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RNA m°AFRE Y ZEFEIR 2 42 500 TP O R it

Fapde*
(ZKEMBMAIELG LB EHFHAETEERET, TF 443000; "2 KFEFERLFE R, TG 443000)

FEE: RNA m° AT AL REF ey MR A4 5 X2 —, ERKXEMRNAFR P ATRT, Tilid
PR A B RGO RAKT, RNAT EASHLZRNAT L4458 . RNAKL P A ILEE A A RNA
PHANELEANHSEE, RNAFTEAUKRBATFESHEROKE, AXINBTRNAT AL FF £
1B TR R R PR RGN AR PEAR A AL MR BR R AR L3RI R R A 94 A A
%, #%HEMETTL3. FTO# ¥ #9NF-xBi@#, METTL3. METTL14. ALKBHS54 ¥ # Wnt5a/5bid %,
METTL3. METTL14. WTAPi8 ¥ #9JAK-STATi# %, METTL3% i Fif. YTHDFl1 % ik Lif, AR
TRAF2% 7 AL f=CDKNIAMK F 240, TRES A Z Lk km K A 699 T, AL E4 TRNAF AR
WA e Lk R R b BT BB, A A RNA T A ALS 448 5 2540 69 5F K Bl R R A 34537 B35
KR PR Esm; TR, #E, Fak; g
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Research progress of ribonucleic acid m A

methylation in respiratory diseases

WANG Yanhua'**
(‘Hubei Provincial Key Laboratory of Tumor Microenvironment and Immunotherapy,
China Three Gorges University, Yichang 443000, China; “Department of Pathology,
Medical Science College of China Three Gorges University, Yichang 443000, China)

Abstract: RNA m°A methylation is one of the commonly epigenetic modifications, which can regulate the
expression level of certain genes after transcription through chemical modification without changing the
mRNA sequence. RNA methylation is dynamically regulated by RNA methyltransferase, RNA demethylase
and RNA methylation binding protein. Maladjustment of RNA methylation can lead to many diseases. This
review introduces the mechanism of abnormal RNA methylation in the development of chronic obstructive
pulmonary disease, respiratory tumors, idiopathic pulmonary fibrosis, pulmonary hypertension and
pneumoconiosis, and points out the NF-kB pathway regulated by METTL3 and FTO, and the Wnt5a/5b
pathway regulated by METTL3, METTL14 and ALKBHS5, the JAK-STAT pathway regulated by METTL3,
METTLI14, and WTAP, the down-regulation of METTL3 expression and the up-regulation of YTHDFI
expression, and the hyper-methylation of TRAF2 and hypo-methylation of CDKN1A may be the molecular
basis for the occurrence of the above-mentioned diseases. Therefore, this review summarizes the research
progress of RNA methylation modification in the above-mentioned diseases, in order to provide new ideas for

the development and clinical application of RNA methylation modification related drugs.

WS HHA: 2021-05-17
E@WE: EFRARRESEFTH (81602559)
*B{E{EH: E-mail: wangyanhua@ctgu.edu.cn


