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488) (4% 5 : ab195352 , ah1416 ., ab45939 , ab6046 .
ab137321 ,ab150077 ) W) F % E Abcam 2 &l; — i
HRP-linked goat anti rabbit IgG (%5 :511203) Ity F
S IEREAE A ], CCK-8 i H & 45 i 28 (175
E606335 ,A100528 ) W T~ | g A= T A9 T A28
HRP Jig#) (175 : WBKLS0100 ) 1277 € 1 735 [& mil-
ipore 7\ 7 ; TRIzol i3] , TransScript All-in-One Fist-
Strand ¢cDNA & Al iR 57 & (52 5. ET101-01-V2
AT321-01) I F 4t 5L TransGen Biotech 2 &) ;2 x Taq
Master Mix( %55 : P111-01 ) i F 54 5L Vazyme 2\ 5] ;
m° A S BRI £ (1845 C11051-1) g F ) JH 431
A,

1.1.2 £ 2ME HKEFRH (A% : Thermo3541
ZE[E Thermo Fisher /3 H] ) ; B Fr (X ( B 5 ; Synerg-
yHIM, [ Bio-Tek 24 ) ) ; WoOL I 5 £ B i (B
5 :NCF950, 2 [H Leica /2 ]) ; Real-time PCR {3 ( 1}
5. CFX96 Touch) . % I8 %14 & 4t ( A5 . ChemiDo-
cXRS +) g F 3¢ [ Biorad 23 w5 B E (55 O-
lympus BX63, H A BEAKIAITAA]) .

1.2 7i&

1.2.1 A##EE&EFo5H i TCGA (hitps://
www. cancer. gov ) Al GEPIA (http;//gepia. cancer —
pku. cn) $4fi B3 NSCLC [ (1 h METTL3 33k
KRG HEAE I Z A AR o

1.2.2  #mie s AR NSCLC 4 Jfd tk AS549,
H1299 FIIEH i b EZ 40tk BEAS-2B IS ATCC
HMEMIA . & 10% B4 15, 1% 7 - 555 R
f9 RPMI-1640 1535 FERE 2 40 M, K5 3% T 37 C 5%
CO, RARFE—rE MR BSR4 P o

1.2.3 i JRAoRE D PCR 71871k
Bt METTL3 ) cDNA 4 A 2|28 {& pcDNA3. 1 ( Invitro-
gen) I Z e RERLE T . sh-METTL3 Ukl T35 L A4E
PRHEA R A B 37 1 s 5'-CTGCAAGTATGT-
TCACTATGA-3’,

1.2.4  mpe st AS49 41 o g BF i A% U
METTL3 1% sh-METTL3, 3 Jji 5% # ] &% /I, METTL3
MBI BB LS ug FORIFI 3 ul 5% 54105
Lipofectamine™ 2000 43I 5 JC M. i RPMI-1640 ¥ 3%
SR R PTAMR S WOR S, iR E S min, 4R
Ja AR 6 fLAR, F£L 250 ul, 555 36 ~48 h, it
ISR

1.2.5 RT-PCR  W£E 40, H TRIzol 435§ B 2
fg 5 RNA, BU 1 ug RNA, % [ TransScript All-in-
One Fist-Strand ¢DNA & i) & 5 5% 55 il cDNA

K 2 x Taq Master Mix &5, DL 55 5509 cDNA SR
M, GAPDH 2y 1 Z:i#£17 RT-PCR 5240, B4 X & 3
MRS ML FEE S 3 U, ] ChemiDocXRS +,
Bio-Rad BE AR R GEAR A RIE R, IEAI ] Tmage]

AR G5 REAT IR A E o qPCR 519751
W1,
*1 EEREMFT
Tab.1 Primer sequences of the genes
Gene Sequences
METTL3 Forward; 5'-AGCCTTCTGAACCAACAGTCC-3’
Reverse: 5'-CCGACCTCGAGAGCGAAAT-3’
E-cadherin Forward; 5'-ACCATTAACAGGAACACAGG-3’
Reverse: 5'-CAGTCACTTTCAGTGTGGTG-3’
Vimentin Forward; 5'-CGCCAACTACATCGACAAGGTGC-3’
Reverse: 5'-CTGGTCCACCTGCCGGCGCAG-3’
GAPDH Forward; 5'-CTCCTCCTGTTCGACAGTCAGC-3’

Reverse; 5'-CCCAATACGACCAAATCCGTT-3’

