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[ E] B HIBUNRNA-325-3p (miR-325-3p) 1o 21K %1 45 o 98 A0 ML = 28 Ak B B9S2 0, )
BUCVE FIBLHT . ek s WOAR 25 061 B B 12 U6 oA 205 1 i FE 37 1) o9 20 40 ) O A 9 5% 1S 2L 40 SR JH S
P E I PCR (RT-qPCR) 5 K 98 55 1F 5 41 2URN 45 1 Jig 4L 200 miR-325-3p A0 A6 A0 ik 1 2% BB A ¢
G E 11 (PRELID1) mRNA %£ik/KF. RH RT-qPCR % fil Western blotting % K Il A 1E % 25 i
2 i NCM460 K 45 iz 6 248 s SW480., HCT116 MTHT-29 W miR-325-3p & PRELID 1 mRNA 23k /K 3 Fl
PRELID1 8 HFAKT-. ¥ SWAB0 A4 X IEH . NC-mimicsZH . miR-325-3p mimicsZ . miR-325-3p
mimics—+o0e-NC 241 1 miR-325-3p mimics+o0e-PRELID1 41 . R Transwell /N5 52 46 F1 20 A % IS 52 56 43
TAG I 45 21 4 M 1R 78 B iR B fiE 71, Western blotting 346 I 45 40 40 i v b J -] i b (EMT) f E-45
Fi#E M (E-Cadherin) . N-45%5% 14 (N-Cadherin) FIJEIEHEH (Vimentin) Fik/K ¥, fii ] Targetscan
A AT I 2 I 3l T i R-325-3p N WL HE A, SR I XUHE O 2l 52 59 B UE miR-325-3p 5 PRELID1 (1) 4
MEERR ., SR S IEFASE, SWEHSH miR-325-3p Fik K- B AL (P<<0.05),
PRELIDI mRNA Ak VU It m (P<<0.05), HE&5 W% 20210 miR-325-3p Ml PRELID1 mRNA %
KKFERMMERER (<0, R*=0.392, P<C0.001). 5 NCM460 4 fifi lb %, SW480, HCT116F1
HT-29 41} ' miR-325-3p F3i5 /K- ¥ B &AL (P<<0.05), PRELIDI mRNA kK- ETHE (P<
0.05), 5 XJ 4] A1 NC-mimics 41 Fb 38, miR-325-3p mimics 41 SW480 41 Jitd {2 72 41 il B iH g /> (P<
0.05), RIRAMA M (P<<0.05), E-Cadherin® &k KFF+E (P<<0.05), N-CadherinFlVimentin
FFRBATFEIL (P<<0.05), MHEEMLIAIESE PRELID 15 miR-325-3p M0 ELE#AR . 5 miR-325-3p
mimics+o0e-NC 41 b %, miR-325-3p mimics+oe-PRELID1 41 SW480 41 g = 78 41 i £ 01 @ 3% i (P<<
0.05), RIRAAHEFE (P<0.05), E-Cadherinf 1R KFFEML (P<0.05), N-Cadherinfll Vimentin
EHFRXAKEHTE (P<0.05). . I F ik miR-325-3p Al L[ N PRELID13E3k, i EMT ik
PR, PR SWASO 4 iR B HIT .
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Effect of miR-325-3p targeting PRELID1 gene in regulation of
EMT pathway on invasion and migration of colon cancer cells
and their mechanisms

ZHU Pingsheng, GE Sitang, ZUO Lugen, CHEN Deli, ZHANG Yangyang
(Department of Gastrointestinal Surgery, First Affiliated Hospital, Bengbu Medical University, Bengbu
233000, China)

