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Abstract
nucleolar RNA host gene 14) on the malignant biological behaviors of GC (gastric cancer) cells by targeting miR-579-
3p (microRNA-579-3p)/KIF18B (kinesin family member 18B) axis. RT-qPCR was employed to detect the expression
levels of IncRNA SNHG14, miR-579-3p, and KI/F18B mRNA in cancer tissues and adjacent normal tissues from 30
GC patients, as well as in the normal human gastric epithelial cell line (GES-1) and GC cell lines (AGS, MGC-803,
HGC-27). MGC-803 cells were assigned into sh-NC group, sh-SNHG14 group, sh-SNHG14+anti-miR-NC group,
and sh-SNHG14+anti-miR-579-3p group. RT-qPCR was used to detect the expression levels of IncRNA SNHG14,
miR-579-3p, and KIF18B mRNA in each group of cells. Cell viability was assessed using the CCK-8 assay, and cell

This study aims to investigate the effects of IncRNA (long non-coding RNA) SNHG14 (small

proliferation ability was evaluated by colony formation assay. Flow cytometry was performed to measure cell apop-
tosis. Wound healing assay was used to detect cell migration ability, and Transwell chamber assay was employed to
assess cell invasion ability. Western blot analysis was conducted to determine the protein expression levels of KIF18B,
cleaved caspase-3, N-cadherin, and E-cadherin. MGC-803 cells were assigned into miR-NC group, miR-579-3p
mimics group, miR-579-3p mimics+pcDNA group, and miR-579-3p mimics+KIF18B group. The expression levels
of miR-579-3p and KIF18B mRNA in MGC-803 cells were detected by RT-qPCR. A dual-luciferase reporter assay
was performed to validate the targeting relationships between miR-579-3p and IncRNA SNHG14, as well as between
miR-579-3p and KIF18B. Silencing IncRNA SNHG14 could downregulate the expression levels of IncRNA SNHG14
and KIF18B mRNA, reduce cell viability, colony number, wound healing rate, and cell invasion number, decrease
N-cadherin and KIF18B protein levels, while upregulating miR-579-3p expression, increasing apoptosis rate, and el-
evating cleaved caspase-3 and E-cadherin protein levels (P<0.05). Silencing IncRNA SNHG14 while downregulating
miR-579-3p could upregulate K/F'/8B mRNA expression levels, increase cell viability, colony number, wound healing
rate, cell invasion number, as well as N-cadherin and KIF18B protein expression levels, while reducing miR-579-3p
expression levels, cell apoptosis rate, and cleaved caspase-3 and E-cadherin protein expression levels (P<0.05). Over-
expression of miR-579-3p could upregulate the expression level of miR-579-3p and downregulate the expression level
of KIF18B mRNA (P<0.05); co-transfection of miR-579-3p and K/F18B upregulated KIF'18B mRNA expression lev-
els. Dual-luciferase reporter assay confirmed the targeting relationships between miR-579-3p and IncRNA SNHG14,
as well as between miR-579-3p and KIF18B. The expression of IncRNA SNHG14 is prominently upregulated in gas-
tric cancer cells. Silencing the expression of IncRNA SNHG14 can target the upregulation of miR-579-3p expression,
inhibit the expression of KIF18B, and thus suppress the malignant biological behaviors of gastric cancer cells.
Keywords small nucleolar RNA host gene 14; miRNA-579-3p/kinesin family member 18B axis; gastric

cancer cells; malignant biological behaviors
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KIF18BIRIEF M GCAN ML MG . EFE AR 28
AE /11, 28 F IncRNA SNHG14. miR-579-3pLL
i KIF 18BAE GCHH i v 5 2214 H. 52 1 240 Jifd 1) 1
B, AH =35 2 A& 75 BA B 108 & H ATk R
BT . A4 ENCORIEE 2 1l /& Bl miR-
579-3p5IncRNA SNHG14. KIFI18BX [AlfF1E 454
fraie JET i, AWFFL S EHF FT IncRNA SNHG 14
i 4% miR-579-3p/KIF 18 B Xt G C 4 it 1 54
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1 MRER*E
1.1 B4R, S EZERAT

