i E A AEY) 2424 9] Chinese Journal of Cell Biology 2021, 43(9): 17471755 DOI: 10.11844/cjcb.2021.09.0003

IncRNA CBR3-AS1i# 3£ miR-145-5p 200 & 7=
HGC-27T4RRaRIIE5E . 1TH5. 1%%%%11})%1‘:

A EHERT IR KEFE
(N Z AN E B, IR I AR 2 2430, 15,5k 014010; 2 2451605 EE e, REEARL 613k 014030)

D H K4+ IncRNA CBR3-AS1#2%) miR-145-5paf § & 4w fie. HGC-27ﬂPw:}LetctéJ*‘A AT 8
#oh , AR SR AT % K2 & PCR(RT-qPCR)AE M 3045 B 55 & 64 98 41 22 R J% 5 2R 4% P CBR3-
Asﬁu miR-145-5p#) £ A K-F, KRG, ¥ CBR3-AS1F AL B4 m1R—145—5p7f§?WfﬁJ\ miR-
145-5p#7 4|7 55 CBR3-AS1 TR A A KK A48 £ F B @R HGC-27; A ¥ A@ Rk b &
R (MTT)A W) 4a e b AR 4 i AA ) 40 e, 78 = A2 ; TranswelliE A0 iE #% A4z 22 649 fa ik, X
R F BEIR A B CBR3-AS1A7 miR-145-5piy¥em % 4. SR I 7, §EA4F CBR3-
AS1EEKF & T F AL, fa miR-145-5p & A K-PAK T & 5 4142 (P<0.05). it & X miR-145-5p
K47 %] IncRNA CBR3-AS1& A T AL HGC-2748 i & Ve, WY E 12 & it dk, Mk S mit A
& (P<0.05). IncRNA CBR3-AS1¥26)744% miR-145-5p; T mlR-145-5p:nf£$%T 374 IncRNA CBR3-
AS1E XX HGC-274m /6946 A . B sk, #74]IncRNA CBR3-AS1& A 7 4618 if _E A miR-145-5p7 4|
HGC-27#mfe ey T2 &, 37A, (1Lt mie A,
X#281@  IncRNA CBR3-ASI; miR-145-5p; 5 %; W5H; iLFe 1228, 1

IncRNA CBR3-AS1 Affects the Proliferation, Migration, Invasion
and Apoptosis of Gastric Cancer HGC-27 Cells by Regulating miR-145-5p

LI Haili', GAO Peizhen**, GUO Weidong', ZHANG Huijie'

("Department of Oncology Clinical Medicine, Inner Mongolia Baogang Hospital, Baotou 014010, China;
*Department of Anesthesiology, Sinopharm North Hospital, Baotou 014030, China)

Abstract  In order to explore the effect of IncRNA CBR3-AS1 targeting miR-145-5p on the malignant bio-
logical behavior of gastric cancer HGC-27 cells, RT-qPCR (real-time fluorescent quantitative PCR) was performed
to examine the expression levels of CBR3-AS1 and miR-145-5p in cancerous tissues and adjacent tumors of 30
patients with gastric cancer. Then, the CBR3-AS1 interference expression vector plasmid, miR-145-5p mimic, miR-
145-5p inhibitor and CBR3-AS1 interference expression vector plasmid were transfected into gastric cancer cell
HGC-27; cell viability was detected by MTT (tetramethylazolium salt colorimetry); flow cytometry was used to
detect cell apoptosis rate; Transwell method was used to detect the cells number of migration and invasion; dual
luciferase report test was used to detect the targeting relationship between CBR3-AS1 and miR-145-5p. Experiment
result showed that the expression level of CBR3-AS1 in gastric cancer tissue was higher than that in adjacent tis-

sues, while the expression level of miR-145-5p was lower than that in adjacent tissues (P<0.05). Overexpression of
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miR-145-5p or inhibition of IncRNA CBR3-AS1 expression can reduce the activity of HGC-27 cells, the number of

migration and invasion cells, and increase the apoptosis rate (P<0.05). IncRNA CBR3-AS1 targeted and regulated

miR-145-5p. Down-regulation of miR-145-5p reversed the effect of inhibiting the expression of IncRNA CBR3-
AS1 on HGC-27 cells. Therefore, inhibiting the expression of IncRNA CBR3-AS1 may inhibit the migration, inva-

sion and proliferation of HGC-27 cells, and promote cell apoptosis by up-regulating miR-145-5p.
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