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WE: [ B ] MR ZREF E2F7 £ EHIARE R SETER. [ k] L C2C12 sUNLAIM A R 5T %
%, Wi B/ RNA T3 C2C12 ML b E2F7 B3k, 4y N T Mxt 4, 3+ 41 H RT-PCR.,
CCK-8 #1 EdU 254 AR K IAE C2C12 L4 i T4 B2F7 J5 XS L4 s s i sgmi . [ 4559 ] E2F7 mRNA
FIRAKAE C2C12 JRVLA MR FE A b 35 73 T4 A1 (P<0.01); SXF BRZEAR LE , T2 F 240 L 1% A< R0 A 4
J B 2R R 3 X RR A (P<0.01); T3 BE2F7 BT T C2C12 BINLAN ML Cyclin E 19 321K K- (P<
0.05), W@ EMIE Cyclin D F1 CDK4 FE3A (P<0.01); FF H Tt E2F7 v @& R E2F2 (P<0.05) Fltk @ & 12
i E2F1 } E2F3 [k ik (P<0.01), [R]A#% 5 35 (2 38 55 UL AH Mo 3% FE #H OC microRNAs (miR-7. miR-25, miR-
27 1 miR-92a) ik (P<0.01), [ &5 ] T4 E2F7 nlfet C2C12 i MAnMupy 3458, E2F7 nREE M AL
M E2Fs {5530 B AU LA 4 54 ¢ microRNA ZHEEH

XHEIR: E2F7; C2C12 ML 3458 ; /T4 RNA; H8IILAE
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Effect of Interfering with E2F7 on the Proliferation of
C2C12 Myoblasts
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Abstract: [ Purpose ] To explore the biological role of E2F7 in the development of skeletal muscle
cells. [ Method ] C2C12 myoblasts were used as the research object. Small interfering RNA was de-
signed to interfere with the expression of E2F7 in C2C12 myoblast. C2C12 myoblasts were divided
into interfering group and control group. The effect of E2F7 on the proliferation of C2C12 myoblasts
was detected by RT-PCR, CCK-8 assay and EdU assay, respectively. [ Result] The expression of
E2F7 was significantly higher in C2C12 myoblasts during the proliferative phase than that in the dif-
ferentiation phase (P<0.01); the viability and ratio of neoplastic cells of C2C12 myoblasts after E2F7
interference were extremely significantly higher than those of the control group (P<0.01). The expres-

sion level of Cyclin E was significantly increased (P<0.05), and the expression of Cyclin D and CDK4
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was extremely significantly elevated when C2C12 myoblasts interfered with E2F7 (P<0.01). Further
finding showed that interference with E2F7 significantly promoted E2F2 (P<0.05) and extremely sig-

nificantly promoted the expression of E2F1 and E2F3 (P<0.01). At the same time, it extremely signi-

ficantly promoted the expression levels of microRNAs (miR-7, miR-25, miR-27, and miR-92a) which

associated with myoblasts proliferation (P<0.01). [ Conclusion ] The results suggest that interfer-

ence with can promote the proliferation of C2C12 myoblasts, and E2F7 may plays a role through reg-

ulating the classical E2Fs signaling pathway and myoblasts proliferation-related microRNAs.

Keywords: E2F7; C2C12 myoblasts; proliferation; siRNA; skeletal muscle development
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#% Takara PrimeScript” 1% Strand cDNA Syn-
thesis il One Step PrimeScript® miRNA ¢cDNA Syn-
thesis 1d. B 45 it ] mRNA Fl miRNA () 2 # [ v
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1.6.3 SEI 2% E & PCR

i 1% SYBR Premix Ex Tag 11 (2x) i B 5 fic
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miR-27-3p. miR-27-5p } miR-92a Ay FikiE .

W& % (10 uL): SYBR® Premix Ex Tag™
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Tab. 1 The primer sequences and annealing temperatures

HL A S (5°—37) 1B KIREIC
gene primer sequence T
F: GAGAAGTCACGCTATGAAACCTC
E2F1 62
R: CCCAGTTCAGGTCAACGACAC
F: ACGGCGCAACCTACAAAGAG
E2F2 62
R: GTCTGCGTGTAAAGCGAAGT
F: AAACGCGGTATGATACGTCCC
E2F3 62
R: CCATCAGGAGACTGGCTCAG
F: GCTTTGGGAAACTTGGGATAG
E2F7 62
R: CAGTGTGGCTTCAGTCATAGA
F: GCTTGCTCCGGGGATGAAAT
Cyclin D 60
R: GCGAGGACACCATAAGGAAATCTG
F: AGTTTCTAAGCGGCCTGGAT
CDK4 60
R: AACTTCAGGAGCTCGGTACC
F: TAGGCCCTCAGCCTCACTC
Cyclin E 62
R: CCACCCCTGGGATAAAGCAC
F: TGCTGAGTATGTCGTGGAGTCT
GAPDH 60
R: ATGCATTGCTGACAATCTTGAG
miR-7 F: CAACAAATCACAGTCTGCCATA
60
miR-25 F: AGGCGGAGACTTGGGCAATTGC
miR-27-3p F: TTCACAGTGGCTAAGTTCTGC
60
miR-27-5p F: AGAGCTTAGCTGATTGGTGAAC
miR-92a F: AGGTTGGGATTTGTCGCAATGCT 60
. R: Uni-miR qPCR Primer, included in kit
miRNA . . .
R A ( miRNA Universal Downstream Primer, 60
S i TaKaRa)
F: CTCGCTTCGGCAGCACA
U6 60

R: AACGCTTCACGAATTTGCGT

1.7 Siito#r
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8 KB B UL A B 2E 47 S B 2 e A . &G
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HEFEI (P<0.01), 43 fbII N By ah s Ik B2 5
ENTE
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The expression levels of £2F7 mRNA in different phases of C2C12 myoblasts
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Interference E2F7 mRNA promoting C2C12 myoblasts proliferation
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