WTEE 20234 12 H 2 20244F 10 H 18] T HI 6 T
rhoC R B B2 52 1B i VD BR R (1) 3051 58 38 (1) 9 2L 2 %
IR RE 55 H L. Frf B YAt IR 28 T 11 [H
A, HARW TR 1R O B R AR B B 2
HEUE (JHES : 2023-0092). A IEH B _F 40 GES-
(585 1054)LL K B4 R AGS(T8 5 : 1016)
MGC-803(%%5 : 1106). HGC-27(%%5 : 1070)g & It
R R BRI A 7 ; DMEMB: IR 25 (%
Ja 4= L3 ) (525 : OMDCM-03 1) [ V178 V1 %5 4l A4
YR A PR A ] ; Annexin V-FITC/PIZH i 7 146 ]
WA (5 CA1020) HAL &R EE R AR A
] ; RT-qPCRIAF & (525 : B-11047)W H L3181
B AR AT ; sh-NC. sh-SNHG14. pcDNA
NC. pcDNA KIF18BJ#i%ilL J anti-miR-NC. anti-
miR-579-3p. miR-NC. miR-579-3p mimics 4% 12
FBH N EELEY TRARA A ; IncRNA
SNHG14. KIFI8B. miR-579-3pf GAPDH5|¥)J¥
FE B A6 RV MR R A G IR A ) 5 CCK-81ik
A& (E5: FY600001)1 H 367t ( i) A=V RHE A IR
/~ 7] ; Lipofectamine 2000%% 447 (125 : L266177)

W8 bR R T AR A A R A 7] 5 Transwell
/NE (TS 3450)W H _EiEIE TR AR A A
KIF18B(7% 5 : ab168812). cleaved caspase-3(17'5 :
ab32042). N-cadherin(¥%5: ab76011). E-cadherin(%%
51 ab314063). B-actin(17 5 : ab8226)HLIAN [ 4 [F]
AbcamA A .
1.2 ApEtEs

# GES-1. AGS. MGC-803. HGC-274H g4 Fh
1 DMEM S R 2L (5 10% 6441075« 2 mmol/LA
ZMENZ. 100 U/mLT 553 /¢ 100 pg/mLEERE 2+, B
F37 °C. 5% CORIZMMIIE F-AE R B 9%, AERR2 dX %
FRMHEAT B4, 14 25 23 80% e A4 I I 0.25%
JiE K B (5 0.02% EDTA)BE T AL (37 °C. 3 min).
FER s WERAEAR 3G A A, 1) RT-qPCRIZAG M
IncRNA SNHG14. miR-579-3pHl1 KIF18B mRNA[{]#
kBN SIIPHINRL,
1.3 4HpEE

# MGC-803 41 it 43 sh-NCZH (% 4 sh-NC i
¥i). sh-SNHG144 (7% 4% sh-SNHG 145 kL ) sh-
SNHG14-+anti-miR-NCZH (3L 4% 4% sh-SNHG 14fi fi 55
miRNA [ 7 B PE 5 B8 ). sh-SNHG 14+anti-miR-
579-3p4l (FL#E 4 sh-SNHG 145 ¥ 55 miR-579-3p 4l
#1771 ) miR-NCZHL (5% 4% miRN AR BH 1 % 1R )
miR-579-3p mimicsZH (7% 4+miR-579-3p L 4) . miR-
579-3p mimics+pcDNAZH (F£4% JemiR-579-3p Ll 1)
5 pcDNAZE 35 K7 ). miR-579-3p mimics+KIF18B
4 (FL ;L miR-579-3p mimics 5 KIF18Bit %% i
ki), %2018 F Lipofectamine 2000%% 44 7147 %%
Yy, 48 ha AT J5 B S IR AL .
1.4 RT-qPCR#EMIncRNA SNHG14, miR-579-
3pFNKIF18B mRNARIRIEIE N

{55 FH TRIzoliEH2 HU A i Sz 4H 23 1) RNA, {5
Y6 BETHAG D RN AR B N4l . BV A 4%
RNAFE S, $a B 53% 58 70) 6 100 B 0 T 1) B BV 44
R, B HE TPCRICH AT 5 A BicDNA. LA
cDNANBR AT QPCRY 1Y ) . F I FE ¥ 95 °C
FAIE30 s; 95 °CAETE10 s, 60 °CiR K /FEMH30 s, 40
MG . PLUGHE NmiR-579-3pi1 N 2, GAPDHIE N
IncRNA SNHG14F1 KIFI8BII N2, H 272044
FEPRAF N R IA
1.5 CCK-8EHMARIE 17

