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YAP1 knockdown suppresses the proliferation, migration and invasion of human

nasopharyngeal carcinoma cells
ZHOU Yaqing, YANG Rong, MA Gang

Intensive Care Unit, Sun Yat-sen University Cancer Center, State Key Laboratory of Oncology in South, Guangzhou 510000, China

Abstract: Objective To investigate the effects of Yes-associated protein 1 (YAP1) knockdown on the proliferation, migration
and invasion in human nasopharyngeal carcinoma (NPC) cells. Methods We detected the expression of YAP1 mRNA and
protein in different NPC cell lines and an immortalized nasopharyngeal epithelial cell line using RT-PCR and Western blotting.
Two YAP1-targeting small interfering RNAs (siRNA) were transfected into NPC cell lines S26 and S18, and the knockdown
efficiency was confirmed by RT-PCR and Western blotting. The effect of YAP1 knockdown on the proliferation of the NPC cells
was determined by cell counting and colony formation assay; wound healing assay and Transwell assay were used to analyze
the changes in the cell migration and invasion abilities in each group. Western blotting was used to analyze the changes in the
expressions of c-myc, E-cadherin, N-cadherin and vimentin in the NPC cells after YAP1 knockdown. Results YAP1 was highly
expressed in the NPC cell lines. Compared with the negative control group, the NPC cell lines with YAP1 knockdown showed
significantly lowered YAP1 expressions at both the mRNA and protein levels (P<0.05). YAP1 knockdown significantly
suppressed the growth, cloning formation, migration and invasion of the NPC cells as compared with control cells (P<0.01).
YAP1 knockdown obviously decreased the expression levels of c-myc, N-cadherin and vimentin and increased E-cadherin
expression in the NPC cells. Conclusions YAP1 knockdown via siRNA suppresses the proliferation, migration and invasion of
NPC cells in vitro, suggesting that YAP1 may serve as a therapeutic target for NPC.

Key words: Yes-associated protein 1; nasopharyngeal carcinoma; cell proliferation; cell migration; cell invasion
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Tab.1 siRNA sequences for YAP1 knockdown

RNA Sequences
Si-YAP1#1
F 5'-GCGUAGCCAGUUACCAACATT-3'
R 5'-UGUUGGUAACUGGCUACGCTT-3'
Si-YAP1#2
F 5'- GUGGGACUCAAAAUCCAGUTT-3'
R 5'- ACUGGAUUUUGAGUCCCACTT-3'
si-NC
F 5'-UUCUCCGAACGUGUCACGUTT-3'
R 5'-ACGUGACACGUUCGGAGAATT-3'
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Tab.2 Primer sequences for PCR

RNA Sequences
YAP1
F 5'-ACCCACAGCTCAGCATCTTC-3'
R 5'-GCTGTGACGTTCATCTGGGA-3'
B-ACTIN
F 5'-CCCACACTGTGCCCATCTAC-3'
R 5'-GGAACCGCTCATTGCCAATG-3'
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Fig.1 YAP1 expression in NPC tissues (A) and cell lines (B, C). NP69 as a normal control in cell line expression. *P<0.05 vs Normal

group as control.
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detected by RT-PCR and Western blotting in negative
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Fig.3 YAP1 knockdown inhibited the growth (A) and colony formation ability (B) of NPC cells. **P<0.01 vs si-NC

as control group, ***P<0.001 vs si-NC as control group.
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Fig.4 YAP1 knockdown suppresses the migration (A, B) and invasion (C) of NPC cells in vitro. **P<0.01 vs si-NC as control group,
*#%P<0.001 vs si-NC as control group.
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Fig.5 YAP1 knockdown reduced the expression of c-myc,

vimentin and N-cadherin and increased the expression of
E-cadherin in the NPC cell lines S26 and S18 in vitro.
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