ABSTRACT Objective: To investigate the effects of microRNA-325-3p (miR-325-3p) over-expression on
the invasion and migration of colon cancer cells, and to clarify their mechanisms. Methods: The tumor
tissue and the corresponding adjacent normal tissue of 25 patients clearly diagnosed with colon cancer
were collected. The expression levels of miR-325-3p and relevant evolutionary and lymphoid interest domain
containing protein 1 (PRELID1) mRNA were detected by real-time fluorescence quantitative PCR (RT-
qPCR) method. The expression levels of miR-325-3p and PRELID1 mRNA and the expression levels of
PRELID1 protein in human normal colon cells NCM460 and colon cancer cells SW480, HCT116 and
HT-29 were detected by RT-qPCR and Western blotting methods. The SW480 cells were divided into
control group, NC-mimics group, miR-325-3p mimics group, miR-325-3p mimics+oe-NC group and
miR-325-3p mimics+o0e-PRELID1 group. The invasion and migration abilities of cells in various groups
were detected by Transwell chamber assay and scratch healing assay, respectively. The expression levels
of E-Cadherin, N-Cadherin and Vimentin in the epithelial-mesenchymal transition (EMT) of cells in
various groups were detected by Western blotting method. The downstream target genes of miR-325-3p
were predicted using the Targetscan bioinformatics website, and the targeted regulatory relationship
between miR-325-3p and PRELID1 was verified by the dual-luciferase assay. Results: Compared with
adjacent normal tissue, the expression level of miR-325-3p in cancer tissue was significantly decreased (P<C
0.05) , while the expression level of PRELIDI mRNA was significantly increased (P<C0.05). The
expression levels of miR-325-3p and PRELID I mRNA was negatively correlated in colon cancer tissue (<<
0, R*=0.392, P<C0.001). Compared with NCM460 cells, the expression levels of miR-325-3p in
SW480, HCT116 and HT-29 cells were significantly decreased (P<C0.05), and the expression levels of
PRELID I mRNA were significantly increased (P<C0. 05). Compared with control group and NC-mimics
group, the number of invasive SW480 cells in miR-325-3p mimics group was significantly reduced (P<C
0.05) , the rate of scratch healing was decreased (P<C0.05), and the expression level of E-Cadherin
protein was increased , while the expression levels of N-Cadherin and Vimentin proteins were decreased (P<<
0.05). The dual-luciferase assay confirmed that PRELID 1 was the direct target of miR-325-3p. Compared
with miR-325-3p mimics+o0e-NC group, the number of invasive SW480 cells in miR-325-3p mimics— oe-
PRELID1 group was significantly increased (P<C0.05) , the rate of scratch healing was increased (P<C
0.05), the expression level of E-Cadherin protein was decreased, and the expression levels of N-Cadherin
and Vimentin proteins were increased (P<Z0.05). Conclusion: Over-expression of miR-325-3p can inhibit
EMT process by down-regulating PRELIDI expression, thereby inhibiting SW480 cell invasion and
migration.

KEYWORDS MicroRNA-325-3p; Relevant evolutionary and lymphoid interest domain containing

protein 1; Colon neoplasm; Cell invasion; Cell migration; Epithelial-mesenchymal transition
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14% ', /P RNA (microRNAs, miRNAs) J&—
Fiv 5 Bk A W AR K R B R A OG0 R gR 1
RNA ¥, HAEZ i b 2 0 % Rk, JF
PR R e A R AR 2R G B S R A 2R AT O L B
78 7 R miR-325-3p 1 H 9 R I A
22 SR b rh 3R GA R o HEARRITIAR T 28R AH G 2
¥k 8 A 1 (relevant evolutionary and lymphoid
interest domain containing protein 1, PRELID1) g
8 PRELIFE 8 U A% 0 01, 1T 4F Bk 52 2 b
IR TE R 1 G BE VR4S AR A . WFSE Y WK PRELIDI
S RS A e I — A I 0GR o R A i B
Bt o7 2, RS v T 2R AR T M A R 4 i 1
. XU #fF 58 & #: PRELIDI1 7 i Jii 41 41
AR S E L, H PRELIDL AT 4E 0 i &
B 2 57 T AR A AR o AS DREEZH T E A A
B 220 Mr & B miR-325-3p 5 PRELID 1 %k A 6] 1 1
ZiG AL sl SR H BT MR A SCHER I B miR-325-3p
88 n] PRELIDITE 45 i b W 2 4E ] o 56 Tl
AR5 R T miR-325-3p F PRELID1 %t A 25 7 % 4
L SW480 R 78 . L% e I -l B 4% 4L (epithelial-
mesenchymal transition, EMT) i i #9520, & 0
FOMOCAr LM, S 45 Jes ¥E 1 R T B ARV 7R 2
B0 RS AR A

1 #EREHEE

1.1 WARFEHR I 20244 1—6 H TR ERK
- WE BEREAT A AR AR B E 250, TR
HOR B g SO SR IR R 418 (BRI 452 =3 cm) .
FrA A TS F . MARUE: O T ARHET
JE AR EIZ W, B S s O ARFTERE
Z AT IRYT o HEBRARAE . OAE IR & b s 0F k=
fl g s QAL RS A5 E SR A4 ™ 5 2 RE
iF; QEAEYLE . AT IR R 25—
BF ) B B AR BE T 5t St (e RIS (2024) 5
213%).