WSS B K IIMGC-80341 i, LA1x10%/4L
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%1 RT-qPCR3|4575
Table 1 Primer sequences for RT-qPCR
B YSES EIEZ)E2
Gene name Primer sequences
miR-579-3p F: 5-TTC ATT TGG TAT AAA CCG CGA T-3'

R: 5'-GTC GTATCC AGT GCA GGG T-3'
U6 F: 5'-CTC GCT TCG GCA GCA CA-3'
R: 5'-AAC GCT TCA CGAATT TGC GT-3'

LncRNA SNHG14 F: 5'-GCAACC AGA GCG TGAAGA A-3'

R: 5'-ACC CGA GCA ATG CCA GTA-3'
KIFIS8B F: 5'-GCT GCA AGT AGT GGT ACG GG-3'

R: 5"-CCT CAG GGT TAA ACA CCA GCA-3'
GAPDH F: 5'-CAT GAG AAG TAT GAC AAC AGC CT-3’

R: 5'-AGT CCT TCC ACG ATA CCAAAG T-3'

(1) PE R PTEO6 FLAR Hh, TELT BT FRAA(37 °C 5% CO»)
HEEFR24 WG, 3l LA N 10 uL CCK-8iatl), 4k
BEE3T °C. 5% COZM1 T &2 him, FIBgAR I E 48
IR P (Daso) B
1.6 ZApEsEpEHHQM

WAL 2% A X B A K MGC-8034H i LA 1x10°/4L
{2 E R T 6F LA R . 7E37 °C 5% CO5 3746
RiFr14 d, R RIBR AT WL 4 AER T i, 4% 2 S H
fiEF-37 °C [ %30 min, 0.1%%5 #4458 137 °C Y+ 420 min,
TR N TR I
1.7 RNEAEARE DA TIE

I3 A ZHMGC-803 41 i, FH T4 H i e £
2% 1 (phosphate buffered saline, PBS)iEVE2IK, &
L>(4 °C, 1000 r/min. 5 min)FFF _EiE, A 1x 45
B O PE B AT, VA BV B 2 1x10%mL. HX
100 pLANME R (& 1< 10° ) i &, B
AN 5 uL Annexin V-FITCHIPI, #% /% M 10 min
Ji 7 B3 FH A B (S I 4 B O T 1
1.8 XIRSLIGAE N mAmIE 215

BB KA R4 A DL 1< 10%/ L) 2 FE Rl A 6
U, F37 °C. 5% COLB5 7547 Fh 57724 h, FF 41
FEAREHALR, TS B2, B
A sk R R R RIEh , SRS RS T IR
N0 ho 4REH5FR 524 h, FRIRIE RSB A, AR
2UCME T RRIG OO RRIR &S %,
1.9 Transwell/N= AN MR EFR

H /b &8 25 i (matrigel)7E 4 °C 1 @b H45
#% 2 Transwell F = i, B UCEE B9 % 2H MGC-80341
T FH AN 55 L7 B A0 s 7 i E R, AR A 3

Transwell |3, 7£ Transwell N Z IS A 10%52F
M5 ARG FRHE, 7637 °C 5% COAM ;T2 46 s 7
24 h, FH4%% 5 W SR 5E 30 min, 0.1%%5 4% %=
TRBEE G530 min, 76 BAMET T LIRS
1.10 Western blot#& & B RIXE R

WAt 5 4% b T 4 440 i - FH) RIPA 2 A 24 A 40
U E B A EE,; EAAMEA S SDS-PAGE
HPKAEE 120 V, KL hyor &, R ek R 3]
PVDFJiE I 5% Ml ks =3 T £ 1 hJi5, ¥ PVDF
J5 3 71 5 KIF18B. cleaved caspase-3. N-cadherin.
E-cadherin. B-actin—4t (B LLAFI34 74 1:1 000)7E
4 °C R F LA, ) HH TBST(tris-buffered saline
with Tween 20)¥E/5E 5 I N HRPARIC A Ll 2E5T S 4t
IgG(1:1 000), Z iR E 1 h, FRRPE. Al L AL 5
FImagel F A4t 5 1 2% 7 EA T o€ o
1.11 R REER & AR

