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[(FE] B8 i1 miR-30b-3p 7£ 51 & 5 15 A 5 5 1 8 Cendometriosis , EMs) 21 41 i) & 35, IF ) 3 v] BE (1)
TEFIALE . Frsk 8 & i 5% Sk 3R 4 4% 12 )V (quantitative reverse transcription-polymerase chain reaction,qRT-PCR)
BR KL 2023 4F 1 H —2024 4F 12 J T W b 48 4 58 8 17 13 4 47 £ Be e 4& 19 60 X 7E 2 F 5 4 IR Ceutopic
endometrium, EU, EMs [ # B B W 4120 F1 5 45 7 & N B Cectopic endometrium , EC, [i]— EMs £ & B 51 34 fif 24
BEZH 23 miR-30b-3p Y F iK1 O o # E miR-30b-3p #Y mimics Al inhibitor, 3143 511 %% 4% Ishikawa 20 g , i FH 40 g 72
[ 1k 52 56 40 L T 230aC 3R &% -8 Ceell counting kit-8, CCK&) L 5 X R 5L 56 | Transwell i % il {2 28 52 56 W % miR-
30b-3p X Ishikawa 4l LG58 GER (R 285547 W52 MR o [) B o R 28 1 JO B8 A4 B S 92 2 o6 52 38 I 2 1 fz — (A 58
J1 i Ak Cepithelial-mesenchymal transition, EMT)#E HAREW I RIE . HR 5 EUHLUA L, miR-30b-3p 7E EC 1
LUy Rk W T R (P<<0.001), I H7ER2 B EMs i 3235 5 T 8 B EMs(P=0.006) . |4 miR-30b-3p iy F ik
J& , Ishikawa 21 il (1 52 B JE W3R 3 0E TR R B RE 1 B & F M (3 P<<0.05) ; [Al i}, E-cadherin 3 35 7K - I 7+, N-
cadherin Al Vimentin 2 ik 7K F [ (#] P<0.05), H. E-cadherin B9 %¢ % 30 J¥ 2 B 5% | 1 N-cadherin Al Vimentin A% %¢
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[Abstract] Objective To investigate the expression of miR-30b-3p in ovarian endometriosis (EMs) tissue,
and to elucidate the potential mechanisms. Methods Quantitative reverse transcription-polymerase chain reaction
technology was used to detect the expression of miR-30b-3p in 60 pairs of eutopic endometrium (EU: endometrial
tissue in the uterine cavity of EMs patients) and ectopic endometrium (EC: ovarian cyst wall tissue of the same EMs
patients) from January 2023 to December 2024 at Maternity and Child Healthcare Hospital, Shijiazhuang, Hebei
Province. The mimics and inhibitor of miR-30b-3p were constructed, and then transfected into Ishikawa cells
separately. Colony formation assay, cell counting kit-8 (CCK-8) assay, wound healing assay, Transwell cell migration
and invasion assays were used to detect the effect of miR-30b3p on the proliferation, migration and invasion behaviors
of TIshikawa cells. Epithelial-mesenchymal transition (EMT) protein markers were detected by Western blot and

immunofluorescence assays. Results Compared with the EU group, the expression of miR-30b-3p was significantly
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down-regulated in the EC tissues (P<20.001), and its expression in mild EMs was higher than that in severe EMs (P=

0.006). After the expression of miR-30b-3p was up-regulated, the clone formation rate, proliferation, migration, and

invasion ability of Ishikawa cells were significantly decreased (all P<Z0.05) ; the expression of E-cadherin was up-

regulated, while the expression of N-cadherin and Vimentin were down-regulated (all P<Z0.05). Meanwhile, the

fluorescence intensity of E-cadherin was significantly enhanced, whereas the fluorescence intensity of N-cadherin and

