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microRNA - 372 %[5 SDC1 ) &) A\ f& B iE
rFREIRELREZE

L # Ik

# E B 1 microRNA 372 (miR -372) #[a]i#4 SDC1 Kk R 3R 3K 30 10 e AR i b pz 1] J5 % 1k M 42 22 0 L 1 B
o Tk WU NBERRIE K8 55 A T ARARA ; qRT — PCR A i 41 A6 1 A W 41 40 miR - 372 1 SDC1 2R3k ;i € miR - 372 3%
TR KV B e B0 N T R 9 A B R R AT A A RN e SR 4 6 4, B S X IR PR A \miR - 372 mimic 41 \miR - 372 inhibi-
tor 2 \siRNA - SDC1 Z1 Hl miR - 372 inhibitor + siRNA — SDC1 £ ; 350 3 B 4 5 2 R X B 304 miR - 372 H1 SDC1 K& PR 1y 30 [ ¢
% ;CCK8 2 AN A KIJR K5 e Transwell 3856 43 591 46 00 4% 4 40 i 5% e s B 66 ) I T8 0 i % ) 1R 7868 1 5 qRT - PCR
1 Western blot 148 I 4% 21 £l il 4% %t J5 SDC1 Al b 7 4 igds & ¥ E - cadherin M 8] 5T & R0 AR 259 Vimentin f) Rk KFE, R
SDCIZE A 7 2 B di 20 23 v 19 PR M 2 K R W) 0 v 9 5% IE W AL 8L (P < 0.05) o BB th miR - 372 SDC1 3R ik 5 g o3 AL 7 B

R A TNM 2030 5 A0 56 (P <0.05) o X6 B 5 2 R I 45 SR /R SDC1 J2& miR - 372 (#RE R . 5 45 (3 ) B8 21 Fn BH
Xt B 2H &%, miR - 372 mimic 20 fl siRNA — SDC1 ZH A iY A= & T 88 AR 28 32 B30 A, 98 723 4% Jin, SDC1 Al Vimentin ) 38 ik 7K

F-UH B [, E - cadherin (93 2k /K B BT+ (P 34 <0.05) ;1 miR — 372 inhibitor £ fJ #4345 miR - 372 mimic 41 fil siRNA —
SDC1 #JZ (P ¥ <0.05) ;4K ,miR =372 inhibitor + siRNA — SDC1 £ 5 25 [ XF B 41 0 B 1 S B8 20 Lh A, 4% T 46 4 22 5 38 L G2 3T
N, B miR - 372 Al BEE 1 # A0 SDCT HE DRk 30 A BN A0 M T A R B AN E R ] AL .
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Effects of MicroRNA —-372 and Its Target Gene SDC1 on Epithelial Mesenchymal Transition, Migration and Invasion in Human Pancreatic
Cancer Cells. Ma Jin, Wang Jiancheng. Department of Gastroenterology, Luwan Branch of Ruijin Hospital Affiliated to Shanghai Jiaotong
University School of Medicine, Shanghai 200020, China

