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HE BR:ARE CDIS5 8 F & b a9 45 R F iR mOA 1545 69 B4R o J73E 0 R B8 B 7 & 81 /& e fe ' CD155(PVR)#
F AN, CDI55 3F & FFUS 0 %f, 158 a3 k2 F PCR (qRT-PCR) &M 2 '8 #1 J% 20 I Hela 4n & #7K & 20 i, S12 ¥
CD155 89 &k KTF . HAE A MTT, FAR L4 T 413 2 5 S 346 CD155 '8 F % 40 i Hela & %k 3830 T #4413 2 09 %
va . A Western ¥P i s2 M & E—4545% & (E—cad ) #23% 7% & & (Vimentin ) 89 & ik K -F 5534 CD155 3+ EMT #9% v . MeRIP-
RT-qPCR # CD155 52 & % m°A 4%, Western ¥ it i% F= qRT-PCR M 2 METTL3 & % %% CD155 % & #= RNA Wy F K KT
ML H F D AL 40 S ¥om) METTL3 *F CDISSRNA 216945/, )R 0 B 35 mPATaget T CDISSRNA WAL & 4917
# % (Reader), & J/l Western ¥ i ik fe qRT-PCR £#7 YTHDF1 & & % CD155 & & F= RNA #9 R A KT R EHZ D &2
R g A YTHDFL 5+ CD155RNA ¥ 2 41 694E A , RIP-RT-qPCR %2363 — 4 #F YTHDF1 #= YTHDF1-mut &F CD155RNA F 4%
B, B5R: CDISS AT HBALAmi P ELIR G, KN Bk CDISS 69 &4 A A R84, 481k S12 408, Hela 20 i ¥
CD155 ¢ & ik 38 4n(1=3.749,P<0.05) . CD155 ) & F kIR T 4R sh & #% 4 i ed £ % (1=3.152, P<0.05) .38 #4(1=3.706, P<0.05 ) .
T4 (1=5.422,P<0.01) #43% (1=3.599,P<0.05), %] E-cad 49 & A 428 T Vimentin #9 £ % . MeRIP-RT-qPCR % £ % &
CDI55RNA & m®A 935 ,METTL3 {23 T CD155 % & 4= RNA (1=6.725,P<0.05) #) & 3% , 8% METTL3 2 /& CDI155RNA ¥ %
MeA%.(1=5.622.6.063.5.857, 3 P<0.05). &M% YTHDF1 Z J& CD155 % & /K F F4&, CD155RNA ¥ 3% 21 4 1% (1=10.93.5.602
4.359,3) P<0.05). &£ YTHDF1 & ik #) 2t ,CD155RNA A 2k % 95 57057 (1=4.686, P<0.01) , 4242 YTHDF1-mut %% 3¢ 84 28 e,
P, RS 4 R R T 3549 CDISSRNA 7R -F B 44%.(1=4.462,P<0.05) ., £5i8:CD155RNA &£ mPA 1546495 L F , 4% YTHDF1
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CD155-dependent m°A modification regulates malignant behavior of cervical cancer cells

QI Xiao—zhen,SHI Li-ying

(Department of Pathogen Biology , School of Basic Medical Sciences, Tianjin Medical University , Tianjin 300070, China )

