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[ Abstract |
A549 cells. Methods
infecting A549 cells. Real-time PCR and Western blot were adopted to detect the HMGNS5 silence rate in human lung cancer A549

Objective To study the impact of silencing HMGNS5 gene by RNA interference on the proliferation of lung cancer

Human lung cancer cell line A549 was cultured. The lentiviral vector was synthesized by HMGN5 gene for

cells; the negative control group and the RNA interference group were set, the proliferation ability of A549 cells was detected by the
MTT method;the cell cycle was detected by the flow cytometry. Results Compared with the control group,mRNA and protein ex-
pression of HMGNS5 gene in the RNA interference group was reduced, the differences were statistically significant (P<C0. 05) ; the
MTT assay found that the proliferation ability of A549 cells in the RNA interference group was significantly decreased, the differ-
ence was statistically significant (P<C0. 05) ;the cell proliferation rate in the RNA interference group was 29. 70 % , which was de-
creased compared with the control group, the difference between the two groups was statistically significant (P<C0. 05); the G1
phase cell percentage in the RNA interference group was 53. 50 £ 0. 30, which was significantly higher than that in the control
group, the difference was statistically significant (P<C0. 05). Conclusion Adopting the RNA interference technology can silence
HMGNS5 gene, which significantly decreases the proliferation ability of human lung cancer A549 cells, HMGN5 gene may be in-
volved in the development, progress and proliferation process of lung cancer.
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