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Abstract: During the maturation of pre-mRNAs and some IncRNAs, their 3'ends are cleaved and polyadenylated.
The cleavage and polyadenylation (C/P) require the presence of a polyadenylation signal (PAS) at the RNArz. Most

eukaryotic genes have multiple PASs, resulting in alternative cleavage and polyadenylation (APA). APA leads to transcript
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isoforms with different coding potentials and/or variable 3'UTRs. The 3'UTR affects mRNA stability, translation,

transportation, and cellular localization. Therefore, APA is an important mechanism of posttranscriptional gene regulation in

eukaryotes. In recent years, whole genome sequencing of animals, plants and yeast has revealed that APA is pervasive in

eukaryotes, and the functional consequences and regulation of APA have been studied. To date, many cis-acting regulatory

elements and trans-acting factors for APA regulation have been identified. In this review, we summarize the recent advances

in the functional consequences and regulation of APA and discuss the future directions, aiming to provide clues and

references for future APA study.

Keywords: gene expression regulation; alternative cleavage and polyadenylation; polyadenylation signal; cis-

acting regulatory element; trans-acting factor

FAZAEYIR) mRNA A (pre-RNA) Il — L8 < 5k
JEZi % RNA Fi1A (pre-IncRNA)TE i @i 2 v H: 373
S A% TR VDG 5T ) (cleavage), SR H B AR AR A S
(1) RNA 4 i—poly(A) R & il (PAP) £ 3'%iii 15 i —
> % B R A R 2 [ (polyadenylation) ., A% 4= ¥
mRNA §if & 33 19 57 U) F1 2 B R 1 IR 1k 52 i
(cleavage and polyadenylation, C/P)75 %2 I 1 iR
1k15 "5 (polyadenylation signal, PAS), PAS i % {vi T
SPGB 10~30 MZHRRAL . EFEIEZ R
#ii2 1k (alternative cleavage and polyadenylation, APA)
AT A 24 PAS BUZENN, 7E mRNA 3 A 72
. AIE PAS (£ HH S 3 — IR P A 24
Bk ek, XSk R BA KA —1 35K
st ATAER,  Hh T I R ) KR A 5T
TR, AT APA 75 BAZ AWy v B A7 A, i
AN 70% 0 BE I #R A 7E APA B APA i
NGBS iR S5SNI = N L (< d S T B
Kb oyt e i)z, FCh IncRNA R EREEA, 1
77N RNA (small RNA) A1/ RNA (microRNA) H7 f)
S fid PP, K28 APA 112 30 mRNA 4 A JF]
KB 3'UTR, {HA4 D% APA I8 2 2404F mRNA it
XF8), SEGREAFNEH, 3UTR fA7ERKEHE
PRI ZRIR MR e, X iR o) 12 2
55 mRNA [fase . BHPE . I8 5 AR 02 APA
175 7] — & X B A ] B S A B AN [] 19 =X 42 5T
1, PRI S BOA [ e S AR g R A A ] . B RTE 1 APA
SR AW RN RN W EERENRZ —, B
TEVFZ AW b R B AR T oA
SH S P EUEE S 2RO & YT, ARk, BT
APA JITER 22 FEPE SOH AP L EEME , BEXF APA 1

WFFET IR T AN 2 R . ASCERR T APA T
FERI BT IR, B IR ASEHT APA FYTE4E B A
EELY/EE 3 QIR P e e

1 CIP RPN T e R i
X1

CIP I J& mRNA Hij & i i) — A EHE IR,
KZF| mRNA %Sz i A BT # i & . CIP J
T 75 BT mRNA R 4 =T 4 B i 22 S =04
HFmz5, HETCEE L CIP O i
otk AR T R 2 R e i (1] 1)081,

