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Mechanism of circ—E2F3 promoting the proliferation of cervical
cancer cells

MIAO Huazhen', LIU Min®
(' Jiangyin City Maternal and Child Health Hospital, Wuxi, 214400, Jiangsu, China;
’Nanjing Second Hospital, Nanjing, 210003, Jiangsu, China)

Abstract: Objective To study the effect of circ—=E2F3 on the progression of cervical cancer by inhibiting miR-296-5p.
Methods The expression levels of circ=E2F3 in cervical cancer tissues and adjacent tissues were detected by qRT-PCR,
and cervical cancer cell lines were then screened. The expression levels of circ—E2F3 expression in cervical cancer cell
lines and normal cervical mucosal epithelial cells were detected by qRT-PCR. Cell viability was detected by CCK-8. The
possible molecular mechanism of circ—E2F3 was screened by searching the database, and its regulatory mechanism was
confirmed by dual luciferase analysis and qRT-PCR. Results The expression of circ=E2F3 was up-regulated in cervical
cancer tissues and cervical cancer cell line CaSki. In vitro experiment found that circ=E2F3 can promote the proliferation of
cervical cancer cells. circ—=E2F3 promoted the tumor growth in vivo by inhibiting miR-296-5p. Conclusion circ-E2F3
played an important role in the progress of cervical cancer by inhibiting miR-296-5p. Highly—expressed circ—=E2F3 may
be an important indicator to predict the progress of cervical cancer.
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pL/ALIA 96 FLAR , B 15 6 S AL, B T 37 °C.5%

— 444 -

COREFRA IG5 48 h, E WA AR . &L T
NSRBI B T B (PFU-mL™) =4l L <5l
4y HexJE G 52 80 (multiplicity of infection, MOT)XJ5
BB AL 10°,
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Tab. 1 Primer sequence

319751
F: 5'-TGTTCCTCCTCCCTCCAAAG-3'

B AR

circ—E2F3
R: 5'-GATGCAACGGATTGCGAGG-3’
F: 5'-TGCCTAATTCAGAGGGTTGG-3'
miR-296-5p
R: 5'-CTCCACTCCTGGCACACAG-3'
U6 F: 5'-CTCGCTTCGGCAGCACA-3’
R: 5'-ACGCTTCACGAATTTGCGT-3'
F: 5'-AGAAGGCTGGGGCTCATTTG-3'
GAPDH

R: 5'-~AGGGGCCATCCACAGTCTTC-3’
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(SPSS, Inc, Chicago, USA)GEit#FtiTab 3. if
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75 sh-NC 4 £, 7P<0.01.
Note: Compared with the sh-NC group, “P<0.01.

H1 qRT-PCR M cire-E2F3 89 T 42 %
Fig. 1 Interference efficiency ofcirc—=E2F3 detected

by qRT-PCR
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Fig. 2 Effects of silencing circ—=E2F3 on the proliferation of

HcerEpic cells
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CircRNA (Top)-miRNA

Mirbase 1D (Bottom) pairing

Site
Type

7mer-m8

hsa_circ_0075804
(ORRE-0)
hsa-miR-296-5p
(EREN)

CCUCCAUCCCCGCUUGGGGCCC
IRIGTRISTRIS
UGUCCUAACUCCCCCCCGGG:

B3 cire-E2F3 _F B miR-296-5p £ &1 &
Fig. 3 miR-296-5p binding sites on circ—=E2F3

5p mimic A] i FEA cire-E2F3-WT [ 5¢ )t 2 i 1%
P, 1 cire—E2F3-Mut {9728 G2 BTG PR e 2z, 1
/i cire-E2F3 5 miR-296-5p 7] GE A7 76 B /) A .
YEH (El 4) . qRT-PCR Kl CaSki 41 I8 & HeerEpic
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35 1 miR-296-5p (1435 , i KK cire-E2F3 AJ
i 2 AR CaSki 40 g miR-296-5p i ik (&1 5)
FW] circ—E2F3 AT LU i 5 2509 240 il 3 o miR-296—
SpHFRIA .
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E2F3-WT E2F3-MUT

T 7 CaSki 40 M % 4 A # % NC mimic+cire—E2F3-WT, miR~
296-5p mimi+circ-E2F3-WT, NC mimic+circ—E2F3-MUT f# miR-
296-5p mimic+cire—E2F3-MUT J& A& MU 4 3¢ 7 ok Z B vE o 5 mim-
ic-NC 41 th %, P<0.01.

Note: After transfection of NC mimic + circ—E2F3-WT, miR-296—
5p mimic + circ—E2F3-WT, NC mimic + circ—E2F3-MUT and miR-
296—5p mimic + circ=E2F3-MUT in CaSki cells, detect the relative lu-

ciferase activity.Compared with the mimic—NC group, “"P<0.01.
B4 A& 42 Ho AR X FOE % B 3E T

Fig. 4 The relative luciferase activity of cells in each group
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Note: Compared with the sh-NC group, “P<0.01; Compared with
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E5 728 HU% 40 0 P 31 K 3K cire—E2F3 A1 90 8 cire-E2F3

Fig. 5 Circ—E2F3 was overexpressed and silenced in cervical

cancer cells
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Fig. 6 sh—circ—=E2F3 inhibits tumor growth of cervical cancer

cells in vivo
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