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Effect of Fomes fomentarius Extract in Muscle Atrophy Rat Model
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This study was conducted to induce muscle loss using dexametasone and then use the extract to determine its

effectiveness in a muscle loss animal model. Animal experimental groups were divided by five groups. Changes in the

weight of the animals were measured for a total of 5 weeks. After animal sacrifice, muscle mass was measured, and

animal behavior evaluation was conducted using grip strength test and pole test. The expression levels of MAFbx protein

was measured using muscle samples. Oral administration of Fomes fomentarius extract was effective in suppressing

muscle atropy and increasing muscle, which was confirmed through animal behavior evaluation and muscle-related

protein expression.
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Fig. 1. Body weight change in muscle atrophy rat model. The
body weight of the rats was measured for 35 days. After 25 days,
the results of the experimental group began to show statistically
significant differences compared to the MS group (P<0.05).
Abbreviations: MS, inducing muscle loss Maxim.; FFE, Fomes
fomentarius extract.
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Fig. 2. Results of gastrocnemius muscle weight. The weight of
the gastrocnemius muscle collected after animal sacrifice was
measured. There was a statistically significant difference in the
experimental group compared to the MS group (P<0.01).
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Table 1. Results of grip strength test

Grip strength (g)
Group
0 day 10 days 20 days 25 days 30 days 35 days
Control 4.77+0.88 5.6010.51 6.8110.65 7.3940.59 7.7010.41 8.12+0.43
MS 4.61+0.75 4.10+1.01 3.41+0.60 2.62+0.31 2.02+0.20 1.88+0.24
MS+FFEI mg 4.9140.55 4.35%0.69 4.18%0.61" 4.71£0.73" 5.1310.67" 5.96+0.72"
MS+FFE5 mg 4.80%0.71 4.88+0.66" 5.35+0.52" 5.89+0.70" 6.2410.54" 6.70+£0.68"
MS+Protein5 mg 47140.69 4911047 5.22+0.65" 5704074 6.01£0.87" 6.23+0.60"

Abbreviations: MS, inducing muscle loss Maxim.; FFE, Fomes fomentarius extract. Each point represents the mean £ SEM.

*P <0.05, **P<0.01 compared with the MS group

Table 2. Results of pole test

Time (sec)
Group
0 day 10 days 20 days 25 days 30 days 35 days
Control 55.17+7.18 57.09+6.50 51.08+7.09 48.10+6.91 45.05+5.09 42.08+6.12
MS 57.60+8.72 40.18+11.08 22.19+8.51 15.04%5.09 10.18+1.87 6.90%0.79
MS+FFEI mg 56.10£7.18 43.8016.01 28.18%7.09 32.0945.60™  28.50%0.677  26.58+3.82"
MS+FFE5 mg 58.17+8.09 45.0817.61 35.01£6.08"  35.01£7.12"  34.18+5.017  32.01£3.08”
MS+Protein5 mg 55.87+6.18 41.9147.10 39.10£825"  42.18+5.017  37.55+3.12"  33.08+2.917

Each point represents the mean £ SEM. **P<0.01 compared with the MS group
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Fig. 3. Consequences of MAFbx protein expression. MAFbx
protein expression was close to zero in the control group, and
expression was reduced in the experimental group compared to the
MS group (P<0.01). In particular, the 20 mg dose group showed
the greatest difference from the MS group.
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