1.2.6 foxepir s WOSELNM, PBS ¥ 1 IR, N
A NP40 SR 23 A1 g, 12 000 r/min 2.0 10
min I8 EIEW, 1T BCA SENE B EWRIE . A S5X
ARG, RS min ek, FRE30 wedE i, HEAT
SDS-PAGE HiJk, 56 5, A1 5% w) I ig 5%y TBST
B2 h,4 CidRFE METTL3 E-45%54 HH (E-
cadherin) \J T 25 H ( Vimentin ) | Tubulin ( 3¢ £ 33 4
1:1000)—¥%i, = EME T —PT HRP-linked goat anti
rabbit TgG(1 2 000)2 h, R 7 Mg R Ge i1k
FRICTEDL, Tmagel BI04 88 1 451 K AL
1.2.7 m°A KP4 m°A AL KA
m° A S RGN R £ S R E TR AT . fA
PR AR WA, PBS Uk 1 U, S 4, in
FE, 43 128 1AL AREFLRIRRIAE fifL o ZERAR A
WO EARAE S TERIINEE SO wl, R DA i L e i
i AR 40wl SRS FEANAF DAL 10wl ff IS
bR A B 2 AR AR LTS R, B S A ik
FLEE R R AR AR IR B E AR S S
37 CHLE 30 min; FLIK, ¥ 30 15 (48T 1y 20 £%) ik
ARVEB T Z2 18K 30 15 (48T (1) 20 i) Wi Bé J5 7%
R VeSO d AR I, AR, T, B AL
TR, B8 30 s Ja F2 25, AN E & 5 WG il
BEFLIMABRIZR S0 wl, 25 5 FLER A1 Bl i & A
VRS B AL AR AR A 5O wl, FEANA R4
# B 50 pl, BERIRG RS, 37 CHEOLE A 10 ming
2k AL R S0 wl, 2k S s P E - S B
FLIHZE,450 nm BRI &AL IROERE(A) o
1.2.8 CCK-8 tolfmjesg gt BEPONHUE K
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A, B2FP T 96 FLAR, F39L 5 x 10° A4, 4
T BE S 6 OB, METTL3 8% sh-METTL3 | [7] i 1% J
FAL, B3 DAL, ARZERE TR 48 b, SRS WAL
A CCK-8 10 pl,37 CHEF 10 min, AR (A
BEALAE 450 nm KT RIBOEEE A (H, T A0S
%o éﬂiﬂ@ﬁ(ﬁ}?—% = (Ai%gﬂ -
A ) X100
1.2.9 SRR EE  REETOCIE LA 40
PTG 00 o 20 L e T A o 3 119 24 fLAR
P, T57 0 MG BE I A e ok METTL3 1 sh-METTL3 ,
ARSI IR 48 h, FEEFEIRIL, PBS U8 1 I, MA 4%
Z R, R CE 30 min, PBS Y3 . A 1%
Trition X-100, 28 E 30 min, PBS ¥E 3 K, WA
2% BSA,Z= R E A 30 min, il A—$T Annexin V(1
:500) ,4 CHFF AR, PBS ¥ 3 W, MMAZOE 4t
lgG H&L( Alexa Fluor® 488)(1:1000) ¥ E IR
WEE 2 h,PBS ¥ 3 YKo 1% Hoechst 5% PI 2= J8 30 min
Y%, PBS Uk 3 W, B, TR B RUE T WSS,
Image] A IOGIRE
1.2.10 e iel R i WY METTL3 Fi
sh-METTL3 1) A549 4R, 4280 T 12 FL#R, BE1L 200
AR, AR 3 ANEAL. KR T E 10% k4
57,100 mg/ml & - 5585 E 1Y RPMI-1640 B33
3 d BB IRAL B AR 14 d 5 SRR BRI,
PBS ¥ 1 W, A 1% 45 Fy 25 94 4% 20 min, PBS 3% 1
o ARG Image] AV va bR
L2.11 mpaxlk %8 766 fFLIRF MR 3 A2
ZEad L, BOSECE KA MM 223 6 FLAR, 40
BE YLk METTL3 F1 sh-METTL3 | 4% %2 3% 3% 48
ho 200 wl 4K AEAL YN R 3 452k, R H T
TIRRIRIZ . FEEEFREL, PBS Uk 2 IR, INAE 2%
678 L AR IR 5, R 0 0 BE AR IR 4k 5557 36
h FRUAA IR . lS7 E A2 90 3 K, ] Image] BAF4)
BT Rl I 0 4 L =2 T ) B S
1.2.12 %it a2 M SPSS 20. 0 XS24k
RIATGAF 07, T PR x £ s SRR, T 52
U SV IR/ QY M a =X 7k o iy R < Tl e
BRI FEAS G50, 22 20 1] LU BR T 7 2243 #T
THECPORASE (% ) 7, 4L FLECR ) X K. P
<0.05 FnEmAGIE X,

