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Expression of ARL2 in cervical cancer tissues

and its effect on cervical cancer cell phenotype
Peng Ruiqing Wang Yang Sun Ying et al

( Laboratory Center Tianjin Medical University General Hospital Tianjin 300052)

Abstract Objective

er tissues and its effect on the growth

invasiveness and migration of cervical cancer cells. Methods

To investigate the expression of ADP - ribosylation — like factor 2 ( ARL2) in cervical canc—

The ex—

pression of ARL2 in cervical cancer tissues was detected by qRT-PCR and immunohistochemistry. ARIL2 ( siR—

ARL2) was silenced by RNA interference Hel.a and C33 A cells were transfected with non-specific sequence ( pSi—

lencer 2. 1) as negative control MTT assay

assay were used to detect the growth

colony formation assay Matrigel invasion assay and wound healing

invasion and migration of cervical cancer cells after ARL2 interference.
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Results  Expression of ARL2 was significantly higher in cervical cancer tissues. By constract to the NC group the

protein expression was decreased by 59% (t=5.6 P <0.05) in Hela cells and 60% (¢ =5.3 P <0.05) in
C33A cells respectively. MTT assay revealed that cell growth was inhibited the inhibitory rate was 28% (¢t =2. 6
P <0.05) in HeLa cells and 22% (¢ =2.3 P <0.05) in C33A cells. siR-ARL2 reduced the colony forming abili—

ty of Hel.a and C33A cells by 36% and 60%

respectively(1=4.7 6.2 P <0.05) . Invasion and migration were

significantly reduced as well the inhibitory rate on invasion was 49% (¢t =5.2 P <0.05) in Hela cells and 54%
(t=5.7 P<0.05) in C33A cells and inhibited the migration in HeLa cells. Conclusion Expression of ARL2 is

significantly higher in cervical cancer tissues. Knockdown of ARL2 markedly inhibited cervical cancer cell prolifer—

ation migration and invasion and may play an important role in the development of cervical cancer.
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