Vimentin were significantly weakened. When the expression of miR-30b-3p was down-regulated, the opposite

conclusion was reached. Conclusion miR-30b-3p is differentially expressed in EMs tissues and may play an important

role in the occurrence and development of this disease.
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ST E N Cectopic endometrium, EC) HITE7
F B W Ceutopic endometrium, EU) 4 41 i 17
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30b-3p Bl ¥ ¥ 51 A LiiE: 5-TGCGGAGAGGTT-
GCCCTTGGTGA-3', Fiff: 5-TGCGGGTGCT-
CGCTTCGGCAGC-3', RT Primer: 5-GTCGT-
ATCCAGTGCAGGGTCCGAGGTGCACTGGA
TACGACGAATTCACS3 . U6fE N NS, 59T
1N . 5-TGCGGGTGCTCGCTTCGGCA-
GC-3', Fiif: 5-CCAGTGCAGGGTCCGAGGT-
3, RT Primer: 5-GTCGTATCCAGTGCAGGG-
TCCGAGGTATTCGCACTGGATACGACAAA
ATATGGAAC-3', Trizol ¥ 42 BU 41 4L F0 40 g BE A
TS RNA, B8 e & A el B2 fvk s . &
B8 19 5 RNA B 28 9l 300 % S i A2 2 19 ¢cDNA, P i
Ty 3. Wik mt, ¥ TaKaRa WK &R RT
Primer Mix 3 # i, miR-30b-3p 8% U6 i RT Primer,
Py Ak WiAEYE95°C 30 s; PCRIE 95°C 5 s,
60 °C 30s, 40l . RAH2 LI E HAHER
AIARRT ik it . SEO0 H A 31K,

1.4.2 MRS IR M fe gy 5 751 Ishikawa 40 il
F10% BB DMEM B 3258 T37°C, &4
5% CO, By M JE 4 L 15 248 3G 9% . %N 1.5~
2X10°A/mL W4 g ¥ A 4R 2 6 FLAR , 55 2 K4l
LI A B AE 50 %6 ~70% 2247 BHE I Lipo2000 it 5]
AT gy, B S 40 %) A mimics  (miR-30b-3p
mimics 1) Ml mimics-NC (B PEXFE4L1) 4% 5 pl,
inhibitor (miR-30b-3p inhibitor £ ) HI inhibitor-
NC (FIEXREZH) 45 7.5 pl. (HeBEELYHy 20 pmol /L),
eyt s AS h 4R U RNA, 72 h4RHUE M, LK E
23,

1.4.3 SRR LSS B 58 MORE b % 40 B T Ak
HwEE, EMT 6, 5001, Kig 10~
14d, FEMMMEGLR 504, LakEgE, B,
et TR G

1.4.4 40 M3 %0k 5] & -8 Ccell counting kit-8,
CCK® K K 58 % H Y 20 Ji 42 A T 96 fL AR,

FALA 3000400, FOh, 24h, 48h, 72 h Al
96 h 43 i 5 7T g bm A 7 45 AL 450 nm . 620 nm XL
BEWAREE V% & (optical densit, OD) {H ],
AT CCK-8 K, L4 E & 31K,

1.4.5 IR SEH OB 58 B Gy (0 20 i 4% A T 6 fL
Me, #EPEIR90% LA LB, FH 200 pL (988 ¥ 45 A8 Sk
EH TR BERYIE, TOoh, 24 ha 1]
B8 B, CERmR L a S E., LR
A 3K,

1.4.6 Transwell 40 s it B M1 & L B F
Transwell /NEE T 24 fL A F 17 40 e 2 F8 SE 56

EEA 200 pL 40 B (% 5X 104D, T
FEhA 800 pL B 323 (% 20% FBS), K724 h
Ja, WO NERE . B . e L TR
Transwell {2 28 52 50 ), SE 76 B = thin A 80 pL
Matrigel I8 (Matrigel : DMEM=1 : 8), 37 Ci¥ &
4hfE, WHHEMAE., LHEE 3K,

1.4.7 4 M Jf B3 (Western blotting) | fZ — [f]
7 & ¥% fb  (epithelial-mesenchymal transition,

EMT) A TR, K. REMEE,
TS LI e ¥, E-cadherin, N-cadherin
Al Vimentin 2 iZE Y # W B ibr it m B . B
H Western blotting k& Il X 3 Ff 25 H 19 2R ik o i H
RIPA 40 g 24 figt W (% 1% PMSF) 42 B4 i op 119
SR, BCAEN G AW BIkIEMA 20 pL
e 4 i 3 1 B REW, #EAT SDS-PAGE HLIK , %%
B EMAE, mA—¥ (BRI E . E-cadherin
1: 3000, N-cadherin1 : 1000, Vimentin 1 : 500,
GAPDH 1: 5000, 4 ClEIH. HBEE &,
BHPRIKLE, EEEHE1h, PVDFEH TBST #
PEIRRUE 3, B 10 min, # TBST W, HA B
M A AL B AR G —FiM B (1 : 10 000D, #&
IREEBE 2h, WIMECL A CRIFBERE. &
oA X Kk & Image T K R HE 1T &
¥ (GAPDHAE RN Z) . LEHEE 3K,

