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A Case of Hereditary Multiple Osteochondromatosis

Ik Dong Kim, M.D., Soo Young Lee, M.D., Joo Chul Thin, M.D., Byung Chul Park, M.D.
and Jae Yule Ban, M.D.

Department of Orthopedic Surgery, College of Medicine, Kyungpook National University, Taegu, Korea

The hereditary multiple osteochondromatosis is a hereditary disorder characterized by gradual development of

numerous osteocartilagenous masses from the metaphyseal region of long bones. The abnormality is transmitted

as an autosomal dominant trait and its etiology is unknown but many theories of pathogenesis have been advanced.

Four members of a family with hereditary multiple osteochondromatosis who are much shorter in height are

presented with a brief review of literatures.
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Table 2. ZQZF LAYFSI

Case

Site 1 2 3 4 Total %
Mandible 2 2 24
Clavicle 2 2 2 6 7.3
Scapula 3 1 1 5 6
Humerus 2 1 3 3.6
Ulna 1 2 1 4 4.8
Radius 2 1 1 1 5 6
Metacarpal 1 1 1.2
Pelvis 1 1 1.2
F . 3 11

emur Prox 3 3 2 128 33.7

Dist. 4 4 5 4 17

Tibi .

ibia Prox 3 2 3 2 10 )14 16.9

Dist. 1 1 1 1
Fibula Prox. 2 2 2 2 8 )1 13.3
Dist. 2 1
Metatarsal 2 1 3 3.6
Total 27 21 22 13 83 100
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Table 3. A7} (height)

(249 :cm)

Case No. Sex. Age Height Average* Difference
1 M 43 160 164.9 — 4.9
2 F 19 141.5 155.7 —14.2
3 M 16 149 165.5 —16.5
4 M 10 127.5 133.3 — 58
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