ENCORI%(## £ (https://rnasysu.com/encori/) ]
T 45 R 2 7R, IncRNA SNHG 14 5 miR-579-3p 2 []
FEAETEAE 25 407 45, A miR-579-3p 5 KIF18BIY)
3'"EBH P [X (3" untranslated region, 3'UTR) X 3t A7 1E
HAMECH 5. fEESNHG14-WT. SNHG14-MUT,
KIFI18B-WT. KIFI8B-MUT W7 Yt & g i 75 F: K &
KK, B H 5] 5 miR-NCHI miR-579-3p mimicsF
HILFMGC-80341 i, 37 °C. 5% CO.B: 740+
B4 %48 i, DN 5E 5% 4LAM M 5 6 KBS o
112 GitZESHh

f# F SPSS 24.0% M Hr s i 48 5, Hdis LAy
bR 22 () Row , WAL ELECR o 240
[61) L R FH B DR 36 5 22 o0 i, 4L T 5 79 LU 3R
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LSD-th 56 . 24P<0.050F, Z 546 41t % & Lo

2 &
2.1 fELALARFEELHLBIncRNA SNHG14, miR-
579-3p. KIFI8B mRNARIFRIELTL

s M, 44 IncRNA SNHG 14411
KIF18B mRNAZE L T2 i, miR-579-3pFRik &%
NifP<0.05)(E1).
2.2 EEMBZE FIncRNA SNHG14, miR-579-
3p. KIF18B mRNAZRILZT L

5 GES-141 g tb %, AGS. HGC-27f1 MGC-
8034H fifl 1 IncRNA SNHG 14 f1KIF18B mRNA % ik

Relative gene expression level

0=

KB 2 TR, miR-579-3pR A /K T FHEK (P<0.05)
(Bl2). ZiB% 8N, EH MGC-80341 it 17 Ji5 4
2.3 FPEYERIIE

WE 3R, 5sh-NCALLLE:, sh-SNHG 1441
IncRNA SNHG 1441 KIF18B mRNA A KV &%
T FE, miR-579-3pRI& /KTt (P<0.05); 5 sh-
SNHG 14+anti-miR-NCZ Lt 3, sh-SNHG14+anti-
miR-579-3p4 miR-579-3p K ik KT £k, KIFI8B
mRNAZKF-F51(P<0.05).
24 FEMPFENT

WKl 4FT7R, 5 sh-NCAH LR, sh-SNHG144H Daso

== Adjacent normal tissues

%
E= Tumor tissues

LncRNA SNHG14 miR-579-3p KIFI8B

#P<0.05, FEFHLAMALL . X5, n=30.
*P<0.05 compared with the adjacent normal tissues. ¥£s, n=30.

Ell fEBALREZHLEHINcRNA SNHG14, miR-579-3p. KIF18B mRNAZRIAKFELER
Fig.1 Comparison of IncRNA SNHG14, miR-579-3p, and K/IF18B mRNA expression levels in tumor tissues

and adjacent normal tissues

EE GES-1

B HGC-27

2.0 M

1.5 =

1.0 =

0.5 =

Relative gene expression level

LncRNA SNHG14
#P<0.05, SGES-14HAHLL . Xets, n=6.
*P<0.05 compared with the GES-1 cells. X¥+s, n=6.

miR-579-3p

= AGS
1 MGC-803

KIFI8B

E2 &BREMMTPIncRNA SNHG14, miR-579-3p. KIFI18B mRNAZRIAEKFELLER
Fig.2 Comparison of IncRNA SNHG14, miR-579-3p, and KIF18B mRNA expression levels in various gastric cancer cell lines
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= h-NC
== sh-SNHGI14
2.0 =
1.5 =
1.0 =

