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ABSTRACT

Electrodiagnosis of Distal Symmetrical
Polyneuropathy in HIV-infected
patients

Konchalard K.
Department of Rehabilitation
Medicine, Queen Savang Vadhana

Memorial Hospital

Objectives: To study the pattern of
abnormality from electrodiagnosis in
HIV-infected patients with distal
symmetrical polyneuopathy (DSP).
Study design: A retrospective descrip-
tive study.

Setting: Department of Rehabilitation
Medicine, Queen Savang Vadhana
Memorial Hospital

Subjects: Twenty HIV-infected
patients who had undergone
electrodiagnostic evaluation and was
diagnosed as DSP by neurologist or
HIV-clinic specialist  during
September 2003 — October 2006.
Methods: Demographic, clinical and
electrodiagnostic data were obtained
from patient's medical records and
electrodiagnosis reports. Diagnosis
of DSP was based on the symptoms
of numbess, pain or paresthesia of
feet and/or hands; and electrodiag-

nostic abnormality in at least one
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nerve in each side of legs. Electro-
diagnositc parameters, including
distal latencies, amplitudes, and nerve
conduction velocities; were con-
sidered abnormal when exceeding 2
S.D. of normal values.

Results: There were 20 HIV-infected
patients with DSP having a mean age
of 37.9+10.1 years. Male and female
were equal in numbers. Eighteen
patients were known seropositive
before referral to electrodiagnositic
unit. The mean duration of HIV-
infection was 48.7+38.0 months, and
mean CD4 cell count was 72+84 cell/
mm°®. The most common presenting
symptom was numbness in both feet,
which was found in 90.0% of the
patients. Decreased pinprick
sensation was the most common sign,
found in 75.0% of the patients.
Electrophysiologic data revealed the
most common abnormal parameters
of lower limb in common peroneal
nerve, including slow NCV in 56.4%,
decreased CMAP amplitude in
23.1%, and prolonged distal motor
latency in 5.1%. The average CMAP
amplitude of abnormal tested nerves
was 60.1 — 85.5% of lower limit of
normal. The average NCV of
abnormal tested nerves was 87.9 —
91.3 % of lower limit of normal, which
was within the range specified by the
criteria for predominant axonal loss.
Carpal
subclinical median neuropathy at wrist
were detected in 20.0% and 17.5%,
respectively.

tunnel syndrome and
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Conclusion: The electrodiagnosis of
HIV-infected patients with DSP
revealed the pattern of sensorimotor
polyneuropathy with predominant
axonal degeneration. Common
peroneal nerve was the most
frequently involved nerve found with
abnormal parameters. The incidence
of carpal tunnel syndrome in this
group of patients was also high as
compared to general population. The
pattern of electrodiagnostic abnor-
malities in peripheral nerves from this
study may contribute to a guideline
for evaluation of DSP in HIV-infected

patients.

Key words: distal symmetrical
polyneuropathy, peripheral neuro-
pathy, HIV infection, electrodiagnosis,
carpal tunnel syndrome
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AnFiRnUnA T 114.2 32,6 111.9 62.2 94.4 103.2 31.6 105.3 83.1 92.5
(range) (102.2-135.0)  (17.7-54.3)  (100.2-139.4)  (10.5-98.5)  (75.4-99.8) (55.2-98.2)  (82.9-98.9)
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Lat = latency, Amp=amplitude, NCV=nerve conduction velocity
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Lat = latency, Amp=amplitude, NCV=nerve conduction velocity; * Common Peroneal nerve Wi no response QMU 2 L{W; ** Sural nerve

WU no reponse ANUIU 4 L Superficial Peroneal nerve Wl no reponse AU 3 1w T uanadu % 1e9 upper limit of normal A5y

latency WA % U84 lower limit of normal Ausu amplitude waz NCV.
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4 a9 Tawy 2.70 3.50 0.40
dre wu 3.20 4.30 0.90
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dre wu 2.80 450 0.90
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DSL= distal sensory latency, normal < 2.74 msec; DML= distal motor latency, normal < 4.09

msec; MRLD = median-radial latency difference, normal < 0.55 msec; NR = no response;

* not examined
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1 gastrocnemius ekl + + increased incomplete
tibialis anterior el + + increased incomplete
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paraspinal L4-L5 el 0 0

2 tibialis anterior bilell 0 + increased incomplete
vastus medialis A1 0 ++ increased incomplete
vastus medialis dnel 0 0 normal complete
paraspinal L2 &gl 0 0
paraspinal L3 A1 + +
paraspinal L3 el 0 0

3 tibialis anterior A1 + + increased incomplete
first dorsal
interossei bilell + + increased incomplete
gastrocnemius &gl + + increased incomplete
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FIB = fibrillation potentials, PSW = positive sharp waves; 0

= no spontaneous potentials;

+ = transient but reproducible trains of discharges after moving the needle, in more than one

site or quadrant; ++
quadrants.
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= occasional spontaneous potentials in more than two different
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