1.1 C/P RERIRAETH

PAS J& mRNA Rij#&#ET CIP N IME S, B
T mRNA FiA 1) 33 . A4 PAS (77 51 AEAE AT RE
ALK A A 28 M AZ O e R R Bl e R 43 o
Hrp, Boo oIS E BT U & BFZY 20~22 %
T RRAL ) A-rich 73K . BT & FiEZY 10~30 A4~
AR AL UIGU-rich JTFFIIGIL B I 55/ CA
(% UA)FFI®, AAUAAA JEHLEL A-rich BRIk
JE ), H B 28 AR T O ) R 28 U A A B
AAUAAA [T PEE . R iiF UIGU-rich Joi4: i B
LR I AR R R R A — 2 3% . CA (31 UA)
Je I AT 0 U007 5 A LA PN R, AT B
VIR, B o Y Ul s M UERY G-rich Joff
FE IR A W UGUA TR, Hirf G-rich Joif:
SR 95 VIR s UGUA STt C/P it e ah,
YA _BIER U-rich JofFE2 5 85 )18+ . U-rich
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JCIFAPIZE . —2 BN T A-rich 7S BRI BT 5
Z[A1BY U-rich Jof; 95— F A-rich 75 Bk L
W U-rich JClF, X PiFl U-rich JCF#RTT L5 CPSF
EawEE, fEuk cp o,

1.2 ClP REHR:EMREF

HATC A 4 FiiE A2 S YR A8 A R
25 CIP /. 25 CIP RN 4 AR &)
a3 )2 55 U) 22 3R AT IR Ak 4 5 - (cleavage and
polyadenylation specificity factor, CPSF)& & 4¥7 . 571
495 M1 (cleavage stimulation factor, CSTF)& &4 .
YA T 5% I(cleavage factor | m, CFIm)FI5T 4]
B 7 4% ll(cleavage factor 11 m, CEIIm)-ot,

CPSF & &%) 3% i CPSF160 (CPSF1), CPSF100
(CPSF2). CPSF73 (CPSF3). CPSF30 (CPSF4). PAP
H 4k H ¥ (factor interacting with PAP, FIP1)#l WD
2 1§, 33 (WD repeat domain 33, WDR33) 6 fh & (14
P, CPSF160 it B UEiE 45 A4 Il S M 45
AAUAAAM; CPSF30 1 N it & A7 5 MAEST BIAEE
g, HApES 2 ASFIEE 3 AMEER 45 RE S PAS
R U-rich Rp 545 5 5 CPSFT3 & — R BFA s 1k
R N UIE , 45 i -B- PN Tt i Bl 45 # JUF- B-CASP
SERY SRR CAEL UAYGL IR LI T 1 32

ST ST, FIPL B9 C SRR S X ] 5
PAS Fii#h U-rich FF5145 4, FEFImHASE PAPEH,
WDR33 HAT & & B MRER WDA0 fR5FE5 /58, ie 5
AAUAAA HHE45G  TEREHA-EHMEH-RNA BAE
h e 1 B g

CSTF &E&¥2h CSTF77 (CSTF1). CSTF64
(CSTF2)H1 CSTF50 (CSTF3) 3 Fi 2k [ 5t IV J 41 1% 1
NEAE AWM, CSTF64 1 CSTF64t (CSTF64 (1)
FZFER) N s EA U-/GU-rich (i 51 57
(RNA recognition motif, RRM)®), CSTF77 & 1 C i
14 1 24 R v 4R 45 F 3 (monkey-tail, MT)5 RRM [ff i
ECEE X (hinge &5 FI) A ELVER, Mt CSTF64 5
RNA 2551, CSTF77 (9 N 3t A —MiE HAT
GEREL, TT 439454 CSTF64 F1 CSTF50, Al fEHN 32
AR O oAt S U I I R i 45 &K 5 . CSTF50
ARSI RS, AUAFAE T8 & s rp, wlamad
WD40 £5 ik 5 CSTF77 1) MT Z5Hssl Al AR,
5 RNAP |l AY¥RH K e (carboxy-terminal domain,
CTD)EAE, Hhas Hoph i A FH IR T i3

CFIm B AW EZ I CFIm25. CFIm59(gk
CFIm68)P*™, CFIm25 HA5 RRM Z:¥isk, nl 4tk
P PAS EUiFH UGUA Joff, #ETi#H5E CFIm59/
CFIm68, JE A CFIm & 4P, CFIm59 /) RRM £

PAP
Symplekin CLP1
U 4 PABPN1
PCF11 ~ ~
g € — DR
: 2 2. 1M: ¢
o o & CSTF50  CSTF50 =
o & 5 >
CFIm25 CFIm25 (CPSE-30 CSTF64  CSTF64 5

5 — UGUA § UGUA § U-rich § AAUAAA

PAS/A-rich

RBP

B1 cPREMEXFETHENRXIERERTF

RBP

U-rich GU-rich

Fig. 1 The cis-acting regulatory elements and trans-acting factors involved in cleavage and polyadenylation

(CIP)

