B F K%2%E JREG ANAT OPER SURG 2021,30(7) http ://www. jjssxzz. cn 557

doi :10. 11659/jjssx. 10E020082 - ERHAFEE .
L EL miR-31-5p H) I O BE &5 PR E B IS E XA 1T

FTRE,E @Kk FLKEE R OF (LR R LT L 11100052, JL5R S B
I"JiZ 48, JL 5T 100081)

[# ZE] HM  RF miR-31-5p X HJFE 650K 240 58 (OSCC) 21 3% 78 A T A AR A e S RRLIRIG EZ M X R FiE
RT-qPCR #:MOSCC ZHZ FiZu i h miR-31-5p 3235, FIJH Lipofectamine 2000 4 miR-NC .miR-31-5p mimic .miR-31-5p inhibitor 4}
S YL SCC-25 1 CAL-27 4N, #4043 Control 2H .miR-NC 2H .miR-31-5p inhibitor 2H #I miR-31-5p mimic 2, 2RI B S2T0
o 0 240 BRI KA B, T T B S A s A 5 L =K 20 B AR A I 4 B O T, JC-1 e PPl LR R TR, ELISA 6 I 8 461k 47 1B Ak i
(SOD) 7 PEFITN % (MDA ) & i 5 25 [ BB Kl Ki67 \survivin, VEGF | Bel-2 \Bax Fll c-Myc & AR iEKF. 4558 RT-gPCR kil
2R miR-31-5p 7E OSCC ZH 2 A4 i o 45 85 3235 (P <0.05) ;5 Control 21 L35, Y12k miR-31-5p A i R {I% SCC-25 F1 CAL-27
0 v R BRI TE BB H (P <0.05) , I8 m 4 ML 08 T2 (P < 0. 05 ) 5 2 1 Bl S 30 25 SR R W], UK miR-31-5p Al AKX Ki67
survivin . VEGF Fll c-Myc % [k 7K & Bel-2/Bax [Z (P <0.05), JLER miR-31-5p A G 3E R SCC-25 F1 CAL-27 40 i hIC-1£%
BRGNP <0.05) 404 SOD {&E M IF- 15 MDA &5 (P <0.05) . 518 YUK miR-31-5p i i B R LA 6 PE A0 ] OSCC 20 fa i)
Sy TEB S B 7oA R

[ R ] miR-31-5p; M@ JC-1 et B e s AL B ; 1 4

[hE42K5] R780.2 [CHkfRiRAE] A [UeFSHHEI] 2020-10-26

Silencing miR-31-5p inhibits the proliferation and apoptosis of oral squamous cell carcinoma cells
WANG En-chengl ,SUO Nan' ,ZHANG Lei' ,ZHANG Ting-tingl , Qian Jun® (1. Department of Stomatology , Liaoyang Central
Hospital , Liaoyang Liaoning 111000, China ;2. Second Outpatient Department , Peking University Hospital of Stomatology , Beijing 100081, China)

Abstract: Objective To explore the effects of miR-31-5p on the proliferation and apoptosis of oral squamous cell carcinoma ( OSCC)
cell and its relationship with mitochondrial activity. Methods The expression of miR-31-5p in OSCC tissues and cells was detected by
RT-qPCR. MiR-NC,miR-31-5p mimic and miR-31-5p inhibitor were transfected into SCC-25 and CAL-27 cells respectively by Lipofectamine
2000, and the cells were divided into the Control group,the miR-NC group,the miR-31-5p inhibitor group and the miR-31-5p mimic group.
Cell proliferation was detected through clone formation test, the number of microtubules was detected through microtubule formation, cell
apoptosis was detected through flow cytometry, mitochondrial activity was evaluated by JC-1 staining, the levels of superoxide dismutase
(SOD) activity and malondialdehyde (MDA) were detected by ELISA ,and the protein expression levels of Ki67 ,survivin, VEGF, Bel-2 , Bax
and c-Myc were detected by Western blot. Results RT-qPCR resulis showed that miR-31-5p was highly expressed in OSCC tissues and
cells (P <0.05). Compared with the Control group, silencing miR-31-5p significantly reduced clone formation and microtubule formation of
SCC-25 and CAL-27 cells (P <0.05) ,and increased the rate of apoptosis ( P <0.05). Western blot experiments showed that silencing
miR-31-5p significantly reduced the protein expression levels of Ki67, survivin, VEGF, ¢-Myc and the ratio of Bel-2/Bax (P < 0. 05).
Silencing miR-31-5p significantly reduced JC-1 mitochondrial activity in SCC-25 and CAL-27 cells (P <0.05) ,inhibited SOD activity and
increased MDA content (P <0.05). Conclusion Silencing miR-31-5p inhibits the proliferation of OSCC cells and induces their apoptosis
by destroying mitochondrial activity.
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Effect of knockdown of key transcription factor FoxD3 on gastric cancer cell line SGC-7901

LIU Shi-guang' , TIAN Ling-ling' , SHI Dong-mei' , WANG Cong’, LIU Cong’ (1. Department of Medical Oncology, Liaoyang
Central Hospital, Liaoyang Liaoning 111000, China; 2. Department of Medical Oncology, Liaoning Cancer Hospital, Shenyang Liaoning
110000, China;3. Department of Medical Oncology, Tieling Central Hospital , Tieling Liaoning 112000, China)

Abstract: Objective To investigate the effect of shRNA FoxD3 on the growth, motility and epithelial-mesenchymal transformation of
gastric cancer cell line SGC-7901. Methods The shRNA FoxD3 vector and empty plasmid vector were transfected into SGC-7901 cells, and
the cells were divided into the Control group,the shRNA-NC group and the FoxD3-shRNA2 group according to different treatment methods.
The rate of cell clone formation was detected by clonal formation assay;the number of invaded cells were detected by Transwell ; the cell
scratch healing rate was detected by scratch test; the morphological changes of epithelial-mesenchymal transformation was observed under
microscope ; the protein expression levels of Ki67, proliferating cell nuclear antigen ( PCNA) , E-cadherin, N-cadherin and Vimentin were
detected by Western blot. Results Compared with the Control group,the FoxD3-shRNA2 group had lower rate of cell clone formation (P <0.05),
lower protein expression of Ki67 and PCNA (P <0.05) ,less invaded cells (P <0.05) ,and lower scratch healing rate (P <0.05). And the
epithelial-mesenchymal transformation in the FoxD3-shRNA2 group was inhibited and the protein expression of E-cadherin was increased
(P <0.05) ,while the protein expressions of N-cadherin and Vimentin were decreased in the FoxD3-shRNA2 group compared with those in
the Control group (P <0.05). Conclusion ShRNA FoxD3 can inhibit the proliferation, invasion, migration and epithelial-mesenchymal
transformation of SGC-7901 cells.

Keywords: gastric cancer;Forkhead box D3 ;proliferation ; epithelial-mesenchymal transformation
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