Supplemental Fig. 1. FGF2 promotes C2C12 cell proliferation and inhibits C2C12 cell differentiation. Results of cell counting and MTT assay in C2C12 cells treated with FGF2 (2-50ng/mL).  (a) In the cell counting assay, compared to control, a significant increase in cell number was observed with 50ng/mL treatment at day1, with 10-50ng/mL treatment at day 2 and with 2-50ng treatment at day 3 ( n=3, *p < 0.05, **p < 0.01).  (b) In the MTT assay, compared to control, a significant increase in cell number was observed with 2-50ng/mL treatment at day1 and day 2, and with 10-50ng/mL treatment at day3 (n=4, *p < 0.05, **p < 0.01). (c) Fluorescence images of DAPI and myosin heavy chain antibody stained myocytes/myotubes of human skeletal muscle cells at differentiation day 3 after FGF9 treatment (2-50ng/mL). (d) Summary data for FI for C2C12 cells treated with 2ng/mL, 10ng/mL and 50ng/mL FGF2. FI decreased significantly for concentrations of 2-50ng/mL FGF2 compared to control (n=3; *p < 0.05, **p < 0.01). Calibration bar =50 µm.
Supplemental Fig. 2. FGF23 does not alter C2C12 cell proliferation and differentiation. Results of cell counting and MTT assay of C2C12 cells treated with FGF23 (2-50ng/mL).  Compared to control, no significant difference was detected in (a) cell counting and (b) MTT assay in any of the FGF23 treatment groups. (C) Summary data for FI for C2C12 cells treated with 2, 10 and 50ng/mL FGF23. Compared to control, no significant difference of FI was observed in any of the FGF23 treatment groups (n=3-4; p > 0.05). 
Supplemental Fig. 3. FGF9 inhibits C2C12 cell differentiation independently of its proliferation effects. Before FGF9 treatment, C2C12 cells were cultured in DM for 48h to reduce/stop proliferation. Then cells were treated with FGF9 (2, 10 and 50ng/mL). (a) Representative Fluorescence images of DAPI and myosin heavy chain antibody stained myocytes/myotubes of C2C12 cells at differentiation day 3 after FGF9 treatment. (b) Summary data for FI for 2, 10 and 50ng/mL FGF9 treatment. FI decreased significantly in the 10ng/mL and 50ng/mL FGF9 groups (n=3, compared to control, 10ng/mL FGF9, p <0.05; 50ng/mL FGF9, p < 0.01), while there is no significant difference between 2ng/mL FGF9 and control. Calibration bar =100 µm.
Supplemental Fig. 4. FGF9 does not alter the expression of cell apoptotic and autophagic genes. Summary data of RT-qPCR detection of gene expression for caspase3, LC3B and P62 at differentiation day3 after 10ng/mL FGF9 treatment. No significant difference was detected for any of the genes evaluated (n=3, p > 0.05).
Supplemental Fig. 5. The completed images of Myostatin Western blot results. (a) Myostatin Western blot results of controls and FGF9 (10ng/mL) treated C2C12 cells at differentiation day 3 and corresponding loading control β-tubulin (b).
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