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Effect of silencing of Yes-associated protein 1 gene on proliferation and invasion of human non-small cell lung
cancer cells

JIANG Geng-xi, LI Chun-guang, ZHAO Tie-jun, LI Bai-ling, ZHANG Guan-xin, CHEN He-zhong"
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[Abstract] Objective To explore the role of Yes-associated protein 1 (YAP1) in the proliferation, cell cycle,
migration and invasion of human non-small cell lung cancer (NSCLC) cells. Methods A lenti-siRNA targeting YAP 1
(si-YAP1) was used to inhibit the expression of YAP1 gene of human NSCLC cell line A549 cells. CCK-8 assay and flow
cytometry were used to determine the effects of silencing of YAP1 expression on A549 cells proliferation and cell cycle,
respectively; Transwell assay was used to observe the effect of silencing of YAP1 expression on A549 cell migration and
invasion. Results After infection with si-YAPI, the expressions of YAP1 mRNA and protein in A549 cells were
significantly down-regulated (P<C0. 01). YAP1 silencing significantly inhibited A549 cell proliferation, increased the
percentage of cells in Gy /G; phase (P<C0. 01), and significantly decreased the migration and invasion of A549 cells
(P<C0.01). Conclusion YAPI silencing can inhibit malignant biological characteristics of NSCLC, which suggests that
YAP1 gene may serve as an important target in the gene therapy of lung cancer.
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Fig 1 Lentivirus-mediated siRNA stably decreased YAP1 expression in A549 cells

A Infection efficiency in A549 cells was estimated by fluorescent micrograph (original magnification: X200); B: gPCR was used to assay YAP1

mRNA expression in A549 cell lines; C: Infection efficiency in A549 cells was estimated by Western blotting analysis. YAP1: Yes-associated

protein 1. * * P<C0. 01 vs si-NC group. n=3, x=*ts
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Fig 2 Effect of YAP1 silencing on A549 cell proliferation
YAPIL: Yes-associated protein 1. * P<C0. 05, ** P<C0. 01 vs si-
YAP1 group. n=3, 7+s
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Tab 1 Effect of YAP1 silencing on A549 cell cycle progression

%, n=3, x5
Cell cycle si-NC si-YAP1 P value
Gy /G phage 40.3%+3.8 53.444.1 0. 001
G2 /M phage 23.8%+3.0 15.4+1.9 0. 009
S phage 36.6%+1.2 28.0%3.2 0. 041
Apoptosis 0.5%0.5 3.2%+1.1 <0. 001

YAP1: Yes-associated protein 1
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Fig 3 Effect of YAP1 silencing on invasion (A, B) and migration (C, D) of A549 cells
YAP1: Yes-associated protein 1. Original magnification: X100 (A,C). ** P<C0. 01 vs si-NC group. n=3, x+s
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