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K 5EIERAZRNA VLDLR X A B B 5 4 A
HETE FIEF2 BE 1BV 220

kA EARN fROIR BEEIR ER PREST
(VLT R 2B 2 B % AR RE, BRIV 212001; 2L R 22 BHR B2 Be i 4k W R, #RYL 2120001
VLI RF 5B, $HIL 212013)

E  Z IR T K% ARNA((long non-coding RNA, IncRNA) VLDLR £2 M B & 48 42 A&
Sthamfit B 69 &K, FEAT T Bt e ielg s e it AL 4 ) 69 %ok, i iE 7 & R 45 FK PCR(quantitative
reverse transcription PCR, qRT-PCR)#& | VLDLR /2 1445 Ik A5 2B 4R At L & 55 4L 4 B SR 4 I8, B
89 &AL KT, Fit—F F) I RNA T #i(ribonucleic acid interference, RNAi)# R4K i+ VLDLR #) & 4 5
e, CCK-8Fn J, [T pr, 52 B4 4m 38 74 4% /), Transwell 52 3480 48 it iE 4% 48 77, Western blot#s
MEE R AL, EREI, 14675040 F | VLDLRAAT & 3L K-F 4 4.49+5.85(P<0.05), VLDLR
FESHRIEIEIE o P 2 F b R GK . Bt RBAAAA bk, F23640 48 i F VLDLR mRNA /K-8 S 4K (¢4 5
N32.43. 19.02, P<0.05); fmfiesg 3. mfie o T R AL fiE 7 B B ¥ EK(P<0.05), R4 &%
#) B-2(matrix metalloproteinase-2, MMP-2)A=MMP-9%& € i /K- = 4K(P<0.05). Z A 50 4 R & 9,
VLDLR /2 MM F & &34, i VLDLR KA 7 KR AR R 20 0 64 36 78 Fo iE 5 48
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Abstract The aim of this paper is to investigate the expression profile of long non-coding RNA VLDLR
in pancreatic cancer tissues and 5 different cell lines and the effect of VLDLR on the proliferation and migration
of pancreatic cancer cell. Quantitative reverse transcription PCR (qQRT-PCR) was performed to detect the relative
expression of VLDLR in 14 cases of pancreatic cancer tissues and corresponding para-carcinoma tissues and five
cell lines. The proliferation rates were examined by CCK-8 and colony formation assays. The migration rates were
examined by Transwell assays. The relative level of the protein was detected by Western blot. The relative level
of VLDLR mRNA in 14 cases of pancreatic cancer tissues was 4.49+5.85 (P<0.05). The relative level of VLDLR
mRNA were different in five pancreatic cancer cell lines. Compared with the control group, VLDLR mRNA level

was decreased (=32.43, 19.02, P<0.05) and the ability of proliferation, cell colony-forming and migration were
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significantly inhibited in experiment group (P<0.05). The protein levels of matrix metalloproteinase-2 (MMP-2)
and MMP-9 were reduced (P<0.05). These results indicated that the expression of VLDLR was up-regulated in

pancreatic cancer. Knockdown of VLDLR could decrease the proliferation and migration of pancreatic cancer cell.
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A: VLDLR mRNA levels in pancreatic cancer tissues (N: para-carcinoma tissue; T: pancreatic cancer tissue); *P<0.05 vs N group; B: VLDLR mRNA

levels in pancreatic cancer cell lines. *P<0.05, the mean for each group is not the same.
Bl FRAREEALRREMAAETVLDLR mRNAKE
Fig.1 The mRNA levels of VLDLR in pancreatic cancer tissues and cell lines
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Fig.2 The mRNA levels of VLDLR significantly reduced in si-VLDLR group
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Fig.3 Effects of down-regulated expression of VLDLR on cell proliferation ability
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Fig.4 Effects of down-regulated expression of VLDLR on cell migration ability
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