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Norcantharidin in the treatment of osteoporosis via dual regulation of bone resorption and bone formation in vi-
tro study HUANG Feiri, JIANG Wenbhing, SU Zhongliang. Department of Orthopaedics, Wenzhou Poeple’ s Hospital ,
Wenzhou 325000, China.

[Abstract] Objective To investigate the effect of norcantharidin on the activity of osteoblast and osteoclast, and ex—
plore its role in the prevention of osteoporosis. Methods The experimental mice was divided into control group, model
group, low dose group and high dose group.The high and low dose groups were intervened with 0.1 w mol/LL and 1 pmol/L
norcantharidin respectively.Murine pre—osteoblast MC3T3-E1 cells were induced by osteoblast differentiation medium , and
other groups were intervened by lipopolysaccharide (LPS).After three weeks, alizarin red staining and Alkaline phospha—
tase (ALP) staining were employed to detect osteoblast differentiation. Bone marrow—derived macrophages (BMMs) were
extracted from C57BL—-6] 6—week—old mice.Other groups were added 50 ng/ml RANKL to induce osteoclasts for 6 days.
The morphology and activity of osteoclasts were observed by TRAP staining and cytoskeleton staining. Results ALP
staining and alizarin red staining showed that groups intervented by norcantharidin had higher alkaline phosphatase activi—
ty and more mineralized nodules than the model group. TRAP staining and Cytoskeletal staining showed that the number
and area of mature osteoclasts were significantly reduced after the treatment with norcantharidin when comparing with the
model group. Conclusion Norcantharidin can effectively enhance osteoblast activity , promote bone formation and signifi-
cantly inhibit osteoclastogenesis in a dose—dependent manner.It is an ideal drug for the treatment of osteoporosis.
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