Abstract Objective: To explore the role of CD155 in cervical cancer and its regulatory mechanism dependent on m°A modification.
Methods: The database was used to predict the expression of CD155 (PVR) in cervical cancer cells,and the effect of CD155 on
the prognosis of patients. The expression levels of CD155 in cervical cancer cells Hela and cervical immortalized cells S12 were
determined by real —time quantitative PCR  (qRT-PCR). The effects of CD155 on the growth, proliferation, migration,and invasion of
cervical cancer cells HeLa were evaluated by MTT, plate cloning, migration and invasion experiments. The expression levels of E—cadherin
(E—cad) and vimentin (Vimentin) were determined by Western blotting and the effect of CD155 on EMT process was evaluated. MeRIP-
RT—qPCR was used to detect whether CD155 was regulated by m°A,and Western blotting and qRT-PCR were used to determine whether
METTLS3 affected the expression levels of CD155 protein and RNA. Actinomycin D treated cells to detect the effect of METTL3 on the half-
life of CD155 RNA, using the prediction website m°’ATaget to predict the recognizer (Reader) of CD155 RNA methylation sites, Western
blotting and qRT-PCR were used to analyze whether YTHDF1 affects the expression levels of CD155 protein and RNA, Actinomycin D
treated cells to detect the effect of YTHDF1 on the half-life of CD155 RNA,and RIP-RT-qPCR experiment further confirmed the pull—-
down ability of YTHDF1 and YTHDF1-mut on CD155 RNA. Results: CD155 was highly expressed in cervical cancer tissues and cells, and
patients with high CD155 expression in vivo had a lower survival rate. Compared with S12 cells, the expression of CD155 was increased
in HeLa cells (1=3.749, P<0.05). High expression of CD155 promoted the growth (1=3.152,P<0.05), proliferation (¢=3.706,P<0.05),
migration (#=5.422,P<0.01)and invasion (£=3.599,P<0.05) of cervical cancer cells in vitro,inhibited the expression of E—cad and
promoted the expression of Vimentin. MeRIP-RT-qPCR results showed that CDISSRNA was regulated by m6A ,METTL3 promoted the
expression of CD155 protein and RNA (1=6.725, P<0.05), and knockdown of METTL3 decreased the half-life of CD155RNA (¢=
5.622,6.063,5.857,all P<0.05). After knockdown of YTHDF1, the protein level of CD155 decreased, and the half-life of CD155 RNA de—
creased (1=10.93,5.602,4.359,all P<0.05). In cells with high YTHDF 1 expression, CD155RNA was efficiently immunoprecipitated (=
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4.686,P <0.01),but in YTHDF1 —mut transfected cells,the immunoprecipitation results showed that the level of pulled down
CD155RNA was significantly reduced (1=4.462,P<0.05). Conclusion: CD155RNA is specifically recognized by YTHDF1 under the con—

dition of m°A modification,and then the stability and translation are increased, and the increased expression of CD155 promotes the malig—

nant behavior of cervical cancer cells.
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N6-H B AR (mCA VR FAZAS 1 RNA i
WM, AR AR R R R G E
Wb B B Wi &2 5 ) 1 METTL3 \METTL14,
WTAP RBM15 il KIAA1429 %820 ¥, o MET-
TL3 J& H AL RS il 52 5 ke =220 A AT
B R ITFSE R , METTL3 58 008 (4 44T
FARBTGEHES, YTHDFL J& T YTH 45385 1
FN 2R mOA AR A 5 T A 8 3245 ( Reader ),
FEIFEZIUN RNA | meA B4 A7 5, 358 RNA
(RS E PE BB RNA BIEACE

AHBE IR ARG HEZ AR CD155(PVR)TEZE0E &
AP RFR MR SUh & Rk, gk il
g . PR 3R R R IR AR A5, B ln A SRR
CD155 By 528 #6355 5 808 19 B PEA T 0 AR KL 7l
JE ARG A CD155 765 S0 40 i v 50 ek i a4

PURLEAFERFSE . DRI, A SO SR/ 7l &
VIR RAEE S A b CD155 mRNA H 384k 5
(IR PPN

1 #Ri#nriE

1.1 wmplsdefempadt . NEDUHAM Hela A1
S12 ZHAE WK T ATCC 4% , HeLa 20 HU 1% F7
EEA 6% F T (FBS) . 100 wg/mL 5% % &
100 1U/mL 75 % % 9 RPMI1640(Gibco ), 40 i 15 5%
TE37°C..5%CO, BISEFRAR T, TE4H %5 B2 A 5] 8096
PEATEAREE R . BOSECE KR4I, L 1x10° A~/mL
WA E 24 FLAL, BEFLINA 250 L TGl i 55 77
B AEAMER B IR R 70%~80% 1 , Z: IR fIg FiiA 2000
PRVl R A TG e

1.2 FAkegtsd SrililE CD155 o %3k kL
pCNAD3 —Flag/CD155 1 i [ Jii 4% pSilencer —shR/
CD155(pshR-CD155), H X HR 26 43 5] /& PCDNA3 -
Flag Fll pSilencer-NC., 148 5 ok it 5 14 L3 1.
1.3 Western ¥F i 523 Hela 4 0% gy i FE 5 A0