Abstract Objective To explore the effects of microRNA —=372 (miR —372) and its target gene SDC1 on epithelial mesenchymal
transition ( EMT) , migration and invasion in human pancreatic cancer (PC) cells. Methods Human PCtissues and theirparacancerous
tissues were collected from PC patients. SDC1 expression in tissues was detected by qRT - PCR and immunohistochemistry. Human PC
cell line with the highest expressions of miR — 372 expression were selected, and then assigned into the blank, negative control (NC) ,
miR - 372 mimic, miR - 372 inhibitor, siRNA - SDC1 and miR - 372 inhibitor + siRNA - SDCI groups. Double luciferase reporter gene
assay was used to verify the targeting relationship between miR =372 and SDC1. The abilities of cell proliferation, apoptosis, migration
and invasion were detected by CCK - 8 assay, flow cytometry, scratch test and Transwell assay, respectively. Expression levels of SDC1
and EMT - related genes (E - cadherin and vimentin) after transfection were detected by qRT — PCR and Western blot. Results The
positive expression rate of SDC1 protein in PC tissue was significantly higher than that in paracancerous tissues(P <0.05). The expres-
sions of miR — 372 and SDC1 in PC tissues were significantly related to tumor differentiation, metastasis and TNM staging (P all <
0. 05) . Double luciferase reporter gene assay confirmed that SDC1 was the target gene of miR —372. Compared with the blank group and
the NC group, the miR —372 mimic group and the siRNA — SDCI group showed inhibited cell growth, migration and invasion, increased
cell apoptosis, decreased expressions of SDCI and vimentin, and increased expression of E — cadherin (P all <0.05). The miR -372
inhibitor group presented the opposite tendencies. However, there were no significant differences between the miR — 372 inhibitor + siR-
NA - SDCI group in comparison to the blank group and the NC group (P all >0.05). Conclusion Our study suggests thatmiR —372
could inhibit EMT, migration and invasion in human PC cells by inhibiting the expression of SDCI.
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JIRE g e 2 M R B v 1 T AR T G M R 2 —
TN ) TS B 22, RO BB A B RS TR E TR
DR HAR | 5 55 3% R L B o0 A7 A R e g
Ji g FB 0 S AR A AR R AR AL AE 4% ~ 5% KA, T
H T 3k o s 1) R IR AR 2R A W AT R 12 W TR
J 98 1 BT A R b R 20% RES EATANRE AR,
PRI, TR AT 5 JB B s 3~ AL T AT e S el 2 J e s 8
IR I ROR DL KT S B AT B e AR ok
MR W, microRNAs I8 45 241 Jf 1T 7% F1 3 5 55
Z AT Bl , B AR 2 5] R 2 R W e ) &
AL BB AN FLIR I A L R e B Ak (EMT) 2
FEAE — BU BB 4 A ARG FRRE B0 T, b Rz 20 1 ] R
Y0 5 Al ) — FR R G2, O FL I 40 M i A K KR
B A A BB R

Syndecan — 1 (SDC1 Fe[H) J& 5 I L BEHTF R 5
RUER R 22—, FEAE b A0 2Rk 38 i 4
0 M3 B Ak R B ST bR b A HEAE T A AR AE A
o @A R ECEEN, I A PR SDCT AR
B microRNAs 8 43 75 5 5 o £ 1 SR T,
miR - 372§ ¢ 98 ¥ SDC1 X [N &3k, 3 & 7 il 1
B — (8] 5 & Ak xoF i i 9 =2 28 1 52 il i oK O B AH G
. P, AR5 B 7E VLA miR — 372 78 iR 4
()¢5 /KO, 8 2 #0 5L DR 50 I, B 38 miR - 372 52
I B s R B A 0 R 1 B LR, O TR A AR
Xof TR it g 152 22 B B 1 52 T, 4 SRy i PR YA 7 TR e g 2 13t
— BT

WM& 5FHiE

1. WFE %4 6B 2013 4F 11 F ~2016 48 11 A
TESEH R BEAT TR VI Bk I 28 95 BHIE 52 1) ik M g R
124 5], Ho 5545 77 ), 2 47 1, B AR IR 28 ~ 80
%o AR UE DX R 2 3 B e T R0 BHLUE 52 1) JBR
P, I R ORE o8 % s QR Fi I A AR 480 s i ik T s
B R RAR OCF AR B @F ARIMA, RJ5 A BRI KIE
HEBR bR 1 - QO T BHLIE S 055 5] 5 AT JBE it AH OG0 5
QNFFA FAGE N UE . 4 Jir 356 TCEE I 40 21 53 A0 7 B
Sy R 37 i, R A 87 T . kb g
RS UL 79 B, T RS UL 45 ). 4% 2007 4 UICC FrifE
TNM g R 33 T ~ 18 52 4], I ~ VI 72 5. Fir
AR E AR RIEZ AT IRTT IR SR SE 8 BF
AR AR 2 S 55 . HERARTEAR
mYIBRJE S b o3 B EP WA IR R AR T KA
( =80°C) AMI & 3k 2 & B B 22 RS HLZE 51 23 it
HE, A AEFEA R4 R R BT 8 s W 15

2. 20 M0 K 37 55 400 i O - e PN TR L e 2
% HPDE6cT FI PDAC (B IR 545 R g ) 20 i 52 AS-
PC - 1,SW1990,BXPC -3 ,CFPAC -1 Fll PANC -1
(MErhERBE FAEE) . T 10% 164 G
(£ Sigma 24 F)) W54 DMEM (£ [E Gib-
co v w) (7 100U/ml % % R F1 100 ng/ml 55 %5 %)
W ,37°C ARFR T H 5% 1) CO, AN BE S5 1 T 55 5%
fifi ik SDC1 2 15 K- o o B 2 ML 28 T IR 852