1.2 @ 22 XMNFRE ANEFLSHARE
NCM460 I &5 Bz Je 0 il SW480, HCT116 1 HT-29
W H R B AP A A, RPMI-1640. DMEM ki
I MG 4 1l v W A & [F Gibeo A Hl 5 SYBR
Green iR & W H H /& TaKaRa /A &), cDNA K &
SRR &L Lipo6000™ % Yk il & . 2 6 R it &
B ARG D2 70) & R Matrigel 38 5 A [ F i3 = K
PHEARA TR, Transwell /N2 { 55 [H Corning v
Al , TRIzoliX I A 3¢ [{ Thermo Fisher B4 23 7

Hbt A PRELID1Hi ik . fedit N E-# & H A (E-
Cadherin) #t & . % Ht A N- 85 % &£ 11 (N-
Cadherin) itk . P NIEIEEH (Vimentin) 1t
A bt AN H I -3- W 2 i =B (glyceraldehyde-
3-phosphate dehydrogenase, GAPDH) $i{&F11l1 3¢
it IgG P AR = MR A RA A, 5
¥ . miR-325-3p mimics i B . oe-PRELID1 i #i
PRELIDI % # #I (WT-PRELIDI) Kk B
(GCACTGGC) # PRELIDI %€ 7% # (MUT-
PRELID1) A Bt (CACGAAAA) Mg [ b5
JlE A A . LR 296 E i PCR (real-time
fluorescence quantitative PCR, RT-qPCR) ¢ (7
5 Mx3000P) 1 H 3 E Agilent /A ®], CO, ¥ 3%
(M5 BB15) MMKER G EHEEON (BE.
Freso 21) M [ 3% [E Thermo Fisher A &), 3% i {3 &
BEE (B . CKX41) F H A Olympus A Al ,
ki (B5 . PowerPac basic) W H 3 [E Bio-Rad
NHE, ZUREERIL (BS . Infinite M200 Pro)
W4 A %+ Tecan 23wl o

1.3 @i . HEpora BES10% KEM
WM HFRR-SE RN, B9 T 37°C
5% CO 5 FRAR h #EAT 55 3% o 40 B8 43 S % BR2H
(AR AL ) . NC-mimics 20 (55 e Bk 25 8814 ) |
miR-325-3p mimics 2 (5% 4 miR-325-3p B4 H) )
miR-325-3p mimics+oe-NC £ (A i} 5% ¢ miR-325-
Sp B TR 25 #ik ) Al miR-325-3p mimics+ oe-
PRELID1 41 ( [d] B} % %% miR-325-3p % 48l ¥ 1
PRELIDI1 k33K kL) o R H Lipo6000™ #% 4y it 5|
BT T R A A A M AT AR O, A8 h S W AR A
ML AT JE 2L 525

1.4 RT-qPCR & #q] &40 28 42 e 28 J8 F miR-325-
3p#» PRELID1 mRNA & ik R-F WA B #4500
RIEsHHL, NCM460, SW480, HCT116 MIHT-29
2 it e kb BE T Y 4% 4 SWASO 40 i, {i F] TRIzol i
AR RNA, il i 9005 50 & RNA S s
4 cDNA . # 4 SYBR Greenid # &4 8, fim A
19 cDNA L& S WK &R, #17 RT-qPCRY .
SI¥FA: miR-325-3p, L5145 -GTAGGTGT-
CCAGTAAGTG-3', Fi#5149 5-GAACATGTCT-
GCGTATCTC-3'; PRELIDI, Lif51# 5-GCAG-
CTGAAAGA-AGCCCAAG-3', FiiF5I¥ 5 -AGC-
CTGAATGCCTTCCTCAG-3'; GAPDH, I i#5l
¥ 5-GAGTCAACGGATTTGGTCGTATTG-3,
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¥(51% 5 202549 A

THF5 4 5-CCTGGAAGATGGTGATGGGATT-
3o RS AEME95°C. 20s, IBA55°C, 40,
A 72°C. 35, HISAMEH . RAH2 UHRITRE
2% 20 20 LR A0 i T miR-325-3p F1 PRELID 1 mRNA
FIRKF-

