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[Abstract] Objective To clarify the pathogenesis of disuse sarcopenia by cell and molecular biology ex-
periments,and to further explore the molecular mechanism of naringin in the treatment of disuse sarcopenia.
Methods The mouse model of disuse sarcopenia was made,and the primary muscle cells were cultured. CCK-
8 was used to detect the effect of naringin on the proliferation of muscle cells. DCFH-DA and fluorescence mi-
croscopy were used to detect the intracellular reactive oxygen species (ROS) levels. Western blot and RT-PCR
was used to detect the expression leves of protein and mRNAs of Akt signaling pathway related proteins. Re-
sults Compared with the control group,the naringin intervention group could promote the proliferation of
muscle cells (P<C0. 05) ,and its concentration at 500 ng/ml showed strongest ability to promote the prolifera-
tion of muscle cells. The ROS level in the muscle cells of the experimental group (rat tail suspension group)
was significantly higher than that of the control group (P <C0. 05) ; when compared with the control group, the
Sod2 mRNA level in the model group was significantly reduced (P<C0. 05). Western blot results showed that
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the level of p-AKT in the hydrogen peroxide group was significantly reduced (P<C0. 05) , when compared with

the control group,while when compared with the model group,the level of p-AKT in the hydrogen peroxide+ naring

in group was significantly increased (P <C0. 05). In addition, compared with the model+ naringingroup, the expres-

sion levels of Sod2 mRNA in the model+naringin+ wortmannin group was significantly reduced (P<Z0. 05).

Conclusion Naringin is a good drug for the treatment of disuse sarcopenia. The mechanism may be through

reducing the level of ROS in muscle cells of suspended mice and promoting the proliferation of muscle cells by

activating the Akt signaling pathway.
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