3. qRT - PCR £l miR - 372 # ik & SDCI .E -
cadherin fil Vimentin ) mRNA 33k 7K - % H Trizol
1) & $R BCEL RNA (38 [ Tnvitrogen 23 7] ) 2 MU ZH 41
KA RNA L 73 50 0 72 RNA # B2, B Tpg & RNA
AT R B 5% o U 5% JH PrimeScript’™ RT - PCR Kit
( Perfect Real — Time) 5] & (RR047A, H Z< TaKaRa
Aw]) U G L cDNA JE LUHS AR, #1 H] Primer
Premier 5.0 ZAEFEAT 51 9% 3T, 36 Invitrogen 23 A
HATSIW AN, & PCR R JH AR U E FEAS RNA
R4l B Fn e B, L U6 i miR - 372 £, B - actin X
SDC1 .E - cadherin il Vimentin 3& X N 24 1l H mR-
NA FIBKFo SLH%55AF:37°C 60min,85°C Smin,
RT - PCR 7E Bio - Rad {¥ %% (10021337, 3¢ [& Bio -
Rad 23 7)) E3EAT, qRT - PCR 2 7 2% 195 °C AL 1
3min 95°C 28 £ 105 .60°C 1B k 20s.72°C ZE fifi 30s, 3t
40 AMEIR, R AT 272 S A 4140 L SDCLLE ~ cad-
herin flI Vimentin Z£[F ) mRNA FIAKFE . 5149 ¥ 51
W1,

%1 qRT- PCR 3| #FE7]

2 JFHI(5'—3")
miR - 372 ¥ : GCCCGCAAAGTGCTGCGACAT
F¥#: CCAGTGCAGGGTCCGAGGT
U6 ¥ : CGCTTCGGCAGCACATATACTA
F i : CGCTTCACGAATTTGCGTGTCA
SDC1 i : GAGAGGAATCCGGCAGTAGA

T Uif : GAGCCATCTTGATCTTCAGG

37 : TCCATTTCTT

T : CACCTTCAGCCAACCTGTTT

7 : TGGCACGTCTTGACCTTGAA

T : GGTCATCGTGATGCTGAGAA

37 : GCACCACACCTTCTACAATGAGC
% : GGATAGCACAGCCTGGATAGCAAC

SDC1 ( Syndecan 1). ZE K& H B - 1; E - cadherin. | 5z 40 ifd
535 M ; Vimentin. 5 M

E - cadherin

Vimentin

B — actin

4. P AR SDCT BH 1 26 1k . i g 21 41
ZWEREREE K AR dpm BIELEY R bR
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A H LIS 2K, 28 JEPUEE 2 2min AR BT
16 52 Wl i 1k T2k 9% vP W, 3% H,0, B 10 min
LA BHL T P 9501 o 4600 P il M . BB AN SDCT B oy
EPiR (ab128936, 35 E Abcam 2\ 7)) 55 B 1: 8000
JFACHE LA ME B ERIFHUE 3 K. RIEHH M
W EPE B FITC — 40 (36 [ Jackson 2 7]) ,37°C 4k #t
30min, #EHFH PBS ( BigIXH—)) WGV, DAB
(BiaGn —) ) e, 4 e B o FHE J0 i
DI R A BA 4 % B, DL PBS AR — e ik B 1k o B A
P2 20 LAk 2 A A 5 b o < DA A N o B A B €
WORLAL R SDCT R AR R Gk o WU 1 % 45 SR i AT
VA, T AR G €0 40 B 1 o 5 M e (008 B 25 5 1 o3 x)
SR VEATHIE . O 43 TCPHPELE ML, 1 43« BH Pk 20 Ml L
5] <10% ,2 43:10% ~50% ,3 43:51% ~80% ,4 43 :
>80% ;0 43 Jode 1 oy 55 g (8,2 3 AR YL 8,3
gy mP eIt S5G ML R 1R B SDCL K
KPR <4 or HPIVE, >4 3 BHAE