1.5 Western blotting 3% # W & 41 & fe P
PRELID1.E-Cadherin, N-Cadherin # Vimentin &
g & EAFE B NCM460, SW480, HCTI116 FI
HT-29 41 i K &b ¥ J5 2% 40 SWAS0 41 g, il A Ripa
SRR BB ML SR T, AN A R E .
Kot LB TR A - SR DN s Tk i B S L UK (sodium dodecyl
sulfate-polyacrylamide gel electrophoresis, SDS-PAGE )
K PVDF % f¢ 5, i 5% W Bg 4= 93 & i 1 he
PRELID1. E-Cadherin. N-Cadherin 1 Vimentin —
HLELAL 1000 # B L] T4 CHER R . &5k
W Tris 2% #p £h % W (Tris-buffered saline with
Tween, TBST) H¥E, MAIgGC Z4i (MkLL
1:5000) ZERWE 2he MAECL 5B E
W o KM Image JEPF 4307 85 B 400 IR EEAH . H 5
HIE A REAKFE . HIWEARKKF=HMEH
S IREM /NS EA (GAPDH) £ KA.
1.6 Transwell N E £ BANEEIZL MK K
Matrigel J i )8 1 5148 T Transwell /NS K . &40
SWAS0 4 il 25 e 25 1 Bl I Ak J . T G 1l v B R
SEH MM N 1< 10° mL ', B 100 pl B 35
T hE, 600 pL 8 2RI T T E., BRI
24h, MAZRBEER G, Z5mERRRke,
B LB ST B AL e B 3 S RU T, A L P o
A MK, B3 BT 2 A R OT 3 (E O 25 AR 28
A

1.7 mRNREEEAENESAINEESE 54
MR, SBECIRIEAL)S , ER A
1X10°mL ", Bl mL M T 6 FLANMIES Sk, 40
BREMA L 0% 5, 18I0 WA Sk Mk
E—RIJE, GRE M 24 he 5 FO0hM24h
fili ) B B BRI . MR @A K= (0 h KR %
BE—24 hRIJRFEE) /0 h IR %8 B X 100% o

1.8 MRAXBHRERREEZEBIEmMIR-325-3p 5
PRELIDI % W e $e &y X & 4 #3568 ook 07 A 7Y
WT-PRELIDI Jy B¢ 152 B MU T-PRELID 1 v B¢,
kM Lipo6000™ % 4 i 514 W T-PRELID I fiIMUT -
PRELID1 K& X J5i ki 43 5] 5 NC-mimics 3 miR-325-
3p mimics 4% Yt & SWASO 41 il . F% Ye J5 B 57 46 ¢

B 24 h, SR FH AR AR I 4% 2H 40 i 5 't 3R e .
A B 2 6 3R il TG M = Kk O B U O 5 B /1
B A E RO EIRE . H A4S 2 4N M 5 0 R TR 14
Y 4E miR-325-3p 5 PRELID 1 3£ Y #0L ] ¢ £
1.9 %# %54 K SPSS 21.0 Ml GraphPad
Prism 8.0 Gt i+ 3K R AT et 2% o o B W 481
25 g g 21 VRN 45 AL AR L T miR-325-3p X PRELID1
mRNA KKK A28 RS %
Ko 41 g vp PRELID1, E-Cadherin, N-Cadherin #l
Vimentin 2 [ & kK PG IES MG, PlatsE
TN, 2 4 TA) R AR AR LY B R R SRR AR R
Z AR A BB R B 3R T 22 03, AL TE]
AR HE 88 R ) SNK-¢ K 5% . >R FH Pearson 7%
I3 BF miR-325-3p 5 PRELID1 mRNA % ik /K 3F
MM, HHLKEL 3K, LLP<0.05 N EFFH
gt X