https://doi.org/10.13488/j.smhx.20210369

- 484 - CHEmTRIALEEY  20224E4245:3 1) £33

Key Words: respiratory diseases; methylation; progress; fibrosis; tumor

RNA R BE 647 %R + H 4k (ribonucleic
acid N6-methyladenosine, RNA m°A)&HAZAEY)
PAFAE ) — Fh BN A v 1 ) e B 07 X, &
B2 5mRNAW A ARBT R, Heia . BHPERI P SE
7. RNA m®ABH 3 B & 4 fERRACH(R=G B},
A, H=A, CEUILAHFIIF, I EHETmRNAK
KANEFIX . k% X3RRI X . RNA
m°A FFEL B 1 2 RNA R RE . RNA 2 HI
1l LA X RNA H B AL 45 5t B sh & 4%, BL4E
FREEM IR R Hd, Frib R+
f: (1)RNAHFEH B H(writers), JSFRmADHS, @
FEWilms 8 #0011 4H ¢ & A (wilms tumor
suppressor-1-associated protein, WTAP). ¥ 5+ H
SR B A DS [ (vir-like m°A  methyltransferase
associated protein, KIAA1429/VIRMA)F & FH
CCCHA IR Z5 M B 8 H 13(zine  finger CCCH-
type containing 13, ZC3H13)%¥, LPLAKBREE#
ARG IS RN A BUAZ BB AR RN A A2 FEBE AL 1) FE 2k 2
BHE165r T AN R/ SR ERNAKR Em AR A
LI R SR H 2 ¥ 3 (methyltransferase-like 3,
METTL3) 1 H 3 ¥ £% i 1 4(methyltransferase-like
14, METTL14)% ¥, ‘BEATEZ A FTRNAKE 2 AL AT
AL (2)RNAZ: HIEAL i (erasers), JRFRTHAY
a5 LA o % R A 1 XU AU ALK B [R5
(AIkB homolog 5, ALKBHS5)H I [l 1550 S AT BEAH
K F(fat mass and obesity-associated protein,
FTO)/r ¥, Sattim  ABMIEIT 25 2k, wlig
WL RIE; (B)RNAF AL LA 55 [ (readers),
TR 2%, 8 YTH(YT521-B homology, YTH)
SRR . R RFEKE T2 mRNAZGEHA
(insulin-like growth factor 2 mRNA-binding protein,
IGF2BP). 7% ¥ 1% & H (heterogeneous
nuclear ribonucleoprotein, HNRNP). fifi {4 X ek
B IR BB E A IS S BRPPREE [ 1) 2 1ot
S, ALRBIm ARSI MmRNA®Y ., FARNA
m°A B AR DR (AR ELVE a0 TR

BEE B AR, AMTRIIRNA m°AFJEAL
WA RIS S 7 205 1Ko BERERE . 7 il e
M FR A K LR, METTL38 4 55 1%

J7 1 40 BT T B 1 S A s BELT R YR 9T T AR
RNA m° AT RIL, METTL3MHR &85
YT521B[A RS M3 K 5 B 1(YT521B  homology
domain family 1, YTHDF1)/ S/ 2 5SEVHI
WAL E R E2REIRE, T I 40 B AME S R AR
g ig 12 18 58 4% K ¥ -«B(nuclear factor-kB, NF-kB)
AUE 55 SRR BIE E A3 MBS, S8 Lewisfiifiz
JE4H i (Lewis lung carcinoma cell, LLC)F12EZ¥
gEBlef PR A KB, 52 MK, fEIEh
41 B Jifi ¥ (non-small cell lung cancer, NSCLC)H,
METTL3 =138 1A K 2 e 40 B P 184 58 v 1 % 3 B 0%
e, MLHIBFE R, METTL3M3 SRR 3 X 5 H#0
PR F3Mh AL HAEH, FEmRNAY 5%
RN R e e S MR - e N 5
NSCLCHH g (¥ 384 5 A1 12 2250, gbsh, 765 —Ff
NSCLC HI129940 54, m A& [ 58 FLAH 9% i
SFEUE K BEIESRASRNA THOR (LncRNA THOR)#]
VTR A M 5E , R LncRNA THORJS,
HI299 40 M i3 . SERE AR 22680 FRES.
R AR I, m°AfELncRNA THOR#E A i i i
B, HPEE5GAmMA)CA. GG(m*A)CUAIUG
(m°A)CUSEFF, 1 4% & MIm A A 28 Y THDF L AT
YT521B[A 45 #3855 5 F12(YT521B - homology
domain family 2, YTHDF2)#] LLizHm ARk, I
WHLncRNA THORMIA &M . X E AR Bim A [
RNA-Z H B BAE AT LL4EFFLncRNA THOR
FEIER . UL EWFUR, RNA m A 3L
A0 DAAS A 5 20 AN [E) R4 O A2 1 AN R 28
B fites 1R B AR

B T AR SRR Ml 4, RNA mCA
AR I T] 2 5 J AR I B NP IR 0 , v an i 14 FH
FEM 9797 (chronic obstructive pulmonary disease,
COPD). HERMEMEFYEq . Mishfkm s, flidiz
DERSENRERRE. K, AXHETRNA
mA BRI R G T R, R 2
ECOPD. WP R GERRE . 45 R AL 44k Jifish
Jikn R il AR 3R T 0 DA R AT e 24 45 R R
BU L DL B A% 27 £ B2 B 7 b 3R 28 A i
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Ell RNA m°ARESEREULEIFRXE

