(P BBESR L) 201 TESE2THS1HA
CHINA ONCOLOGY 2017 Vol.27 No. 11 847

FIHLASP1 A A & ik xF F & 4m fiel
BGCS82338 74 . it 4% RAZ 248 H 9% vh

XNER, K¥E, HFE, B 5
YD PR Bl AR B AR, MR S A B SRR, 7R Hib5 261053

(HE] LTE5HM: LASPLE—MFNISIEASEEED, 590008 30 EHRS L MITH%, 75
ZMEEME R RS, FEMRIE., RBMEBEIMEC. HHLASPITEE®RE L. REFIIER
b WIS . WAL S CE PRI LASPLYE B W T A2 28 VR I B o T ik PR SERT 5% e e B R A ik
2N (real-time fluorescent quantitative polymerase chain reaction, RTFQ-PCR) MIZEH [Ji] BNk
(Western blot) KlILASPIYEA [F] B 4i i R HERIE, BFHRNAT B AR MHIBGC8234H i HLASP1 IR IL, K
FARTFQ-PCRFIWestern blot#r % 4L fGLASPLIERIE, RFHIRIMEGTE . BB FI= 2% S 00 A0 I 54 Y I 41 i () 14
Vh. AR ZERE S, B F-actinBB A UK I I F-actinflI BB &BE 11, FHiWestern blotKrilFE Ll )5
BGC823 41 il Akt B FR LB L. S5 5R : LASPI7E B JEBCCS234M i i Rik . RNAT- I ARITERLASP1E R )5,
FHAH SR RAAELE, LASP1AImRNAFN R [ RIA /KB B R M. A0 MBS G S0 Wm0 4L 40 i vy 14 i SR A1
T X (P<0.05); Transwel LT AMZZRSCI R I, SHTMAAMELL, FHRAHMMIIT ARG 13 HE
F#A (P<0. 05) 5 {ETHHAAMMA IF-actinZE A & LN R WR D (P<0. 05) 5 7ET- P4 40 A Py Ak LT R £ 52 B 1)
filo £5i8: LASPLfKZRIEFEAK AT LLHIH] 5 HEBCC823 4N il ik #3858 . B MR BRE ST, LASPLEIL IATiF-actin
ISR A FIAK U I8 Ab AT 520 S S AL 12 28 . 5488

[E4R]  LASPL; A BREBGCS234HM, WA, TRAIRER

DOI: 10.19401/j.cnki.1007-3639.2017.11.002

FESES: R7352  XEIREE: A XEHS: 1007-3639(2017)11-0847-06

Effect of silencing LASP1 on proliferation, migration and invasion of human gastric cancer cell line
BGC823 LIU Yuzhen, ZHANG Mengxue, LU Shijun, ZHENG Jie (Department of Clinical Pathology,
Key Lab of Neurological Disease and Regeneration & Repair, Weifang Medical University, Weifang 261053,
Shandong Province, China)
Correspondence to: ZHENG Jie E-mail: zj1978824@163.com

[ Abstract] Background and purpose: LASP1 is a novel actin-binding protein and involved in the process of
cytoskeleton reorganization and cell migration. Expression of LASP1 is significantly up-regulated in several malignant
tumors and is closely related to the tumor proliferation, invasion and metastasis. However, the specific mechanism of
LASP1 is not clear in gastric carcinogenesis. This study aimed to detect the effect and mechanism of LASP1 in the
proliferation and invasion of gastric cancer cells. Methods: Real-time fluorescence quantitative polymerase chain
reaction (RTFQ-PCR) and Western blot were employed to determine the expression of LASP1 in gastric cancer cell
lines, as well as human normal gastric epithelial cell line GES-1. RNA interference (RNAi) was used to silence the
expression of LASP1 in gastric cancer cell BGC823. RTFQ-PCR and Western blot were used to analyze the expression
of LASP1 after siRNA transfection. /n vitro proliferation, migration and invasion assay were performed to detect the
effect of LASP1 on BGCS823 cells. F-actin polymerization assay was used to detect F-actin recognition ability in cells.
Western blot was used to analyze phosphorylation of Akt. Results: Overexpression of LASP1 was detected in human

gastric cancer BGC823 cells. Down-regulated expression of LASP1 at both mRNA and protein level was detected after
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siRNA transfection. Cell proliferation assay showed that the growth rate was significantly reduced in RNAi group

(P<0.05). In transwell assay, the cell migration and invasion were significantly decreased (P<0.05). F-actin content was

reduced compared with the control group (P<0.05). The phosphorylation of Akt was significantly reduced after siRNA

transfection. Conclusion: LASP1 was highly expressed in gastric cancer cells. Down-regulation of LASP1 suppressed

the capacities of proliferation, migration and invasion of human gastric cancer BGC823 cells in vitro. LASP1 can

induce migration and invasion of gastric cancer through regulation of F-actin polymerization and Akt phosphorylation.
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Fig. 1 Expression of LASP1 mRNA and protein in different gastric cancer cell lines

A: RTFQ-PCR was used to detect the over-expression of LASP1 mRNA level in BGC823 cells; B: Western blot was used to detected the up-
regulation of LASP1 protein level in BGC823 cells; GAPDH was used as a loading control. *: P<0.05, compared with GES-1 cells
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Fig. 2 [Expression of LASP1 mRNA and protein in BGC823 cell lines after transfection

A: Compared with NC group, LASP1 siRNA transfection could significantly reduce the LASP1 mRNA expression detected by RTFQ-PCR in
BGC823 cells; B: Western blot showed that LASP1 siRNA transfection led to dramatic reduction of LASP1 protein expression in BGC823 cells.
GAPDH was used as a loading control. *: P<0.05, compared with blank group and NC group
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Fig.3 Effect of LASP1 on cell proliferation in BGC823 cell lines using EdU assay
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Fig. 4 Influence of LASP1 on cell migration and invasion in BGC823 cell lines by transwell assay

*: P<0.05, compared with blank group and NC group
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Fig. 5 Time course of relative F-actin content in BGC823 cells

by F-actin polymerization assay
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