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Constructing the Cervical Cancer HeLa Cell Line with Lower Expression of GCF Gene and Gxplore the Radiational Effects of it’s Regulating
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China

Abstract Objective To construct and identify the HeLa cell line which express low level of GCF gene, investigate the effects on
its proliferation and cell — cycle changes and IERS gene after ® Co vy radiation. Methods GCF low expression vector was stably transfect-
ed into the HeLa cells and then we got GCF — shRNA — HeLa monoclonal cells line by G418 screening. Western blot and real — time PCR
were used to identificated it. The morphological characteristics of cells was observed with light microscope. Cells’ proliferation was counted
by CCK -8. IER5 protein expression in GCF — shRNA - HeLa cell line and control cells were detected by Western blot. Results Con-
structing the HeLa cell line which express low level of GCF gene was successfully and the conclusion was that this cell line had smaller
size , bigger intercellular space and more fusiform cells than normal HeLa cells observed by microscope. The results of Western blot and re-
al — time PCR showed the level of mRNA of GCF — shRNA - HeLa lines was lower than control groups(P <0.05). At the same time and
radiation dose, the proliferation of GCF — shRNA — HeLa lines were slower than control cells(P <0.05). At the same radition dose, the
expression of IERS in GCF - shRNA - HeLa was higher than control groups, and the 4Gy was the highest point. The results had signifi-
cant difference P <0.05. Conslusion We confirmed that the GCF could effectively knock down in Hela cells, established the stable
GCF - shRNA - HeLa cell line and validated GCF's influences as IERS gene’s inhibitive transcription factor. Combined with clinical gene
targeted therapy,we could explore the way to reduce the expression of GCF to accelerate the apoptosis of cervical cancer cells by up — regu-
lating IERS.
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