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Supplementary Figure 1. Treatment of FK866 alone did not affect chondrocyte phenotype. A- 

C, chondrocytes were left untreated (Con) or treated with 50 nM FK866 (FK866 for the indicated 

periods. Radiation was used as a positive control for SA--gal staining. The total cell number was 

quantified by counting the surviving cells using trypan blue solution (A). Cellular senescence was 

evaluated with the SA--gal assay. The photomicrographs depict SA--gal positive cells in radiation 

treated cells (blue, B). Cell death was detected by FACScan flow cytometer and the number in the 

corner is the percentage of total cells referring to the percentage of PI-labeled cells (C). Data are 

presented as results of a mean values with standard deviations (A), a representative photomicrograph 

(B), or a typical experiment (C) from at least four independent experiments. 
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