CPSF: B9V % % if H 2 fb 4% 5+ [F 7 (cleavage and polyadenylation specificity factor); CSTF: B9 1% [H T (cleavage stimulation factor);

CFlim: 87418 T4 A% | (cleavage factor | m); RBP: RNA 454

# H (RNA binding protein); RNAP 11: RNA % & 11(RNA polymerase

1); PAP: poly(A)% & i (poly(A) polymerase); PABPN1: #% poly(A)%54 7% I (nuclear poly(A)-binding protein 1); WDR33: WD HE &
13, 33 (WD repeat domain 33); FIP1: PAP H.{ [X T (factor interacting with PAP); CLP1: C/P X 7~ 3% 1 (cleavage factor polyribonucleotide
kinase subunit 1); PCF11: C/P [X ¥V 3 (cleavage and polyadenylation factor subunit); PAS: £ R I# 21k {5 5 (polyadenylation signal),

MR8 S 2 S0k, 8~10] 84521 ,
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5 CFIm25 R {A45 4, 1458 CFIm25 ) RNA
ZE SRR, RIS 2 RNA FRAEM, CRlim 24
) FE A 45 PCF11 (PCF11 cleavage and polyadeny-
lation factor subunit)#1 CLP1 (CLP1 cleavage factor
polyribonucleotide kinase subunit 1) ¥ F 2 1 & ,
PCF11 £55 75 PAS Y N ilf, 76 RNAP Il # ¢4 kh
KA, CLPL AIE N i%EHE CPSF Z 5/ CFIm
SEYrkiE A,

Z: 5 CIP [ N iy H B4 45 18 XF 24
(symplekin). RNA &7 11I(RNA polymerase II,
RNAP I1)., poly(A)%E A i (poly(A) polymerase, PAP)
¥ poly(A) 45 & & M (nuclear poly(A)-binding
protein 1, PABPN1)%%, RNAP Il (1) C %44 #4918, (CTD)
REHEZNENEEGY, A CIP v HEAgfE K
GOR S

Thh, AR E IR A B ORRE B
A RNA, (HEMTATLMENSCBRENS G LR E S
Yy, M & #EJEES CIP BIYERT, #ildn, Symplekin {E
4% CPSF Ml CSTF E SRS .

1.3 ER5CIP R

FLRZAE W R R B SR A . RNA i A ) e 6
PHELL S CIP SR AHAEER . RNAP 11 7R SR At fift |
PEREMEPFE LU S CIP i i & #5 E BEAE T - RNAP
1Y N ImfaE ] RNA 95 8, RNAP 11 CTD 4544
WS CIP RN TR EZ R R AERET,
mMRNA Hi & C/P [ #¢itF- 5 . RNAP 11 () CTD
5k CIP [ iy I A I 45 G 2 —A5h
A, Hrh CPSF & &% WDR33 Fil CPSF30
EHAE AT S 5 T RERERG] AAUAAA 5T
HpP [Eli; CFIm25 F1 CSTF64 4355 PAS |
UGUA JTEHI R i U/GU-rich JoF &5 A1 525 4
454, JAE CSTF77. Symplekin, CFIm68/CFIm59
M FIPL S E A MMER T, CSTF. CPSF fil CFIm %%
WE— 8 A, Bfij5 CPSF73 Xf PAS FiiF5idl{
AR e R ) CPSF Ml FIPL B 4E 1] ¥ 5% PAP,
FF PAP S7EBY VIS I HTR mRNA 19 32812 &
B 10~15 SR RRsR S . /S, PABPNL 23454 %
I poly(A) ¥4 I, [EHf#fa PAP, PR &
poly(A), T2y 200 A IRFFRR M poly(A) R ELM,

e IEAR 5 CIP SO ABIRARIE T RNA SRS AR AL I T,

IS — PR i R4 X, DR/ DO FERE 7
A RNA 5 58hn T H bR ik

14 MREEREFRL

Br T R g0 A N 2 AR AT IR AL, A TE AT
£ B IFH 1R 1k (cytoplasmic polyadenylation), 5% N
ZRRH R, 5t 2 R IR PR & A T Mo
WAL mRNA, B 55 SEARMER, WAfAAES]
VIRV o iX 26 mRNA A BRI M, B8 poly(A)
AR, KA 20 2R, R
IR IR AL BEAE KX JE mRNA HJ poly(A)EE, M
WO P YE . M 2 R R AL Z 4 mRNA
B — A EEALEH, 20T RAEMPA AT
WG, Bilan, TESREEANMISZRE S, U9 bR 40 i 5 A7
[ TG BT M 1) mRINA PR & A8 Jifd 5t 22 SR i 1 R AL i
PG LG, FRIK G DR 21 3R 3K BT 75 1) il RN e
SIS TR R G R AR 2 e otk AR v,
TR AR A G R ) mRNA & A M i 22 3 i
WAk, MRS 7 X 48 mRNA B 8RR Ie

