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=Abstract=
Milkman’s Syndrome

— Report of Two Cases —

Choi, Ki Hong, M.D., Kang, Chung Nam, M.D.,
Wang, Jin Man, M.D., Chang, Kwang Jong, M.D.

Depariment of Orthopedic Surgery, Ewha Womans University

Initial report of Milkman’s syndrome was in 1930 with the characteristic findi-
ngs of multiple, symmetrical, spontaneous, pseudofractures as a mild type of ost-
eomalacia. However, the exact cause of the disease is not clearly defined yet.

A case report was made on the cases of Milkman’s syndrome of 24 and 44 year
old women. Both of them had pseudofracture on proximal part of femur bilaterally
and normal walking were disturbed due to pain. The younger patient had additio-
nal logser’s zone on the ulna and the older case had on the scapula and rib.

They are fgsponded well to the treatment with Vitamin D, and D, 50,000 1.U.
daily each. The looser’s zone had disappeared completely or almost all on radiolo-
gical examination in seven to ten months of treatment.
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Table 1. Labaratory findings

C.B.C.: W.N.L. ESR: 19mm/hr

Blood Chemistry

Serum Before Tx. After Tx.

Calcium 8.9mg % 9.2mg%

Phosphorus 2.4mg% 2.2mg %

Al phosphatase 260 I.U. 300 1.U.

Urine

17 ketosteroid 14.7mg

17-0.H.C.S. 10. 2mg

Calcium 42mg

Phosphorus 95mg
s FEEE A4 30°, WA 15°E AdH] ¢ Fig. 2. Shows symmetrical pseudofracture of
Ak, %% f9d- Ald YA (extension leg) 15°, subtrochanteric area and medial aspect of
W2 bl <34 A (knee distance): §cm o] shaft of the femur, left.
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AT AL S AT e on JA4Y 7 left proximal ulna.

Fig. 4. Shows generalized osteoporsis and right
scoliotic curve and biconcave vertebra of
thoraco-lumbar spine.
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Table 2, Labaratory findings
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¥Fig. 8. Shows healing pseudofracture of lateral
aspect of subtrochanteric area of left femur
and complete healing of subtrochanteric
area on the left femur

Tig. 9. Shows complete healing of previous pseu-
dofracture on the left ulna at proximal 1/3
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Fig. 10. Shows complete healing of previous pseu-
dofracture on the subtrochanteric region
of right femur and proximal femur on
left.

Fig. 11. Shows complete healing of Ieft third rib
and axillary border of right scapula.

(Fig. 8). & A% A= %439 A4 g Fig.
9.
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