MR AR GE I B (o S

1 RNA m°ABRE Y 5K 2 % &k

T B A BT e BT BUR 28 7E N IR R St
e E A N SO, Hob, 18k
FEVENT G WP R G MR RE R I A 44
S 2 Jok v s« il 2B 3R U 0 A 35 o R I T R
DRI AL, DB S D Re 4 N A
fE, R BASRE il P I VA A B BT A 2T HE A TE 1o
MAGFRBRA KR R Je AR 3515 A iR
) A8 L 1 il e PR R 2R AU T BB B, IR
BUERI RS . S0P AR S 4 T A0 5
RIL, RNA mAREMBIHTEES S T LR
(R R
1.1 RNA m°ARE L 518448 = MR

COPD2 —2H A1 Ui FH 2 J9RRAE R P 5%
Guiedi, IR RIRE AU I S 0T K /NSO R A
SEAS A ZE, WPURH 73 b0 0 i D B A
4, IR EEAREE ST REEN. SIREY
kDl AN FECOPDRI R R REH
METTL3MIFTOHF L N, SHZMETTL3IE
W IGADI. SEMA5SB. SPPI. MUCLIF:N A%
ik, ZFTOM AT MR E R ETRHR 11
(SLC7A411). CLEC5A. PLA2G7. AHRR.
CYPIBI. CYPIAI. ALDH3A41. GPX2.
BCL2A41. PROK2. CEACAMSHISTATHZEN 151

SR, NE 7B bRt FRE, FE RN R
BRI 9T R B, COPDHEH HIRNA 2= H1 3k
BEFTOZR I FEA%, 1M il 5k 3% e FTORE R A
I, AT 0 S AORE 5 T /0 BRI VL S 4 ML
R AL K NF-xBA5 5 38 1% (1305, 31 PHECOPD
(R BRERE . DL EBFFE UL, RNA R AL 1842 A
FMETTL3MFTOZ Y | COPDII KA KK J&E -
1.2 RNA m°ARE{} 5FF0R & S5 phiE

P 28 G Il 8 A St g fgc o o L, 3 At Al
PRt B A0 RAE T R —H R A R $E
Guit, 1E 2 Hok ok B SR R 0 IR 0 1 A
TEFRIE K 2 B0 T il e 16 K 93 SR AN BB T2 R AT =
A R I A AL A, HBEE AR RN
TR DA B 1 W 0 2 N BT, 5 A i A
L4 EFFRI.5: 1. RWIBAE A TR B, RNA
m°A F 4K 5 T 2R G5 R ) 1 R R 2 DIAR G
EPE ARG, TRMEEP R T EIE
e,
1.2.1 RNA m°A W 240 5 3E /) 4w Al

NSCLC#J (5 ifide 2. 50 11185%~90% . NSCLC &
H R MAEE A B R R A, R AR K T
ZAK . RasFIR MR -K R TS AH O B A FR4 5%
[K]-[8) 2% P 0k 2R Vi . c-rosBUB LN 125, X5
RNA m°AH S A& 575 % P 5C . /ENSCLC
AS494H L =, KA B/ & 37(interleukin-37, IL-
3INTHIAIT)E, RNA m°AZwfidgs— METTL3.
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METTLI14FIWTAP, PLKRNA m°ATHIG#——
ALKBHSFIFTOR A 5, BiHHIL-377] A8

