[ R A IR 243 hitp:/www.biother.org
+ 30 - Chin J Cancer Biother, Jan. 2022, Vol. 29, No. 1

DOI:10.3872/j.issn.1007-385x.2022.01.005 £ﬁ$ 'HT R

miR-17-5p 8 $8[a] SETD2 F#E H#EIE & 7 B LE & 1E SKM-1 4015
ES5REAT

TRKEE, LB RTARER fig A, 4 #7K 053000)

[ ZE] 8 4455 miR-17-5p A& SET 45 /45 2 (1 2 (SETD2) X B fe 1 A= 7 45 &1L (MDS ) SKM- 1 41 i 384 58 55 8 1~ 1) 5 il
L HAEFLS] . 2 ik XBE20194E 3 H 522021 4 5 A K A R Bk 2 1 35 51l MDS &3 (111 $ b5 AR (MDS 41) .35 151 fik e A
2 B BB bR A G IR 4L , LK MDS 41l 5% SKM-1. F qPCR i 4 Il MDS ‘B i 1 SKM-1 4l i 7 miR-17-5pSETD2 mRNA [¥]
Tk K F o R 2 R 3 ] 92 36 36 4IF miR-17-5p 55 SETD2 [ 80 i) 3¢ & . F IS 52 44 8% 8 45 R, 23 30 4% si-miR-NC.
si-miR-17-5pmiR-NC.miR-17-5p mimicpcDNA . pcDNA-SETD?2. si-miR-17-5p+si-NC. si-miR-17-5p+si-SETD2 £ #% 4t 5% SKM-1
Y , CCK-8 ¥4 It 20 A i ARSI 4Tt 6 18 B R 17K 1, WB V24800 401 i 7 SETD2.. C-caspase-3 C-caspase-9 1RiA. 4 F: 5
ot W& AL AH B, MDS 418 i FH miR-17-5p FRIE /KT T+ SETD2 I mRNA FIE [ R 1A 7K T 44 8. 34 A (3 P<0.01) . 5 si-miR-NC
ZHAHEL , si-miR-17-5p 2H SKM-1 A a3 5 e 77 2 25 FR AR L U7 12 28 12 25 ) &1, 4 i v C-caspase-3 i C-caspase-9 315 & & T =1 (1)
P<0.01) . miR-17-5p B 2 #0111 2 B4 SETD2 41 B 1) % 6 28 Wi % 14 (P<0.01) , H: 47 a1 4% SETD2 H ik . 1581k SETD2 7] & %
O SKM-1 £1 {344 48 I 3k 4 A 8 T, 18] F4 SETD2 2R3 ) 0] 34 4338 5 48 miR-17-5p % SKM-1 21 A (1) 384 FE 410 | R T2
PEHEVER . % # :MDS B # 1 miR-17-5p & 55 22 ik , T 3 miR-17-5p T 417 i) SKM-1 21 i 386 5 I 42 398 40 i 1, Heblbl 5
miR-17-5p #[7) f {5 SETD2 (R IEH XK.

[XB2IR]  EHEG A % 45 A1 : SKM-1 A s miR-17-5p; % SET &5 W32 15 2 BG 5 ; P 1

[FESES] RS5131;R733.3  [SCEk#RIREE] A [XEHS] 1007-385X(2022)01-0030-07

miR-17-5p regulates the proliferation and apoptosis of myelodysplastic syndrome
SKM-1 cells by targeting SETD2

ZHANG Yongxiao, LI Yinghua (Department of Hematopathology, Hengshui People's Hospital, Hengshui 053000, Hebei, China)