2 HR

2.1 METTL3 7£ NSCLC qﬂ‘,%'i%ﬁﬂ'_ﬁ,%\%iﬁ
HEHAMEE METTL3 fEh m°A BB EE S

W% 2 5 5 NS0 22 Tl hE 1 A2 BE DD AH G o
GEPIA B2 (45 5 5B METTL3 [ mRNA 7E 45
W I39% ( colon adenocarcinoma, COAD) \ Z X4 IE i
40 i 988 ( glioblastoma multiforme, GBM) | [ 8 J&%
(ovarian cancer, OV) . B % It 9% (rectal adenocarci-
noma, READ) i ifJ& ( thymic carcinoma, THYM) |
fifi B 955 ( lung adenocarcinoma, LUAD) FiI fifi # J&7
(lung squamous cell carcinoma, LUSC ) %58 iE 4 2R
H R IR K SR LA BB i (P <0. 01,
K 1A), TCGA Z¥Ezs W METTL3 £F LUSC Fil
LUAD (¥ P <0.01,[& 1B 1C) hpyIKKF-5IEH
HLUM LN . TCCA Bl Joe vh B A AF I o i 3R
B, METTTL3 35KV 8 (n = 147) AP A8
1, METTTL3 3Kk /K- R B (n =344) A AR5
K(E 1D,P <0.01), Lh 145 %KW METTL3 7&
NSCLC H&3ih H 5 A A AH0 2 UG,

2.2 NSCLC #ffnds METTL3 §J mRNA f1E B %k
HEAKFEHAE A THHE METTL3 5 NSCLC KR,
AHFFERLI T NSCLC 4iiffl AS49 Fl H1299 K iE#
fili |- 5 41 i % BEAS-2B 1 METTL3 f) mRNA FiI 8
HFEiE K, #id ChemiDocXRS + , Bio-Rad %%k
AR R G453 3] RT-PCR 2558 5 1 8 H 1) 4500 B,
B RO H R 00, RO R a0 R, 1]
I AS49 (7 =5.68,P <0.01) Fl HI299 (1 = 12. 63, P
<0.01) 4 s METTL3 () mRNA 7K W] & 55 T %
HEZH BEAS-2B 4iJitg (&l 2A) , Western blot 52 I 2t
BN, 5% 4 BEAS-2B 40 i AH k., AS49 (¢ =
23.88 P <0.01) Fl HI299 (¢ = 12.09, P <0.01) 41
Jfirp METTL3 2 1 &350 7KF Bl (18 2B) .

2.3 METTL3 i NSCLC il m°A kF 7K
P 2o B2 D0 SIE B, 4G 2ok 8 3K BRHE [v] g Ik MET-
TL3 R R, 25 2R, AS49 21 il vp i i % e
METTL3 B 2. 3% jin H 28 K (B 3A,1=15.68, P
<0.01) , BEFE Y sh-METTL3 ] i R A% H 2 11 7K
(& 3B, =10.11,P <0.01) . 4 T #k— &
METTL3 J2 7554t m® A H LA 8 M 4% 8 s 1
Kl METTL3 75 fb % AS49 411l m®A 7k F- i 5%
Wi, m°A G2 R 0 A M 45 SR W, 5 Rk MET-
TL3 WY SHE N AS49 4 m°A K- (18] 3C, 0 =
13.43 P <0.01) , ik METTL3 52 s/ 41 i o
m°A JKF (K 3D,r=40.17,P <0.01) , 2R B E5:
PR 145, METTLS B NSCLC 41
JL i m® A TR,