ASAOZNHLFRNA  m°A F ALK I 56 2 TR 1K
KPR B, SR AT AR E 4 AS4941 i R Y
WntSa/Sbig {2k T JRRE 40 M 5™ . AAE R A
Ui, ZHETRNA m° AR EILHSFHRT T, B
SRR AA2/BL. FREEMEZEAC
(heterogeneous nuclear ribonucleoprotein C,
HNRNPC). KIAA1429/VIRMA. RNAZ:E &5
H15(RNA-binding motif protein 15, RBMI15)#!
METTL3, 5l e B B Ak AR AE 2R 2 A O,
ez 5iREMEEAY . DNASH . RNARFM.
R RV G E M — 25 545 R A NELE,
AR Nl B R 14E . 3EE RIS AR I TR T
WriebsY. B, ENSCLC HI2994 it
/N RS R G 1 A XM 3R 52 A4 mT DA BHL 1B 4% 72 A
K HI1(yes associated protein 1, YAP1)WfR1L,
TR 3 1 58 A % B 1 - SR 3 T A 0% &5 F 4k
(transcriptional enhancer-associated domain, YAPI-
TEAD)XKH X 38 & A FIRNA LS G & H 1 5 5x H
7, (REFIRNOTCHIA K, &3 SNOTCHI
mRNA T4 45 AMETTL14%) ¥, TMETTLI147E
NOTCHI mRNA E#t/bm A&, #NOTCHI
mRNA R F2E I B2 5 347 B A R e, b e
BETHI1299% AN A AE K. AN, RNA m°AZH
ENWBEALKBHS 2 5 i YAPK &, #ll
NSCLCHR T . 1228, LR A b R 1) i 5 4k
(epithelial-mesenchymal transition, EMT)#F£.,
ALKBH5A] {4 B YAPHIm®A A& 1, T iRYAP
ik, BeAh, ALKBHSIE AL IE R A\ KT ERIK
(1) 77 AN miR - 107K g #1011 B 247 3 ) YA P
P, bR R AT, B T ALKBHSH
PLAL, % —FRNA m°AZHIEEEFTOE A
NSCLCH &AM A KAEH . A SR, FTO
mRNAFIE [ )i /K 7E ANSCLCZH 2R 40 i &
B RILIRE, X5RNA mASERIKExR. X
FH MR A S /N R FERNAFE ANSCLCYH i &
HFTOMFRIE, a0 M B3 TR 2 i1, £R VKT AR
REJIIES. BB FURIL, FTOW PRIz HAF R
PR 7 I mCAZK P IF 32 M HmRNAF @ M, 72
FRE S P A 7 A il 4L 2R R i Rk, 3 T A 3k

e 20 P 4 T S SRR R R RE 11 DL B AT
B, RNA m°AH IR T, i@ A FrfE
77 A2 5NSCLCII I . R2EMER . Hri,
IMMETTL3. METTL14. WTAP. ALKBHS5.
FTO. Rt E HA2/B1. HNRNPC.
KIAA1429/VIRMA. RBM15M1GHE 18 BE M &
SRS T, TENSCLCHIIMEH RO HEZ
E, RMEE R MAE T, REIEAFEHR
fFIRNA  m°A F 34k 4% 4 7 3 3L R U5 4 A 0
W, TR ZIREMA.

1.2.2 RNA m°A ¥ &AL 5 Mg 7%

I o i A 2 P M Bk LR 2R Y, O AEIR
M, W RAETENIRE B MEHLRE
TR, J|ARANE, HHE A mmRIRE
Jf o T g A I LE A T HL R e A A
ARESRNA m°AHEAL R 5 A K. WIMETTL31E
AL 4 K X F-B(transforming growth factor-f, TGF-
B T I i i 40 i REMT h R IEEE/EH . 78
TGF-Bi% S HIAS49RILC2/ad i 40l h, METTL3
il 35 1 1 9 HLRNA  mCA B AL A& 118 o 40 1)
METTL3 %5 KN H TGF-Bi% S I EMTHERE . #E—
W TR, METTL3RRKE PRIRAP- 15 5 K7
% B TUNB I mCAE i, H mRN A & 1 %
8, 7 0 61 i 40 B EMUT A e 200 S e Jif g
JEAN AN T, KIAA1429H185 5L B FI3A K IA
BETHE, KIAA14295E i m AMS 1 k8 5 5 15 4
HASARIE, B ERG K, MRkESEE
RItE, BAGERRMK. k2, ZANTHRRNA
NHKIAA 14290, 4 fo its i Jee: 40 A Jol SO £ ik
TG, #twmmdlEan g, Tt FEE,
T it i e B v ST 284 99 437) S i R A /) BRBE Y o
YTHDC2 Lhm® AR 14 77 2058 75 57 85 1k 5 0 7 1l 17
11 mRNAANRRSE , Rk AR, 38 17 40 i e 40
Xof PO IR T BR L, o 4 o i e f 3 . LA
EWEFCULEE, fER AR AL RS, RNA mPA
FEAL S 2 FMETTL3 MKIAA 1429 DU I i 77 2
RAEVER, MYTHDC2 1 U LA ) 75 =3l fof
JeE 1Y

