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EFFECT OF ALGINATE OLIGOSACCHARIDE ON D-GALACTOSE-INDUCED OSTEOPOROSIS IN MICE  WANG Shan, FENG
Wenjing , MAO Yongjun (Department of Geriatric Medicine, The Affiliated Hospital of Qingdao University, Qingdao 266100,
China)

[ABSTRACT] Objective To investigate the effect of alginate oligosaccharide (AOS) on D-galactose (D-gal)-induced osteo-
porosis in senescent mice and its possible mechanism.  Methods A total of 45 male C57BL /6] mice, aged 8 weeks, were ran-
domly divided into Control group, model group (D-gal group) , D-gal+low-dose AOS group (D-gal+ AOS-L group) , D-gal+ mid-
dle-dose AOS group (D-gal+ AOS-M group), and D-gal+ high-dose AOS group (D-gal+ AOS-H group). All mice except those
Control group were given subcutaneous injection of D-gal at the back of the neck for 8 weeks to establish a mouse model of osteopo-
rosis. D-gal+ AOS-L group, D-gal-+AOS-M group, and D-gal+ AOS-H group were given AOS by gavage at a dose of 50, 100,
and 150 mg/ (kg * d) for 4 weeks since week 5, and Control group and D-gal group were given distilled water by gavage. After drug
intervention, dual-energy X-ray absorptiometry was used to measure bone mineral density (BMD) of the femur, Western Blot was
used to measure the protein expression of the aging-related protein P16 and the oxidative stress-related protein P67 phox, and RT-
PCR was used to measure the mRNA expression of the oxidative stress-related genes p47 phox and gp91 phoxr and the osteoclast
activation-related gene receptor activator of nuclear factor-kappa B ligand (RANKL). Results Compared with Control group,
D-gal group had a significant reduction in BMD, and compared with D-gal group, the AOS intervention groups had a significant in-
crease in BMD (F =46.853,P<0.05). Compared with Control group, D-gal group had significant increases in the protein expres-
sion of P16 and P67 phox in femoral tissue, and compared with D-gal group, the AOS intervention groups had significant reduc-
tions in the protein expression of P16 and P67 phox (F=150.862,156.943; P<(0.05). Compared with Control group, D-gal group

had significant increases in the relative mRNA expression of p47 phox, gp91 phox, and RANKL in femoral tissue, and compared
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with D-gal group, the AOS intervention groups had significant
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] (31571829.31- reductions in the relative mRNA expression of p47 phox, gp9l
03 (ZR2016HQ23) phox s and RANKL (F=17.373—112.311,P<C0.05).  Conclusion

% (1??321’_) ’ ° AOS exerts a protective effect against D-galinduced osteoporosis in

E-mail: mmcl68@126.com. mice, possibly by inhibiting oxidative stress and osteoclast activation.
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