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Figure S1 

 

Figure S1. Purity identification of HESCs and the impact of CCN5 on their apoptosis. A. The expression 

levels of Vimentin and CK-18 in HESCs were assessed through immunofluorescence analysis, yielding 

positive results. Scale bar represents 100 μm. B, C. Annexin V and propidium iodide (PI) double staining 

were utilized to evaluate the effects of CCN5 knockdown (B) and overexpression (C) on the apoptosis of 

HESCs. Data are presented as mean ± standard deviation (SD). Statistical significance is indicated as *p < 

0.05 and **p < 0.01. 
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