5N ZREERAHE, M52 R R
o, [FIA 32 B0 22 0 =X 4 T A R s A R 1 3
5, Horr, R SO I T 22 SRR IR 1k T
4 (cytoplasmic polyadenylation element, CPE). CPE
IR Pumilio 254 JofF(pumilio binding element,
PBE)LJ Jz CPE Fiery PASIT 81, & 11 iz 0/ il 1A
TH CPE %44 # H(CPE binding proteins, CPEBS) .
Pumilio % 4 L &% CPSF160/100/30M, Jz 1 FH 1A 7
CPEBs fi£4f & CPE Juff, Pumilio fit4% & PBE Jo i,
1M CPSF160/100/30 fE%5 4 PAS Juft. dEBERRILIY
CPEBL1 %54 Pumilio, 47 55 I i 1 A I A1 36 62 4y 410
PR, T R B eERR 1LY CPEBL & 5t
o R Tl 0 3 RS G A1 o PR i 5, % T 5 CPSF
HAE, IWTTHEZEHL poly(A) 54 i PAPD4(GLD-2),
Pk A A 80~250 AMZHFIRAY poly(A) R, i i
poly(A)45 475 H (cytoplasmic poly(A)-binding protein
1, PABPCL)%5 4 poly(A)ELEL, B[RS mRNA 3
U A IR 454 2 AW HE elF4G HAE, A8 E
41 (closed loop complex), M FIPE fi B
Z R IR 5% N 2 R AL IR A AL
b, WAARRZAL ., WEFIZAL, flan, P&
H T Z A T E PAS A A A F CPSF Al
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symplekin (92 5. WEARRIZAL, Fla, 58N
Z R HTRIAIR, BA 24> PAS ) mRNA 7E i1 51
ZRIFHRAL P, Hi PAS il 24 mRNA 3
A 22 FARAT BRI,
2 APA [ 25800

MR BT e B AN R, PAS 1T LU R AE 4 [X PAS
(untranslated region PAS, UTR-PAS)FI%ifi%[X PAS
(coding region PAS, CR-PAS)Hj k2120 Hi )
UTR-PAS fix W Z UL, — D IEHWIRA 214> PAS, A
[F] PAS B4 1) ] 2 fiff [m]— A~ J PR A 372K i 1 31
ZH SRR BE PR TR R e S A o R R G SR A AN [ 1Y
UTR-PAS, JELHYH: St Mk Z [A] 3'UTR 17514
WA YRS, (BT RS E AT A &

TSS

ATG
|
Genomic DNA (I

A PO Rk A T AM T BN 5 T HY CR-PAS,
JIF RS B F) 2 53 A 2 i+ 78 e 00 2 s (1) 2)200,
FL R mRNA B 3'UTR FEAETF £ 10 3L N 3 ik
IO, B4 miRNA L IncRNA FI RNA 454
1 (RNA binding protein, RBP) 454 v £ (& 2).
XA TCITE mRNA FE M . s . BHIELL S 4
MEN T R AFE AR . APA S — A3 [H = A
ZA-HEAANE 3'UTR BY§E ¢4, T 3'UTR 2 5%,

{45 0k SE A S A HAT AN A mRNA FREME . BIRAL
Rk M EN, I RASFECENTAREA AR
4= B

21 APAFEERMEBRTER

FEFIFI CR-PAS 24ty iy C din AN ] i & 11 5
P, A7 Le 4 1 S A 1A FT RE 2> R B T IX 3 DNA &5

CR-PAS UTR-PAS
L I_lﬁ
r 1

PAS (exon) PAS (proximal) AS (distal)

TAA TAA TAA !
S —=—é—= -

El E2 E3 E4 E5 E6 E7
ATG TAA  hicroRNAs I -.‘. ) IncRNAs
[IRRERNN LT I
Transcript] AAA
El E2 E3 E4 E5 E7 |
PAS (proximal) \
ATG TAA
Transcript2 AAA..
El E2 E3 E4 E5 E7
PAS (exon)
ATG TATA
Transcript3 o AAA
El E2 E3 E4 E5 E6
ATG
TAA L/