1.4.8 REETOCIE K H A L 00 S U R 4
MNC 5 AT e . W . WaE . BHJE, 505
H—P. 0, WM DAPIL, RSO R
I AR B IONAR R G2 FV 3000 AT W28 M 4 R L 52
WA 3,

1.5 Suit2J5 W H SPSS 21.0 1 GraphPad
Prism7 S8 71 8 0F 40 B 8t o 3 i 50ORE H ABOR T
SEAEAR R g . B R Oy 2200 . SNK-g 5 Fl
BT . P<0.05 HZERAGHFE L.

2 £ R

2.1 miR-30b-3p & EMs 41 41 ke A b (1) 36 3k 1%
5 EUHMI, miR-30b-3p 78 EC 4 H ) £ 35 B
BTRE, ERA%1FE L (P<0.05, Wk,
miR-30b-3p 7E & £ EMs 44 41 b (1) & ik Ik T 8%
EMs, ZRA%it¥E X (P<0.05), Wik2,
2.2 YRR MNE B mimics-NC. miR-30b-
3p mimics 43 7l 7% Y4 & TIshikawa 40 g v, 48 h 5 &
FH qRT-PCRI E % Je i3, BVEXT B4 5 25 U x)
MAWKRES LGEIT#E X (P>0.05; miR-
30b-3p mimics ZH (14 % e 0% T B VX R AL, 22
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&1 miR-30b-3pE 60X ECHIEUALAFHRIEFBR
Table 1 Expression of miR-30b-3p in 60 pairs of EC

and EU tissues

%3 miR-30b-3p mimics &K 1N E
Table 3 Detection of miR-30b-3p expression after

transfection with mimics

(n=3,7=%5s) (n=3,7=+5s)
21531 miR-30b-3p AH X} 3 ik &t 25531 miR-30b-3p AHXJ 3% ik &
EC#4 0.509+0.551 25 AR IR 4L 1.0154+0.329
EU#A 1.529+0.544 34k % 1R 2 1.028+0.244
HE 4.902 miR-30b-3p mimics 41 19.18740.609"
P <0.001 FAH 122.500
P1H <£0.001

%2 miR-30b-3pE30HIEEFREE EMs R RIZE R
Table 2 Expression of miR-30b-3p in 30 patients with

mild and severe endometriosis

(n=3,7+£s)
45 miR-30b-3p A XF 3k i
7% EMs 41 0.723+0.026
i EMs 41 0.41140.063
il 2.951
P1H 0.006

SAGEE L (P<0.05), W#ES3,

2.3  miR-30b-3p X Ishikawa 40 M 2 ¥ 2% 17 4 (1
Al

2.3.1  miR-30b-3p % ik /k 3F 4% fk %} Ishikawa 2 iy
456 BE 1 1 5%

*PAE<C0. 05 5 B M X IR 41 4 (SNK ¢ #6555

., g5 R EoR, I miR-30b-3p R K, 4
JHL Y e BT R T R, b, B B 5 A
YRR LR 22 e g it X (P>>0.349), 5
miR-30b-3p mimics 41 # tk , 2 5 H & i ¥ &
X (P<<0.001); T4 miR-30b-3p J&, ZME M w[4
JERE T, Hod, inhibitor-NC 4 5 25 (4 % 18 41
2 55 Lg% 8 X (P=0.676), 5 miR-30b-
3p inhibitor 4 AH Lt , 2 5 A G it % E X (P<
0.001), W34, £5, K1,

2.3.1.2 CCK-8 %L 5 Rk M CCK-8 5 % I &
Ishikawa 20 i B 38 81 00, 25 R Wk, % 4% miR-
30b-3p mimics J5 , 40 A 34 5 B8 /1 T BE (P<

2.3.1.1 SREIE SR NP AR IR LR 0.001), WL 65 # Yt miR-30b-3p inhibitor J& , 4
I 7E miR-30b-3p %} Ishikawa 2 s 72 [ T 1 AE 11 (14 Mosg s BE S BT (P<<0.001), W7,
= pugicE: mimics—-NC miR-30b-3p mimics

