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Effects of Yiqi Jiedu Formula on Proliferation of Nasopharyngeal Carcinoma CNE2 Cells
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(Abstract] Objective To study the inhibitory effects on the proliferation of human nasopharyngeal carcinoma CNE2 cells
with Yigi Jiedu Formula. Methods Real-time unlabeled cell function analysis technique (RTCA) was used to dynamically monitor
the effects of different concentrations (0.125 mg/ml, 025 mg/ml, 0.5 mg/ml, 1.0 mg/ml) of Yiqi Jiedu Formula water extract on the
proliferation of human nasopharyngeal carcinoma CNE2 cells; CCK-8 assay was used to detect the effects of different concentrations of

water extract of Yiqi Jiedu Formula on the proliferation of human nasopharyngeal carcinoma CNE2 cells; the effects of drugs on the
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proliferation and morphology of nasopharyngeal carcinoma CNE2 cells were monitored by high throughput cell
imaging multifunctional detection system Cytation5; Western Blot technique was used to detect the effect of drugs on the expression
of proliferation—related proteins Survivin, XIAP and PCNA in nasopharyngeal carcinoma CNE2 cells. Results The results of RTCA
and CCK-8 showed that the water extract of Yiqgi Jiedu Formula could significantly inhibit the proliferation of nasopharyngeal
carcinoma CNE2 cells compared with the blank control group, and the longer the action time of the water extract of Yiqi Jiedu
Formula, the more significant the inhibitory effect was (P <0.05); Cytation5 results showed that compared with the blank
control group, the morphology of CNE2 cells treated with different concentrations of Yiqi Jiedu Formula water extract changed, and
the higher the concentration, the longer the action time was. The shrinkage of cell membrane, and the concentration and
fragmentation of nucleoplasm were more obvious; The results of Western Blot showed that compared with the blank control group,
the water extract of Yiqi Jiedu Formula could significantly inhibit the expression of proliferation—related proteins Survivin, XIAP
and PCNA in CNE2 cells (P<0.05). Conclusion Yiqi Jiedu Formula can significantly inhibit the proliferation of nasopharyngeal

carcinoma cells, which is related to the inhibition of the expression of proliferation—related proteins Survivin, XIAP and PCNA.
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