El E2 E3 E4

D Exon = CDS = Alternative exon/CDS

B2 PASEAERH APATRE

Intron » Protein o 5" methyl cap

Fig. 2 Schematic of different types of PAS and the APA events
PAS. & B IR 1 B2 k.15 = (polyadenylation signal) ; CR-PAS : 4if [X. PAS (coding region PAS); UTR-PAS: L4 fi% X PAS (untranslated region
PAS); TSS: %% S 2 4R {37 45 (transcriptional start site) ; CDS: 2 [ i 4 51X (coding sequence); RBP: RNA 454 2 1 (RNA binding protein);

INcRNA: £ 4:3E%i5% RNA (long non-coding RNA),
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G X FEEEID ARSI (E 2), AFEEASFAERP D)
AETT AEMIT AT AEMI M. AR LB, 24K %
% Z 1K (growth hormone receptor, GHR) %t [H 77 7E
CR-PAS #il UTR-PAS, GHR Z:[HFIF UTR-PAS 2>
PR SER ) GHR L 1, S8 B 1 GHR S o T 41 i
fE28 GH-GHR-IGF1 {5 5@ B 243+ i K H
CR-PAS 23 JE s 7K 15 M5 i 2% 1) 73 s A 1 — 2
K % % 45 4 # A (growth hormone binding protein,
GHBP)#?2 % 2 52 F5 (R N GH /K F i ez,
16 B ZUH0FN T 20 Aot fe b, 2808 kA
CR-PAS, {515 % ith 1Y £ 11 57 ply N5 8 o 1 %% o) 43 0b
70 24 3 e R 2 i 988 45 4 & 1 (retinoblastoma-
binding protein 6, RBBP6)FI| ] CR-PAS j= A # J #l
#1506, E54KH RBBP6 si4rttZ 5 PAS 1
w[ZS]O

2.2 APA 1Ml mRNA & E 4

Y R 2240 APA T B[R] — A SR B St 2R
[F4<BE ) 3'UTR F4 58 A, 8 3'UTR FATERE R E
PEE I IR, W miRNA Y45 A0 5 (F 2),
P, Rl — R A ) s A B AN ] R e D
— Bk, 4 3'UTR Y% SR HAT 5 i RS PR
BIPRROR, XL ARZ I THEFE AN iy
JUTR AN R T 4% 5 fa kG difb i, ax 28
HEREARZ W T MM K FEE It
$§[26]O

T4t Z #4541 5 (interferon regulatory factor 5,
IRF5) & RGEELL BRI Y e e BE A . AUEE RNA 45
A STAUL BE4S 4 IRF5 K 3'UTR WV B s AR 11
Alu JofF, S5 IRF5 mRNA s[4 ; T IRF5 4
3'UTR WA HE SEAATEAE Alu Joft, PRIEE e
BT Pax3 S 1A WL A AT AT 20 S5 5 ) O e A
, HAC 3'UTR WAV s A 5 miR-206 2545 st
MM 3'UTR WA SRARN A, it Pax3 Ay
3'UTR il AU %% s A m] 3k 58F miR-206 475 (1) & T ER
e g 2o,

SR 3'UTR WAV S AT 1 242 7+ mRNA 1Y
FHERR, (HR, 3ol s AR 1 1 B0 o0 B e R
N T 4P JE 3'UTR X R E A FEE R
SN AT BREOSA ) JURIFIERTA APA Bl A4 3'UTR
VR HR AT 2 2 mRNA B BRR0E

2.3 APA I mRNA BiE 8 F1 E {iL

MRNA [ 1 4% 5% i F 52 232 267 T 3'UTR
B 5 52 I =X 38 45 JC 14 (zip codes) A1 2 AE FH A
(zip codes 4 &4 ()R IAEERS, [Wl—3EH 3UTR ¥
B B R A [ %) 27 SR AR ] g EL A AN [ 1 2 7 A
T, X B R A D AN [ AT A Y
AR EZE R