2 & B

2.1 EFARILBEMERF miR-325-3p &
PRELIDI mRNA &k K-F 5o E & A48
B, g Wi 0 miR-325-3p 33k K V- W] . B AIK
(P<<0.05), PRELIDI mRNA % ik 7K W & 7+ &5
(P<<0.05), PearsonikZr#ret KR : miR-325-3p
5 PRELIDI mRNA 3 ik K ¥ 75 25 7 J v 522 704 G
XFE (r<<0, R*=0.392, P<<0.001)., WK1,
2.2 IEE LR M 4k B R B I P miR-325-3p R
PRELID1 mRNA % i& & % f= PRELID1 & & % i&
KE 5 NIER 4541 M NCM460 b8, 45 17 98
A SW480, HCT116 flHT-29 1 miR-325-3p ik
KO RS (P<<0.05), PRELIDI mRNA %3k
KW T (P<<0.05). LK 2A., Western blotting
PRI 25 R o 5 N IEE 45 b 40 NCM460 Lt
o, 45 W AN SW480, HCT116 Fl HT-29
PRELIDI & £ A W B /. WK 2B, A
SW480 40 il miR-325-3p Fe ik Fe A%, B LLABF 58
B SWAS0 AN M i 17 5 2248 323k miR-325-3p L& .
HA MK FE S, XFHR4] (3.3240.49) 5
NC-mimics £ (3.54+0.40) miR-325-3p % ik /K F
bR TG4 E L (P>0.05) . 5XF B4
%, miR-325-3p mimics 21 40 8 TF miR-325-3p F ik
KA (13.47+0.13) B8 F+& (P<<0.05), UEBA
miR-325-3p B Y 55 YL pli ) .
2.3 BHASWARO w2 £ mie s e X RE A F
X BEZH AT NC-mimics 21 1= 5% 20 i BRI & 2%
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B 2 R LG R L (P>0.05) . 5 X5 B4 A
NC-mimics 4 Fb %, miR-325-3p mimics 20 1= 72 41 Jity

Bog b (P<<0.05), KR &G REFEME (P<<0.05).
LK 3., K4amEkl,

25F o5 25F p=25 10r R R*=0.392
L . P<20.001
5 20 ‘*5; 20 SF N e *
Q)Q.4 d)M Q
57 15f 2% 15F o6k
£ £3 -
2% 10F : 23101 = 4r
B 5 )
S5 5F m 5F 2r
1 1 1 1 0 1 1 ]

Cancer
tissue

Adjacent
normal tissue

A

Adjacent
normal tissue

Cancer 10 15
tissue PRELIDI mRNA
B C

"P<<0.05 vs adjacent normal tissue.

Bl JEFIEFASSMEALR D miR-325-3p(A) M PRELID] mRNA(B)FRAKF K ZHMHXME(C)
Fig. 1 Expression levels of miR-325-3p(A) and PRELIDI mRNA(B) in adjacent normal tissue and colon cancer tissue

and their correlations(C)
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A': Expression levels of miR-325-3p and PRELID1 mRNA in various cells; B: Electrophoregram of expression of PRELID1 protein in various
cells(Lane 1: NCM460 cells; Lane 2: SW480 cells; Lane 3: HT-29 cells; Lane 4: HCT116 cells). "P<C0.05 vs NCM460 cells.

B 2 IE% 55 5 0 M R4 5 9 0 S Wt miR-325-3p Bt PRELID1 mRNA 3% KAl PRELID1 E AR5 HBR
Fig. 2 Expression levels of miR-325-3p and PRELID1 mRNA and expressions of PREL1D1 protein in normal colon and

colon cancer cells

A': Control group; B: NC-mimics group; C: MiR-325-3p mimics group.
B3 41 SW4S0 4 ML RRIB DL (45 M3, ><400)
Invasion of SW480 cells in various groups(Crystal violet, X 400)

Fig. 3

2.4 R SWASOmMM P EMT £ F G R &K
F 5 X B4 A0 NC-mimics 2 H %8, miR-325-3p
mimics 26 SW480 4 il i E-Cadherin 25 1 3 35 7K °F
W & JF & (P<<0.05), N-Cadherin F Vimentin &

MR 7K BB B R (P<<0.05). WA 5,

2.5 MR K F B LR EIE mR32-3 5
PRELID]1 2 Bty 3 s1i 42 % 2 Targetscan [ v
M miR-325-3p 5 PRELID 13 R 047 75 25 A0 14
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Control

NC-mimics

Oh -- |
24h--

MiR-325-3p mimics

B4 44 SW480 41 HuE R (< 200)
Fig.4 Migration of SW480 cells in various groups(<200)

#£1 FHSW40 4 MREFRARBMRBEAE R
Tab. 1 Numbers of invasion SW480 cells and rates of

scratch healing in various groups (n=3, xE5)

Number of invasion  Rate of scratch healing

Group

cells (p/%)
Control 213.334+7.51 76.38+4.65
NC-mimics 212.33+4.16 74.51+5.36

MiR-325-3p mimics 69.00+£3.61%4 20.99+2.35%

"P<C0.05 ws control group; “P<0.05 vs NC-mimics group.