Bl 1 miR-30b-3p 7k F 254k X Ishikawa 28 il 52 & 7% B BE 1 B9 %%

inhibitor-NC

miR-30b—3p inhibitor
:

i

Figure 1 Effect of changes in miR-30b-3p level on clone formation ability in Ishikawa cells
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&4 miR-30b-3p 7k F LAt Ishikawa £ i
SEFEF B RE R RN
Table 4 Effect of miR-30b-3p overexpression on clone

formation ability in Ishikawa cells

%5 miR-30b-3p K F TiF T Ishikawa £ i
SEPEF B BE TR
Table 4 Effect of miR-30b-3p silencing on clone

formation ability in Ishikawa cells

(n=3,7%5,%) (n=3,7%5,%)
415 5 e TE 1% 4150 e T R
25 X IR 4L 44.40+1.06 235 AR HR 4L 21.67+1.14
oA 74 o A 4 45.8741.40 inhibitor-NC 41 22.60+1.25
miR-30b-3p mimics 2 18.40%1.06" miR-30b-3p inhibitor 2 40.33+1.517
FAH 510.000 FAH 193.500
P1H <0.001 P1H <0.001

*PAE<C0. 05 5 B P X IR AL 4 (SNK ¢ K 50D

2.3.2 miR-30b-3p % ik 7K V- 245 fb X%t Ishikawa 2 fifl
i HE 1 152 e

2.3.2.1 Transwell 40 fgiT #5925 % miR-30b-
3p W FIK I, BIPEXT 41 525 (o B 4 L 4T 78
Y M 22 g it L (P>>0.05), 1 miR-
30b-3p mimics ¥ Y& 41 1 % 240 Jf i 0= W] 8 2> T B

*P{<20. 055 inhibitor-NC 4 H # (SNK-¢ ¥ 46

PEXTHRA, ZRASIFE L (P<0.05); T
miR-30b-3p #) # ik J5 , inhibitor-NC 41 5 55 4 % I8
HibEER LG it E X (P>0.05), 1 miR-
30b-3p inhibitor ¥ Yt HE UMM A L= W B £ T
inhibitor-NC 4, 2R A 41t %53 X (P<<0.00D),
W#ks, £9. K2,

#& 6 miR-30b-3p 7k _LiF T Ishikawa 2 Bt 1 58 68 77 B9 22 1R

Table 6 Effect of miR-30b-3p overexpression on Ishikawa cell proliferation

(n=3,7+s)
OD fH
4151
0Oh 24 h 48 h 72h 96 h
R 1 e B 4 0.0810.005 0.22440.007 0.742+0.018 1.2424-0.037 1.3584-0.031
miR-30b-3p mimics 2 0.0840.004 0.117+0.003 0.325+0.012 0.8624-0.016 1.069+0.043
£ i) F =1 282.000 P{E<20.001
] F{=4 690.000 P{H<C0.001
411R] - I 218 F{f=147.200 PAE<C0.001
%7 miR-30b-3p 7k F T AT Ishikawa 41 B 18 58 & 71 A9 22 1
Table 7 Effect of miR-30b-3p silencing on Ishikawa cell proliferation
(n=3,7%£s)
ODfH
415
Oh 24 h 48 h 72h 96 h
inhibitor-NC £ 0.11220.003 0.1210.006 0.3284-0.008 0.5784-0.030 1.1314£0.014
miR-30b-3p inhibitor £ 0.113%0.003 0.2010.007 0.5664-0.007 0.8184-0.007 1.513£0.015
21 [i] F{H=11 305.000 PAE<20.001
i ] F{H=58 773.000 PAH<20.001
4[] - B A5 1] F{H=1 366.000 PA<0.001

2.3.2.2 RIESHK I miR-30b-3p Y Kk JF ,
AR R R T R, o, BIMEXS R 5 = BX
MAEES LG IT#E X (P>0.05, 5 miR-
30b-3p mimics HAH It , 2R AL it E X (P<
0.05); T miR-30b-3p MK, 40M TR &
T, Hid, inhibitor-NC 41 5 25 (4 X B8 41 b #x 22
H G E X (P=0.450) , 5 miR-30b-3p
inhibitor HAH [t , ZHR A FKITHE X (P<0.05),
W10, £11. K3,

