory conduction has
been preserved for more than 30 years
since the onset of symptoms and the benign
nature of the condition can scarcely be in
doubt.
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Biochemical vitamin deficiences in Fried-
reich's ataxia

Sir: In their studies of patients with Fried-
reich's ataxia, Purkiss et al. ' recorded that
five of 18 patients "showed enhanced
response to thiamine stimulation of red cell
transketolase" and two patients had "very
low values for red cell transketolase".
Prompted by these findings, we determined
the vitamin status in two patients with
Friedreich's ataxia.
Our patients were a 23-year-old col-

oured male (GI) and his 22-year-old sister
(CI). Each patient fulfilled recommended
clinical criteria for the diagnosis of Fried-
reich's ataxia.23 Their clinical deficits were
similar in severity (Group 1 of Dyck and
Lambert4) and extent. Symptoms of
neurologic disorder had been noticed by
GI since the age Qf 14 years and by CI
since the age of 15. In both patients, elec-
trophysiological studies confirmed the pre-
sence of peripheral neuropathy and
revealed abnormalities of visual- and
brainstem auditory6 evoked potentials.
Red cell transketolase, TPP effect,
nicotinic acid, vitamin B6 and ascorbic acid
were determined according to previously
published methods.7 Serum and red cell
folate and vitamin B12 were determined by

the Amersham Combination Radioassay
Kit and riboflavin coefficient by the
method of Nichoalds.' Vitamin profiles of
the two patients on admission and after 16
days in hospital are recorded in the table.
In both patients, the following investiga-
tions were normal on admission: Serum
albumin, transferrin, folate, vitamin B12
and fasting cholesterol; red cell folate; and
fasting plasma glucose and triglycerides.
On admission, red cell transketolase was in
the low range of normal in both patients
and patient GI had a markedly raised TPP
effect. These findings are in accord with
those of Purkiss et al. ' and, on the basis of
the levels of transketolase activity, indicate
chronic thiamin deficiency in patient CI
and acute-on-chronic deficiency in patient
GI. Since neither patient received any
medication throughout their admission the
correction of these deficiencies after 16
days on hospital diet is compatible with a
dietary origin for their deficiency, rather
than one of abnormal thiamin metabolism.
Further support for this concept is pro-
vided by the concomitant tendency towards
normalisation of riboflavin and ascorbic
acid values, which were also indicative of
deficiency at the time of admission. In addi-
tion, dietary analysis revealed that vitamin
intake in both patients was less than that
recommended. (Details are obtainable
from Dr D Labadarios, PO Box 63, Tyger-
berg, 7505, South Africa).
Whether dietary deficiency was opera-

tive in the patients of Purkiss et al. ' cannot
be judged from their published data. At all
events, their findings and those reported
here would seem sufficient reasons for
further studies on the vitamin status of
patients with Friedreich's ataxia. The
detection of thiamin deficiency and its cor-
rection may be of special importance in
these patients, given the cofactor function
of thiamin for pyruvate dehydrogenase, the
role of this enzyme in energy metabolism,
and Barbeau'S2 proposal that defective
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energy metabolism may be a key factor in
the pathogenesis of Friedreich's ataxia.

RF GLEDHILL
D LABADARIOS,

Neurology and Metabolic Units, Tygerberg
Hospital, Department of Internal Medicine,

University of Stellenbosch, South African
Medical Research Council (NRIND), South

Africa
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Table Vitamin profies in the two patients with Friedreich's ataxia (GIand CI) on the first
(A) and the sixteenth (B) hospital day

Normal blood levels Patient GI Patent Cl

A B A B

Red cell transketolase 30-050-0 U/L 29-6 53-0 31-8 53-0
TPP effect <25.0% 36-0 8-3 9-7 6-7
Riboflavin coefficient <1-15 1-29 1-00 1-48 1-20
Nicotinic acid 50-20-0 j.g/ml 19-8 13-2 16-9 12-2
Vitamin B6 6-0-20-0 ng/ml 8-8 14-4 6-0 8-8
Ascorbic acid 0-2501-200 mg/100 ml 0-005 0-200 0-230 0-320

TPP = Thiamin pyrophosphate effect

Purkiss et al reply
Thank you for the opportunity to reply

to the comments of Drs Gledhill and
Labadarios on vitamin status in Fried-
reich's ataxia arising from our paper (J
Neurol, Neurosurg Psychiatry
1981 ;44:574-80). In our group of patients,
direct blood vitamin assays were not per-
formed nor was a dietary vitamin analysis
made. Thiamine status was assessed by
measurements of erythrocyte transketolase
activity and the effect of thiamine on this
enzyme.
Our in vivo data indicated that there was
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