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THREOMREE R ZFZARE IS S F SERWEDSD 5205, HF
R HERO A R T — DB P DRI N TEB Y, 2
AR SR R TUBE 5 254 (chronic neurogenic quadriceps
amyotrophy) U < BE— M B ZE##9% (benign monomelic
amyotrophy of lower limb; BMALL) * 7 & 8% 51 5.
BMALL (ZAR3E M o> — 01 F B BRI U 7= 0 B A 2 5 o
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HEENTWD Y, bItbiE I ® benign calf amyotrophy &
FZONIZ 1Bl e ki L 72720t S 5.
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Fig. 1 MRI of calf muscles (1.5 T; TR 2,800 ms, TE 55 ms).
Axial images of calf muscles showing hyper-intense signals localized

in both gastrocnemius and soleus muscles (arrow heads).

INAALIRAE, S S IZIERHHER splitting fiber AV )V — 7%
e LTz, AR AR IRIIEE, somMa R,
B AR X A & 97 %05 72 (Fig. 2A) . ATPase 44t (pH 4.5)
Tl type 1 MM/ NFEZEH A L (Fig. 2B), NADH-TR
Jeft Tl type 1 #AEFARIS/IMERAE & target/targetoid #iAfE 2
H &7z (Fig. 2C). Gomori-trichrome 4&ff C X I V) 223
(rimmed vacuole) X733 A #HE (ragged-red fiber) 7 &0
FEBR R MG L A & D 7 hr o 7253, spheroid /MK % & & b 7=
(Fig. 2D). Z 729t dysferlin $itfh % & H 72 g Tl
S h 7 FHIIBIR O Getn i1k A L 2 ar o 72 (Fig. 2E).
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(Miyoshi myopathy; MM) 234157 C\w 5 97 L L MM
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EEERT & (P 5.898 TUM), FisLkIC 38\ THESE
FREMMER EOV A P T 4 —OBALRIIEMIBEE = & &
&, F 729 dysferlin PRI X A S a0 g 0 CRip ML o
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Fig. 2 Biopsy findings of right gastrocnemius muscle.

(A) Hematoxylin-eosin stained section showing marked variation in fiber size, small angular fibers, and hypertrophic

and splitting fibers. No muscle fiber necrosis or regeneration or inflammatory cell infiltration was observed. (B) ATPase

(pH 4.5) stained section showing small grouped atrophy of type 1 fibers. (C) NADH-TR stained section showing target/

targetoid fibers predominantly in type 1 fibers. (D) Gomori-trichrome stained section showing spheroid bodies. (E)

Dysferlin immunoreactivity was normal. Dysferlin was stained by anti-dysferlin mouse monoclonal antibody (1:400,

Novocastra Laboratories Ltd, UK). Scale bar; 50 pm.
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Sporadic case of non-progressive neurogenic muscular atrophy localized in both calf muscles

Kenju Hara, M.D.”, Maki Tateyama, M.D.?, Naoki Suzuki, M.D.?,
Ken Shibano, M.D.", Keiko Tanaka, M.D.” and Hideaki Ishiguro, M.D."

UDepartment of Neurology, Akita Red Cross Hospital
“Department of Neurology, Tohoku University
¥Department of Neurology, Kanazawa Medical University

A 60-year-old woman was admitted to our hospital because of difficulty in standing on her toes. Neurological
examination showed muscle weakness in both calf muscles. Her serum creatine kinase (CK) level was slightly elevated.

MRI revealed hyper-intense signals localized in both the gastrocnemius and soleus muscles. Histological examinations

of biopsied muscle specimens showed a marked variation in fiber size, small angular fibers, and hypertrophic and splitting
fibers, but no muscle fiber necrosis or regeneration or inflammatory cell infiltration. ATPase stained sections showed
small grouped atrophy of type 1 fibers. NADH-TR stained sections showed target/targetoid fibers predominantly in type
1 fibers. Dysferlin immunoreactivity was normal. Follow-up clinical evaluation for one year showed no progression. This

patient was diagnosed as having an unknown type of spinal muscular atrophy or benign calf amyotrophy. Sporadic cases
characterized by elderly-onset, neurogenic muscular atrophy localized in both calf muscles, and non-progressive course

are extremely rare in Japan.

(Clin Neurol 2013;53:551-554)
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