2.3.3 miR-30b-3p # ik /K A% fk Xt Ishikawa 2 ff
RZEfRIME W L miR-30b-3p M EILJF, B
PEXF B2 5 4 1ok IR LG A 1R 28 A0 i AL 22 S G
it X (P=0.586), ifii miR-30b-3p mimics
B 2 42 28 40 A B0 B B 0 T PR R R AL (P<
0.05); T4 miR-30b-3p A ik )5, inhibitor-NC 41
Ha P A R ZE R LG E L (P>0.05),
Il miR-30b-3p inhibitor % 4% 2H 1= 7% 4 Jfd 1) %5 it W &
Z T inhibitor-NC 4, ZHF A 412 E L (P<
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%8 Transwell 4 iE#% L 56M E L8 miR-30b-3p /g
Ishikawa 20 i1 3T #% 8E T U= 4L
Table 8 Changes in the migratory capacity of Ishikawa
cells following miR-30b-3p overexpression by
Transwell assay

(n=3,7+£s)

#£10 ZAAEXIRELIEME LI miR-30b-3p J5 Ishikawa 48
MEBEANEN
Table 10 Changes in the migratory capacity of Ishikawa
cells following miR-30b-3p overexpression by

wound healing assays

(n=3,7+s5,%)

415 B AN A 415 21t 1 5 4 4R

25 6 IR 41 233.00412.00 25 0 R 41 46.2740.97

I3 Xof Bt 24 217.67+13.01 [EEREPopisEil 42.63+3.82
miR-30b-3p mimics i 124.67412.50% miR-30b-3p mimics 41 15.49+0.90%

FAi 65.860 FAl 209.800

P1H <£0.001 P{Y <0.001
*P{H <<0.05 55 Pk %F B A1 HL A (SNK ¢ K2 56 *P{E<20. 05 55 P %F JE 41 HL A (SNK ¢ K2 56D

9 Transwell 4 iE# L56M E T8 miR-30b-3p /g F 11 HAEXIIREIE N E T miR-30b-3p f5 Ishikawa £

Ishikawa 40 B3 % & T B9 ZE 1L
Table 9 Changes in the migratory capacity of Ishikawa
cells following miR-30b-3p silencing by Transwell assay

(n=3,7=+5s)
415 B 2 i A
25 X IR 4L 81.67+3.06
inhibitor-NC # 75.0045.57
miR-30b-3p inhibitor 2 184.33412.90°
FAf 163.600
P1H <0.001

*P{<20. 05 5 inhibitor-NC 4 H # (SNK-¢ ¥ 46

0.05), WFE12. F13. K4,
2.4 miR-30b-3p Xf EMT % %! ) 5 1

2.41 Western Blotting I 3 8¢ F % miR-30b-3p
BTG, BIPEXS 4] 525 X B4 i EMT

mimics-NC

2 Transwell ZA A iF #% 3238 0 € £ A T8 miR-30b-3p /5 Ishikawa AT # eE AU ZE

BRI =100 pm , 45 i 28§41, < 200 i

MEBEAINEN
Table 11 Changes in the migratory capacity of Ishikawa
cells following miR-30b-3p silencing by wound
healing assays

(n=3,7+s,%)

415 21 AT B 95 KL
Z5 FI% e 35.9043.05
inhibitor-NC 4] 38.9142.07
miR-30b-3p inhibitor 41 65.3043.30

F{H 96.180

PAH <<0.001

#*P{f<C0. 055 inhibitor-NC 41 Ft # (SNK-¢ % 86D
HAICYREKFMIL, ZRYLqityrE
X (P>0.05). i miR-30b-3p 4 3 ik /K F )5,
5 B PE X B 40 A, miR-30b-3p mimics 41 E-

miR-30b-3p mimics

Figure 2 Changes in the migratory capacity of Ishikawa cells following miR -30b-3p overexression or silencing by

Transwell assay
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mimics—NC

inhibitor-NC

miR-30b-3p mimics

miR-30b-3p inhibitor

3 HAEXIRSEE N E £ T miR-30b-3p /7 Ishikawa 40 BT % 8 TR ZE 4L (x100)

Figure 3 Migrattory capacity of Ishikawa cells after miR-30b-3p overexpression or silencing wound healing assays(x100)

