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Knockdown of homeobox A6 (HOXAG6) inhibits proliferation,

migration and invasion of HCT116 cells
Wu Shasha, Jiang Zheng
(Department of Gastroenterology , The First Affiliated Hospital of Chongging Medical University)
[ Abstract ]Objective . To investigate the effect of suppressed expression of homeobox A6 (HOXA6) on the proliferation, migration and
invasion of HCT116 colorectal cancer cells. Methods : Recombinant plasmids were constructed and transfected via Lipofectamine
2000. Transfection and interference efficiency was detected by fluorescence microscope , RT-PCR and Western blot. Moreover, cell
proliferation, migration and invasion were measured by CCK-8,colony formation and Transwell assays. The protein expression of E—
cadherin, N-cadherin and Vimentin was identified by Western blot. Results.The transfection efficiency was nearly 30%. The expres—
sion of HOXA6 mRNA (P=0.003) and protein(P=0.000) was significantly lower in all interference groups than in shRNA-NC group,
and the most interference efficient plasmid was shRNA1-HOXA6(P=0.000). CCK-8 showed that the A450 values in shRNA1-HOX
A6 group were lower than in shRNA-NC group (P=0.005). Colony formation revealed that the colonies in shRNAT-HOXAG6 group
(132 £45) were considerably fewer than in shRNA-NC group (353 +45) (P=0.004). Besides, Transwell assay showed that the num—
ber of migration and invasion cells was significantly fewer in shtRNA1-HOXAG6 group[(134 +28), (60 +4)] than in shRNA-NC group
[(276 £94), (168 £ 50)] (P=0.025,P=0.008). Moreover, the protein expression of E—cadherin was higher in shRNA1-HOXAG6 group
(0.490 £ 0.025) than in shRNA-NC group(0.326 + 0.032) (P=0.003) ,but N—cadherin(0.112 + 0.016) and Vimentin(0.886 + 0.033)
expression was lower in shRNA1-HOXAG6 group than in shRNA-NC group[(0.147 = 0.013), (1.159 + 0.040)](P=0.037, P=0.001).

Conclusion : Knockdown of HOXAG6 expression can remarkably
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suppress the proliferation, migration and invasion of HCT116
colorectal cancer cells.
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1.2.3.2 Western blot 54 4 T VL 41 40 i HOXA6 2 11
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shRNA1-HOXA6 shRNA2-HOXA6 shRNA3-HOXA6 shRNA4—
HOXA6 2 HOXA6 mRNA AH X} 4% 35 7K - 4351 4 (0.503 +
0.010),(0.552 +0.011) , (0.686 +0.010) ., (0.589 + 0.013) ,
T B XS HEZH (0.718 £ 0.018) (45 shRNA-NC 41 He4s, 4341
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0.040) . (0.767 + 0.054) . (0.890 + 0.036) , [ shRNA4-HOXA6
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shRNA-NC 41 b4, 439124 P=0.000 ,P=0.000,P=0.001) , HLA7
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B 1 BREEHE HCT116 AR A RIKIER (200% )
Fig.1 GFP expression in transfected HCT116 cells ( 200 x )
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T HRAR (5 shRNA2-HOXA6 41 [b#s, P=0.001, 5 H &4
A R P=0.000) , #R FHl ShRNA1-HOXA6 41140 Bk ik
TGS,

1 2 3 4 5
| ——— c— — N
T N s — o HOXA6
S——————— (i

1. shRNAT-HOXA6 21 ;2. shARNA2-HOXA6 2 ;3. shRNA3-HOXA6
2l ;4. shRNA4-HOXA6 4 ;5. shRNA-NC 41
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Fig.2 HOXA6 mRNA and protein expression in transfected cells
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Fig.3 Cell proliferation detected by CCK-8 assay
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B O A 2 AL, Transwell IERSSL 25 S R
SshRNA1-HOXA6 2] HCT116 412 FEEL[ (134 + 28)/~IH i
/BT shRNA-NC ZH[(276 +94) 1], 2R B A Giil¥ 3 X
(1=-3.236,P=0.025, 18 5), RZ2LIE5H IR, shRNAT-
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Fig.4 Cell proliferation detected by colony formation
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Fig.5 Cell migration and invasion detected by Transwell assay
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2.6 T HOXAG6 £ ik ¥ A HCT116 2m e, E—-cadherin & &
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) B-actin P2 shRNA-NC S FIPEXS IRZH | il 4 20 A
TR AR RE AN B 1 PR 1 . Western blot Kl 45 4 i,
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Fig.6 E-cadherin, N-cadherin and Vimentin protein expression
in HCT116 cells detected by Western blot
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