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[ Abstract | Objective To study the effect of down-regulation of long non-coding RNA (IncRNA)
HOXA cluster antisense RNA 2 (HOXA-AS2)/miR-20a pathway on apoptosis and invasion of skin squamous
cell carcinoma cells in vitro. Methods qRT-PCR was used to detect the expression of HOXA-AS2 and miR-
20a in 50 clinical specimens of skin squamous cell carcinoma and paired adjacent tissues. Skin squamous
carcinoma cell line A431 was transfected with HOXA-AS2 siRNA, and the changes in cell proliferation,
clonogenic ability, apoptosis, migration and invasion were evaluated by using MTT assay, clone formation
experiment, flow cytometry, and Transwell assay respectively. Western blotting was performed to detect the
expression of MMP-2, MMP-9, and cleaved caspase-3 proteins in the cells. Bioinformatics software predicted
that HOXA-AS2 and miR-20a had complementary binding sites, and a luciferase reporter system was employed
to verify their targeting relationship. A431 cells were co-transfected with HOXA-AS2 siRNA and miR-20a
inhibitor, and the changes in cell proliferation, clone formation, apoptosis, migration and invasion were
assessed. Results  The expression level of HOXA-AS2 was increased in skin squamous cell carcinoma
tissues. Transfection of A431 cells with HOXA-AS2 siRNA significantly suppressed the cell proliferation,

clone formation, invasion and migration, promoted cell apoptosis, decreased the expression of MMP-2 and
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MMP-9 proteins, and increased the expression of cleaved caspase-3 protein. Down-regulation of HOXA-AS2

significantly up-regulated miR-20a expression. The expression level of miR-20a in skin squamous cell

carcinoma tissues was negatively correlated with that of HOXA-AS2. In A431 cells, miR-20a inhibitor

obviously reversed the effects of HOXA-AS2 siRNA on proliferation, clone formation, invasion, migration and

apoptosis of the cells. Conclusion

Down-regulation of HOXA-AS2/miR-20a pathway can promote the

expression of miR-20a, suppress the proliferation, clone formation, invasion and migration, and induce

apoptosis of skin squamous cell carcinoma cells in vitro.
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FUR A ETE R 0T 2 LIS S M AR AE , 2452
B0 i 8 T A5 S RS 40 P Y Caspase 7R 11
GO, S A S AT & 4, Caspase-3 &
Caspase {8 T8k e b H A UE R, ZE 2B R T 72
Hh SR PR TR T VR T, 3 A IS WA R 2 AR U
(R T b 1S TR 40 P S 5 A 3 TR
AAAE 5, T3 2 5 ) 2 L 7 T 9 i i v 41 9 400
MR R T 4 R 2R 1 A R LA 40
AR T EET, MMP-2 MMP-9 & H §ij & B 1Y
5 IMvRa e R o 2R B U 1) R 5 4 TR A 1A T A R %
FRTHE A W LI SR R AR Rk
B . T HOXA-AS2 J5 14 B¢ k@59 40 fid - C-Caspase-3
EH LT, MMP-2 MMP-9 & [ £ 15 F I, 328 T
W HOXA-AS2 755 Bz Ik 5 92 41 At 08 1=, 410 ol 40 4R 2%
TR, X S AL T A% (SR 50,

IncRNA DI REZAE 5 - 22 R HLEI A OC ,
A LUE 3 5 miRNA 254 500 miRNA f383k, &5k
WO o ASHESE 4G R W] . HOXA-AS2 5 miR-
20a HONHLESE R, 3F B R Tk 9 41 41 f HOXA-AS2
miR-20a A X, 3% 7] e 278 HOXA-AS2 fE FAFLH 5
miR-20a 7 5¢, miR-20a j&— A~ 5 A S HiE -+,
miR-20a 7EFLIR I IR ER A, FF H T DL o 38 1) 1

VI B T 2 R % E B A2 (high mobility group A2,
HMGA2 ) (82 140 1) L Bt 988 4 J 42 28 R % , 15 5 4
MIPT . F 8 PR miR-20a {i 334, miR-20a
T T R [l ) {5 5 A SRR IR T 3 (signal transducer
and activators of transcription 3, STAT3) Fik[E (L T &
PIBSIE AIIEE RS BE 0 o e B IR IR v A BT 5 T -
miR-20a 7] DA ] Bz JEK 6% 98 20 B 1 26 AR 28 S5 Rk
AW AT O, FL S miR-20a B ) T 9 LIM G 1
(LIM kinase 1,LIMK1) 33k 4 7, miR-20a 76 57 ik 5
PR ZAEMHIVERT o ABFIESE R BN T miR-
20a FJLAYRE T ] HOXA-AS2 Xof K2 5k 84 Jes 240 1 184 5
v A28 TR AE T AT, X UESE HOXA-AS2 1R
L5 miR-20a £ 5¢,

25 Lk, HOXA-AS2 75 Bz Jik 8598 & 2B ML 1% b
FTRE A HE RV RE R A 1 T, T I e kT LRI B
IR A A K GRS RARRE ) S AR T AR
B S5 ] fEE miR-20a [R5 Ko AWFTEEE RN
B ) B DIRTT K IR i S At 1R S, S I B K 8t
oy ¥ R AN SR HE TR E s . AR AT R
IR 83858 RE I DR BRRFAIE 5 HOXA-AS2 KR KR,
BATEMR N DL K 22 R 1 Jik 5 98 40 0 rb R A7 36 i, 7 A
Ja BRI R E R ) A TR AR
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