RNA m AR ik A5 1t A BT b B 0 s
PRAZ W P 5 DAL o fSc 2 i Ji s 2 SR04 e\
s 2L 2R 35 AT % B 43 BT 1 3FP RN A 240 25 4 85 1 1)
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KiIEES, SRR, WHALPFEI2RNA
m°ARHRIEMEE, W WTAP. RBMIS.
KIAA1429. YTHDFIFYTHDF2%5, "©A4115 i B
ITNM 7 H . kB4 0 B A AA A — e IR, 2
il YR O VAV R oA S B i = 13 B 37
o ] ol o0 R B H SR SRR B FE AT R, A
ZIPRNA R AL 455 5 FTHNRNPC. YTHDF1,
KIAA1429. RBMI15. YTHDF2AIMETTL3 )14
KPR L, MFTO. ZC3H13. METTL14.
YTHDCIAIWTAPIEIE K& T, PLEF
FEWH, RNA m°AREAENS 5 T I IE K
K&
1.2.3 RNA m°A W &40 5 sk

I PR b it i g DA o 24 S RO R R 2
WRAETBERMSZAED, i, Mgy
HIE A 7R3 R 5RNA mCAS ik ¢ i 3k ]
(WTAP. YTHDCIMIYTHDFI), "EATA]VE A fiti ik e
SRAETE R ML TG 8 AR . I RIS 11502
51 fik i 95 ZH ZAFN 494515 55 1E W H bR A, dlad %
S RIEDW KM, IGF2BP1. RBMI15.
METTLI4. ZC3HI3. YTHDF3X:RLE bk [ 40
ZURIE R AN R RE T Z T, i HANZE 7 RIEM
FREER B HRNA m° A2 IEM S Hit—5
JE o i e ik DR A B R 8 I, WTAP. YTHDCI
FYTHDF W] VE 505 TS 1) 5 BEVPAG 3L R Bk
TRNA m°ABIRIFHATEER S, —5 5RNA m°A
AG V1 114 % Bt Tl 7 i 6% s 1 B AR Pt R T R
BAER o %R g 2 D3 4 B 43 BT R B, RNA
m° A EAL ST BEFTO R 2 55 [l i Jers () % S b A
IHRERCIN R DL, S0 FTOME % 1K A 2530 i) e 41 i
WA ZE, RN EBEL 78 MINCI-HS 205 41 il
oo T RIAFTON 2 {2 i3k CHLH- 15 20 fd (1) 2% 14
FA, B BHLHIF ORI, FTOR] @ PR BE I
BEFR 1 mRNAKZEYH HIm AKCE HImRNA I Fa e
PE, b B URBEVE R TR 1R, R A TR A M
B PEAR 2B RED . DA EWEE R ], RNA
m°A A EEN(WTAP. YTHDCIRMYTHDFI)
AUAH ST RR(FTO) il 2 5 it (gt e, wIE A
It e V3 7 RNV PP PR AR A
1.3 RNA m°ARE A} Sk

