Z % & 25 Anhui Medical and Pharmaceutical Journal 2022 Mar,26(3) + 553 -

L. T2l 53077205, 2019, 11(3) :204-208.

[8] BENSON R,PATHY S,KUMAR L, et al.Locally advanced cervi-
cal cancer - neoadjuvant chemotherapy followed by concurrent
chemoradiation and targeted therapy as maintenance: a phase Il
study[J].J Cancer Res Ther,2019,15(6) : 1359-1364.

(9] Wt oy s e 382 191 i fi AL S R 7 00 B 43413 B 5 5
TERIRIOCHE AT ] SRR 25,2020, 24(12) :2439-2442.

[10] GE Y,ZHENG N, CHEN X, et al. Gmdtc chelating agent attenu-
ates cisplatin-induced systemic toxicity without affecting antitu-
mor efficacy[ J ].Chem Res Toxicol ,2019,32(8) : 1572-1582.

[11] 824, THE, THE miR-3142 762 S0 HeLa 4111 < K
BT 25 R A FIALEI LT ). AP A SR AN B2, 2020, 14(6) -
476-481.

[12] LIU YC, CHANG PY, CHAO CC.CITED2 silencing sensitizes
cancer cells to cisplatin by inhibiting p53 trans-activation and
chromatin relaxation on the ERCC1 DNA repair gene [ ] ]. Nucleic
Acids Res,2015,43(22):10760-10781.

[13] M2, £I2ZE P-WE 2 1145 B S0 UEA Ak 7 6 240G 2 B G
HUR BT[] e R 2%, 2021,32(10) : 1305-1309.

[14] X5, SARFL, 3CCER DNA BT R 505 I & 21 Fia YT 56

AT (], B IIR B2 2%, 2018,26(3) : 469-474.
[15] W de  RAE %R, Xi2 , 25 ERCC1 I ERCC2 Jt K £ 25 5 5 %5

T8 oy S )RR DG PEAIE 7 [0 . BUAC R 7Y R 45 5 28 75, 2020, 29
(8):807-810.

[16] ARMHTT , BN, AR5 B, % .ERCC1.XPD  XPC 12 2 &
15 Sy TS I 40 25 el U A T RS PE A DGR () L RN B2
FHRA244R ,2016,46(10) : 724-729.

[17] ZHANG W, OU J,LEL F, et al. C140RF166 overexpression is as-

sociated with pelvic lymph node metastasis and poor prognosis in

uterine cervical cancer[ J ].Tumour Biol ,2016,37(1):369-379.

PRAE, B203E, 5K e, 55 ERCC1RIXRCC LR 2 35k 5332 1

URIEALIT MR M 988 F8 3 AR A S AR L ] o B R i IR

2008,35(18):1068-1072.

[19] #RIME VPF, T, 4F ERCC 3 SRR (05 5100
A /N0 A i 98 B9 TP ALY Y7 RO R RIS [T ] K 46 12 2 5 1l
JK,2017,14(9) :1233-1235.

[20] PP}, 25087, B2 5, 45 IHETE S i RNA UC001kfo 3K /K-
BB BUG AR EPERSE ()], LB R 25,2019, 23(10) «
1971-1974.

[18

[l

(ks B 9 :2020-02-02, & 8] H 1 : 2022-01-06)

SIS 1F L, ST T G/ RNA-183 k08 RE 2008 SK-NEP-1 241 38 56 4 1 520 S WLkl () ). Ze s [
#5,2022,26(3) :553-557.DO1:10.3969/j.issn.1009-6469.2022.03.031.
ClaRESE O

T RNA-183 X4 BN SK-NEP-1 4l FE5i 08
LG S AL

=L, #ORAT
Vs T % — ER DL B8 4k 718000
WBAZVEF BT, Lo, B AR EE I, BF5E 75 10 9 L PR (BB R ), Email : 501353198@qq.com

