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Treatment of Fibrous Dysplasia
Han Koo Lee, M.D., Hee Joong Kim, M.D., Min Gang Huh, M.D. and Bong Goo Yeo, M.D.

Department of Orthopedic Surgery, College of Medicine, Seoul National University

Authors have reviewed a series of 41 cases of fibrous dysplasia which were treated surgically at
the Department of ‘Orthopedic. Surgery, College of Medicine, Seoul National University. After mean
follow-up of 25 months, we summarized the results as follows;

1. Among the 41 patients, 20 were male patients(M:F =1:1.05). The average age was 20.2 years

old. It was the most common in the 2nd. decade(44% ). The most common site was femur (53.6
%) followed by tibia (28.6%) in monostotic type. Each polyototic patient had 3.8 locations in
average.

2. The results were better in skeletally mature patients (86% ) than in immature patients (42%).

3. Satisfactory results seemed to be expected in monostotic type (71%) than polyostotic type(33
%).

4. Satisfactory results seemed to be expected in sclerotic type (78%) than cystic type (50%) or
ground glass appearance type (62%).

5. Autograft (71% ) was superior to xenograft (40%) in our study. However, xenograft only or
xenograft with autograft can be a recommendable method of treatment for a very large lesion
or for a patient with insufficient graft donor site.

Key Words : Surgical treatment, Fibrous dysplasia.
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Table 1. Age and Sex distribution
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Table 3. Location of Lesion (Polyototic)

Age Male Female Total(%)
0-10 3 4 7(17.1%)
11-20 9 8 17(41.5%)

21-30 5 7 12(29.3%)

31-40 0 0 0

41-50 3 2 5(12.2%)

51- 0 0 0

Total 20 21 41

Table 2. Location of Lesion (Monostotic)

Location No. of Lesions
Femur 13
Tibial 13
Fibula 6
Pelvic bone 5
Talus 1
Skull 2
Scapula 3
Rib 4
Humerus 3
Total 50

Average 3.8 locations/case

Table 4. Methods of Treatment

Location No. of Lesions Method No. of Cases
Femur 15 Curettage & Bone Graft 33
Tibia 8 Autograft only 21

Tib 2 Auto. &

Spine 1 Xenograft 2
Humerus 1 Xenograft only 10

Ulna 1 Excision 4
Total 28 Total 37

Fig. 1-A. Cystic lesion

Fig. 1-B. Classic ground glass appearance.

Fig. 1-C. Sclerotic lesion.

Fig. 1-A, B, C: Spectrum of the radiographic presentation of fibrous dysplasia.
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Table 5. Result According to Type

Result Satisfactory Unsatis-

Type (S/Total) factory Total
Monostotic 17(71%) 7 24
Polyostotic 3(33%) 6 9
Total 20(61%) 13 33

Table 6. Result According to Age Group

Unsatisfactory
Path.*Progress.** Total
Fract. Deform.

Result Satisfactory
Age (S/Total)

Age<
18yrs. 8(42%) 9 2 19
Age>
18yrs. 12(86%) 2 14
Total 20(61%) 13 33

*pathologic fracture
**progressive deformity
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Table 7. Result According to Radiological
Type

Result Satisfactory Unsatis- Total

Type (S/Total) factory

Cystic 8(50%) 8 16
Ground glass 5(62%) 3 8
Sclerotic 7(78%) 2 9
Total 20(61%) 13 33

Table 8. Result According to Bone Graft Me-
thod

Result Satisfactory Unsatis- Total

Method (S/Total) factory
Autograft 15(71%) 6 21
Auto. & 0

Xenograft 1(50%) 1 2
Xenograft 4(40%) 6 10
Total 20(61%) 13 33
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Fig. 2-A. A 10 years old boy who had
polyostotic fibrous dysplasia with shepherd
crook deformity.

Fig. 2-C. Deformity progressed 6 months
after curettage and pyrost graft only.
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Fig. 2-B. Preoperative hoth hips A-P view.

Fig. 3-A. A 26 years old female who had
monostotic fibrous dysplasia with cystic lesion
of proximal femur.
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Fig. 3-B. Trabeculation was formed 6 Fig. 3-C. Well established trabeculation pat-
months after curettage and autogenous bone tern along the normal stress line.

qraft.
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(Int. Fixation 7Yr.)

Fig. 4-A, B: A 24 years old man who had polyostotic fibrous dysplasia with pathologic fracture of
the proximal part of the femur. At 7 years after intramedullary nailing, he had no femoral bowing but
only varus deformity.
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