WP CE LI 2 R s . e WT-PRELID 1%
FiJE, 5 NC-mimics 41 3, miR-325-3p mimics 41
0 J 9 O 3K S R B W BRI (P<<0.05); dhiL g
MUT-PRELID1Jiiki 5, NC-mimics 41 Fl miR-325-
3p mimics ZH 4 1 9t F S Pk L 2 RS R
X (P>0.05). W6,

1 2 3 M,

E-Cadherin - 120 000
*

N-Cadherin -- B 127 000

Vimentin "- 57 000

A

2.6 #HEELimmbF PRELIDI & & &k K-
Western blotting 2 £l 25 5 75 . Xf BZH R NC-
mimics 2140 i F PRELID1 & 1 £ ik K F iR 4 7
TGiit2m X (P>0.05), 5% B4R NC-mimics
A H &, miR-325-3p mimics 4140 il ' PRELID1 &
FI R A R (P<<0.05). WK 7,
2.7 miR-325-3p #» PRELID] ¥ # 3 5 2442 %
meBARNREELSE 5 miR-325-3p mimics+ oe-
NCH (0.82+0.04) H#, miR-325-3p mimics—+ oe-
PRELID1 41 41 fiif " PRELID1 mRNA % ik /K %
(3.2940.04) BB TFm (P<<0.05), jEMEEY B
A5 . 5 miR-325-3p mimics+o0e-NC 41 (60. 33+
5.86 1 22.00% =+ 3.61%) H %, miR-325-3p
mimics+oe-PRELID1 21 12 78 40 ffd %¢ (195. 00+
10. 15) B B4 hn(P<<0. 05) , MR WA (65.33% +
3.51%) M EFE (P<<0.05). WEI8HI,

E Control
_ I NC-mimics

= 1.5

B B MiR-325-3p mimics
] =

< 1.0

°

>

2

B <
2

o

-

=

%

=

E-Cadherin N-Cadherin Vimentin
B

Lane 1:Control group; Lane 2: NC-mimics group; Lane 3: MiR-325-3p mimics group. "P<<0.05 s control group; “P<0.05 vs NC-mimics

group.

B5 4 SWASO 4L H EMT 15 538 B AH K 8 A Rk r vk B (A) A& B (B)
Fig. 5 Electrophoregram (A) and histogram (B) of expressions of EMT signaling pathway-related proteins in SW480

cells in various groups



miR-325-3p #in] PRELID 1 FE 4 5 EM T i i X 4%

RN R A - 1191

PRELID13'UTR 5'-GCACAUAAUAGACACUCAAUAAA-3'

3'-AACUAUCCUCCAGGAGUUAUUU-5"

hsa-miR-325-3p

B NC-mimics

15, ™ MiR-325-3p mimics

1.0F

0.5F

Luciferase activity

WT-PRELID1 MUT-PRELID1
B

"P<<0.05 vs NC-mimics group.
Bl 6 miR-325-3p 5 PRELID1%5&00 (A)F 41 SW480 4 M 5¢ 't 3% B v 1 (B)
Fig. 6 Binding site of miR-325-3p and PRELID1(A) and luciferase activities in SW480 cells in various groups(B)

1 2 3 M
PRELIDI ‘” ” 25 000

A

— — )
o w o
T T 1

j=}
ol
T

Expression level of
PRELIDI1 protein

0
Control NC-mimics MiR-325-3p
mimics
B

Lane 1:Control group; Lane 2: NC-mimics group; Lane 3: MiR-325-3p mimics group. "P<C0.05 vs control group; “P<<0.05 vs NC-mimics

group.

B 7 &4 SW4804fih PRELID1 R ARk sk B (A) AIEL & (B)
Fig. 7 Electrophoregram(A) and histogram(B) of expression of PRELID1 protein in SW480 cells in various groups

o m

; F"i' L ;S,’a

A': MiR-325-3p mimics+o0e-NC  group ;
mimics+oe-PRELID1 group.

B8 BYuE 241 SW480 4H R E I (%
Fig. 8
transfection(Crystal violet, X 400)

B: MiR-325-3p

B2, XX 400)
Invasion of SW480 cells in two groups after

2.7 miR-325-3p # PRELID1 3 % 3 /& 2 48 % j. b
EMT A X% & & & K-F 5 miR-325-3p mimics+
oe-NCZH b4, miR-325-3p mimics+oe-PRELID14H
i il b E-Cadherin £ 11 3 35 7K F B B FE AR (P<<
0.05), N-Cadherin #il Vimentin 2 [ &1k /K F 8 8 7
# (P<<0.05). WK 10,