WE: BHM UG/ RNA(miR)-183 Fe35 00 5 RE 40 I SK-NEP-1 40455 J8 T g i e ALl . 773k 2018412 A
F20194F 7 A, R HME 3% SK-NEP-1 40, 43y %o B ZH (AT E 5 B 3% ) (A il 70) B 14 % B ZH (Anti-NC 4H) (%% 4% Anti-NC % SK-
NEP-1 41 Ji1) .miR-183 3 #1520 (Anti-miR-183 £ ) (#% 4% Anti-miR-183 % SK-NEP-1 4011 ) . Anti-miR-183+/N T4t RNA [ )55
(si-NC) 21 (F:5E e Anti-miR-183 Fl si-NC & SK-NEP-1 4l ff ) Fl Anti-miR-183+F2 P PEANMIFE T 4 /T4 RNA (si-PDCD4) 41 (3t
4% Anti-miR-183 Fll si-PDCD4 % SK-NEP-1 4}l , S5 2 A2 ft il i 7 3 45 Wl S 17 (qRT-PCRO) I ZE miR-183 , MTT 2 A i 44
L8 A Ak, ST e e S 0 e U 4 L v A R T Y A A I S A AR Ak, B 1S EGZE VL (Western blotting ) 60 4 Jfd %
A KA F1 -3 (cleaved-caspase-3) Fl PDCD4 £ [ /K o XUZE ' 2 B A5 L PR S 06 56 IE miR-183 15 PDCD4 YR ] e R, 45
£ Anti-miR-183 4] miR-183 F&ik K F 5 (0.32£0.04) , i E LT Anti-NC 21 (0.98+0.11) (P<0.05) . Anti-miR-183 41 4 i 44 5 15
P4 (0.2020.02) . 5 B BB A (213.69220.94) 4, B T Anti-NC [ (0.4020.03) . (312.87+22.28) 1> ] (P<0.05) ; Anti-miR-183
ZHAMML P TR N (16.47+1.58) % . cleaved-caspase-3 2 F17K -4 (0.69+0.09) , #4785 F Anti-NC 41[ (2.36+0.32)% . (0.27+0.04) | (P<
0.05) . X HRZL5 Anti-NC 4145 Kol F8 AR LAY 22 R o4t 11 7 L (P>0.05) . PDCD4 J& miR-183 A4 L, H Anti-miR-183 41
4 g 7 DCD4 25 F17K -4 (0.89+0.07) , 2.3 5 T Anti-NC 28 (0.37+0.06) (P<0.05) . Anti-miR-183+si-PDCD4 41 4 g 48 7 35 P4
(0.32+0.04) , 5w B TE AL A (286.47+20.65) 1~ , PDCD4 25 [ 7K - 47 (0.45+0.05) , 415 T Anti-miR-183+si-NC 21 [ (0.21+0.03) .
(216.20+13.68) >, (0.86+0.09) ] (P<0.05) ; Anti-miR-183 £ 41 JfL 8 7= 2 2 (10.79£1.28 ) % . cleaved-caspase-3 & [1 7Ky (0.30+
0.03), KT Anti-miR-183+si-NC ZH [ (17.93+1.64) % . (0.72+0.08) ] (P<0.05), £5it F I8 miR-183 i@ 1 # ] J& 4% PDCD4 11k
5 B 40 MR SK-NEP-1 4N 5 3355 S 08 1=

KB RN MU/DRNA-183;  JHTT;  DEREMAMF-3; PDCD4
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Effect of down-regulation of miR-183 expression on proliferation and apoptosis of nephro-
blastoma SK-NEP-1 cells and its mechanism
YAN Fan,HUANG Caihong
Author Affiliation:Second Department of Pediatrics, First Hospital of Yulin City, Yulin, Shaanxi 718000, China

