T E R AE AT 2435 hitp://www.biother.org

Chin J Cancer Biother, Sep. 2017, Vol. 24, No. 9 - 913 -
DOI:10.3872/j.issn.1007-385x.2017.09.008 . llé', R“ﬂ' ;‘L’, .

GPX1 A EMEA AP RNRIAR X EMEIETE. RFERITHAIFN
S, B SN (6 1 AR E BRI K AR, Bl T 570208)

(#% ZF] 8@ R B IO E - 1 (GPX DTESS B (CRO AL (A K L Ho CRC Ak HT29 FILOVO
IG5 R AR BRI . ok R 2015 4E 6 A 20164F 3 A 1813 0 A R BE BT 20 Be 4B F AR UIBR 1 60 4]
I PR CRC 4 2R B et 55 4L 2R, S S 5% 5% 58 8 PCR (qPCRO AR KL CRC 21 4R Jo g 55 4L 23 GPXT mRNA K F. 7E =K1k
GPX1 mRNA ] HT29 21 Btk A 12955 5 shRN AR YL (19 77 V26 3 B GPX T 40 B bk , i) i JuiiAE SR8 GPXT mRNA I LO-
VO i H M It KI5 GPXT AR, JE/E GPXT mRNA R /KT T IR, 8 MTSER I CRC 20 JR i 34 5E BE 7 1) A8
1k, FIRIIR SE5G \ Transwell {2 28 5250 73 A Il CR C 40 I #1228 68 /1 A2 4K , I i Western blotting £ I E-45 26 & (1 A1 T2
HAXRIEZ, 4 R CRCALF GPXT mRNA F LK BEM THEFHL10.051+0.024 vs 0.142+0.051,P<0.01). Rikk
GPXI J5 , HT29 41 Jfi () 39 58 fE /7 2 2 19 98 (12.901£2.790 vs 6.617+2.462, P<0.01) {278 f )1 B3 W58 [(384.7£37.9) vs
(209.2+31.2)1,P<0.01]iERBE /7 EHE5E[(0.251£0.038) vs (0.139+0.025)mm, P<0.01].E-45%k 55 1 #iE FiH(P<0.01).
WL ARIE L (P<0.05) . 5RE GPXT I LOVO 3 TE B8 71 835 B (R (P<0.0 1D ERE IR 2268 )1 T [ (3 P<0.05) .E-
PR 1 B (P<0.0 D IR E I RIE T (P<0.01). % ¥ : GPXI mRNAE N CRCAL FREIE, GPXI A% CRCH
B 5 E R AR 28, L AE CRC il e R FE I A -

[EEIR]  BIH IS S EE-1: 85 B W =28 10 %

[FESHS] R7353; R730.2 [SCEMHFIRTE] A [CEHS]  1007-385X(2017)09-0851-08

Expression of glutathione peroxidase-1 in colorectal cancer tissue and its effect on
cell proliferation and migration

CHEN Wenbin, ZHONG Wenzhou (Department of Gastroenterology , Binjiang Branch of Haikou People”’ s Hospi-
tal , Haikou 570208, Hainan, China)

[Abstract] Objective: To investigate the expression level of glutathione peroxidase-1(GPX1)in colorec-
tal cancer (CRC) tissues, and its effect on the proliferation and migration of CRC HT29 and LOVO cell
lines. Methods: Colorectal cancer tissues and para-cancerous tissues that resected from 60 CRC patients
at Binjiang Branch of Haikou People’s Hospital from June, 2015 to March, 2016 were collected for this
study. Reverse transcription polymerase chain reaction (RT-PCR) was used to detect the expression level
of GPXI mRNA in sample tissues. HT29 cell line expressing higher GPX/ mRNA was transfected with
lentivirus shRNA to stably knock-down GPXI expression, while LOVO cell line expressing lower GPX]
mRNA was subjected to transient transfection method to stably over-expressing GPX/, and the protein
and mRNA expression level of GPX1 were verified in cells. The change in cell proliferation ability was
detected by MTS assay, and the invasion and migration ability was detected by Transwell invasion assay
and wound healing assay. The changesin expression of E-cadherin and vimentin were detected by Western
blotting. Results: GPX/ mRNA expression was significantly lower in CRC tissuescompared with para-
cancerous tissues. (0.051+£0.044 vs 0.142+0.051, P<0.01) After knock-down of GPX/: the proliferation
ability of HT29 cells was significantly improved (12.901+2.790 vs 6.617+2.462, P<0.01),the invasion
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and migration ability of HT29 cells were significantly enhanced (invasion: [384.7 +37.9] vs [209.2 +
31.2], P<0.01; migration: [0.2514+0.038] vs [0.139£0.025] mm, P<0.01); andthere was a down-regulation
of E-cadherin (P<0.01) and an up-regulation of vimentin (P<0.01). After over-expression of GPXI: the

proliferation ability of LOVO cell was significantly decreased (P<0.01); the invasion and migration abili-

ty of LOVO cell was significantly decreased (all P<0.01); and there was an up-regulation of E-cadherin

(P<0.01) and a down-regulation of vimentin (P<0.01). Conclusion: GPX/ mRNA was low-expressed in

human colorectal cancer tissues.GPX/ may inhibit the proliferation, invasion and migration of CRC cell

lines, and may play an important anti-carcinoma role in CRC.

[Key words] glutathione peroxidase-1 (GPX1);colorectal cancer;proliferation;invasion;metastasis
[Chin J Cancer Biother, 2017, 24(9): 913-925. DOI:10.3872/j.issn.1007-385X.2017.09.006]
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