®1 519F7I

Tab1 Primer sequences
AR JPHI(5'—3")
CD155-F AAGGAAAAAAGCGGCCGCAAATGGCCCGAGCCATGGCCGCC
CD155-R TGCTCTAGATCACCTTGTGCCCTCTGTCTG

pshR—CD55 1#Top
pshR-CD55 1#Bot
pshR-CD55 2#Top
pshR-CD55 2#Bot

GATCCGGAGTCCAAACGGCTGGAATTCTCGAGAATTCCAGCCGTTTGGACTCCTTTTTGA
AGCTTCAAAAAGGAGTCCAAACGGCTGGAATTCTCGAGAATTCCAGCCGTTTGGACTCCG
GATCCGGTATCCATCTCTGGCTATGACTCGAGTCATAGCCAGAGATGGATACCTTTTTGA
AGCTTCAAAAAGGTATCCATCTCTGGCTATGACTCGAGTCATAGCCAGAGATGGATACCG

% CD155 Bk K Hout BETORE 48 h J5 , RIPA 24
i B A A TRE S, R TR L AE 10% 79 SDS-
PAGE i L HLIK Sy B 5, %78 28 W B Tl SE 00 1)
PVDF B b, 5% Wi hg - e =i T 0 2 h, —4it
Anti-Ecad 4°CIF & 1%, TBST YRR 4 W, —HiF4L
RAEFIRIFE 2 h, TBST YEAE 4 ¥k, INA K IEHRE
TIFE 1 min i, JEAREE MR MR S R
A B GI E]

1.4 Zafasgife AT S0 RS AL Y AN,
24 h A LL 6x10° A~/mlL [14)% B FP 2] 96 £L
Morh, A BEE 5 ANEFL, 43RG 3R 24 4872 h
Ja LA 10 pL MTT,6 h J5 W% MTT &
JIA 100 pL DMSO, ¥2KE D 10 min J& f# bR

A 490 nm 1 570 nm 44 FLAYE R EE (OD)
., P17 3 Yophsr H 52 S0 e OB T ¢« K e
30T SERETE BRSBTS U0 I, A0 AR IS AT R
S5x10* A 2] 12 fLikt, BA-ad 3 AR
L FESE R FRRTREFE 14 d, R85 B 900, i
FRZE R0 10 min, P8 T4 5 2E17 3158, (5
Image J THEOFHAT70 17 -

1.5 fmpeed 4 AL YY 24 h e, HALIREE
A, X 6x10* A, B0 R IR,
200 pL JCIE R SR E B 5 A/ NE ) 7, [R]E
FE/NE T BB SRR BN 800 pL 10% ) 1640
SERFEIRWL L T 37°C .5%C0, H353:46,36 h 5
sk BRI B 5, %R [ E 30 min J5
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Fr W, 2SS YL 10 min, MR T, FARSE
L b E R, BT 5 B B, vk
RGBT, 7 I B BRI A, B L
HEHR S sk R TG R Al g H .
1.6 fafeiz 22 =% 50 wL Matrigel JEFUE A
300 wL JCIMYE 1640 X535 3 b 784y TR 57, B
50 pLIRGWCFETE/NE N, 4°CHCE 30 min,37°C.
5%CO, BJIEFEFARCE LT, B 8x10* N, B0 )5
FEFIEFRUL (T 200 WL TCILTE SR E RS A
/NER) L T5 RIBHE/INE T RREFRAR A 800 pl.
T 10%I075 19 1640 2 FRW . BLA 37°C.5%CO,
EEFA T, 36 h 55 LR WK, A EE, =
TRIEE 30 min, 5752 S, 7245 58 %% 10 min, it
Ve MRS 2 = R s A B, e
WIS, F e PR A 0 O BT, T S e T
Z2, BEALIRIR 3 5k I R THEUR 22 4 A E .
1.7 RNA #JE ik Rhfe Lot T FEHRZTRE
B4k X BB (qRT-PCR)  fii ] RIP 1250 &, ¥ B3
AR EA T2, 45 81 3 4179 : & RNA(input-RNA) |
mA PG SRR A CD155RNA (mPA—ip-RNA) |
IgG BT A W BF i AE 55 5 M RNA (1gG-ip—RNA ) .
Nanopdrop2000 % RNA ¥ EE 5, #£4T qRT-PCR,
T3 41 CD155 FEBMAHX 2, SCIR R 3 K.
it I TR1zol 28751 44 B ZH b K JF Al 7z 2 21 4 i
[ RNA {87 1] Nanodrop 2000 ill5E RNA ¢ DL %
0D260/0D280 HYFLfH, H#F RNA %558 i cDNA i
FPazss, [t 3 4~ FLBCEAME , A B-actin P
2, L) 27280 T CD15S RIR AN 2 i, SC G T
2 3K, RT-qPCR FT 15 Hn 2.