Abstract: Objective To investigate the effect of down-regulation of miR-183 on proliferation and apoptosis of nephroblastoma SK-
NEP-1 cells and its mechanism.Methods From December 2018 to July 2019, SK-NEP-1 cells were cultured in vitro and assigned in-
to control group (SK-NEP-1 cells were cultured normally), inhibitor negative control (Anti-NC) group (SK-NEP-1 cells were transfected
with Anti-NC), miR-183 inhibitor (Anti-miR-183) group (SK-NEP-1 cells were transfected with Anti-miR-183), Anti-miR-183+small in-
terfering RNA negative sequence (si-NC) group (SK-NEP-1 cells were co-transfected with Anti-miR-183 and si-NC) and Anti-miR-183+
programmed cell death 4 small interfering RNA (si-PDCD4) group (SK-NEP-1 cells were co-transfected with Anti-miR-183 and si-
PDCD4). Real-time fluorescence quantitative reverse transcription-polymerase chain reaction (JRT-PCR) was used to detect miR-183.
Tetrathiazolyl blue (MTT) assay was used to detect cell proliferation. Plate cloning assay was used to detect cell cloning ability. Apoptot-
ic changes were measured by flow cytometry. Western blotting was used to detect the protein levels of cleaved-caspase-3 and PDCD4.
The dual luciferase reporter gene experiment verified the targeting relationship between miR-183 and PDCD4. Results The expres-
sion level of miR-183 in the Anti-miR-183 group was (0.32+0.04), which was significantly lower than that in the Anti-NC group (0.98+
0.11) (P<0.05). The cell proliferation activity of the Anti-miR-183 group was (0.20+0.02) and the number of clones was (213.69+
20.94), which were lower than those of the Anti-NC group [(0.40+0.03), (312.87+22.28)] (P<0.05). The apoptotic rate of the Anti-miR-
183 group was (16.47+1.58)% and the level of cleaved-caspase-3 protein was (0.69+0.09), which were higher than those of the Anti-NC
group [(2.36+0.32)%, (0.27+0.04), respectively] (P<0.05). There was no statistically significant difference in the detection indicators be-
tween the control group and the Anti-NC group (P>0.05). PDCD4 was identified as the target gene of miR-183, and the level of DCD4
protein in the Anti-miR-183 group was (0.89+0.07), which was significantly higher than that of the Anti-NC group (0.37+0.06) (P<
0.05). The cell proliferation activity of Anti-miR-183+si-PDCD4 group was (0.32+0.04), the number of clones was (286.47+20.65), and
the level of PDCD4 protein was (0.45+0.05), all higher than those in the Anti-miR-183+si-NC group [(0.21£0.03), (216.20+13.68),
(0.86+0.09), respectively| (P<0.05); the apoptosis rate of Anti-miR-183 group was (10.79+1.28)%, and the level of cleaved-caspase-3
protein was (0.30+0.03), which were both lower than those in the Anti-miR-183+si-NC group [(17.93+1.64)%, (0.72+0.08), respective-
ly] (P<0.05).Conclusion Downregulation of miR-183 inhibits proliferation and induces apoptosis of nephroblastoma SK-NEP-1 cells
by targeting PDCD4.

Key words: Wilms Tumor; Mir-183; Apoptosis; Caspase-3; PDCD4

W BF 20 R PR A Wilms 98 , HOVE Sy — iR A
G P e L R R UL L R A R 1 s P
N T A v i DRk el A i HL R A ) T R
K% /N RNA (microRNA , miRNA/miR) ;& —Fh4E
A% RNA, 2 5 40 M o 4k G & & A &
AL miR-183 J& T SE A7 ok S UL Jie g 2 a2 PR 5,
N R RN R L A L S v N
SR HE miR-183 2 1K T LA il e 40 A A 5 1k
RIST B BT T miR-183 78 B 240 i e 40 i 184 5
FAH T B /R IR R BRAG . AR SEE T 2018 4F 12
H 22019 4 7 J R F 240 M 2 e ) 5 vk 1 9 B B 4
Ji9 SK-NEP-1 4 3 miR-183 AU FR ik K, 8 3F F
T miR- 183 X 155 R 201 it I 4T i 184 5 AN T 0 2 i) S
HLH , LA Ay 50 g 5 RIS 7 ) 200 i 8 4 4 B e
WA
1 #R5HE
1.1 ## FEE40AE SK-NEP-1 400 [ _F i
R VIR A B 7 s miR-183 4111 77 (inhibitor) .

