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Influences of Sanxian decoction on bone mineral density and metabolism of calucium and phosphor in o-
variectomized rats QIN Lamei, JIANG Liangduo, XIAO Yonghua, et al. The Key Laboratory of Traditional
Chinese Internal Medicine, Dongzhimen Hospital , Beijing University of TCM , Beijing 100700, China

Abstract: Objective To study the effects of Sanxian decoction on the bone mineral density (BMD), serum calci-
um, and phosphor, urine calcium, and phosphor, and serum alkaline phosphoric acid ( ALP) in ovariectomized
rats. Methods Fifty-nine 3-month-old female SD rats were randotmized into six groups: sham-OVX group; o-
variectomized group (OVX); nilestriol group; low dosage Sanxian decoction; moderate dosage Sanxian decoction;
and high dosage Sanxian decoction. The experiment lasted for three months. At the end of experiment, BMD,
serum calcium, and phosphor, urine calcium, and phosphor, and ALP in ovariectomized rats were deter-
mined. Results The BMD in OVX group was 0.372 g/cm’, significantly lower than that of 0.416 g/cm’ in Sham-
OVX group ( P <0.01), and the BMD in all the three Sanxian groups and nilestriol group were significantly higher
than thatin OVX-group( P <0.01), The serum calcium, and phosphor in OVX-group were significantly lower than
that in sham-OVX group ( P <0.05 or P <0.01), while those in the three Sanxian decoction groups and nilestrioli
group were significantly higher than that in OVX-group ( P < 0.05 or or P < 0.01), The ALP content in OVX-
group showed an increasing trend but did not so in sham-OVX group, and the ALP contents in the three Sanxian
decoction groups were significantly higher than that of OVX-group, while that in the nilestriol group was significant-
ly decreased ( P < 0.05), the urine calcium, and phosphor in OVX-group were significantly higher than those in
Sham-OVX group ( P <0.05), and the urine calcium in Sanxian decoction groups showed an decreasing trend but
did not so in OVX-group, while the urine phosphor in Sanxian groups were significantly lower than that in OVX-

group, even lower than that in nilestrioli group ( P < 0.01).Conclusions Sanxiari decoction raises the BMD in
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ovariectomized rats, maybe by increasing the calcium, phosphor, and ALP, and reducing the urine calcium, and

phosphor in ovariectomized rats.
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