%2 qRT-PCR3|#
Tab 2 qRT-PCR primers

kR JrH(5'—3")
CD155-qPCR-For CTATAATTGGAGCACGACCAT
CD155-qPCR-Rev CGAGCTCCTAGGGCATT

1.8 A #4138 F W3k KM-Plotter (http://kmplot.
com/analysis/index.php?p=service ) \ TCGA (http://www.
chioportal.org/) TN CD155 [ #i )5 , GEPIA (http://
gepia.cancer—pku.cn/index.html ) 79I ‘B 251 J52 2H 21
CD155 ) 235 1% O , m°*ATarget [m°A2Target ( can—
ceromics.org ) EHE FEZEZEHIUN CD155 PRGN o

1.9 %t 34 KM GraphPad Prism il Image]
BRAEX T 3 W SRR I T o AR IR, B 1
A IES A R BB AT Eei 0T, P<0.05 22
SAgGHFE L

2 H#R

2.1 CDISS EEHEFT 2GR HEsHH
AL, B SRS CD155 A8 K (E 1A),
IF H = 7K B CD155 ik 55 HUE A K 15 ¢
(B 1B 1C). e Er £ AR By 8508 40 i & h b AT
RT-qPCR, £l CD155 ) RNA 7K-F-. 4553 W, 4
P TR SR K AR A S12, B FUR AN 2R Hela
C33A 1 CD155 A E /KB #RIE(1=3.749,P<0.05),
WK 1D,
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P<0.05
== low CD155
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0 50 100
Time(months )
PVR

HR=2.37(1.43-3.93)
ogrank P=0.00054

Overall Survival

1.0

0.81
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0.21 Expression
— low CD155
0.04 — highCD155
0 10 20 30 40 50 60
Time (months)

Number at risk
low 188 146 110 72 52 39 28
D high 116 89 57 41 31 22 17
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s @0 Hela
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0.0

Relative expression level of CD155

1 - A:GEPIA2 B 122 5y S iR 41 38 AR 9 (CESC) LA KU
2241 CD155 463K ; B: TCGA U3 e vh CD155 5 i
C: KM-Plotter M3} CD155 M BUF A ;D B Sk AE40E S12 A1
B AN HeLa H CD155RNA F2iA1% M ; 'P<0.05
1 CD155 EEHRA LM PRIRIEER

Fig1 Expression of CD155 in cervical cancer tissues and cells
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2.2 CDI155 32 % Hela M 5% 5 4% 20 10 S 15 TH
A IE A Western EJIE SZERUEAH ,CD155 13 32 3K Ji
#i pCD3 —Flag/CD155 F1 CD155 Filt F% Ji #% pshR -
CD155 1# F pshR-CD155 2# S A % (18 2A .2B).,
BRI S5 1 ) R B 50K pshR-CD155 2# HE474%
TR SEE, 1k CD155 8l fil CD155 )5, 5
X REZHAH LY , A BLAF TS 32 R I T sl BRI (1 2C,
1=3.152,P<0.05) . s BB 45 R b7, 3 SRR Bl
iR CD155 J& , 4 3G 5 e ) 38 9 5l osl 55 (14 2D,
1=3.706,P<0.05) .,

A pCDNA3-Flag + -
pCDNA3-Flag/CD155 - +
Anti—CD155 C—
Anti-GAPDH - —
B .
pSilencer-NC + _ -
pshR-CD155 1# - + -
pshR-CD155 2# - - +
Anti-CD155 —
Anti-GAPDH e iy -
C —~
(=)
N
<
a
9 @B CONA3-Flag
iy @ PCDNA3-Flag/CD155
= @B 1Silencer—NC
—:% pshR-CD155
=
E
=
E
[
=
=
L5
(a1
D

Hela

2.0 mm PCDNA3-Flag

sk mm pCDNA3-Flag/CD155
1.5 mm pSilencer-NC
pshR-CD155
1.0
-

0.5
0.0

Relative colony formation rate

T A R B: A3BIBHIE T CD155 i kR b Forr i 4 sicbk s C.:
MTT 235 S5 IRAUAH L, i3k CD155 FIFRE CD155 Ry4niE sk
B 2 A AR 22 55 D SR USRS, 5 X BRI A 1L L 3 #e3k CD155
FIRERR CD155 BYAIAE 3E TP IR R B 18 25 57 5 % P<0.05 5 %%P<0.01
2 CDI155 %F HeLa R84 K FNHETHEE F1 R RN
Fig 2 The effect of CD155 on the growth and proliferation of HeLa

