+ 210 - doi 10.12122/j.issn.1673-4254.2021.02.07 J South Med Univ, 2021, 41(2): 210-215

miR-600 HIF-1a

JFweE R ER R 4 T A
R AR T 5 '/\&szfﬂﬂ W R AR 6100005 5% AR E F I E 5
610000;*F Jk A K 5 W B % — E IR RGR %954, £ % 400010

—E a4 R AR, wO R

WE: BR %31 miR-600 5275 0] i i3 HIF- 1o f5 510 F R 45 5 S0 HeLa 20 i A4 54 51 K X Cyclin D1 I A PN 2 A 4 R
(VEGF) AR50 . 3% R 1 miR-600 mimic FI Plasmid-HIF- 1a% 4% HeLa 41 ifd 3% /il #1137 5 miR-600 1 HIF-1aft 635
qPCR 7l Western blot {1554 6 h J& Plasmid-HIF- 10T HeLa 4l HIF- 105 1540 . K HeLa 4l 53h7s 1% REZH ek
AEFR) \miR-600 mimic ZH (34 4% miR-600fL1{EI4) miR-600 mimic) .Plasmid-HIF-1aZH (P-HIF- 1oZ , 74 Plasmid-HIF- 1o.) F miR-
600 mimic+Plasmid-HIF- 1o (miR-600 mimic+P-HIF-1a , [F]H}44 4% miR-600 mimic 1 Plasmid-HIF-1a) . 7E554% 6 h ), {#i ]
MTT A MG , 2R qPCR Fl Western blot il %€ VEGF ,Cyclin D1 A1 HIF-1o. mRNA FlZ5 IR A K, R Y6 h
J& ,miR-600 mimic F Plasmid-HIF-1o%] HeLa 207514 TC i 252 m7 (P$4<0.05) . {H#5Y% Plasmid-HIF-1a 6 h /5 , 4l HIF- 10334
IR, 5L 24 h 148 h, 555 FRATHH H 4% , miR-600 mimic 2H 40 IE PR S A AR T % , Plasmid-HIF-1oZH # miR-
600 mimic+Plasmid-HIF- 1oZH 475 P S sk IR fsi 184 1, EL Plasmid-HIF-1a2H %% miR-600 mimic+Plasmid-HIF- 1 a2 41 i 1%
S [ A 488 T o S 2 (P #41<0.05) 0 544 6 h i , ST RBALAH HEAE , miR-600 mimic 2 VEGF .Cyclin D1 Al HIF- 1o
1 %, Plasmid-HIF- 1a2H A1miR-600 mimic+Plasmid-HIF-1aZ] VEGF .Cyclin D1 Al HIF- 1ok W] i 18 1, H. Plasmid-HIF-1a.
21 miR-600 mimic+Plasmid-HIF-1oZH 3 s B . (P15<0.05) . 4518 7F HeLa 4 miR-600 AT LLiE 141 ] HIF- 1055 %
T Cyclin D1 A VEGF 92235 , ATl g 20 e ity S 7 A0 34

X 5217 : HeLa 2t ; miR-600 ; HIF- 10 ZHARIEH 5 1M 55 P i 26 K P 7

MiR-600 suppresses HeLa cell proliferation by inhibiting hypoxia-inducible factor-1a
signaling pathway
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Abstract: Objective To determine whether miR-600 suppresses the proliferation of HeLa cells by inhibiting hypoxia-inducible
factor-1a (HIF-1a) signaling pathway and its effect on expressions of cyclin D1 and vascular endothelial growth factor (VEGEF).
Methods HeLa cells were transfected with miR-600 mimic and plasmid-HIF-1a, either alone or in combination, to up-regulate
miR-600 and HIF-1a expressions in the cells. Six hours after the transfection, the cell viability was assessed using MTT assay,
and the mRNA and protein expressions of VEGF, cyclin D1, and HIF-la were analyzed with qPCR and Western blotting.
Results The viability of HeLa cells showed no obvious changes 6 h after transfection with miR-600 mimic or Plasmid-HIF-1a.
At 24 h and 48 h, the cells transfected with miR-600 mimic showed a time-dependent reduction of cell viability, while the cells
transfected with Plasmid-HIF-1« alone and with both miR-600 mimic and Plasmid-HIF-1a showed increased cell viability. The
cell viabilities in Plasmid-HIF-1a group were significantly higher than those in miR-600 mimic+Plasmid-HIF-1a group at 24 h
and 48 h. Six hours after transfection with miR-600 mimic, the cells exhibited significantly decreased expressions of VEGE,
cyclin D1, and HIF-1a, which were all significantly up-regulated in Plasmid-HIF-1a group and miR-600 mimic+Plasmid-HIF-
la group. VEGE, cyclin D1, and HIF-1a expressions were significant higher in Plasmid-HIF-1a group than in miR-600 mimic+
Plasmid-HIF-1a group. Conclusions miR-600 suppresses the proliferation of HeLa cells and down-regulate the expressions of
cyclin D1 and VEGF by inhibiting HIF-1a signaling pathway.
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Tab.1 Effects of miR-600 and Plasmid-HIF-1a overexpression on
viability of HeLa cells at 6 h (n=5, Mean+SD)

Group 0Oh 6h

Control 100 99.1£1.2
miR-NC 97.6+3.8 103.2+4.3
miR-600 mimic 99.842.2 96.7+1.7
P-NC 98.4+3.1 102.5+3.4
P-HIF-1a 94.6+2.9 102.2+5.3

*P<0.05 compared with control at the corresponding time points.
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Fig.1 Morphology of HeLa cells in control, miR-NC, miR-600 mimic, P-NC, and P-HIF-1a groups at 6 h after transfection

(Original magnification: x400).
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Fig.2 HIF-1a expression in control, Plasmid-NC, and
Plasmid-HIF-1a groups at 6 h after transfection. A:
HIF-1a mRNA expression detected by qPCR. B: HIF-
la protein expression detected by Western blotting.
*P<0.05 vs with control group.



http://www.j-smu.com

J South Med Univ, 2021, 41(2): 210-215

© 213 -

F2 AFERE S &2H HeLa ZHREETE

Tab.2 Viability of HeLa cells at different time points after transfection (1=5, Mean+SD)

Group Oh 6h 24 h 48 h
Control 100 98.7+3.2 133.6+7.6 169.3+10.4
miR-600 mimic 98.9+2.8 97.2+5.1 89.74+5.3% 79.6+7.9%
P-HIF-1a 96.5+4.4 106.2+2.8 163.5+8.3*" 231.6+£11.4%
miR-600 mimic+P-HIF-1a 102.3£3.7 105.8+5.3 144.6+10.3** 188.7+13.1**

*P<0.05 vs control group at the corresponding time points; *P<0.05 vs miR-600 mimic group at the corresponding time
points; "P<0.05 vs miR-600 mimic+P-HIF-1a group at the corresponding time points.
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