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Fig. 1 Lumber spinal MRI, MR neurography, and muscle MRI.

(A, C, D) T,-weighted sagittal and axial images show spinal canal stenosis at L3/4 and L4/5 [3.0 T; repetition time (TR) 2,196 ms; echo time
(TE) 107 ms]. (B) MR neurography shows compression of the bilateral S1 roots (arrows) (3.0 T; TR 5,890 ms; TE 141 ms). (E) Axial short-tau
inversion recovery image shows increased signal intensity in biceps femoris (arrows) (3.0 T; TR 5,447 ms; TE 7 ms). (F) T,-weighted axial

image shows high signal intensity in the gastrocnemius (arrows) (3.0 T; TR 3,500 ms; TE 99 ms). L, left.
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Fig. 2 Histopathology of sections from the right gastrocnemius muscle.

Note the small to large areas of atrophy and some regenerated fibers. Mononuclear cell infiltration is not seen in the endomysium.

(Hematoxylin-eosin stain). (A) Bar = 100 pm. (B) Bar = 20 pm.
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Abstract

Continuous hyperCKemia without calf muscle hypertrophy associated with S1 radiculopathy
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A 72-year-old man presented with continuous hyperCKemia and intermittent claudication. He exhibited no calf
muscle hypertrophy at that time or afterward. Other than an increased creatine kinase (CK) level (1,525 U/I), none of the
laboratory tests was abnormal, including that for myositis-related autoantibodies. Electromyography showed neurogenic
changes in the left gastrocnemius. Lumbar magnetic resonance imaging revealed spinal canal stenosis (L3/4, L4/5), left
L4 radiculopathy, and bilateral S1 radiculopathy. T,-weighted and short tau inversion recovery images showed high signal
intensity in the bilateral biceps femoris and gastrocnemius. Histopathological evaluation of a specimen obtained from the
right gastrocnemius muscle revealed neurogenic changes. The patient was diagnosed with S1 radiculopathy caused by
lumbar spinal canal stenosis with hyperCKemia. Although S1 radiculopathy with hyperCKemia is usually associated with
calf muscle hypertrophy, we should consider S1 radiculopathy in patients with intermittent claudication and
hyperCKemia even in the absence of calf muscle hypertrophy.

(Rinsho Shinkeigaku (Clin Neurol) 2019;59:592-595)
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