0.5 =

Relative gene expression level

0 o
LncRNA SNHG14

miR-579-3p
*P<0.05, 5sh-NC4LM LL; “P<0.05, 5sh-SNHG14+anti-miR-NCZHAH L. X+s, n=6.
*P<0.05 compared with the sh-NC group; “P<0.05 compared with the sh-SNHG 14-+anti-miR-NC group. X+s, n=6.
&3 £&%HIncRNA SNHG14, miR-579-3p. KIFI18B mRNAZRIEK LR
Fig.3 Comparison of IncRNA SNHG14, miR-579-3p, and KIF18B mRNA expression levels in each group

I

0.8

0.6 #
a o
o 0.4 =

0.2 -

0

mmm  sh-SNHG14+anti-miR-NC
== sh-SNHG14+anti-miR-579-3p

* *

KIFISB

sh-NC

sh-SNHG 14

sh-SNHG 14+anti-miR-NC
sh-SNHG 14-+anti-miR-579-3p

*P<0.05, 5sh-NC4LAH L ; "P<0.05, 5sh-SNHG14+anti-miR-NCA AL . F+s, n=6.
*P<(.05 compared with the sh-NC group; “P<0.05 compared with the sh-SNHG 14-+anti-miR-NC group. X=+s, n=6.
El4 ZLELMRIE LR

Fig.4 Comparison of cell viability in each group

18 55 35 FAI% (P<0.05); 5 sh-SNHG 14-+anti-miR-NCZ4]
Eb#¢ , sh-SNHG14+anti-miR-579-3pZH DsofE 5.2 T+ 5
(P<0.05).
2.5 HBiAYHMTERERELES

W SHTR, 5 sh-NCALLLE, sh-SNHG1441
MG C-803 4 i 7 % i & 3% Jk /> (P<0.05); 5 sh-
SNHG14+anti-miR-NC4 Lt %5, sh-SNHG 14+anti-miR-
579-3pZHMGC-803 4 Jfd bt 2 38 11 (P<0.05) -
2.6 FEMPDAT R

WE6HTR, S5sh-NCZ L4, sh-SNHG142H41 2
JHT-F BT (P<0.05); 5 sh-SNHG14+anti-miR-
NCHLEL#5 , sh-SNHG 14+anti-miR-579-3pZH 41 g -
R F BER(P<0.05).

2.7 FEMPIIT B EESIELER

WE7HTR, Ssh-NCZA LA, sh-SNHG142041 2
IR fn & 3 B 3 PRI (P<0.05); 5sh-SNHG 14+anti-
miR-NC4L %, sh-SNHG 14+anti-miR-579-3pZH 41l i
KR A % B E T = (P<0.05).
2.8 FEMPAIRZERESIELER

WK 8HT7R, 5 sh-NCZLb 4, sh-SNHG 144041
Rtz 2840 2 2 BEAIK (P<0.05); 5 sh-SNHG 14+anti-
miR-NCZH b, sh-SNHG 14+anti-miR-579-3pZ1 41 Jif2
12 22 % W 19 IN(P<0.05).
29 HLAMREKIFIS8B, cleaved caspase-3. N-cad-
herinFf1E-cadherinZE B RIA SN

WE 9T, 5 sh-NCZLH 4, sh-SNHG 14441
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(A) sh-SNHG 14+anti- sh-SNHG 14+anti-
sh-SNHG 14 miR-NC miR-579-3p

-

.

B
B) 200 = h.NC
== sh-SNHG14
" == sh-SNHGI14+anti-miR-NC
£ 150+ 4 == sh-SNHGI4+anti-miR-579-3p
=}
: i
3 100
Gy
=} % *
2
£
= —
Z 50
0 -

A: TR RSN B: SN T A LS . *P<0.05, Hsh-NCZLM EL; “P<0.05, 55sh-SNHG 14+anti-miR-NCZHA L . Fs, n=6.
A: colony formation assay; B: comparison of colony number in each group. *P<0.05 compared with the sh-NC group; “P<0.05 compared with the sh-
SNHG 14+anti-miR-NC group. ¥+s, n=6.

