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Studies of the molecular mechanisms in the regulation of telomerase activity and
cell immortarization.
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Telomerase ribonucleic enzyme plays an essential role in cellular
immortalization. The catalytic subunit of telomerase holoenzyme is hTERT know key regulator of
telomerase activity. Thus, hTERT is an attractive target for the discovering of cancer-specific
treatment. Previously, we reported PITX1 can suppress hTERT expression for regulation of
transcription manner in melanoma cells. However, the detailed mechanism underlying which negative
regulation including counterpart factors remains unclear.

Here, using FLAG pull-down methods, we identified ZCCHC10 as a novel PITX1 interacting protein.
PITX1 protein interacts via their homeodomain with the CCHC domain of ZCCHC10. Furthermore,
co-expression of PITX1 and ZCCHC10 inhibition of hTERT transcription in A2058 cells. Additionally,
ZCCHC10 expression level is decrease in melanoma cell lines and tissues. These data suggested that
ZCCHC10-PITX1 complex proteins are a novel regulator of telomerase activity.
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