W F W, A% 1 (Aly/REF export factor,
ALYREF)ifijd 5 PABPN1 1 CSTF64 HAE, 454
MRNA (% 3'UTR f£i# mRNA Hi455iER, 54h,
Mo & B, #% RNA Hi i A+ 1 (nuclear RNA export
factorl, NXF1)A] 5 CFIm68 TAE, 454 T
K 3'UTR WA SEA R UGUA JU: P B H: 2
12 35300 Y i 287 5% X T (brain-derived neuro-
trophic factor, BDNF)E" F L /st B4 5 2 5 (inositol
monophosphatase 1)P¥f K 3'UTR TR, A 358
SENAE AN g b, T 3'UTR W7 A S AR
W) =5 B2 43 A A 2 e A N BT K 3'UTR WA CD47
AR 3'UTR Y U-rich JGHEAT454 Hu antigen R
(HUR), HuR &#f% SET &M, i SET S5H#lic
il CDAT AR, FEFIEF#E Rac K% GTP fiff
1 (Rac family small GTPase 1, RAC1), MIfiffi CD47
[ FIREE RS s 8 3'UTR A CD47 #4541 3'UTR
Mgk U-rich Joff, ARES HuR 454, kS
SET & H MI¥ & RACL, Bt i CD47 # H i B £ N
R B, CD44, #4 % al (integrin ol, ITGAL)FI
i 58 YR FE A 5 32 AR ZE i i 5t 13C (TNF receptor
superfamily member 13C, TNFRSF13C) A [F] 2 H
JoR IV 77 Ak Fh Al s ALY, BAR K 3'UTR
UL S AR T 20 L5 P B R, R BT Rk
Birat, XRHIE T 3'UTR I 8% 53k A 76 40 i 5
RARMEF, ARAIE T A% S5 B 4n i

3 APA JEEHLE

fap ok il , — A~ HA £ PAS (3£ [H, H mRNA
RIARTE BT FE Hr PAS 19 35 £ 1 FH HU T4 PAS &
A CIP 2R FIIEHL . 24 mRNA FiiA B4 #4> PAS i,
PAS e F6 35 [ Tpl . Tp2 Al Tt =~ S5k [A] AR &,
Tpl Al Tp2 /3 BIEAE T i PAS FIit s PAS #EfT C/P
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SN IE], Tt &5k 5t 52 A i 23 A~ PAS [ i) i
O R Tpl < Tt + Tp2, i PAS [ F] F %14
i, 2 r=A 3'UTR WARIEL A, Wi Tpl > Tt +
Tp2, Wt PAS A IR, 74K 3'UTR W
TUEL A 3 3 AN S ] B 8032 B R 5 0
445 5 5 55 R s AR DA R R 45 2 A Y
P, HETC A APA [T 52 2] PAS J¥ 41 . PAS ¥
B[R] B L Y T B L B S T A S e R

HHF-RNA T ARG FIA% 0 5 20 DR 79 B 10

AL
3.1 APA R

PAS J& C/P e W = 83 e/, PAS JE5I{E
S H5R R HAE APA FRJE SR e BRI AN A .t v

PAS # HA 2819 AAUAAA U/GU-rich % 50126401

M PAS # & A X e AR 2 iy 51, Hsg )
TR s PAS A, #7E APA FRE H e A
Ui PAS, X FPELG I AA7E T ZE SR8 . /N EURI A
REHHENE,

P~ PAS [B]JF B 2 52 m PAS (3% HE . IF5E
KB, TEWA PAS [A14H AN A B nl $2 53 5 PAS
AR MY, B4 PAS Z 1) DNA H Bkt 2520
PAS [WIERERIH . BFC B, 1EN R LR R 4%k
FHHM CCCTC %54 K F (CCCTC-binding factor,
CTCF)&5 DNA R i &, SRS EA
52 Wy (cohesin complex)JE iU (4 i AL 4544, BHIE
RNAP I %% Ak, DA i 3 0 PAS A 3E 27
}5'5’[[42]O

Yo T2 [ 25 F AT 520 PAS I BERE, AbTEYY
BN ELIX Y PAS, SyWOk BRI . B
KB, TR Bk 0 4 A 1 H3K4 F H3K36 HI 34k il
SET1 Ml SET2 nJ &% APA, X & TX i~ H 31k
Mt {54 2H 75 11 H3 5, H3K4mel il H3K36me3 1] 4%
IR 2Bk, AT IS/ T A% AR A A0 BEL SR
il Yo o 5 b T FA BB TR HCIRES . A R T 3k 2% 02 i
PASH A WS K I APA IS5 mRNA
3'UTR HY I I i) Y 34k (NS-methyladenosine, m®A)
I RNA R 45 fig Ay elas] )

