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Relationship of serum lipid level and bone mineral density in postmenopausal women L/ Wangen, CHEN
Shu, WU Zhaozhong et al. Department of Endocrinology , 2nd Affdiated Hospital, Guangzhou Medical College ,
Guangzhou 510260 China

[ Abstract] Objective To investigate the relation between serum lipid level and bone mineral density
(BMD) in postmenopausal women.Methods  Eighty-five screened postmenopausal women were included. The
period of mencpause was from 1 to 10 years. Lumbar spine and femoral neck BMD were assessed by dual-energy X-
ray absorptiometry technique with a Lunar densitometer. Results Both triglyceride (TG) and cholesterin ( Chol)
level were significantly increased compared to premenopausal women(1.50 + 0.60 vs 0.92 £ 0.35 for TG, t =
3.74,P=0.000; 5.77 +1.01 vs 5.07 = 0.87 for Chol,t =3.75, P =0.000) . Nevertheless, both lumbar spine
and femural neck BMD were significantly decreased compared to premenopausal women(0.972 + 0.169 vs 1.056 +
0.171 for lumbar spine, ¢t =2.43, P =0.017 ; 0.829 +0.105 vs 0.930 = 0. 177 for femural neck,z=3.32,P =
0.002) . The level of TG was inversely correlated with BMD of femural neck after adjusted for BMI for its known ef-
fect on BMD. The partial relation coefficient was - 0.342 at femur neck, The P-value was 0.003. No association
was found between the level of Chol and BMD in both lumbar spine and femoral neck. Conclusion The increased
TG may be involved in the pathogenesis of postmenopausal osteopenia and osteoporosis.
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