2.4 METTL3 {2 NSCLC ZHffiifi5H 7£ A549
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Fig.1 METTL3 expressions were higher and negatively correlated with patient survival in NSCLC
A: The expression of METTL3 was analysis in human tumor tissues (T) using GEPIA data compared to the normal tissues (N) ; B: The expression
of METTL3 in the LUSC was analyzed by the TCGA data base; C: The expression of METTL3 in the LUAD was analyzed by the TCGA data base; D: The
relationship between METTL3 level and patient survival was analyzed by the TCGA data; ** P <0.01 »s Normal group.
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Fig.2 Higher expression of METTL3 in NSCLC cells
A: RT-PCR detection of the expression of METTL3 and GAPDH in A549, H1299 and BEAS-2B cells; B: Western blot detection of protein level of
METTL3 and Tubulin in A549, H1299 and BEAS-2B cells; * * P <0. 01 vs BEAS-2B cells.
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10.97,P <0.01) . 4HMAE K SCHAG 2] RIFE 5 R, i
F35 METTL3 Rt 40 a4 & (& 4C,F =87.62,P <
0.01) , 777 #% 1a] F Ik METTL3 1 il 2 g A= 4< ( [ 4D,
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Fig.3 METTL3 evaluated m®A level in lung cancer cells

A; Western blot detection of protein level of METTL3 and Tubulin in A549 cells with over-expression of METTL3 ; B: Western blot detection of pro-
tein level of METTL3 and Tubulin in A549 cells with knockdown of METTL3; C; The total m® A level was determined in the A549 cells with over-expres-
sion of METTL3; D: The total m®A level was determined in the A549 cells with knockdown of METTL3; * * P <0. 01 compared between two groups.
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Fig.4 METTL3 promoted cell proliferation of AS49 cells
A, B: The CCK-8 detection of cellular viability in A549 cells after overexpression (A) or knockdown (B) of METTL3, respectively; C, D: The

CCK8 detection of cellular growth in A549 cells after overexpression (C) or knockdown (D) of METTL3, respectively;

two groups.

**P<0.01 compared between
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Fig.5 Overexpression of METTL3 inhibited apoptosis of A549 cells
A: The immunofluorescent assay detection of apoptosis of A549 cells with overexpression of METTL3; B: The immunofluorescent assay detection of

apoptosis of A549 cells with knockdown of METTL3; ** P <0. 01 compared between two groups.
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Fig.6 METTL3 enhanced colony formation ability of lung cancer cells

A The colony formation detection of colony growth of A549 cells with overexpression of METTL3 ; B: The colony formation detection of colony growth

of A549 cells with knockdown of METTL3; ** P <0.01 compared between two groups.
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Fig.7 High expression of METTL3 promoted cellular migration of A549 cells

A The scratch assay detection of cell migration of A549 cells with overexpression of METTL3; B: The scratch assay detection of cell migration of

A549 cells with knockdown of METTL3; ** P <0. 01 compared between two groups.
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Fig.8 METTL3 influenced the EMT in A549 cells
A; The Western blot detection of protein levels of METTL3, E-cadherin, Vimentin in A549 cells with overexpression of METTL3 ; B: The Western
blot detection of protein levels of METTL3 , E-cadherin, Vimentin in A549 cells with knockdown of METTL3; ** P < 0.0l compared between two

groups.

TESE Y« METTL3 5 shMETTL3 1) A549 2 i, 46 U
EMT #5 & 44 4> T E-cadherin 1 Vimentin ) mRNA
FE [ K2 TE L. Western blot #I RT-PCR 5E
ok B OR, 3f 22 35 METTL3 341 Vimentin (¢ =
25.54 P <0.01) F 35 /K35 308> E-cadherin (¢ =
26.76,P <0.01) 2 F L3R KF- (F 8A ), T 4 1]
Ik METTL3 ¢ # E-cadherin (¢ =36.57,P <0.01) &
H#5 7K - F-405H] Vimentin (1 =24.02,P <0.01) 3
KK (B 8B) o 4 R4 7w, METTL3 {ig iff NSCLC
ML) EMT,

3 itig

NSCLC { M ERL IS =, VAT MERE K. Bk B T
I R 2R AR AR 0T AI7 B S M 3497
25 R G0 NSCLC % BEA AT , (R IA T 30
HAHAR S B 2 i 2 i B AL T
M), B AL e 75, S AR TR R IR T 20% . A
I, 8 & NSCLC A 56 3 DR B HE A FH AL A ot ke ik
NSCLC HF HigiA T R EHAEEE L.

