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Figure 2. Telomerase activity, TERT gene expression and telomere length detection with Real-
time PCR. SHEF1 and SHEF2 cells were obtained from three different conditions at different time

Table 1. hTERT promoter methylation patern in five different regions relative to the transcription _ -
points. Data are represented as mean + standard deviation (SD), n=3, *P<0.05, **P<0.01, ***P<0.001.
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