R VE N 4 4k b (idiopathic pulmonary

fibrosis, IPF)& — Mg IESFEIEIGER , PLdEAT
P AN AT il ST SR S BT AR O AR R AL
WG 2 . 5 B 25 440 1 B B 1) — F 48 i
—— WU AT 4E4n i, el RERIELT4E, &
AT A R A ) B v AT T 4R A BE AR . I LA
P RS T A SN R B R AT 4R AN, i Rk
21 ok 20 B - WL 12T 4 41 i 55 B % 4t (fibroblast-to-
myofibroblast transition, FMT)&K &>k, Kk,
Ay 24 5 JUL RS 2T 44 400 P A i 25 24 b ) e E R A
W T IEE RS R AP E S ABKS,
WU R I, RIS 5 2 15 3 10 W 27 4k 46 /) AR
A FMTE AL B UL 41 24 20 B FH TP F A8 35 il i A
Fi, RNA m°AF A B K P8 m, il pisk
METTL3FEIERNA m°A/KF, wf $ il 44 41 R piy
FMT#ERE . HLHIFF SR, RNA mARMG R @
YTHDF VR ) 7 2 7 R 142 410 30 T o0 57
AR XFMTIE R, #EHMETTL3 Am AR
F]RE A TR T I 2T 4E AR IR — BT A g 1 S g
[FIFE, fECOVID-19&GLEA7E h, L4 20%5 1
KA T COVID-19/& 4L J5FIPF, X J& B T 7 e i #
(sever acute respiratory syndrome-coronavirus-2,
SARS-CoV-2)51d LML HACE245 15, AL T
Rasfs 5 Tt/ T RGN, (2 Mg A8 -a
(tumor necrosis factor-a, TNF-o). IL-6F1TGF-B5%
RIED 5 RKE B, 51K T 2T 45 4 B 1 1
AR i Tanus (S 5 4 5 5 SO B (A (Janus
kinases-signal transducer and activator of transcription
proteins, JAK-STAT)#JIil|5f/Ruxolitinib & 23|
YR AT (TNF-a. IL-6. IL-8. CXCLI10)XZ%, FH
18 FH SARS-Co V-2 # /& YL 51 L IIPF" . BEAH A
R, fECOVID-19/& 44 JSIPFH, pri-miRNA-
126/ m° A& i G875 /L PISK/AKT/mTORI@ ¥,  Jinik
i eF 4k . FBF, RNA mCAH B0 R T
(METTL3. METTLI14FIWTAP) "] {5 iR [X £ ¥y 15 2
1455 K DL X Ras[RIVEAAJE R & ZERNA m°A F (L
B, et IR IX G5 I8 40 R A B Bl 2T
YEA NS A SMNF-kBIOBUR) SIEEMT,  [RIId 42 &
T Ras A5 A ZE RV 55 0 il il 4 4E 48 g cyclin D1
)ik e LM BEIE M, 0o T 4R 4R R P, B
EWFFEB, COVID-19/& % /5 1PF 5 m°A-SARS-
CoV-2Z [AMFAE R VI REE, KA Bh T I G pir Ui
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AR EAGBIR I T VRA -
1.4 RNA m*ARE{k SHzhpkE E

i3 2 Jok v P — A DA PR HEAT 1 R
TIE Y I s, B R 5l ik = T i il )
Jok I A, A A A P 2 A, i BT B Ak
71~ BRI, A TG IR . TR B K
JEr, RNA RIS 1 5K 50 it A ifi /7 f =50 98 0 1f
BN A, P B mRNA B AL K7 A
RNA mAiEhd 2% 2 (A Y THDF 1 323 ) 8. 2 38 1
EBEE R T, m° A S Y THDF 1 5445 7l
TS LB A, Rk T A L ) A
MLEIREFLR B, A T ERNA H EFE RS BEMETTL3
WEPETR I, i 7 YTHDF13GA M B0 0 Hi R 45
PR VA RI e, 3 T gk ot A ST L P o
AL BRI T K E TR Y. FRE, R R
SEE TR R sk = R, METTL3. METTL14
FIENW, BT BNk S A G K -~ LR
FETUAR . W — AR S B AILE N A KA
THRIE, &8 TshkE AP PR E
B, RNA m AR FMETTLS,
METTL 14F1Y THDF 1 3812 2K A& e i3 il 30 Jik /&1 e
TR B B R R, el 4+ ok 7 T 3R IA K P b
TR, TP = A R TS
Kk
L5 RNA m° AR 5iIginER

it A IR GG s A& — i LIS M AORE AT PR AF
YEA R R AR REAE P HRD I o & Tl 22 222 R T
MTIALR, B FBURTIReRIE S . Sk
WORL ) DURR 5 5 B0 41 i 5 R A DN A FF 4k 0
A RNAFEARIINEY . BFE S, A28 L
JAMI(16HBE14 3) 2 8% T25~100 pg/mLAK K &
WKL — K5, s SR BB R ¥ 32 A 4 5 IRl 72 (TNF
receptor-associated factor 2, TRAF2)JE[KCpGAhz sl
IR IELL, mRNA_FRRIERS 2 UG 4L, 1M
W R PR S R A M 2 57 2.5 ng/mLIM kA i
WORL— K5, 20 1 S SR OB 49 1) 77 1A (cyclin-
dependent kinase inhibitor 1A, CDKNIA)HICpGHiL
A B KT B2 AR 2 AR IR R G 5k B
T AR R A 1 JORE (A A R A . XUy AR K 3R
IRIRR) R, AL S ZHRNA  mCA H 34k /KT 3844
FEAECY, L ERFRR UL, RNAH LB e