UTAER BB SE ) FE 0, mC A 1B Wi 2 g 114 2 2
RIEH K E W EEM . 755 W, B>
m® A AR I 2 IR BT M 42 0 4 e
SEANRE KA AR SR A0 P N 7 5 AR
JHEAH S 0 T 98 B-catenin ) m®A 7K 3 5
WRIFIZEt" o EFE T B A B 715 S 4% S
HIE T2 EA m®A B E L UEH mRNA B , AT
T frbgg A R 20 M, kB MET-
TL3 Fl m°A /K F-2 5 AR KN - A S 00 Il
A EMT 46  dtnl W, R0 S i m® A

TV G S AR N R R o 1 Dy — BB JE R Y
m® A s TR A6 i bR i e 0 1 2, 5k B
AR EI G m® A P50 RS S P R m® A S
VEFIBLA , LA B m® A B 4 J6 DR] S 938 32 DR 30 I 0 9
R R R

UT AR S B m® A M R 1 R SRS 2 R
I (5 4% DDA 5, METTL3 1E B £ m°A
FEILE B, S BIBEE H 45 2. A5 3iE
S, METTL3 5 [ 53 W 24 R 5k 2k A /N2 2R
B 2 1 18 0 e 2 T L m® A F LA A S
T4 NSCLC 20 f (3458 . miR-33a 7] §f [5] MET-
TL3 mRNA {9 3'UTR, F i METTL3 {1 ik /K, M
T4 NSCLC 40 Jfa i 3 5% o 5 Sk 5 39 K W
METTL3 2 51§45 NSCLC fyE e, H KK
£ 5 NSCLC R AEFR JRFEVIM G, ] MET-
TL3 Ji45 NSCLC Atk & e i) 43 ¥ HL , A iF 5% i 1o
FEE METTL3 33535 11 A549 40 k8 | % ¥1 MET-
TL3 {7 355 B & B AN iy m® A &4 P I
T AS49 AR E , SRR B, SEAS RN EMT [w] B
HIANMIE T T AE AS49 Z1 i 0 1f) g I METTL3
WIS RN KR 2s 5R , xsugh A i 363K 1% MET-
TL3 fig f% {2 #f NSCLC 4 g 3 78 . i # il EMT, H.
METTL3 2 98 5 [ 76 NSCLC iy A= K fnfe % vh &
FEEEE,

o

I K

[1] Bray F, Laversanne M, Sung H, et al. Global cancer statistics
2022 ; GLOBOCAN estimates of incidence and mortality worldwide
for 36 cancers in 185 countries[ J]. CA Cancer J Clin, 2024, 74
(3):229 -63. doi; 10.3322/caac.21834.



- 936 - M EMKFF® Acta Universitatis Medicinalis Anhui - 2025 May;60(5)

[2] Cao W, Chen HD, YuY W, et al. Changing profiles of cancer [10] Zhang Y, Rumgay H, Li M, et al. Nasopharyngeal cancer inci-
burden worldwide and in China: a secondary analysis of the global dence and mortality in 185 countries in 2020 and the projected
cancer statistics 2020[ J]. Chin Med J (Engl), 2021, 134(7) . burden in 2040 : population-based global epidemiological profiling
783 -91. doi: 10.1097/CM9.0000000000001474. [J]. JMIR Public Health Surveill, 2023, 9. e49968. doi: 10.

[3] Wang T, Kong S, Tao M, et al. The potential role of RNA N6- 2196,/49968.
methyladenosine in cancer progression[ J]. Mol Cancer, 2020, [11] LiuJ, Eckert M A, Harada B T, et al. m®A mRNA methylation
19(1) . 88. doi: 10.1186/512943 - 020 - 01204 - 7. regulates AKT activity to promote the proliferation and tumorige-

(4] #uiss, Gfe, T 4, % moA HILibisiife 15 g nicity of endometrial cancer[ J]. Nat Cell Biol, 2018, 20(9) :
IBFE e ()], ZERER R E2A R, 2023, 58(12) : 2159 - 1074 - 83. doi: 10.1038/s41556 —018 —0174 —4.

64. doi: 10.19405/j. cnki. issn1000 —1492.2023. 12. 028. [12] Zhou S, Bai Z L, Xia D, et al. FTO regulates the chemo-radio-

[4] XuLX, NiWJ, Wang W, et al. Research progress of methyla- therapy resistance of cervical squamous cell carcinoma ( CSCC) by
tion modification of m® A in renal cell carcinomal J]. Acta Univ targeting B-catenin through mRNA demethylation[ J]. Mol Car-
Med Anhui, 2023, 58(12) : 2159 —64. doi: 10. 19405/]. cnki. cinog, 2018, 57(5): 590 —=7. doi: 10.1002/mc. 22782.
issn1000 — 1492.2023.12.028. [13] Chen M, Wei L, Law C T, et al. RNA N6-methyladenosine meth-

[5] LiTF, XuZ, Zhang K, et al. Effects and mechanisms of N6- yltransferase-like 3 promotes liver cancer progression through
methyladenosine RNA methylation in environmental pollutant-in- YTHDF2-dependent posttranscriptional silencing of SOCS2 [ J].
duced carcinogenesis [ J ]. Ecotoxicol Environ Saf, 2024, 277 Hepatology, 2018, 67 (6): 2254 - 70. doi: 10. 1002/hep.
116372. doi: 10.1016/j. ecoenv. 2024. 116372. 29683.