1500 BH P4 X5 B (inhibitor control ) .miR-183 5 4[4))
(mimics ) F LT B R 51 (mimics control ) A1 75 15 45
PR (i) A PR W45 i WEWR I (MTT) AR
HH V(Annexin V) -5 51 IR ZOL R (FITC) /ML N
WE (P A0 P8 T30 &0 B AL st 2ok S A W RHCA
FRZS 7] 5 A2 77 P 40 fL 58 T 4 (programmde cell death
4, PDCDA) HTiK I H 2 [E Abcam; 514 g 5 4
Tt 45 I 5 98GR WA A5 A 1R 0 e T AR IR AT
BRLZ\ w4 2 5 0 Ak e K 28 F1 -3 (cleaved-caspase-3)
PR W B 3 [H Sigma-Aldrich; PDCD4 /)N T 4 RNA
(si-PDCD4) /N T4t RNA B4 )7 51 (si-NC) g F -
T T 25 AR PR A A

1.2 %R E  RAEE YR Lipofectamine 2000
43 5 #5 miR-183 inhibitor 1 inhibitor control %% 4t |
BRI SK-NEP-1 20 i, B4R 2D B m] i
A BT S . 5 5% Y miR-183 inhibitor T inhibi-
tor control Jii [ ' +F 41 A 8 SK-NEP-1 2 }fd &y Anti-
miR-183 21 | Anti-NC 21 , 508 B2 A7 % Y 1) 40 Jfa O F
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JHEE2E

1.3 EIRRAETEFHERESEHE KN (RT-
PCR) #& il miR-183 ik WAL KT 5% 48 h LU %)
MEZH  Anti-NC 21 . Anti-miR-183 ZH 400 , SR ) 75 40
PR I Trizol 3050) , BRI B0 RNA . SR 5 0 B
S A W H 4 DNA (¢cDNA) o PCR B #F 5140 F
miR-183 IE [ 5[4 :5’-AGUGAAUUCUACCAG UGC-
CAUA 37, Jx [ 51 ¥ : 5° -UAUGGCACUGGUAGA
AUUCACU3’ ;U6 IEM 5[4 .5’ CTCGCTTCGGCAGC-
CACA3’ , L ] 51 #) : 57 AACGCTTCACGAATTGC-
GT3’ . i SYBR Green ¥ 17 qRT-PCR, PCR J i}
FRIFI%E N 95 “CRLY 2 min; 95 ‘CJ W 10 360 °C
N30 s, J5 PG E 45 MIEIR, U6 NS, 451
2L

1.4 MTT i% il 7E 40 R 18 36 B BRI | An-
ti-NC 2H . Anti-miR-183 20 411 g 4325 J5 15 45 400 it b A
o6 fLHH,37 ‘CHiFE 2 d, N5 o/L B MTT, 535 4
ho ARG EIEWR P RN, B TR b
K 4 h 490 nm AR GRS

1.5 PiREESSENEMETERES U R,
Anti-NC 20 . Anti-miR-183 ZH 40 Jifd £ Ff 2 S 0L PN , 84
I 14 d, LSS BEAN I SE e o LA P2 [ 22 10 min, i
FH0.2% W45 fb S s 40, K1 ILCPE (310 8 0 s B ot
B=50 -4 i sE R A B E | BEHLIERE S AR, T
A

1.6 AAAREARNEMEMATAE IER; 48
h LG %5 B2 Anti-NC 41 . Anti-miR-183 41 41 ity
BRI 10°4> 65 41 B B 77 7F 300 ol (454 22 o
W, %% Annexin V-FITC F1 PL T./E W& 4 i 21 40
oL FRIILA 200 WL P45 G 28 MR, B T RDE SRR
254 IV 15 min, 76 1 h AR 3 X A0 S 9 1~
R

