i E A AE ) 2424 9] Chinese Journal of Cell Biology 2023, 45(9): 1331-1340 DOI: 10.11844/cjcb.2023.09.0005

ST circCCDC665B A miR-129-5p Xt & & & H i

Eca-1091258 KR T IS

FA%Y mYH HxE
(#BA T AN REZEBE R 4R, 48 FH 621000)

WE 2R T K circCCDCO663T &8 % 4 i Eca-10938 74 A B T 69 % »f A 2L 5T 1
B Al . qRT-PCRi% 5 Western blotik 2 5142 M 2 B LLLR . & 5 4048 F circCCDC66. miR-
129-5p. HMGBI1#) & A &; RINEFRARE J& 48/LEca-109, Hsi-NC. si-circCCDC66. miR-NC.
miR-129-5p mimic. si-circCCDC66+miR-129-5p inhibitor4#14% 4 £ Eca-10948 /¢, ; qRT-PCR %
5 Western blotik 4~ 5| 420 4m 2, #F circCCDC66. miR-129-5p. HMGBI1#) & ik & ; CCK-8'%. F
WMILET R ER 5 AR @MLK FAR N a8 58 . R EN mAEA @R T F Wk & BIR
24 T IS IGE circCCDC665 miR-129-5p#g ¥eé) % £ , YA Z miR-129-5p5 HMGBl1#¥em % % . &
EHRALF circCCDC66. HMGB1#) & A F & T & F 442 (P<0.05), miR-129-5p#) £ & ZK T
F % 4L (P<0.05); 4 % si-circCCDC663X 4% % miR-129-5p mimic/& miR-129-5p#) KX & . 4@
R T F . miedg A4 E 9T 5 (P<0.05), fn HMGB1%& @ K -F 1% (P<0.05), & % R A0V
(P<0.05); circCCDC667T #1542 miR-129-5p#4 & i& , HMGBI% miR-129-5pt) e K ) ; 4% % si-
circCCDC66F2miR-129-5p inhibitor 7 4-1K4% % si-circCCDC665t Eca-1094m /38 58, & & &R A
TH R R, TEK circCCDC6O67T i it ¥2.6) 18 48 miR-129-5p/ HMGB 1 & 3k dn ARAS & I8 4m 038 74
SLIET AR A, T A T

FIE BEIE; circCCDC66; miR-129-5p; 4 345 141

Effect of Silencing circCCDC66 on the Proliferation and Apoptosis of
Esophageal Cancer Cells Eca-109 by Targeting miR-129-5p

LI Dongming*, XIANG Kemin, WEI Yunjia
(Department of Thoracic Surgery, Mianyang People's Hospital, Mianyang 621000, China)

Abstract  In this paper, the effect of silencing circCCDC66 on the proliferation and apoptosis of Eca-109
in esophageal cancer cells and its possible mechanism were discussed. The expression of circCCDC66, miR-129-
5p and HMGBI1 in esophageal cancer tissues and adjacent tissues were detected by qRT-PCR and Western blot.
Human esophageal cancer cells Eca-109 were cultures in vitro, si-NC, si-circCCDC66, miR-NC, miR-129-5p
mimic, si-circCCDC66+miR-129-5p inhibitor were transfected into Eca-109 cells, respectively. The expression
of circCCDC66, miR-129-5p and HMGBI in cells were detected by qRT-PCR and Western blot, respectively.

Cell proliferation, colony formation and apoptosis rate were detected by CCK-8 assay, plate clone formation as-
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say and flow cytometry, respectively. The targeting relationship between circCCDC66 and miR-129-5p, and the
targeting relationship between miR-129-5p and HMGB1 were verified by dual luciferase report experiment. The
expression levels of circCCDC66 and HMGBI1 in esophageal cancer tissues were higher than those in paracancer
tissues (P<0.05), while the expression of miR-129-5p was lower than those in paracancer tissues (P<0.05). After
transfection with si-circCCDC66 or miR-129-5p mimic, the expression of miR-129-5p, the rate of apoptosis, and
the inhibition rate of cell proliferation were increased (P<0.05), while the protein level of HMGB1 and the num-
ber of colonies formed were decreased (P<0.05). circCCDC66 could target and regulate the expression of miR-
129-5p, and HMGBI is the target gene of miR-129-5p. Co-transfection of si-circCCDC66 and miR-129-5p inhib-
itor could reduce the effect of transfection of si-circCCDC66 on the proliferation, clone formation and apoptosis

of Eca-109 cells. Silencing circCCDC66 can reduce the proliferation and clonal formation ability of esophageal

cancer cells and induce cell apoptosis by targeting the expression of miR-129-5p/HMGBI.
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Fig.1 mRNA abundance of circCCDC66 and CCDC66 in Eca-109 cells treated with actinomycin D was detected by qRT-PCR
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