5. WL 2R i 45 i AL - 72 B TIANGEN A=
¥ TIAN amp Genomic DNA Kit #:4E 6 B 47 DNA 42
B, 3 3 microRNA 1 2L [K] 11 ] %X {2} microrna. org 3k
B miR - 372 5 SDC1 %[ 3"UTR W 76 1Y #h 45 & L
RO ROS PCR 9734 51 90, 4 & & 7 miR - 372 Jif
KA SDC1 3'UTR F Bt . JH Dual — Luciferase Re-
porter Assay System (E1910, 3% [# Promega /A a) ) 347
Bl Luciferase 75 PERI . #% 4% 48h J5 , W 25 1H 19 15
FRHE H PBS W UE PR, B LA A 100 wl (%) PLB
(Passive Lysis Buffer) , Z /& 22 R #% 15min, YL & 4
LA . 1 AR T W 2s, BE{H 10s, LAR 1T Stop
&Glo® Reagent & Y HE 1k 100l H4 il il 47 (19 LAR
I Stop &Glo® Reagent F1 1 A 4i i 2L f# W 19 & 6%
it (BERE R 2000) A AW ORI . 18 1T
FEFF, PO BEE ARG , RAF R, A2 3 s i, &
W3INEE,

6. i 3 2 5 % G e SDCT RIKIK V- d5e g 1Y
PDAC 40 i 5 9E 47 55 3% , 4 0 B2 K 300 A e it g 40
J, B R 6 FLAR, AL LY 1 x 107 41 i, A 40 i IE
B IR T0% A 35 32 48 4, ] JC s TEHiAE R )
B IR WOOE U AN ML 3 R Ak S 1 3% TR R i G 1 35 F Al
T A UKL — 8 AR 5 %) (35 [ Invitrogen A ),
25 30s,5% CO, 37°C ¥ 5% 5h J5, % 2 IHEE 3 W
B S L B IR R, AR SR SR A0 48h, 2R
Lipofectamine2000 %% 44X 5] ( 3% [E Invitrogen 2\ ] )
UL AT, S I3 O 6 AR miR - 372 &L e Gt
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miR ~372 mimic 2 0§ ¥ 5% % miR - 372 inhibitor
2 miR — 372 [IPEXT RE T 50 e e [ 1 X B4, siRNA -
SDC1 %4t siRNA - SDC1 20 Fil miR - 372 inhibitor +
siRNA - SDC1 # Yt miR - 372 inhibitor + siRNA -
SDC1 4, =5 [ X B2 R 5% G AF o] )5 31 . miR - 372
(mimic ,inhibitor | B PEXF i) 1 siRNA - SDC1 g { 1=
1 AR A

7. Western blot ¥4 6 I £ 21 41 g i 25 11 2 ik 7K
Vo B g 48h W B A AL, A RIPA 200 Jifg 28 it
(FERRRAA) B S EE. R BCA &
IEE k2 (Keygen 23 w)) M S x EREZ MR &
HHAJE WK A& 10min, fin R PE 5 JE 4T 5 DY Tt
e BEIE B VK o 2F T L% 2 PVDF (32 [ Millipore
V) R 5% e A W e AT BT The RS, A
1: 80001 #i B 19 LT A SDC1 Hifk (£ [ Abcam 2
A)) .E - cadherin $T{& N - cadherin $T{& . Vimentin
Pk (bt EElEMEARAR)  4CHE T
Ao VERRJE A 12 5000 A7 F B 19 AR i A AL W)
filg 150/ AR iC =9t (SE[E Abcam 24 7] ) ,37°C
H 1h, fJ5, A ECL AL ZOGIRYIROL R 6,
AR, BEREGRE RS (FE UVP A )
o3 B Y 2540 /OB (R, LA B — actin S N Z HEAT
bbb 3,

8. CCK — 8 Al 45 2 40 i A= 4« 244 4% 41 4 Jif A=
IR 80% e A I, PBS Wt 2 ik, 0. 25% i
T AL I B 40 i B, THBUR , DLREFL 5 % 10°
AT 96 fLAC B AL 100wl B 6 1L,
A 20 35 37 46 (32 [ Thermol Formal 4 5]) % & , 70
BT R 24 (48 T2h I HCH 55 3R A, B LA 10l
CCK8 (VP757, HAA-A W) dkZeEF% 2 h, 7K
B SR MAL (38 KA Dasit 22 H]) 450nm b 352 B 45 L
WOLRE (A) . B SEEER 3 K, LU ] 5 o 1
e F A R DA b 22 o A0 RS g i 2R

