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Dystrophic Calcification Following Anterior Tibial Compartment Syndrome

Ho Hyung Hwang, M.D., Taik Seon Kim, M.D.,Young Jong Choi, M.D., Jae Ik Shim, M.D.,
and Dong Eun Kim,M.D.

Department of Orthopedic Surgery, Korea Veterans Haospital, Seoul, Korea

Usually the histologic response of muscle to the ischemia range from mild, reversible change to extensive
necrosis and fibrosis in the case of anterior tibial compartment syndrome.

But dystrophic calcification in the late stages is very rare condition.Only three cases were previously report-
ed by Gallie and Broder et al in the literature.

We are reporting six cases of dystrophic calcification following anterior tibial compartment syndrome in la-
te stages.

Onsets of dystrophic calcifications after original injuries ranged from twelve years to th-rty-two years.

Two out of six cases revealed painless mass in the anterior tibial compartment and remaining four cases re-
vealed painful mases.

At surgery, tooth-paste like, calcified material was evacuated in one of five operated cases and yellowish gr-
ey, brittle materials were evacuated in the remaining four cases.

Key Word: Dystrophic calcification, Compartmental syndrome, Leg.
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Fig. 1.A sharply defined, irregular calcification wi-
th scattered metallic foreign bodies.
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Fig. 2. Microscopic finding reveals marked degen
nerative and necrotic changes of the musle, and depo-
sition of calcified materials.
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Icification in the lower.
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Fig. 6. A sharply defined. elliptical calcification.
Old fractures of the proximal tibia and fibula are se-
en in this radiograph.
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Fig. 7. A poorly defined plaquelike calcification.
Old fracture of the proximal tibia fixed with two st-
aples is also seen.
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Table1.Case materials (6 cases of cystic degeneration and calcification as late seguelae of anterior compartment

syndrome)

Cause of compartment Duration between Symptoms and Involved

Case Age/Sex Syndrome initial injury and appe- Signs muscles

arance of calcification

1 60/ M multipel shall fragment 32 yrs painful bony EHL
injuries at the thigh and hard mass TA
leg M

2 56/ M Gunshot wound at distal 31 yrs painless bony EHL
thigh hard mass EDL

LA

3 47/ M Gunshot wound at pro- 20 yrs painless bony  uncertain
ximal thigh with trochan- hard mass wi-
teric Fx. of femur thout tender-

ness

4 54/ M Gunshot wound at thigh 2 yrs painful, fluc- EHL
and leg with femur and tauting mass EDL
tibial shaft fractures TA

M

5 52/M Gunshot wound at pro- 20 yrs painful bony TA
ximalleg with proximal hard mass
tibia and fibular frac-
tures

6 40/M Closed fractures of 12 yrs painful bony EHL
proximal tibia and hard mass EDL

fibular shaft

*EDL:Extensor Digitorum Longus, *EHL:Extensor Hallucis Longus, *IM:Interossous Membrane
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