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Effects of Long Non-Coding RNA SNHG10 on Migration and Invasion of Pancreatic Cancer Cells

QU Jian', ZHENG Yinghuai’, YANG Lian!, LUO Xue'e!, TANG Hongying'*
(1. Department of Hepatobiliary Surgery, Hunan Provincial People’s Hospital, Changsha, Hunan 410011, China; 2. Department of
General Surgery, The Second Xiangya Hospital of Ceniral South University, Changsha, Hunan 410011, China)

(Abstract] Objective To analyze the expression levels of long non—coding RNA (IncRNA) small nucleolar RNA host gene 10
(SNHG10) in pancreatic cancer (PC) cells, and to investigate its effects on the migratory and invasive abilities of PC cells. Methods
The expression patterns of SNHG10 in 5 types of PC cells (AsPC-1, Capan-1, CFPAC-1, PANC-1 and PaCa-2) and a normal
pancreatic ductal epithelial cell (HPDE) was observed by quantitative real-time PCR (qQRT-PCR). The shRNA3.1 (+)-SNHG10 vector
was used to enforce SNHG10 expression, and the pcDNA3.1 (+) vector was served as a negative control. The shRNA-SNHGI10
vector was used to silence SNHG10 expression, and the shRNA—control vector was served as a negative control. The migratory and

invasive abilities of AsPC-1 and PANC-1 cells after knockdown and overexpression of SNHG10 were evaluated by cell scratch and

(475 B #1)2019-07-30

(EETUE ) A A R B B 75 47 1 1 564 00 H (BS))J201808)

(MEE®AT Y i, o, F9A B WSS 07 i R e f i f 1l A S B 37
(B IAEE )+ JH 2238, &, @ FAT P01, E-mail ; tanghylady79@aliyun.com



946 W1 p T B2 25 K 2425 4 hitp://gkzzs.hnuem.edu.cn

2020 55 40 &

Transwell invasion assays, respectively. Results The expression levels of SNHG10 in the AsPC-1, Capan-1, CFPAC-1, PANC-1 and

PaCa-2 cells were significantly higher than that in the HPDE cells (P<0.05), and the SNHG10 expression of the AsPC-1 and

PANC-1 cells was the highest (P<0.05). Transfection of pcDNA3.1 (+)-SNHG10 vector significantly increased the expression levels of

SNHG10 in the AsPC-1 and PANC-1 cells (P<0.05), whereas transfection of shRNA-SNHGI10 vector markedly inhibited the

expression levels of SNHG10 in theAsPC-1 and PANC-1 cells (P<0.05). Transfection of shRNA-SNHGIO vector significantly

promoted the migratory and invasive abilities of theAsPC—1 and PANC-1 cells (P<0.05), while transfection of shRNA-SNHG10

vector markedly inhibited the migratory and invasive abilities of theAsPC—-1 and PANC-1 cells (P<0.05). Conclusion SNHG10

expression is upregulated in PC cells. Overexpression of SNHG10 promotes the migratory and invasive abilities of PC cells, while

knockdown of SNHG10 inhibits the migratory and invasive abilities of PC cells.

(Keywords]) SNHG10; pancreatic carcinoma; long non—coding RNA; migration; invasion
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