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Vitamin K, monotherapy and cotherapy with sex hormone on bone loss in ovariectomized rats L/U
Chunmeir XU Ling . Dept. of Obstetrics and Gynecology PUMC Hospital ~CAMS and PUMC  Beijing 100730
China
Abstract Objective To investigate the effects of vitamin K, VK, and cotherapy with sex hormone SH on
ovariectomized rats concerning prevention of osteoporosis. Methods 30 SD and SPF female rats of 10 months old
were randomized into 4 groups by weight and performed ovariectomy n =22 or Sham ovariectomy n =8 .
Gastric infusion of corresponding drugs was performed on VK, group OVX + VK, n=7 and VK, + SH group
OVX+ VK, +SH n=7 2 weeks after operation. Sham group and OVX group n =8 didn’t take any drugs.
14 weeks later serum and urinary biochemical parameters were measured including bone specific alkaline
phosphatase BALP  and deoxypyridinoline uDPYD . Meanwhile bone density was also evaluated before they were
sacrificed. Bone histomorphometry bone biomechanics in femur were determined. Results (D turnover
parameters BALP and uDPYD in OVX group increased much than those in Sham group indicating an increased
bone turnover rate. VK, group presents a higher uDPYD compared with OVX group but the BALP are not
statistically different in the two groups. In the VK, + SH group both BALP and uDPYD decreased. @BMD  After
having been adjusted by the body weight lumbar or femurs BMD of OVX group is lower than Sham group and

100730

Email xuling@ pumch. cn

537



538 2008 8 14 8 Chin J Osteoporos August 2008 Vol 14 No.8

VK, group is much higher than OVX group in lumbar BMD and no difference is observed in the combined
administrated groups. (3 bone morphometry in femur OVX group presents a decreased trabecula thickness a
larger disparation degree and a lower trabecula count than Sham group but the difference is not significant. All the
bone formation parameters and absorption parameters in OVX group are higher than Sham group among which bone
formation rate BFR/Bs and percent osteoid perimeter % O.Pm are statistically different. Compared with the
OVX group all other administered groups present no change in parameters of bone content and structure and
demonstrate a declining inclination in bone formation mineral lag time MLT and BFR/Bs in VK, + SH group are
significantly different from their counterparts in OVX group. @ biomechanics As for maximum load VK, + SH
group is significantly lower than any other group. However for maximum strain and Young’s modulus no
difference is observed in these groups. Conclusion Administration of VK, alone will increase the lumbar BMD of
ovariectomized rats with unidentifying mechanism. VK, cotherapy with SH does not demonstrates a benefit for bone
in this study.
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