30 i

A 2 2 TR L P — o L 8 S A

MiR-325-3p mimics
+o0e-NC

MiR-325-3p mimics
+oe-PRELID1

B9 #:3E 241 SW480 40 ML IERE L (< 200)
Fig. 9 Migration of SW480 cells in two groups after

transfection( X 200)

i, MR R W e Z RN R ML SR, fE

P A AR TR AR KRR B 6K )
B L MATRT R LR : 20% 4 I

HHL AL AL e B, 83 5000 B # AR 54N
RALIEAL e R, HLEEH B i A 9000 A 45 i s 2k
FAdn . FRTIG ARG ST SR AT AR VIR . oy Fife



1192 TR 224 (BE 2 i)

¥(51% 5 202549 A

2 M

1 T
E-Cadherin (D . ;)
N-Cadherin (i - 127 000

Vimentin ~ - 57 000

A

GAPDH

m MiR-325-3p mimics+oe-NC

E 15

2 0 MiR-325-3p mimics+oe-PRELID1
£ .
S kS -
° 10F T

=}

>

2

g o05F

2 ks

8 -

=8

<

~ 0

E-Cadherin N-Cadherin Vimentin
B

Lane 1: MiR-325-3p mimics+o0e-NC group ; Lane 2: MiR-325-3p mimics+oe-PRELID1 group. "P<C0.05 vs miR-325-3p mimics+

0e-NC group.

B0 #YL)E 241 SWASO 4T o EMT 15538 5 AH R 2 1 Rk s vk I (A) F B & & (B)
Fig. 10 Electrophoregram (A) and histogram (B) of expressions of EMT signaling pathway-related proteins in

SW480 cells in two groups after transfection

J7 o UL GEAROR B I AR YT O R T
T4, SR B E 1 SRR kR
ARSI TETT 45 1 8 1
TR R JEE AL NT i A e 967 P % A 244 T AN AR B A A
WK B A

2 T W 5% 48 78 miR-325-3p 15 22 T 52 1A 31 4 i
P REMEEM . LIS " BoR: 5855 E
WAL LR, AN 4 2P miR-325-3p ik K
EREAR, o e ak miR-325-3p T il T g5 41 At 14 A
TR ZE, JEA0H] 0 A . SUN % W iF 5% &
N miR-325-3p fE B AL 4Uh RIK T, T RIE
miR-325-3p AT 4 il 15 6 40 P 3 sE T e #E R T, H
miR-325-3p i 3 W ¥ SNHG6 % IR [ AR 20 Jifa 401 it
HPE . ARG R R 4 A L miR-325-3p
FIRBEAR, 7E SWAS0 4 it v it % 38 miR-325-3p AJ
T 40 2 2B RN AR RS 5 AU O Bl A S 56 U S
PRELID 132 miR-325-3p FiFHL A, W& KL RE
M X% FR, H PRELIDI i % ik AT 412 7F 25 i 9 40
Ji 42 2B AT RS .

EMT 22 5 Mg g mZoilsz —, HE
BURRAE A b R MEAR A (AN A A - A B % 4 R0
T0U Sty 6 P M M 5 ) RIS PR AR AT (AN AR T 40
ARFNE] FEARIC) . DT A2 2 0 4 B DA [ 2 Y | Bz 4
i 5 725 SRy i) A% Bl 4R 28 1 1R TS R AR L L AR
SRR IR . miR-325-3p 1 Fik 5, SW480 41 iy
t EMT #H ¢ 7 11 E-Cadherin & 11 % 35 K TF &
N-Cadherin Al Vimentin % [ & ik 7K F MK ; 1A
PRELIDI ikl i % ik 28 {3,

5 LTk, 45 AL 80U miR-325-3p ik ik
5 PRELID I FR AR . 1 FIEmiR-325-3p

Al R R 8 PRELID1 3k, il EMT #E#,
T 3046 SW480 40 i {2 28 Fif #% . PRELID 1 miR-
325-3p W FE N, 1 PRELID 1 3% 35k GE % i3 4% 2
Ji bR e AR L AR IR S SR R AE AN S A S 56 56
UEZAILH I 2255 FF A OC 30 1 55 56 B AL R N 39 ik

LR, O GE W e P A TR AIL A 4R 1 G S B
i 3 7 52 A A -
AT A 2 75 S 718 A 25 wh 5
fEE B

AR PR S 5T B . LR IRAE Mg RS
BB GRIER 2 5 LR B L BE b, RS 5 R
S ] B A

(&% sk ]

[1] SUNG H, FERLAY J, SIEGEL R L, et al. Global
cancer statistics 2020: GLOBOCAN estimates of
incidence and mortality worldwide for 36 cancers in
185 countries[J]. CA Cancer J Clin, 2021, 71(3):
209-249.