9.t 2 290 A A 0 % ZH 290 JH S S R U T 4 i
e 48h J5 , LI 7 EDTA R [P IH 16 I W46 40 M T B
DEBL, I BT, ¥ PBS RH4IE 3 R, B .05 b
V& o A lmg/ml RNase A F1 50pg/ml PI ( 3€ [# In-
vitrogen /A7) , % 9 M 5, 30min, 85 I 3 5% 41 Y
10 (S BD 23 R]) WS4 M, I H] Modfit 2R (36
Bio — Rad 22 w1 ) 73 A 40 i & 191 73 A5 o 4% i Annexin —
V - FITC 20 i oA a0 & (M3021, b i 56 3=/
WHARARAR]) BB, % 1:2: 50 LEF1H Annexin —
V - FITC ., PI. HEPES 2% 7% #& B & Annexin — V -
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FITC/PT L ¥k, 45 100wl JLig E & 1 x 10° 40, 4
GIRA], FiMEE 15min J5 A 1ml HEPES 2777 1K,
PRGIRS] . DL 488nm P K& 525 .620nm 47 38 8 A
3N FITC (P 2¢ ', 46 0 20 B 0 T 15 50 o &5 2R )
FE 8 BRI IET A0 ML, 22T S B M R A A
SR T A0, A B B T Al B, A T S R
TR 40 .

10. KR 3K 36 A6 0 45 20 A ML iE RS fE U0 - ik v R
240, 7640 g 2 T H] 200wl B U A% W 8 TR BRI, oI
THEFRMVE AN 2 W, R A A e, T
T WSS IE T IR I aC O Oh 46 G I V8 85 5%
FekLE B 3 B T 37°C (5% CO, W 1f R 2 8% 57 46
rhE SR 240 Jfid sk, 7R A — W8 SRR W R DR A G 1
Blo PERAS 2H AN A A G A 00, e i 5 A AR
ViR TR A LA RS R

11. Transwell 32456 K I 45 20 40 Bl (=2 28 68 J1: T 6
FLEE SRR O Al L 4 28 /N % Transwell (A H ik
i % i FL S, FL 4% 8 um , SE [H Costar 24 ) ) , ] 10pg/
ml TG R (3£ [F Sigma /A #] ) WL Transwell /=
R, JC AT B Yy 5 24h WA A5 2 40, 20 i
FRE AL 1 x 107 A/ Z2 T 41 M B 8, B 200l 422 F
4% 4 Matrigel & [ Transwell /NE Y EZE, FEH
fA 800l & 20% Jig 4= 1L 7% ) DMEM 85 52 0, & T

)
o

1 RS
RS

il

miR-372 SDC1

W
)

>
4
i

mRNAFIXS F387KF N
o

=]

MR FRAE h B AR 24h . HIAR 2R 48 L AL UE I )2
IS, A 22 5 YRS [ 7€ 20min, 45 @ 55 (36 Am-
resco /L\\ﬁj) Yeft, Smin, T 200 x 8] & B 05 T4
25 JIE A ML, 26 HBCAR 9 PR AL B A B DL E i JC Matrigel
T U AN M AN 100% |, 4% 552 56 21 2 3k JE %) 400 it %k
55 AR LA AR A 43 3, I B 43 38 0 45 21 4 i
WoMR 2B Ty, A 3 A PATEE LR E R 3 K,

12. e it22 05 1 R SPSS 21. 0 Se it 22 8 i
TGt B gy B 3 iR R L
BB + b 22 (v £5) TR UL L3R T 22 47
BT, 20 1) W5 9 LU Aok B LSD — o Kar 3 o ) B 36 A 1 1A
KON 53 B B SR TP R 2R 5 22404, LA P < 0..05
LRAGIFE L,

& ®

1. miR - 372 1 SDC1 7 J§ I % b 1 2 38 1% 00
qRT - PCR Z5 2R R, 55 98 55 AL 8L L 3¢, e i i A1 41
o miR - 372 JKF i F REAG, i SDC1 mRNA 7K F
FEIE (P ¥ <0.05, 18 1), fpEdfe i, SDCI H
{1687 CR e S A 1 R e 15 o VA B 7 T 2 s g
B M e 2H 2 b 1 B P R GA Ry 81.45% (101/124)
ARG S H AP I FRIE N 13.71% (17/124) , — 35 H
BERAGIFEL (P<0.05),