#Fz 12 Transwell A2 Z XM E L miR-30b-3p f&
Ishikawa 48 B 12 22 BE ST RO ZE 4L
Table 12 Changes in invasion ability of Ishikawa cells

after miR-30b-3p overexpression by Transwell assays

# 13 Transwell A2 Z X5 E T miR-30b-3p f&
Ishikawa 48 i {2 2 BE T B9 4L
Table 13 Changes in invasion of Ishikawa cells after

miR-30b-3p silencing by Transwell assays

(n=3,7+s) (n=3,7+s)
4151 1224 B 4151 12224 K
75 % 207.00+£12.00 75 % I 124.004+12.12
9 4 o) B 4 216.00£8.00 inhibitor-NC £{ 120.0047.55
miR-30b-3p mimics 21 93.674+11.59" miR-30b-3p inhibitor Z1 195.3349.71"
F1{E 122.200 F1g 54.200
Py <20.001 Py <0.001

P fE<C0. 0545 B P M4 L 4% (SNK - #: 38)

cadherin # ik 7K ¥ F F+, N-cadherin #1 Vimentin 2
KK R T miR-30b-3p (kK ETR, 5
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Th, ZREA G E XL (P<0.05), W& 14,
#15, K5,

2.4.2 M o SE D T

| miR-30b-3p () 3

#P{ <0. 0515 inhibitor-NC 41 H. 4 (SNK-¢ K 56

KK IR, 5 B X BRZH A, miR-30b-3p
mimics 41 E-cadherin i %¢ Y 58 B 1 3% 19 58, 1] N-
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miR-30b-3p (JFiAK V)5, 5 inhibitor-NC 4 LL
miR-30b-3p inhibitor 41 i) E-cadherin %¢ ¢ 5 Ji i %
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mimics—NC miR-30b-3p mimics

B4 miR-30b-3p 7k I T Ishikawa A EZE 6 HEI SN (45 RS & x200)

Figure 4 Effect on invasion ability of Ishikawa cells after miR-30b-3p overexpression or silencing by Transwell

assays (Rrystal violet staining, X200)

# 14 Western blotill & £ i8 miR-30b—-3p [ EMT #Ri2 ¥ I T4k
Table 14 Changes of EMT protein markers after miR -30b-3p overexpression by Western blot

(n=3,7=%£s)
RN R A
il - - —
E-cadherin N-cadherin Vimentin
25 0 R 2H 0.619+0.018 1.17440.037 1.194+0.052
[ %ok 2 0.645+0.024 1.183+0.019 1.172+0.043
miR-30b-3p mimics £ 1.022+0.001" 0.532+0.026" 0.7334+0.021"
F{a 21.840 152.700 25.720
PfA 0.002 <<0.001 <20.001
*PAE<C0. 05 15 B P XS B A L3 (SNK-¢ 158D
# 15 Western blotil & T8 miR-30b-3p /5§ EMT #RiC ¥ I T 44
Table 15 Changes of EMT protein markers after miR -30b-3p silencing by Western blot
(n=3,7+s)
AR R
2531 - - - -
E-cadherin N-cadherin Vimentin
25 R HR 4 0.823+0.032 0.615+£0.027 0.530£0.054
inhibitor-NC 4 0.860+0.019 0.633+0.018 0.493+0.039
miR-30b-3p inhibitor 41 0.506+0.025" 1.28840.041" 1.239+0.025
F{H 12.070 79.900 238.000
P1H 0.008 <20.001 <£0.001

*P{f<<0. 055 inhibitor-NC 4 Ft 48 (SNK-¢ & 5

AR EMs 2 —Flvi WA 1k . RSN, &)
BAGMEAT O, WissE . RaR . BB ML, ™
TR W L A s R, EAIEZ AR
12 W ARG T I Tk . N TR IR AR R
EMs 19 2 AL, 2 S RTAE S i . o T2
MEERIF L, HASLUIAATR . miRNAJZEH 18~

22 KA IR A L) — PNy FAE SRS RNA, fig
TPk P I R A 258 1, EMs 85 Z Rl R 1)
JRE A R P R AR, BRI E
52, miRNAZEEMs B E W EUMEC T EEZEF R
ik, HSEHTMEER. R ZMERI.
SAE A EMT 45 5 21 B W 2 b f . s 3 o ) 4
RAGH B, b F X2 5 LKA miIRNA 4L T
PRI H
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Figure 5 Changes in EMT protein markers after miR-30b-3p overexpression or silencing by Western blot
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Figure 6 Changes in EMT protein markers after miR-30b-3p overexpression or silencing by immunofluorescence
assay (X200)
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fif A R . AW S RSN DI RE SIS UE ST,
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= 4 P 9 R RNA  (competitive endogenous
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RNA (long noncoding RNA, IncRNA) . If ik
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