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Experimental study on therapeutic effects of amylin on glucocorticoid induced osteopo-

rosis in rats
MENG Ping, LU Bang chao, ZHANG Zhong hui, HUANG Shu, QIAO Fei (Deparment of Endocrinology, Southwest Hospital, Third Military Medical Univer-
sity  Chongging 400038, China)

Abstract Objective To study the therapeutic effects of amylin (AMY) on glucocorticoid induced osteoporosis in rats. Methods  Four
groups of female Wistar rats (3 months old) were treated for 12 weeks as follows: normal control dexamethasone (DXM), DXM+AMY, and DXM
+Vitamin D3 groups. By intramuscular injection of DXM at 1 mg/kg twice a week during the first 8 weeks the animal model of glucocorticoid in-
duced osteopoprosis was made. After 12 weeks bone mineral density (BMD) of the lumbar vertebrae and the femur were measured with DEXA.
Bone biomechanics and bone markers in semum and urine were also detemined. Results  BMD was significantly increased by 35% in the lumbar
spine and by 17% in the femur in AMY group thanin DXM group and that of the lumbar vertebrae in DXM—+VitD was also obvious higher than in
DXM rats but no difference was seen in BUD of the femur between these 2 groups. Compared with DXM group, the biomechanical properties were
markedly increased in DXM+ AMY group. The highest plasma osteocalcin concentration was measured in DEX+AMY rats. Simultaneously, urinary
HOP/Cr, uCalCr and uP [Crwere lower in DXM-+AMY than in DXM mats. Conclusion These results indicate that AMY treatment inhibits bone loss
both by inhibiting resorption and stimulating osteoblastic activity in GIO mats.
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