El5 seREfzmscit K& E MR LA

Fig.5 Colony formation assay and comparison of colony number in each group

( A) sh-SNHG 14+anti- sh-SNHG 14+anti-
sh-NC sh-SNHG 14 miR-NC miR-579-3p
4 4 4. 4,
105319 T4 Fiew | 20w 103 2038% V1% 791%
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10 Frrmp 100y 10 AL R 10"y e
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A: detection of cell apoptosis in each group by flow cytometry; B: comparison of apoptosis rates among groups. *P<0.05 compared with the sh-NC
group; “P<0.05 compared with the sh-SNHG 14-+anti-miR-NC group. X+s, n=6.
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Fig.6 Detection of cell apoptosis by flow cytometry and comparison of apoptosis rate in each group
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( A) sh-SNHG 14+anti- sh-SNHG 14-+anti-
sh-NC sh-SNHG 14 miR-NC miR-579-3p
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A MRS AT R e /7; B: FARIRE SR, *P<0.05, 5sh-NCALHIH; "P<0.05, 5sh-SNHG14+anti-miR-NCA M EL . Fs, n=6.
A: detection of cell migration ability by wound healing assay; B: comparison of wound healing rates among groups. *P<0.05 compared with the sh-NC
group; “P<0.05 compared with the sh-SNHG 14+anti-miR-NC group. ¥+s, n=6.
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Fig.7 Detection of cell migration ability by wound healing assay and comparison of wound healing rate in each group
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A: Transwell/ NS A A2 F208 77; B: S ALAIHR 2250 L AL . *P<0.05, L5sh-NCALHILL; “P<0.05, 5ish-SNHG14-+anti-miR-NCALMILL . ks, n=6.
A: detection of cell invasion ability by Transwell assay; B: comparison of invasive cell numbers among groups. *P<0.05 compared with the sh-NC group;
#P<0.05 compared with the sh-SNHG 14-+anti-miR-NC group. X+s, n=6.
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Fig.8 Detection of cell invasion ability by Transwell assay and comparison of invasive cell number in each group
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A: Western blotSZ 4R KIF18B . cleaved caspase-3+ N-cadherinfllE-cadherin [A3R1A1H I; B: F 48 A RIAE L. *P<0.05, 5sh-NCALAHLL;

#P<0.05, 5sh-SNHG14+anti-miR-NCZHAH Lt . X+s, n=6.

A: Western blot detection of KIF18B, cleaved caspase-3, N-cadherin, and E-cadherin protein expression; B: comparison of protein expression levels
among groups. *P<0.05 compared with the sh-NC group; “P<0.05 compared with the sh-SNHG14+anti-miR-NC group. X+s, n=6.
[#]9 KIF18B. cleaved caspase-3, N-cadherinflE-cadherinZ®E BFRIA=HN KL BZEEHRIAZELLR
Fig.9 Detection of KIF18B, cleaved caspase-3, N-cadherin, and E-cadherin protein expression and comparison of protein

expression levels in each group

Jfd KIF 18B A1 N-cadherin 25 [ 3R 1k & i 3% [F1IK, B-
cadherinfll cleaved caspase-3%K R IA & & &5
(P<0.05); 5 sh-SNHG14+anti-miR-NC4L L%, sh-
SNHG 14+anti-miR-579-3p2H 41 ig KIF 18 B! N-cad-
herin [ KA &4 /1, E-cadherinfllcleaved caspase-3
HH RIS EEL(P<0.05).
2.10 R&LHZHPE miR-579-3pFl KIF18B mRNAZR
KK FELE AR

WE10fT7R, 5 miR-NCH I E, miR-579-
3p mimicsZH 40 miR-579-3p ik KT & % TF e,

KIF18B mRNAZKF- {2 3 [ (P<0.05); 5 miR-579-3p
mimics+pcDNAZH L5, miR-579-3p mimics+KIF18B
YN KIF18B mRNAZKT- 53 T+ 51 (P<0.05).
2.11 miR-579-3p 51ncRNA SNHG14. KIF18B
HYEE ] X R I E