[ 2 2L

B 1 miR-372 % SDC1 R iRE R EZ AR PHRIE
A. qRT — PCR A% 00 e Ji 985 25 20 B0 55 21 40 miR - 372 &% SDC1 mRNA /K- ;B. SDC1 7 [He fIft 9 4 4L K
P AU B TEe ( ((x400) 55 BRI 55 2HEUILEL, © P <0.05

2. miR -372 F1 SDC1 13Kk 5 95 3 — A% &0 1Y
KFZ K 2 frow, AR miR - 372 SDC1 Rik 5
firgid 3 A B R RS FL TNM 20 ) B 4 ¢ (P <
0.05) , i 5 Ho Al I PR 4 I o 42 310 R 45 0%y 22 1) 38 A A
Ktk (P >0.05), 5&ab i i, ko ik
BH miR - 372 W W FEAK, SDCT F i 5 5 ik L 4%
B B, A 45 8 # miR - 372 B W BE AR,
SDCL & 5 1T ~ THAEFELE, I ~ V&R HE
miR - 372 B & F 4%, SDC1 T+ .

3. 20 R 7 5 1K 06 45 SR . SDCT 7E [ i Ak i 93 4
ifi # HPDE6¢7 1 Fl PDAC 40 it & ASPC - 1.
SW1990 .BXPC -3 .CFPAC -1 1 PANC -1 i ik
WK 2, 7€ PDAC 4 i, SDC1 iy & 3k i T E I i
M K (P34 <0.05), 4 SDCL £k K-
=0 PDAC 4 fig & SW1990 HI T f5 22 ik 5 .

4. miRNA =372 1 SDC1 3 B 4 8 ] 56 & 56 30F
3 3T 7E 48 T 4K 44 microRNA. org i 28 SDC1 FIAH I
miR - 37245 & 1904 &5, SDC1mRNA 5 miR - 372
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#*2 miR-372.SDC1 REEFRE—RBERHXER
255 %0 (n =124) miR -372 P SDC1 P
(R
=60 38 0.54 £0.10 0.674 1.36 +0.07 0.578
<60 86 0.53£0.13 1.37 £0.10
51
BBk 77 0.52+£0.11 0.361 1.38 £0.09 0.252
Ltk 47 0.54 £0.13 1.36 £0.10
Sy AL
[=¥ixte 37 0.61 +0.09 0.000 1.31 £0.07 0.000
PAE A1k 87 0.50 £0.12 1.40 £0.08
NS
g 45 0.63 £0.09 0.000 1.29 £0.07 0.000
H 79 0.47 £0.09 1.41 £0.07
TMN 433
I ~1 52 0.62 £0.10 0.000 1.30 £0.08 0.000
m~WN 72 0.46 £0.09 1.42 £0.06
" 4 . AR 3 - UTR KA S WK 3, Ak & miR -
§§ \ 372 M5 JH T T B &5 B 007 a5 5 B0 Ot I Ik kR
B eAs 4yt SDC1 37 — UTR $kt4k miR - 372 454
£ 2 - 137 25 1 58 78 5 1) LIS A ) 9 A 4 TR . A A B
z Ji 98 40 B Bk SW1990 4% Yt miR — 372mimic 18 4=
E
s 1 (Wt - miR - 372/SDC1) = %25 % ( Mut — miR —
a
. " 372/SDC1) 4 o A, 45 % A i & B, miR - 372
Q@@« <~ @qqo 48@,«. Q?&,\ »ﬁ(’/\ mimic Xf 275 A Mut - miR —372/SDC1 Jii ki 41 %6
$ P e ¢ ¢ Pl I 44 S8R 03 E ) A B 0 (LI A B Wt - miR - 372/
B2 FERERRdERE A R HPDEGCT R SDC1 2 15 Bk 4 98 6 F B IG PR iR B T 1%, 2 7 A 4t
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7£ PDAC AR % & SDC1 KR iX
5 HPDE6¢7 H.&:, * P <0.05