1.7 ZFE B RENE % (Western blotting ) il £ £ i Fh
cleaved-caspase-3 EEARILX YLEREFF 48h LLJF Y
X HEZH | Anti-NC 2H . Anti-miR-183 2H 41 fits , 472 B 40 iy
SV o SRR 2 R 2 R n 0 B R
WL S ming AT e BE B IR AN - 5 VN O Ik g 5
JiE HL 3k (SDS-PAGE) , L L #E 30 pg ZEH , LK 2 h
Jo P LU ol A A R A L i B L
BB NC B b, B B4 F 2 4 °C, % I FRL i ol 400
mA . NC R 7E B P W 45 A 1 h, B NC B C#E
cleaved-caspase-3 HL /A F W 1, £ 4 Cik & . NC
JEE T PR NI 4 A 2 he ECL &G, H4 5500
KR, WS E N B LB & 1 (B-actin) .

1.8 SMEREMMANLETE 75 LR 0L
TargetScan & ¥ PDCD4 11 3" JEHHIF X (3” UTR) ¥4 5

miR-183 A B AN & L 5, # & &% A PDCD4 119 3°
UTR ¥ (1) PDCD4 7 A 81 56 5 28 Wig i 25 2 (W'T)
[Fi) B ) 2 % A 22 S5 ) 2% A8 AU 9 5 2R i A 3k A
(MUT) , # JH Lipofectamine 2000 2 WT HI MUT 43 5]
5 mimics control . miR-183 mimics 3L 5% Y 3] 5 £F: 41
Jf1JRE SK-NEP-1 40 i v , 48 h & , JH%¢ i 2 B I 1
S TR S A I 240 A2 O R S MR A

1.9 si-PDCD4 ¥} T i miR-183 {4 40 i & 58 | 5= f&
FORT-2 M B Anti-miR-183 55 si-NC . Anti-miR-
183 5 si-PDCD4 2% YU 3] 15 B 21 Jid 77 SK-NEP-1 4
o, 30 A Anti-miR-183+si-NC 41 #1 Anti-miR-183+
si-PDCD4 4], Z M8 FiR MTT 2 SEHUE L i =4 i
AR B B 1A 5 D 300 32 000 7 0 e 3 5 L s B O TR
cleaved-caspase-3 .\ PDCD4 % 1 ik K

110 ZEitEEAE JHSPSS 21.0 4 4r br ks , 1
R &+ s R, AL IR) 45 R FH T A ST REAR ¢
Ko 36 5 22 4 1) LU 3 FH B R 2T 22 53, 2 4 Rl Y R
W AR LSD 125, P<0.05 R 25 A Giit24 15 X,

2 #£8

2.1 miR-183 inhibitor # %l '& £ 40 i 48 44 A b
miR-183 Rix X M4  Anti-NC ZH Fl Anti-miR-183
20 B B 41 B 988 4 B P miR-183 2% 3K K 43 Wi N
(1.00£0.09) . (0.98+0.11) #1(0.32+£0.04) (F=61.82, P
<0.001) . 5 Anti-NC 2 L%, Anti-miR-183 41 5 £}
24 977 240 2 P miR-183 7K SR IR (P<0.05) , X FR 2
ZR TG E L (P>0.05)

2.2 TV miR-183 35 B340 A B A 1L 58 ST fE AN
BT 5 Anti-NC 21 L, Anti-miR-183 41 5
20 968 240 B3 5 | e RERE T B (P<0.05) , LR T
K cleaved-caspase-3 £ FH KTt (P<0.05) ; %] 1f
AR5 bR 22 R Te g i 3 L (P>0.05) . WA
1,%1,

3 4 5

2 — — —

N B J
1 —B WLEh & 11 (B-actin) 5 2— 1 1k} K 28 11 -3 (cleaved-
caspase-3) ; 3—XJ B2 ;4—Anti-NC 41 ; 5—Anti-miR-183 4,
1 2 TR A I = 20 P LR 20 IR 0 M cleaved-caspase-3
EARESI