[6] Lan Q, Liu P'Y, Haase J, et al. The critical role of RNA m®A [14] Wanna-Udom S, Terashima M, Lyu H, et al. The m®A methyl-
methylation in cancer[ J]. Cancer Res, 2019, 79(7) . 1285 - transferase METTL3 contributes to transforming growth factor-beta-
92. doi; 10.1158/0008 —5472. CAN —18 —2965. induced epithelial-mesenchymal transition of lung cancer cells

[7] Lin X, Chai G, Wu Y, et al. RNA m®A methylation regulates the through the regulation of JUNB[ J]. Biochem Biophys Res Com-
epithelial mesenchymal transition of cancer cells and translation of mun, 2020, 524(1) . 150 -=5. doi: 10.1016/]. bbre. 2020.01.
Snail[ J]. Nat Commun, 2019, 10(1): 2065. doi: 10. 1038/ 042.

41467 —019 - 09865 -9. [15] DuY, Hou G, Zhang H, et al. SUMOylation of the m®A-RNA

[8] Wang H, Xu B, Shi J. N6-methyladenosine METTL3 promotes methyltransferase METTL3 modulates its function [ J . Nucleic
the breast cancer progression via targeting Bel-2 [ J]. Gene, Acids Res, 2018, 46 (10): 5195 — 208. doi: 10. 1093/nar/
2020, 722 144076. doi: 10.1016/j. gene.2019. 144076. ekyl56.

[9] Taketo K, Konno M, Asai A, et al. The epitranscriptome m®A [16] Du M, Zhang Y, Mao Y, et al. miR-33a suppresses proliferation
writer METTL3 promotes chemo- and radioresistance in pancreatic of NSCLC cells via targeting METTL3 mRNA[ J]. Biochem Bio-
cancer cells[ J]. Int J Oncol, 2018, 52(2): 621 —=9. doi: 10. phys Res Commun, 2017, 482(4) . 582 —9. doi: 10. 1016/j.
3892/1ijo.2017.4219. bbre. 2016.11.077.

METTL3 promotes cellular proliferation, migration and invasion

in non-small cell lung cancer cells
Jin Dan', Shao Shuang', Li Rui’, Guo Jiwei'
('Medical Research Center, *Dept of Gastroenterology, Binzhou Medical University Hospital, Binzhou 256601 )

Abstract Objective To investigate the effect and mechanism of methyltransferase-like3 ( METTL3) , which func-
tions as m°A modification methyltransferase, on the cellular proliferation, clone formation and migration of non-
small cell lung cancer (NSCLC) cells. Methods The METTL3 level and patient overall survival were analyzed by
bioinformatics. In the transfected A549 cells, the expression of METTL3 was detected by RT-PCR and Western blot
assays, the m°A level was detected by m®A RNA Methylation Assay kit, the cellular viability and growth were de-
tected by CCK8 assay, the apoptosis was detected by immunofluorescent assay, the colony growth was detected by
clone formation assay, the cell migration growth was detected by scratch. Results  Bioinformatics showed that
METTL3 was highly expressed in NSCLC and negatively correlated with patient overall survival. The RT-PCR and
Western blot data showed that the METTL3 level was higher in NSCLC cells. Moreover, higher METTL3 signifi-

cantly promoted m°A level, cell proliferation, colony formation, migration, inhibited cell apoptosis, increased the
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mRNA and protein expressions of EMT-related marker Vimentin but inhibited apoptosis and decreased the mRNA
and protein expressions of EMT-related marker E-cadherin in the A549 cells. Furthermore, the contrasting results
were obtained in the A549 cells with the knockdown of METTL3. Conclusion The over-expressed METTL3 in-
creases the m°A levels in NSCLC cells and promotes cellular proliferation, colony formation, and migration growth,
thereby laying a theoretical foundation for future research on early diagnosis and targeted drug development for
NSCLC by targeting METTL3.

METTL3; m°A; proliferation; migration; invasion; EMT; NSCLC
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