H%E Y (P<0.05,83), UL E45REN, miR -
372 RERR LS4 SDCT BN,

LW ™ hsa-miR-372/SDC1 Alignment

3" ugCGAGUUUACAG-CGUCGUGAAa 5’

904:5° ggGCUCACACACCUGUAGCACUUa 3

RS9 R B T

1.5 4

—
[=]
1

4
(o
1

SDC1-wt

hsa-miR-372 mirSVR score: -0.3880

SDC1 PhastCons score: 0.5743

@l NC
B miR-372 mimies

SDC1-MUT

3 miR-372 E##m SDC1 EHF

A.SDCI mRNA 5 miR =372 45419 3" - UTR XA /751 5 B. 920 R EEIE AR 5 5 B4 XS B4 1Ld, * P <0.05
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5. %44 SDC1 . E - cadherin 1 Vimentin {1
mRNA F1# 1 & i5 7K F: qRT — PCR Fil Western blot
BRI R A 4 Fir 7R, 25 X BECZH R 9] v xR 4
SDC1 fil E - cadherin % Vimentin [ mRNA Ffl1#& 4%
KR 2R TG E L (P 1 >0.05) , 525 FIX IR
YLFNBAPE X HE 4 LR, miR - 372 mimic 41l siRNA -
SDC1 4 SDCI FiI Vimentin f) mRNA H1 2K [ M1 %} %3k
KV B B AR, E ~ cadherin mRNA Fl 4 11 7K 1 B
FrE (P <0.05) ;miR - 372 inhibitor 24 SDC1 #1

A EmES PR miR-372 inhibitor B &
mNC B8 siRNA-SDC1 F
2 5_- miR-372 mimic m® miR-372 inhibitor )
B~ ¥ +siRNA-SDC1
-z’ - e
20 1 . SDCI
1.51 T
g E-cadherin
Z 1.01
%: Vimentin
= 0.51
& B-actin

SDCI

E-cadherin Vimentin

Vimentin f) mRNA FIZE 4 A X 26 15 K 0 8 7 &,
E - cadherin mRNA #1425 (/K 0 | B&AK (P 1 <
0.05) ;miR — 372 inhibitor + siRNA — SDC1 404 $5 4%
525 P B AT o BE 4 Ph g 22 7 R Gi i 2 X
(P>0.05), miR - 372 i 35 Ml SDC1 J K i BR )
N R A SW1990 = Rz 18] it 4% Ak EL AT B (g 41 461
FER L, UUER miR - 372 3R3A R 3 SW1990 (1 I J 1]
R AL, siRNA — SDC1 1] DL Jz % miR - 372 inhibitor
X SW1990 |- Bz [] Joa 5% Ak () e 24

5 N
v &S
S &o OGS € s R miR-372 inhibitor
A SIEA 2 = NC ®EsiRNA-SDCI

i @8 miR-372 mimic g@miR-372 inhibitor

- +siRNA-SDC1
:}22 1.04 ’; T
z o500, .
frend # . 4 R
= 3 0

SDCI

E-cadherin Vimentin

4 ESEZMAH SDCI . E - cadherin 1 Vimentin f mRNA F1ZE A REBR
A mRNA 35K B. B H R R RBEICIE  C R AR IB G 525 F O IR P X Al e, * P <0.05

6. % b J 45 21 A A S B - CCK - 8 A6 Il 245
FEW 25 1% B 4L RN B %o B A e 4 A KT T g
ZRIG I E L (P >0.05, 5), mR - 372
mimic 41 Fl siRNA - SDC1 25 41 ity A < 3k 25 BH 8 i 1%
TE 48 72h (1) A0 {8 251 T 25 11 %5 JE 4 0 B 1 %
41 (P # <0.05) ;miR — 372 inhibitor 41 40 L (14 A, 1H
R T A A MM IR, 2 RA % E R
X (P ¥ <0.05) ;1ff miR =372 inhibitor + siRNA -
SDC1 21 40 ifa A& < 3 B T W B A8 4k, 55 25 1 %) R 4 A
FIPEXS L3 22 R RS it 22 L (P >0.05)

7. kY 5 A2 20 B SR B K 0R T 1 L Annexin
V/PL XS Bk A DN 45 R0 WL 3% 3, 5 25 (1 ) R4 AN
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