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Comparison study of the effect of different doses of osthole on OPG knockout mice and OVX rats
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Abstract: Objective To observe the therapeutic effect of osthole with different doses on OPG knockout mice and ovariectomy—
induced osteoporotic rats. Methods Three doses of osthole were used to treat OPG knockout mice and ovariectomized rats. BMD
of the total body was measured using dual energy X-ray absorptiometry ( DXA). The lumbar vertebrae were sliced without
decacification and histomorphometric analysis was performed. Results In OPG knockout mice, osthole increased BMD of the
total body. The effect with the middle dose (10 mg/(kgd)) of osthole was the most significant, then the low dose (5 mg/ (kg

d)) and the high dose (15 mg/(kge d)). Osthole increased the volume ratio, number, thickness, and the separation of the
trabeculae. The effect with the low dose was the most significant, then the middle and the high dose. In OVX rats, osthole of all the
doses increased BMD of the total body. The effect with the middle dose (100 mg/ (kg d)) of osthole was the most significant.

Osthole significantly increased the volume score of the trabeculae with a dose of 100 mg/ (kg d). Osthole significantly increased the
number of the trabeculae with a dose of 75 mg/ (kg d). Osthole significantly increased the thickness of the trabeculae with a dose of

100 mg/ (kg d). Different doses of osthole decreased the separation of the trabeculae, and the most effect achieved with the doses

FETH . BOE A LRI H (IRT1270 ) ; B K A AR 5 4 42 5 4 (81102604 ) 5 [T T A= R G080 B 3731 Xl B
(XYQ2013085) ; I ¥ 5 4% 52 4 A BAH 2B 3Rl 5 H (1h0124001)
 WIRAEE . R, Email; dztang702@ 126. com



148 FEE RIS 2015 4F2 A% 21 55 2 W] Chin J Osteoporos, February 2015, Vol 21, No.2

of 75 mg/ (kg d) and 100 mg/ (kg d). Conclusion Osthole can enhance bone formation and inhibit bone resorption. Its anti—

osteoporosis effect is closely associated with the dose of the drug.
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Table 4 Comparison of histomorphometry parameters of the lumbar vertebrae among different doses of osthole in OVX rats
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