cells

2.3 CDI155 ¥ 3% Hela oLty it #4013 240 1R
3 HeLa 2869 EMT #t42 o ksl @i % CD155
ORI Y AN, AT NE AL SR R, S

X RALHAR L, e it 223k CD1SS ok a i i #s
AE S1 358, A% CD15S J5 S5 X IRALAR HE , 40 i
FERE S1055 (18 3A,1=5.422,P<0.01) . 7EF# 1% matrigel
PN NS /NE TR LR, X IR AR L, 1 3R
ik CD155 e 28l /NVE M Anss £, wif% CD155 )5
ZE W A X8 (8] 3B,1=3.599, P<0.05 ), 1 ik
CD155 J& ,E—cad FRikFFAK, Vimentin FIK T8,
F¥ CD155, E-cad FRiE T+, Vimentin 235 BRI (&
3C,1=3.599,P<0.05).,

A Hela

—_
W

@B pCDNA3-Flag

@9 pCDNA3-Flag/CD155

= pSilencer-NC
pshR-CD155

oy
(=)

Relative number of cells

@B pCDNA3-Flag

@ pCDNA3-Flag/CD155
mm pSilencer-NC
pshR-CD155

Relative number of cells

pCDNA3-Flag/CD155
pCDNA3-Flag
pshR-CD155
pSilencer-NC

+ 1
I+
[ |
LI I

Anti-Ecad e e o e

Anti-Vimentin = =S Sas s s

Anti-GAPDH  S—

T :A:CD155 X} HeLa 4 JLiE £ 41 %k H 952 ;B : CD155 %)
HeLa 20 MI42 72 400550 H (5200 ; A FIl B B 45 48 ge o, dloRA%
B 20% ;°P<0.05;7P<0.01;C: CD155 % EMT BEFEAH 8 H £ ik K
8P|
B 3 CD155 3% HeLa 40T (2 &AL T4 EMT #2170
Fig 3 The effect of CD155 on HeLa cell migration, invasion ability

and cellular EMT process

24 THEmMAE CDISS 8k ik % moA SR EIE
i fAE METTL3 SR ANE 6 BBk 5 A Hela 21
W, ZJG T MeRIP-RT—qPCR 5256, 5 %F FEAZHAH L,
% METTL3 J5 % DIVEW 1) CD155 RNA 1Y &
AR s/ (8 4A) ., 24 METTL3 o 33k sl et
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CD155 i) RNA (1=6.725,P<0.05) Fl & 14 7K “F- LB
ZI B REAL (& 4B .4C) . REiR#E METTL3 J& ,
CDI155RNA By AR (& 4D ,1=5.622.6.063 .
5.857,%] P<0.05).

A

<
Z HelLa
~
w15 .
Z s B pSilencer-NC
8 %‘1 #ikk g pshR-METTL3
5 &
==
g EO’S
<=
.S
= 0
M
B
pCDNA3-Flag + — _ _
pCDNA3-Flag/METTL3 - + - _
pSilencer-NC - -+ -
pshR-METTL3 -y
Anti-CD155 [
Anti=METTL [
Anti—Bactin e S——
C
— Hel.a
$ 20 == pCD3-Flag
—= « LN mm pCD3-Flag-METTL3
5 z 1.5 mm pSilencer-NC
% Fl:v pshR-METTL3
z 2 1.0
=
&)
E = 0.5
< 00
[
D
Hela
1.5 .
—e=pSilencer-NC
5 = pshR-METT13
z <
£ =z 107 %
z &
g9 i
2 2 05 .
T
T.J =]
=00

0h 2h 4h  6h
hours post-ActD treatment

A RNA HIEAL G TR R MeRTP #500RF4 METTL3 J&
4 CDISSRNA 1 H 3540 & 5 K8, 5% BRGIAH E, ™ P<0.000 15
B:Western E[l 345l METTL3 %} CD155 45 (4 B 520 ;C Fl D:qRT—
PCR &l METTL3 %+ CD155RNA /KPRy, #:0lRe METTL3 3F
TR % D AT CD155RNA 2B EE R84k, "P<0.05, “P<0.01
4 EFEMAETH CDI55 MFRIET mA BIFEEMIIE
Fig 4 Verification that the expression of CD155 in cervical cancer

cells is regulated by m°A modification

2.5 CDI55 ¥ 3 4t)5 Reader 89 %% 459 WK,
CD155 W 5 Ak J5 /% [ 132 4% 7T fig /& YTHDF1 #1
YTHDF3 ( & 5A ), 5 X} B8 41 #H [t , YTHDF1 [t
YTHDF3 # {23 T CD155 &3k (K 5B),
5% AR L, i A s YTHDF L, CD155 &
(IR BE =z HE nalosiZ > (] 5C) . S5XFRRALAR EL , it

