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— Abstract —

Calcific Myonecrosis of the Calf

Dae-Kyung Bae, M.D., Kyung-Nam Ryu*, M.D.,
Gi-Un Nam, M.D., Yong-Hwan Kim, M.D.

Department of Orthopaedic Surgery, Department of Radiology*, School of Medicine,
Kyung Hee University, Seoul, Korea

Calcific myonecrosis is a rare late post-traumatic condition in which an entire single muscle is
replaced by a fusiform mass with central liquefaction and peripheral calcification. The compartmen-
tal syndrome is suggested to be the underlying cause.

We report a case of 70 year-old man whose right tibialis anterior and extensor hallucis longus mus-
cle were replaced by calcific myonecrosis and treated with en-bloc resection & tendon reconstruc-
tion.
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Fig. 1. Anteroposterior and lateral radiographs show
two fusiform masses with califications. The
extensor hallucis longus muscle shows total
opacification. Lesion is extended to anterior
aspect of the ankle.

Fig. 2. Axial MR scan of the leg show low signal
intensity of distended tendon sheath with cen-
trally located tendon.
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Fig. 3. Sagittal MR scan of the leg show low signal
intensity of distended tendon sheath with cen-
trally located tendon.

Fig. 4. Rt. femoral arteriography. Poor filling of ant.
tibial artery(arrow) is seen and no abnormal
vascular staining and hypervascular mass is
visualized.
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Fig. 5. Gross finding. Tendon sheath of the tibialis
anterior muscle showed cyst filled with light
brownish gritty material and some bony spi-
cules.
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Fig. 6. Gross finding. The extensor hallucis longus
muscle showed total ossification.
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Fig. 7. Microscopic finding. Histologic examination
showed massive deposition of amorphous cal-
cific material and some granular inflammatory
reaction.
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