[2] SIEGEL R L, MILLER K D, FUCHS H E, et al.
Cancer statistics, 2021[J]. CA Cancer J Clin, 2021,
71(1): 7-33.

[3] ALISYEDA Z, LANGDEN S S S, MUNKHZUL C,
et al. Regulatory mechanism of microRNA expression in
cancer[ J]. Int J Mol Sci, 2020, 21(5): 1723.

[4] HE B X, ZHAO Z Y, CAI Q D, et al. miRNA-based
biomarkers, therapies, and resistance in Cancer[J]. Int J
Biol Sci, 2020, 16(14): 2628-2647.

[5] GAN H Z, LIN L, HU N J, et al. KIF2C exerts an
oncogenic role in nonsmall cell lung cancer and is

negatively regulated by miR-325-3p [J]. Cell Biochem



RERE, %

miR-325-3p ¥15] PRELID 1 3£ R4 5 EMT 3 8% %) 25 17 98 41 4= 2%

HTAL - 1193

Funct, 2019, 37(6): 424-431.

[6] HUANGZW,LUOY C, CHENC C, etal. miR-325-3p
reduces proliferation and promotes apoptosis of gastric
cancer cells by inhibiting human antigen R [J]. Can J
Gastroenterol Hepatol, 2023, 2023: 6882851.

[7] SUN S P, LIU F, XIAN S Z, et al. miR-325-3p
overexpression inhibits proliferation and metastasis of
bladder cancer cells by regulating MT3 [J]. Med Sci
Monit, 2020, 26: €920331.

[8] GILLEN A E, BRECHBUHL HM, YAMAMOTO T M,
et al. Alternative polyadenylation of PRELID1 regulates
mitochondrial ROS signaling and cancer outcomes [J].
Mol Cancer Res, 2017, 15(12): 1741-1751.

[9] XUD F, WANG Y, ZHOU K L, et al. Development
and validation of a novel 8 immune gene prognostic
signature based on the immune expression profile for
hepatocellular carcinomal J]. Onco Targets Ther, 2020,
13: 8125-8140.

[10] STEBBING J, SCHLECHTER B L. Genes and race in
colon cancer[J]. J Clin Oncol, 2024, 42(4). 369-372.

[11] SNINSKY J A, SHORE B M, LUPU G V, et al. Risk
factors for colorectal polyps and cancer[J]. Gastrointest
Endosc Clin N Am, 2022, 32(2): 195-213.

[12] SACCHETTI A, TEEUWSSEN M, VERHAGEN M,
et al. Phenotypic plasticity underlies local invasion and
distant metastasis in colon cancer[J]. elife, 2021, 10:
e61461.

[13] AUDISIO A, FAZIO R, DAPRA V, et al
Neoadjuvant  chemotherapy for early-stage colon
cancer|[ J]. Cancer Treat Rev, 2024, 123: 102676.

[14] VERDINA A, GARUFI A, D’ORAZI V, et al.

HIPK2 in colon cancer: a potential biomarker for tumor
progression and response to therapies[J]. Int J Mol Sci,
2024, 25(14): 7678.

[15]LIL, JIY, CHENY C, et al. miR-325-3p mediate the
CXCL17/CXCR8 axis to
hepatocellular carcinoma [J]. Cytokine,
155436.

[16] SUN T H, LI K, ZHU K, et al. SNHG6 interacted

with miR-325-3p to regulate cisplatin resistance of gastric

regulate angiogenesis in

2021, 141:

cancer by targeting GITR [J].
2020, 13: 12181-12193.

(171 FE, £ A, B, & RIEM2R B 040 i X
KYSE3040 i 7e & . 2 2% . iE# MEMTHIE & [ 3£ ik
W], FRIN RS2 (BE 2R, 2023, 58(06)
746-750.

[18] ZHANG N, NG A S, CAI S J, et al. Novel therapeutic
strategies: targeting epithelial-mesenchymal transition in

2021, 22(8):

Onco Targets Ther,

colorectal cancer[J]. Lancet Oncol,
e358-e368.

[19]LEE J, YOU J H, KIM M S, et al. Epigenetic
reprogramming of epithelial-mesenchymal transition

promotes ferroptosis of head and neck cancer[J]. Redox

Biol, 2020, 37: 101697.