[Abstract] Objective: To investigate the effect of miR-17-5p and SET domain containing 2 (SETD2) on proliferation and apoptosis of
myelodysplastic syndrome (MDS) SKM-1 cells and its mechanism. Methods: Bone marrow samples of 35 MDS patients (MDS group)
and 35 healthy persons (control group) who had treatment or health checkup in Hengshui People's Hospital from March 2019 to May
2021 were collected; in addition, MDS cell line SKM-1 was also collected for this study. The mRNA expression levels of miR-17-5p
and SETD2 in MDS bone marrow and SKM-1 cells were detected by qPCR. The targeting relationship between miR-17-5p and SETD2
was verified using dual-luciferase reporter gene assay. si-miR-NC, si-miR-17-5p, miR-NC, miR-17-5p mimics, pcDNA, pcDNA-
SETD2, si-miR-17-5p+si-NC, and si-miR-17-5p+si-SETD2 were respectively transfected into SKM-1 cells using liposome transfection
technology. CCK-8 method and flow cytometry were used to detect proliferation and apoptosis of SKM-1 cells, and WB method was
used to detect the expression of SETD2, C-caspase-3 and C-caspase-9. Results: Compared with the control group, the expression level
of miR-17-5p in bone marrow of MDS group significantly elevated, while the mRNA and protein expression levels of SETD2
significantly decreased (all P<0.01). Compared with si-miR-NC group, the proliferation ability of SKM-1 cells in si-miR-17-5p group
decreased significantly, while the apoptosis rate and the expression of C-caspase-3 and C-caspase-9 increased significantly (all P<0.01).
miR-17-5p significantly inhibited the luciferase activity of the cells with wild-type SETD2 (P<0.01), and negatively regulated the
expression of SETD2. Overexpression of SETD2 significantly inhibited the proliferation and promoted apoptosis of SKM-1 cells, while
simultaneously interfering with the expression of SETD2 partially reversed the proliferation inhibition and apoptosis promotion

effect of miR-17-5p knockdown on SKM-1 cells. Conclusion: miR-17-5p is highly expressed in MDS bone marrow. Knockdown of
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miR-17-5p can inhibit proliferation and promote apoptosis of SKM-1 cells, the mechanism of which may be related to the negative

regulation of SETD2 expression by miR-17-5p.
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&3 SKM-1 48515 miR-17-5p ¥L 6 SETD2 I 3RiA

2.5 i & SETD2 7T [&1& SKM-1 %@ it 69 35 78 7% 7)
FAL 33t 4w e B

¥ pcDNA-SETD2 J5 , WB.CCK-8 Fljfit N4 A
R 28 5 (3 1 FIE 4) 27w, 5 NC 41 M pcDNA A L,
pcDNA-SETD2 4H SKM-1 4fifffi 1 SETD2 £ [ %1k i %

FH (31 P<0.01) , ¥ G4 )i5 24 .48 F1172 h I 41 B9 5 7
135 F RS P<0.01) AU T R B T (P<0.0DD,
2 fg ' C-caspase-3 Fll C-caspase-9 3 ik 15 & & F+ &
(BJP<0.0D. £ R F W], i ik SETD2 AJ W] & %
Ik SKM-1 41 a1 58 58 R g e HE AR T

&
A B &
NC pcDNA pcDNA-SETD2 & ¥

10° 1035758 oA Bk YD 5 Q Q%
A 30.62% 2.16% 40.46% 2.89% 40.44% 14.25% (G %)
4 - : I I PRSI [ T) ~ 9 R

3 i 3 SETD2 = e

= 102E 10%

Tos505%|  031%| 19624%|  038%

—196.24%

C-caspase-3 = c

0.29% C-caspase-9 = o w—

10° Ty 100wy 1O’y

10° 10" 10° 10° 10* 10° 10' 10 10° 10 10° 10' 10> 10° 10*

[-actin e c——

-

Annexin V/FITC

>

&4 T3RIASETD2 Xt SKM-1 4AET-(A) X SETD2, C-caspase-9 1 C-caspase-3 3% (B) B2



<34 - HR L MR AR TR YT AR, 2022, 29(1)
#F1 I FRIESETD2 Xt SKM-1 41838 AT R HHEXE B FRIEN M
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NC 0.17+0.03 0.38+0.06 0.68+0.09 1.18+0.11 5.43+0.57 0.11£0.03 0.16+0.03
pcDNA 0.16+0.04 0.37+0.05 0.65+0.06 1.14+0.13 5.09+0.74 0.13+0.04 0.15+0.04
pcDNA-SETD2 0.54+0.05 0.31+0.04 0.43+0.07 0.77+0.09 18.63+2.85 0.43+0.05 0.39+0.06
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P 0.000 0.000 0.000 0.000 0.000 0.000 0.000

2.6 L EK SETD2 T 3} 4 i 4 F 3£ miR-17-5p *F
SKM-1 #m it &9 3% 78 37 ) A= 0B T AL AE B

# Y si-miR-17-5p Jii » WB . CCK-8 i F13i 2041 A
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P 0.000 0.002 0.000 0.000 0.000 0.000 0.000
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P 0.000 0.000 0.000 0.000 0.000 0.000 0.000
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A0 NI, B 1) AML B A0 i KU ™. miRNA 72
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i EEAEH . TR SRR IR, miR-17-5p
£ 4 IncRNA HOTAIR 7F AML H 33 5 FH e 342
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