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Developing Animal Medel of Fraility to Reproduce the Symptoms of Human Fraility
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The aim of this study is to develop animal model of frailty that reproduce the
symptoms of human frailty. We used SAMP10 as a candidate of the human frailty model. Body weight (BW) of
SAMP10 and control SAMR1 mice decreased after 28 weeks old and 36 weeks old, respectively. Compared with
SAMR1 mice, spontaneous activity of SAMP10 was lower. Significant decline of grip strength or grip
strength/BW was observed in SAMP10 after 28 weeks of age. Endurance capacity of SAMP10 decreased after 16
weeks of age. The significant decline of muscle weight of hindlimb was observed in SAMP10 at 64 weeks
compared at 40 weeks of age, and muscle weigh of SAMP10 was significantly lower than those of SAMR1 at
the same age. Compared with SAMR1, the levels of mRNA MuRF-1 mRNA were increased in soleus and
gastrocnemius of SAMP10, whereas the levels of PGC-1a and IGF-1 mRNAs were decreased in soleus of
SAMP10. These results may suggest that SAMP10 is useful model of human frailty.
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