23 miR- 183 5PDCDLEXRZMMFAEE 7
2 0 DA 00 A 4 T Y PDCD4 11 37 UTR ¥ 5
miR-183 5. &b () 45 & {7 s WL & 20 b e WT-
PDCD4 5 miR-183 mimics A9 ' HF 21 it J88 20 it 2% ot
2 MM (0.36+0.04) , 3 KT L HE YL WT-
PDCD4 5 mimics control AR I (1.00+0.12) (¢=9.47,
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F1  miR-183 4l 7 Ginhibitor) 5% 44 J5 B R0 M8 AN IG5 B8 ) (WG e BRI A H R T3 RS A Ve R 25 P il -3
(cleaved-caspase-3) £ KA AR /E +

4151 EEWH WG RE SOREIE MR H A PHT2%1% cleaved-caspase-3
X B 3 0.39+0.05 314.58+23.85 2.45+0.21 0.28+0.03
Anti-NC 41 3 0.40+0.03 312.87+22.28 2.360.32 0.27+0.04
Anti-miR-183 2 3 0.200.02" 213.69+20.94" 16.47+1.58" 0.69+0.09"
FI§ 30.08 19.97 224.56 48.76

P 0.001 0.002 <0.001 <0.001

D5 Anti-NC 4 L #%, P<0.05,

Position 259-265 of PDCD4 3' UTR 5" ... AAGCUACCUUUUGUAAGUGCCALU...

hsa-miR-183 3
AELHLEL D T KA TargetScan WU (AR FEPEZRMEAE T 4(PDCD4) 19 3" AERHIRIX (3° UTR) -5 miR-183 T AMKI 45 A0 5

& 2

P<0.001) ; 354 4 MUT-PDCD4 5 miR-183 mimics [
' 20 R A ' R S PR 0.98+0.10, 5 4L
YL MUT-PDCD4 5 mimics control F 4 IS L #5222 % 6
4t iF 2 3 X (1.00+0.12) (1=0.22, P=0.835) , it HH
miR-183 #1454 PDCD4.,

2.4 T miR-183 X 15 34 A 5 4 g R PDCD4 &
BRIEZME X4 Anti-NC 41 F Anti-miR-183 21
B RE 20 9 48 A PDCD4 28 1 K F- 43 51 R (0.36+
0.04) . (0.37+0.06) F1 (0.89+0.07) (F=81.89, P<
0.001). 5 Anti-NC 4 Fe 4%, Anti-miR-183 21 & £E 40
JitL 98 41 il Fh PDCD4 8 1 /K F-TH iR (P<0.05) , X B 4H
ER G2 L(P>0.05), LK 3.

3 4 5

D e o

B B

E 1—B WLBh R 14 (B-actin) ; 2—FEFPEANMISE T 4(PDCD4) 7
3 3—XF BB ZH ;4—Anti-NC ZH ; 5—Anti-miR-183 41 .
B3 B EN R A I — 2 R A0 R A PDCD4 B 1363k

2.5 si-PDCD4 X} T miR-183 4 % £ 40 i1 485 48 Ay
HE REMATHEREIER 5 Anti-miR-183+si-
NC 41 H %58, Anti-miR-183+si-PDCD4 20 ' £ 41 fits 84
£ A 3 5 RN v B R 0 v L AR YR T vs b A
cleaved-caspase-3 .PDCD4 £ [ £ 1A K T [ (3 P<
0.05), W52,