W 11f17~, miR-579-3p 5 IncRNA SNHG14.
KIFI18BZ 8] 57 MAFAE T AN & 0 il W3R 2T
7~, 5 miR-NC+SNHG 14-WT# EL#; , miR-579-3p
mimics+SNHG 14-W T4 %% ) 2 B i 11 55 3 35 PRI
(P<0.05); 5 miR-NC+KIFI18B-WTZH tb % , miR-579-



mm=m miR-579-3p mimicstpcDNA
=—= miR-579-3p mimics+KIF18B

1364
— iR-
20— miR-NC
=== miR-579-3p mimics

— * * *
o
5 15 E
o
.2
g
=%
5 1.0
Q
5
150}
o
2
=05
~

0=

miR-579-3p

KIF18B

*P<(0.05, H5miR-NCAHAHM LL; “P<0.05, 5miR-579-3p mimics+pcDNAZAAALL . ¥ts, n=6.
*P<(.05 compared with the miR-NC group; “P<0.05 compared with the miR-579-3p mimics+pcDNA group. s, n=6.
E10 Z4AAAEmiR-579-3pF1KIF18B mRNAFRIAELLE

Fig.10 Comparison of miR-579-3p and KIF18B mRNA expression levels in each group
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KIF18B-MUT: 5-UUUGCUGCCAAG AUAUGGUUUACUA -3’

A: miR-579-3p51IncRNA SNHG 1414557 41 B: miR-579-3p 5 KIF18BI 254 ki
A: binding sites of miR-579-3p with IncRNA SNHG14; B: binding sites of miR-579-3p with KIF18B.
E11 miR-579-3p5IncRNA SNHG14, miR-579-3p5KIF18BRYZE A LS,
Fig.11 Binding sites of miR-579-3p with IncRNA SNHG14, and miR-579-3p with KIF18B
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Table 2 Comparison of relative luciferase activity in each group

#

A SNHG14-WT SNHG14-MUT KIF18B-WT KIF18B-MUT
Groups

miR-NC 1.01+0.05 0.96+0.05 1.00+0.01 0.98+0.03
miR-579-3p mimics 0.47+0.07* 0.98+0.03 0.44+0.06" 0.99+0.04

#P<0.05, 5miR-NC+SNHG14-WTZHAHLL; “P<0.05, 5 miR-NC+KIFI8B-WTHAHLL . Xts, n=6.
*P<(.05 compared with the miR-NC+SNHG14-WT group; “P<0.05 compared with the miR-NC+KIFI18B-WT group. X+s, n=6.

3p mimics+KIF18B-WTHL%¢ 2 B 14 5 2% PR AR

(P<0.05).
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2 MOEIE A bs SV B2 5 2 FhOR I R R K

JEFE2B PE4RIE , IncRNA SNHG142 5 7%
e i (N 45 B . FLIRIE 5 ) % A Jg U1,
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RN AE TS AE IR B
IncRNAAETS /£ A miRNA 14> T g4, BT
RAFE 55 4+ P W IR PE RNA(competing endogenous
RNA, ceRNA)FITER, 5 miRNAXT H 58 5 K 1)
PR, IR RE ) R R 1. LINSE PO B 9T 3
B, IncRNA SNHG 14 1] i i i 47 Ak miR-206 1 17
SRY f #% 5% K -7 9(SRY-box transcription factor 9,
SOX9)[FFRIE , M TR 32 FFF 200 it Jd 40 1 S P A 4
247 M. IncRNA SNHG 1438 it #3474k miR-543 Al
W15 Kruppel # [ -7~ 7(Kruppel-like factor 7, KLF7)
I8 0 L iR HE B PV, miR-579-3pfE £ M E
IR SRR, I I U s A A R 1) 3R 0 B v e 4
L) AP 2 D e P2 2R RS PR BT FE 4 HH miR-
579-3pfE & U 40 Ak Rk, 1R miR-579-
3prld T H ) A & 4 I S B (squalene epoxidase,
SOQLE)HE R (1) 3% 125 $0 1] 25 25058 41 J 1) 33 GE A= 2% .
IncRNA HCG 111813 #4544 miR-579-3p 41 F i
XUHCRL A 3 K2 (murine double minute 2, MDM2) ]
FEIE A R g A R R SG E  R 2R AR AR
7MY, H BT A miR-579-3p#E GCH [ ik
T, B I EUEATE EEATA RRR AR T AT
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579-3pfE GCHZ K Al R 215 N, #2785 miR-
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T i e S e I, DUBR SNHG14 7] &2 E il
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B SNHG 14 ] g 1L ¥ 45 k. miR-579-3pZ 5 GC4H
R EAEAT TR 4%
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