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Fig. 1. Expression of PPAR y2 mRNA in ON, OA and FNF
patients
ON: Osteonecrosis of femoral head, OA : Osteoarthritis
FNF: Femur neck fracture
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(Fig 2). & Zdl2H &2 tj=7r0] 197.8+30.8 mg/dl,
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Fig. 2. Serum level of free fatty acid and triglyceride were increased in steroid and alcohol induced ON patients.

* : statistically higher than control group (P <0.05)
+ : statistically higher than idiopathic group (P <0.05)
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Fig. 3. PPARy2/GAPDH expression in three patient groups
* : significantly lower than ON group (P <0.05)
ON : Osteonecrosis of femoral head group
OA : Osteoarthritis group
FNF : Femur neck fracture group
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Table 1. Expression of PPAR 72 mRNA in ON, OA and FNF patients

. mean . - .
Disease Group PPARG2/GAPDH Std. Deviation Minimum Maximum
ON 2.20 0.45 164 297
OA 112 0.24 0.84 141
FNF 1.35 0.28 1.06 1.72
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ABSTRACT

Significance of Lipid Profilesand Peroxisome Proliferator-Activated Receptor- y 2
Expression in Osteonecrosis of Femoral Head

Jae-Suk Chang, M.D.*, Jong-Hoon Park, M.D., Sang-Won Park, M.D.,
Seung-Bum Han, M.D., Bong-Soo Kyung, M.D.

Department of Orthopedic Surgery, Asan Medical Center, Ulsan University*,
Department of Orthopedic Surgery, College of Medicine, Korea University, Seoul, Korea

Purpose: To analyze the possible involvement of a change in the lipid metabolism and PPARy2 level in the
occurrence of ON of the femoral head.

Material and Methods: The lipid profiles (Cholesterol, Triglyceride, LDL, HDL and Free fatty acid) of 130
patients with ON of the femoral head and 30 control persons were evaluated. The level of PPARy2 mRNA expression
was examined by performing, RT-PCR using the bone marrow stromal cells obtained from 17 patients during THA.

Results: Among the 130 patients, the free fatty acid level in the alcohol (676.9+ 264.7 mg/dl,) and steroid (666.0
+163.4 mg/dl) induced ON groups was higher than the control (453.5+169.3 mg/dl) and idiopathic (468.5+194.1
mg/dl) groups. The triglyceride level in the alcohol (223.7+70.9 mg/dl) and steroid (183.6758.4 mg/dl) induced
groups was higher than the control (93.1+79.0 mg/dl) and idiopathic groups (130.9+63.1 mg/dl). The level of
PPARy2 mRNA expression in the ON patients was significantly higher than the other groups (P <0.05).

Conclusion: These results are significant and suggest hyperlipidemia as a risk factor for ON of the femoral head.
Higher expression of PPARy2 mRNA was found in ON. However, functional studies of PPAR?2 mRNA in vivo
would be needed to reveal the pathogenesis of ON of the femoral head.

Key Words: Osteonecrosis of the femoral head, Lipid metabolism, PPAR
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