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MOTOR NERVE CMAP(mV) Late.ncy(msec) MCV(m/sec) F-lat(msec)
Dist Prox Dist Prox
rt. Median 5,5 5.2 5.2 10.1 455 31.8
rt. Ulnar 17.3 15.9 3.3 9.0 479 30.9
rt. Tibial 12.8 10.3 4.9 155 40.8 59.7
It. Median 52 5.1 6.0 10.6 53.8 31.2
It. Ulnar 11.0 10.1 29 11.0 34.6 29.9
It. Tibial 10.6 8.1 5.0 15.4 41.3 56.0

SNAP(uV) Latency(msec)  SCV(m/sec)

SENSORY NERVE Dist Prox Dist Prox Dist Prox
rt. Median 22.1 7.6 35 7.6 48.0 59.7
rt. Ulnar 27.9 6.2 3.2 86 40.6 519
rt. Sural 10.8 2.5 40.0
It. Median 20.7 8.6 36 8.1 47.0 575
It. Ulnar 18.9 35 3.3 10.2 429 40.2
It. Sural 10.6 2.4 42.0

Fig. 1 Results of the nerve conduction study.
Results of the motor and sensory nerve conduction study of the bilateral upper and lower extremities. A slight increase in the F-
latency of both bilateral upper and lower extremities, decline in the MCV of left ulnar nerve, a slight decline in the MCV of the
right median nerve, right ulnar nerve and bilateral tibial nerves, and SCV of the bilateral median nerves. Abbreviations: CMAP;
compound muscle action potential, Dist; distal, Prox; proximal, MCV; motor nerve conduction velocity, F-lat; F-wave-latency,

SNAP; sensory nerve action potential, SCV; sensory nerve conduction velocity.

Fig. 2 Cervical MRI.
A: T,-weighted image. B: T,-weighted image. No abnormality was revealed.
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Fig. 3 Magnetic resonance neurography of the brachial plexus.

A: Short-T, inversion recovery. A slightly high signal intensity in the left brachial plexus was revealed. B: Diffusion-weighted image. Swelling

in the left brachial plexus was revealed.

Signal Detection of PMP22 Probe

Signal cell cell/obserb(%)

one spot 98 98
two spot 2 2
three spot 0 0
total 100 cells 100%

Fig. 4 Mutations in peripheral myelin protein 22 (PMP22).
Heterozygous deletion of the PMP22 gene was revealed.
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A case of hereditary neuropathy with liability to pressure palsies due to push-up exercise

Takumi Nakamura, M.D.", Takeshi Kawarabayashi, M.D., Ph.D.”,
Yusuke Seino, M.D., Ph.D."” and Mikio Shoji, M.D., Ph.D."”

"Department of Neurology, Hirosaki University Graduate School of Medicine

A 17-year-old man with no familial history developed motor and sensory disturbance of the left upper limb a few days

after starting push-up exercise. Neurological examination revealed broad weakness and radial sensory disturbance of the

left upper limb and magnetic resonance neurography showed laterality of brachial plexus intensity signals. Therefore, we

suspected left brachial plexopathy. However, a nerve conduction study showed a broad disturbance that could not be

explained by only brachial plexopathy. Genetic tests revealed a diagnosis of hereditary neuropathy with liability to
pressure palsies (HNPP). HNPP should be included in the differential diagnosis for neuropathy due to slight exercise or

nerve compression even when familial history is negative.

(Rinsho Shinkeigaku (Clin Neurol) 2017;57:383-386)
Key words: brachial plexopathy, magnetic resonance neurography, PMP22, hereditary neuropathy with liability to pressure
palsies (HNPP), Charcot-Marie-Tooth disease (CMT)




