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High expression of long noncoding RNA UCA1 promotes invasion, migration and

epithelial-mesenchymal transition of trophoblasts in vitro
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Abstract: Objective To investigate the role of urothelial carcinoma antigen 1 (UCA1) in regulation of invasion, migration and
epithelial-mesenchymal transition (EMT) of trophoblast HTR-8/SVneo cells and its association with tubal pregnancy. Methods
Cultured HTR-8/SVneo cells stimulated with interleukin-6 (IL-6) were examined for changes in UCA1 expression and cell
migration ability using qRT-PCR and scratch assay, respectively. A HTR-8/SVneo cell model with UCAL1 silencing was
constructed by transient transfection, and the migration and invasion abilities of the cells were assessed using Scratch assay
and Transwell assay; qRT-PCR and Western blotting were performed to detect the mRNA and protein expression levels of
EMT markers. Results HTR-8/SVneo cells stimulated with IL-6 exhibited significantly increased migration ability and up-
regulated expression of UCA1 (P<0.01). UCAL silencing obviously suppressed migration and invasion abilities of HTR-8/
SVneo cells (P<0.01), significantly up-regulated the mRNA and protein expressions of EMT epithelial marker E-cadherin (P<
0.01), and down-regulated the expressions of the mesenchymal markers integrin (33, vimentin and N-cadherin (P<0.05).
Conclusion UCA1 may be a key gene that promotes the occurrence of tubal pregnancy and thus provides a new therapeutic
target for tubal pregnancy.
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Tab.1 Primer sequences for quantitative real-time PCR

Gene Primer sequence (5'-3")
UCAL1 F: TTTGCCAGCCTCAGCTTAAT
R: TTGTCCCCATTTTCCATCAT

E-Cadherin F: TGGTACCTGGCAAGATGCAG
R: GGGGGCTTCATTCACATCCA
Intergrin 3 F: TTCAATGCCACCTGCCTCAA
R: TTGGCCTCAATGCTGAAGCTC
N-cadherin F: ACCTTTCACTGCGGATACGTG
R: TGACTAACCCGTCGTTGCTG
. . F: GGACCAGCTAACCAACGACA
Vimentin
R: AAGGTCAAGACGTGCCAGAG
GAPDH

F: TCGGAGTCAACGGATTTGGT
R: TTCCCGTTCTCAGCCTTGAC

F: Forward primer; R: Reverse primer.
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B, SFE I B G In—Pi4 OB R, I —HuE
IRFE 1 h, TBST P/ T e I TR YR R S
UG . AfiH Image TR BT 450 I EE(EL, ARAE N S
GAPDH #H K BE(ERE IE , F- LA BRZH Ab RS 70—
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Fig.1 Effect of IL-6 on HTR-8/SVneo cell migration and UCA1 expression. A: Wound
healing assay of the cells (Original magnification: x40). B: UCA 1 expression level in
control and IL-6-treated cells. **P<0.01 vs negative control (NC) group.
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Fig.2 Changes in expression level of UCA1 in HTR-8/
SVneo cells after transfection with UCA1 siRNA.
*#P<0.01 vs NC group.
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si-UCA1

24 h

3 B HTR-8/SVneo BT BRI LLE
Fig.3 Changes in migration and invasion abilities of HTR-8/SVneo cells after transfection with UCA1 siRNA. A:
Wound healing assay of the cells (x40). B: Transwell invasion assay of the cells (x100). C: Number of invasion cells in
NC and si-UCA1 group. **P<0.01 vs NC group.
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Fig.4 Expression levels of mRNA or proteins of EMT markers in HTR-8/SVneo cells transfected
with UCAT siRNA. A: mRNA expressions of the markers. B, C: Relative protein levels of E-
cadherin, integrin@3, vimentin and N-cadherin in HTR-8/SVneo cells in NC and si-UCA1 group.

*P<0.05, **P<0.01 vs negative control group.
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