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Mechanism of IncRNA CTD-3252C9. 4 on invasion and migration of pancreatic

cancer Panc-1 cells in vitro

YIN Xin, SHI Wanyue, PAN Yi, JIN Liang”
School of Life Sciences and Technology, China Pharmaceutical University, Nanjing 210009, China

Abstract The aim of this study is to investigate the inhibitory effect of long non-coding RNA (IncRNA) CTD-
3252C9. 4 on migration and invasion of human pancreatic cancer cell Panc-1 in vitro and its mechanism. Panc-1
cells were stimulated by epidermal growth factor (EGF) in three-dimensional semi-solid system of cultured pan-
creatic cancer spheres. RT-qPCR was used to detected the transfection efficiency of IncRNA CTD-3252C9. 4. The
effects of IncRNA CTD-3252C9. 4 and bone morphogenetix protein 7 (BMP7) on the invasion and migration of
Panc-1 cells were detected by scratch healing method and Transwell chamber method. The changes of target gene
BMP7 and epithelial-mesenchymal transition ( EMT) related proteins were verified by Western blot. EGF could
significantly inhibit the expression of IncRNA CTD-3252C9. 4 in Panc-1 cells. The IncRNA can affect cells inva-
sion and migration by inhibiting the transcription of the oncogene BMP7, then inhibit the process of EMT of
tumors.
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enchymal transition
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Table 1  Primers used for qRT-PCR of IncRNA CTD-3252C9.4 and
GAPDH genes

Primer Sequence (5’ to3")
LncRNA CTD-3252C9. 4-F GAGGAGGCACACTGAAGTCC
LncRNA CTD-3252C9.4-R  CCAAGCTTCTGTCCACGACT
GAPDH-F CATGAGAAGTATGACAACAGCCT
GAPDH-R AGTCCTTCCACGATACCAAAGT

2.5 kA s A tn i bk
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Table 2 Primers used for PCR of IncRNA CTD-3252C9. 4

Primer Sequence (5" to 3")
LncRNA CTD-3252C9. 4-F CGCGGATCCGGGGTCAAGCCCCCTTGGA
LncRNA CTD-3252C9. 4-R CCGCTCGAGTGAAGTCAGGGCAACTTT-
TATTTAC
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Figure 1  Relative expression of IncRNA CTD-3252C9. 4 in Panc-1

sphere (A) and three different pancreatic cancer cell lines (B) (x s,
ZP3<>O.05, **P<0.005, """ P<0.001
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factor( EGF) stimulation (x £s,n=3)
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Figure 3 (A) Overexpressed and knockdown efficiency of CTD-3252C9. 4 was evaluated in Panc-1(x +s,n =3) . Effects of scratch healing (B) and
invasion and migration (C) after overexpressing and knocking-down of IncRNA CTD-3252C9.4 (x +s,n=3)

**P<0.005," " " P<0.001
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Figure 4 (A) Sequencing results predicted 4 targets for IncRNA CTD-3252C9. 4. ( B) After overexpressing IncRNA CTD-3252C9. 4 ,the mRNA levels
of 4 predictive targets (x +s,n =3) ;Overexpression and knockdown of IncRNA CTD-3252C9. 4 resulted in changes in BMP7 mRNA levels (C) and
protein levels (D) (x+s,n=3);(E)Expression of BMP7 in pancreatic cancers according to GEPIA
*P<0.05," " " P<0.001
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Figure 5 Effects of scratch healing (A) and the changes of bone morphogenetix protein 7 ( EMT) -related proteins ( B) affected by IncRNA CTD-

3252C9.4 and BMP7 (x £s,n=3)
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