GUCACUUAAGAUGGUCACGGUA

3 g

Jif IR HE S IR AR B R P A A O
2L NGRS ORI Ui L o B S S PN R |
A 9 R DR 2R 3K T R B AT DA i v
miRNA 2 AR T HAZ A YR A A FLEE RNA,
A DA g 52 0 6 PR s e Rk T 2 5 Ay AR K
SR, ZTFS EN , miRNA 5 R 02k A oG,
Z 5 ME A K TS A Y R R A AR
T i 98 T v 2 4 28 0L i B TR 4 o R A )
FIS miR-183 FEHEAL L i BEORSY, T LA i 52
I e R O DT ) 38 9 42 g o0 i e L AR I
Hh & 0 miR-183 W] LAAE Ry — i g 4t P 5375 Ml
P AR G WS IRE  LE T TS R A
iR 20 4 rh R 3 miR-183 AR i i A= KA T, ok
NN —Fp bR AR R AR SR R, R
T8 miR-183 Ji7 14 ' £ 200 0 8 200 i 4 5 F se R BE ) T
W, 27 T 1 miR-183 HA # il 1 £: 200 i 938 200 i o
PEAE R ]

AN IE LR TR, R miR-183 J5 (Y 'B B 4H
ReLIEE 40 M 8 T K S T 48 i cleaved-caspase-3
HAKPEET H%%%E%(Caspase)%ﬁ%ﬁ%
AT IAEERR, FEAET A, 2
HI &R 5 40 M 08 T B IR IE 7. caspase
L FE G AR T RO R R IR Y BT
FAEARRVEN, OF FLIE R 6 B0 AR EE U F7E Ry
caspase 8 A 23R MU B T6 v, A B0 J5 A4
LA S AT AR, cleaved-caspase-3 =

=2 FUFTEMIZET: 4(PDCD4 )/ T4k RNA (si-PDCD4) Fil miR-183 #1451 %] (inhibitor ) 4 Y J5 B 540 i 782 40 o 1 5l i
(WO )  FaREIE BB H T2 ANE AL K 25 (-3 (cleaved-caspase-3) \PDCD4 25 A K- A L/x + s

2053 EEIREL W' i o RIS A H A PHT=2R/% cleaved-caspase-3 PDCD4
Anti-miR-183+si-NC 4 3 0.21+0.03 216.20+13.68 17.93+1.64 0.72+0.08 0.86+0.09
Anti-miR-183+si-PDCD4 4 3 0.32+0.04 286.47+20.65 10.79+1.28 0.30+0.03 0.45+0.05
tfE 3.81 491 5.95 8.51 6.90
PIH 0.019 0.008 0.004 <0.001 0.002
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K F -3 (caspase-3) BTG AL IE 3K, caspase-3 J&
QI VA 7K P R VA 75 A A B N 8
T AL 2 0 MR T E AR AT B AR Y AR
WL R, F I miR-183 {1 JE B 5 41 it 9% 20 i
cleaved-caspase-3 £ [1 K ik , # — 2L UL W] F i miR-
183175 5 5 R 40 A 4 A T

miRNA A Z R EY) e, AR )
R AE 5 R A 20 O SR PR ) R A e IFgE R
B, miR-183 /E ALl 5 ¥ ) PR 2 24 SR SE R A 5
It HL AR A [ B g B A v 9] 428 A 0 36 DR AR ] 207
AR SLK s, PDCD4 J& miR-183 A ¥ 5E [K | miR-
183 1 AL 75 B B 200 B8 40 M rb i VB FE ML nT g
5 PDCD4 45 %, PDCD4 22— 540 T-4 Ky
it P e £ I S A I v N B O |
PDCD4 1] L1755 [ 3 200 it o0 T A GE A 612 . A
WFFEUESE, T ¥ PDCD4 7] LU %% R I8 miR-183 X5
B 241 096 20 R 1 B 0 o AR T AR VR L B R
miR-183 i 4 #E [1] 9445 PDCD4 (1) ¢35 5% 0 511 40 iy
JeR A MG AR T

SN2, U miR-183 AT L BH A5 B - 24 it 96 440 i
kA K A VA R T, O AR FHAIL 8
Ja45 PDCD4 ) 2354 ¢, B 1] 1 il miR-183 7] fE /&
B 20 R VA 97 1 IR AL, miR-183 78 B £ 41 it e o
A RE RAEE VR . 78 LLS B 5256 rh £ 78 2 0k
B 290 160 9 440 6 P AT 56 U, I %o H LA ) 3 s AL
AT .
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