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HEZE T8 240 M 5000 50 (126 + 41) %, (126 + 39)% ; BIH ST BERL LR 0 (79 = 11)%, (63 = 10)%; T3 5K (4.6 +
2.1)%, (4.1 + 2.4)%;S B4R LLBI BN (19.2 £ 3.6)%, (23.4 + 3.0)%;200 {545 MEF FIERB M-3R 63 + 17 F1 68 =
16, 5%F R4 I, miR-205 b 820 40 AT 34 58 A D 8B A K I R R 2 20, S 39T 40 M B 51 ARG TR T SRORAS | R ST FS E
THBHAE, [458] 118 miR-205 RiKJG, HeLa 4 TE AE 7 K 40 M JH BTk A8 , (R A K B4R P T SR AR A8 ) To A8 Ak

KR : HeLa 4Hffl; miR-205; W%, F#K

HE 425 R739.63 SCERFRIRAD: A XEHS: 1672-3554(2009)02-0148-06

Effects of Upregulated Expression of microRNA-205 on Biological
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Abstract; [Objective] To investigate the effects of the upregulated expression of microRNA-205 (miR-205) on the biological
properties of Hela cells. [Methods] There were four groups: miR-205 up-regulation group, negative control group, mock
transfection group, and blank control group. Each kind of detection was repeated for three times. Through siPORT NeoFX
transfection agent, the cells in miR-205 up-regulation group were transfected with Pre-miR-hsa-miR-205 miRNA precursor, while
the cells in negative control group were transfected with Cy3 dye labeled PremiR negative control. The transfection efficiency was
evaluated under fluorescence microscope. The miR-205 expression was measured by real time PCR. Cellular growth and
proliferation capacity were assayed by the methyl thiazolyl tetrazolium (MTT) assay and colony formation assay, respectively. The
apoptosis rate and cell cycle distribution were tested by flow cytometry. Cellular migration ability was detected by Transwell
chamber assay. [Results] Real time PCR showed that the miR-205 expression in miR-205 up-regulation group increased 3061.5
folds after the transfection of hsa-miR-205 Precursor. Compared with that of blank control group, the numbers of live cells 72 h
after transfection in miR-205 up-regulation group and negative control group were (126 + 41)% and (126 + 39)% respectively. In
miR-205 up-regulation group and negative control group, the colony forming rates were (79 =+ 11)% and (63 + 10)% respectively,
the apoptosis rates were (4.6 + 2.1)% and (4.1 + 2.4)% respectively, the cell proportions in S phase were (19.2 + 3.6)% and
(23.4 + 3.0)% respectively, and the migration cells under 200 magnification field were (63 + 17) and (68 + 16) respectively.
The cell proliferation ability was enhanced in miR-205 up-regulation group, while the cellular growth activity did not change

compared with that in control group. The cell proportion in S phase decreased, while the apoptosis rate and the cellular migration
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ability did not show significant change.

[ Conclusions] After the up-regulated expression of miR-205, the cellular proliferation

ability and the cell cycle change in Hela cells, while the cellular growth, the apoptosis rate or the migration ability show no

change.
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Table 1 Primers used to perform RT-PCR of miR-205

Primer Sequence(5'-3")
U6-Forward CTCGCTTCGGCAGCACA
U6-Reverse AACGCTTCACGAATTTGCGT

General primer Sense GTGCAGGGTCCGAGGT
hsa-miR-205-RT GTCGTATCCAGTGCAGGGTCCGAGG
TATTCGCACTGGATACGACcagact

hsa-miR-205-AS AGTCCTTCATTCCACCGGAGT
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%5 90%, ' ‘

1 #%3E Cy3 dye labeled Pre-miR Negative Control £ HeLa 41f8
Fig.1 HeLa cells transfected with Cy3 dye labeled Pre-miR negative control ( x 100)

A fluorescent light; B: general light
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Fig.2 Real time PCR of miR-205
A The melting curve of miR-205; B: The amplification curve
of miR-205
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Fig.3 MTT assay results 24, 48, and 72 h after

transfection
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Fig.4 Comparison of colony forming rates in each group
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miRNAs 5 MR R &Y, 7T IR EE &
R R, KR TR F I 2 L2
W TS B B BRI R YT . B SE T miRNAs B
0988 2 TR A AR 5 R R A8 MR I L 4 P9 1% (chironic
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114, FIARIKN 44>, miR-205 7£ HPV FHHEE
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e A0, AR E miR-1d, 7, 148, 204, 210,
216,296 FIiLMEHE Hela 40T, T F A miR-
214 FRIXMMH] HeLa HHHIIH 02, B P 304
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1K1Y miRNA , 41~ miRNA 7 7] R 1 4 ok ) 488
WA IR AR VE RS, #45 miRNA 5 8 i A sk
KRR BT AEIE B, B AR
miRNA SR AT, 44 miRNAs DhRERIF S
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