5 7R ABRYUE R RN AR BERE . R, MAToETT
SRR, BB RPTE T IR A S RNA AL 21
FAE—EMKFR, BEAU R AL RNA
m°A F LG IR 43 1 It AR 45 T 95 (A9 39
WR— AT JE TR AR e BE TN R BRI R
BRe. Ak, ELLETTHPER, BLbh
RNA F L AL AB 1 8 fifi 2B 2R 03 98 A A2 AL AR A 2
it AR AT R A

2 RNA m°ARE K SHzyHS

i 988 24 KA T 2 T 24 0 5 R IR T R
W EEFRZ —. PRI, RNA m°AHF I
S5 KRG T I 2. WA S E T
o} B i 5 JE SRS INSCLC A il R A549, LK Kok i
LB B 25 FINSCLC A s ZH1299, %f b #fr 1
RNA m°A % 5 Rk S K & HAB M K F S R Rk
AP Z IR M. 45 R EHL, RNA meAH I
1B T i 2 M 200 4D 4 PR R R O 3 IR Rk
BTS2 e AT BE R e R o AR AE A AT R
FH, RNA m A1) 82 R MNSCLC 3 1 il
JERT. RNA m ARSI S B 240 i B s 5 ok 8g i
i R — E IAER, WRNA R B i
METTL3 /3 H MR /£ 1 FNSCLCAH i H (1) B- 1 A
W0t AE B e B i 25 P i OB AR AR A . il i
Jos 2L 4 b 5 A OMEE TTL3 A 481 i 24 4 i RN A
mCA F A KT B, 38500 1 WG58 42 S i I IR T
B WM SE A IB- R BE3-11. E WAL G [A
SFIEWRA DGR R 71 RIE, REp-MEmm =, &
KW HENSCLCHI T 5 B & B I 257 . 4 N it
FRE, 73— FRNAF BB EEKIAA 142941/ 5
NSCLCHIE(PCO-GR RN HAEF e iimit 25, Hm
RIEHEEARIGHVIMR . UrbRKIAA1429
i, PCO-GRY 20 o 3 5 o B2 g 18 o AL i 98 K
W, KIAA1429 0] J8 i §E (7] Hox 2 K] [R5 G A1 R (A
(13 ARG AL X, 859 Hox 2[R AP &1 A1 mRNAK)
Foe e, R S AR B AP
[ FE, 45 FNSCLCYH 5 A R 25 HLEE O BF 72t
RIL, RNAHZEELBEEMETTL] G 31 m°A mRNA
H LAk, T3 K Y THDF /3 F0 B0 A% B Bk e 46 8 1
b ERIRBERIGE A, (RHEYAP mRNAWHY
B, JFEE T miR-1914-3p-YAPHI K42 = YAP
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mRNAFIFENE, Rk LM YAPH 5 ENSCLC
Y B AR G 25 P P, R R LR RS v A
PLERFFE R B, RNAFEAL A K FMETTL3M
KIAA 1429 0] Jg A [6] 1) 75 2 5 il e 40 B s 4 T
NI 2 .

3 RESRE

WP 2R L0 (L5 COPD. R . £ 44k,
IS 20y i v s R it 2B 35 03 3 4 ) A& LA B e 451 4% A
FEAE R — RSB PEZ . RNAFFEAL I N7 (B
FEiRNAF L FEME . RNA L H L0, RNAF S
fhgh &8 A ) ATE I 2 R T IR Ik
JEERE . BFXTRNA BRI 4% K 1 IR AN B AT
NRNA B AL ZJ W T AR PRI &R G IR IR YT
R T EE R . U R
PR IE Em AN FFEA, HESE T RNA m° A S
KHEFT, BT T PR R SR o T AL R BT
TS LA, fFRNA  mC A2 5 30 ik
W 22 G i 9 336 B 4 A VB (E VR TT BB . H AT
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