% YTHDF1 J5 40 rh CD155RNA (1921 52 1) 5 B
iK% (& 5D,1=10.93.5.602.4.359, # P<0.05).
pCD3 ~Flag/YTHDF1 Fl pCD3 ~Flag/YTHDF Imut J5i
B2 A R (Kl 5E), #47 RIP-RT-qPCR 55240,
gERL R, I BRLIAH L, YTHDF1 LA REE T
CD155 1% RNA (1=4.686,P<0.01),{H YTHDF1 mut
40 CD155RNA B & ERREAU YTHDF1 41 ([EISF,
1=4.462,P<0.05) .

A

WER Target

interacti Method
Name Gene

Species | Cell Lingd Class

H uman Hala Reader | YTHDF1 PVR P ;;;‘“"’ RIP-seq

Human | HelLa Reader | YTHDF3 PVR P ;ﬁ;‘e”" RIP-seq

C pCD3-Flag/YTHDF1 —
pCD3-Flag + — — pCD3-Flag —
pCD3-Flag/YTHDF1 — _ " _

pshR-YTHDF1 -
PCD3-Flag/YTHDF3 — _ _ +

pSilencer-NC +

Anti-YTHDF1 h .
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e
1.

R—
ANCi-CDIG5 | ——— |
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o kKoK
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0

T cA:mATarget T CD155 H 3£ AL {7 45 ) Reader;B 1 C
Western E1 5 ¥6:41E ReaderYTHDF1 Xf CD155 % H A 6 ik 7K F 14/
H ;D:qRT-PCR £ ] i % YTHDF1 3 fT & B £ D b 3 )5
CD155RNA LW 84 ; B Western EIAG I YTHDF1 5 H 4L
At B s 278 RN CD1SS B R 3 F G LIt iEE R RIP
K YTHDF1 5 H F JAb 85 4037 057 5748 JFORi 4T CDISSRNA A & 4
THM 5 "P<0.05,P<0.01, " P<0.001
5 CD155 FREAL/S Reader HIEE
Fig5 Identification of Reader after CD155 methylation
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HOFHIEARIM, B AU B A O A LR — A R
B2 P R E A EAE I ZE R E9E R B CD155
A DE R B S AN B U B8 PR, AR 2B T
— NG SLIHLED, B meA ATREYS CD155 —EZ 5
B S Y &P

H B B9 5878 CD155 78 22 R i vh i 2834
I HARIE g (AT R, 940 CD155 7 il 98
1Y S5 9 I SO Y A P e Hh 3R R T e, AR SE
IGUERH CD155 fie it s S 4n e i AT, X 5 B
Hif CD155 590 R AR5 R —30 . METTL3 7
B SR VR FAE H RS SCHER Ui A — A 1S
ik R B B0 T METTL3 (1432 3k 785 9 EL10 il 8
JiE A BERLDY, A Y SCHR R METTL3 i 335 7 5t
P E By SR A R RRO2N ) AR T 45 SR 2 A T U A0
Jarh METTL3 2ik% 5 .

T HRGE CD155 FE5G oK b B IR E LS, 58
S4B METTL3 fiff CD155RNA | Aty F 3 Ak 46 1 1
hn, ik METTL3 J5 Western E[J3E A1 RT-qPCR 4%
/R CD1S5RNA B BHPRRCR AR, CD1S5RNA £
FEPEREAR . ANIFFT 45 R0 METTL3 ffi CD155RNA
() meA EEEG N, SEMEE CD155 AR5 R R
CD155 WfaEt: . HRTAIRTIE RV, RNA 8% m°A &
Mifs, A AR B AR UM AR R B meA 75, e
RNA BYFRE P LR BPRSCR2 A5 18 4o T K.
SC B UE B CD155 Y [ 132 4% /& YTHDF1, Jf H
YTHDF1 {86 meA B A7 S A2 7E CD155 AY&L X
FEERAT A moA BT 2 Bem il R s e
UE—AIEH] METTL3 @i JH4% CD155 335, (e it
B ST A AR A T R

M AWIST UL T METTL3 6Ei%# CD155 RNA
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