32 APA RFFE

APA ZHIFIRZS 5 CIP Wi 4 MEAEE S

YR OE A FEF . RNA BHEH 7 DL R Hifl— st
RNA 2568 HAER T

Hir, RNAP 11 J& APA 19 82 U5 R 7
MG LR AT —Fh S B RNAP 11, B R s 2E i
BRI, S 2L polo KA 4G 3'UTR WA A 3
ISEEHENEO FE S ANERIE SO REEE DNA BB R
R 2 AR R RNAP 1Y C o 3 BE i R AL,
TE FRAR I S 208 A 20 8 1Y) [ R 2 5% i 3 P2 A 4 1 42
AWIHEEAYT, 45 5 S5 RPB2 L P FI I i PAS,
A 3'UTR F 2607 ik A 1481

J5 A PR B8 1 el A 2 TR 4% APA ) — AN EE
BNE, AWF5E KB CSTF64/CSTF64t 5 FIP1 (i
2K T 18101 22 B0 DR G2 o v T 1 PAS s 28 ) 1O
Ik CFIm25 I CFIM68 23 14 fin 22 45 3k A 3t st {15 1
PAS WA HPA, 154815 S DNA it
Rl BRCAL/BARDI 454 - f# 4 CSTF50, fif
153 CSTF50 Ry BE b EFEAR, 1 WK 2 Jk K e 5 H)
Fat s PASPS, IR JiG T 40 A (ESCs) kit # b, FIPL
F CSTF 4% WAL 8 KT 2B 8 T R ia s, [
i A 22 1 DRl e 13 0 I o PAS . 5 tAH— 2L, FIPL
B 25 G 3 ESC 4N A 22 3 X pe 5 ] FH Azt i PASP,
FEAE RNA 4548 1 Nudt2d 2348 20 i 2 4 F AH G
J [R 16 48 1) AT S PAS, JEJE 3'UTR WAL SEAR,
R e M gmasae ), fEEC b dn i & A
ok, B RLEAT Z BE T AL B

J52 AR FH PR R0 05 = 8 428 T A7 9 A 5 B 55
o ek S0 APA FTE EL N % Robert 4571% Bt
IRF5 JL[A T iy PAS [WZ 7 51] AAUAAA 58745 3R
2 AAGAAA J5 ,CPSF160 5 H B /ERIRE S T I,
SR BT PAS I B PAS, AT AE
K 3UTR WEI mRNA, SEMEEBEZEEA
F(heterogeneous nuclear ribonucleoproteins F, hnRNP)
T HIHY Z2 s e 37 45 4 2K 1 (PTB) PRI 31l 2
BEIH F-(sex lethal)®®1a] 254 CR-PAS T ii#f4 GU-rich
Jefk, sE4HEANHl CSTF64 5 GU-rich JLih44, &
3 UTR-PAS BIESEAI 3G . A izl & 3 PABPN1
i PAS 454 IR0 CPSF160 5 H H AR, F8ux
Uit PAS Y2 A SN CT RO 1 K
(heterogeneous nuclear ribonucleoptotein K, hnRNP K)
A[BH 1 CFIm68 5 CFIm25 454, ##] CFIm 2454

5 NEAT1 fyiLim PAS LiiFRY UGUA 454, SEux
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g PAS RYRERERI ARG N, Mmife 4 3'UTR EAY
INcRNA NEAT1_2 #)32ikP90%0 oCP i ms i 25 4 2K 11
(aCP poly(C) binding protein, aCP PCBP)fE %5 &
C-rich o, 12k C-rich ST ITH) PAS By EHEF]
Fﬁ[el]o

VFZ APA IR ¥R+ [ B 132 5] APA I IRF:
Bilan A Ak CSTF77 2 A FH CR-PAS =L %A i
e 1) mRNAPA . S350 CSTF77 (KK L,
CSTF77 ik F R X CR-PAS By HAI />,
UTR-PAS &£, 74k BA b e 1 9w
R A, RN CSTF77 & FKFEEY, i
K- CSTF77 2:fE it CR-PAS MUEHAIH, 74
WA mGHE IR mRNA, At 5K W] CSTF64 Al
CSTF64t WAETEIX Pk TP 4T 3 i 1
APA 75 mRNA KB BLI T LAESRR CIP S v FT i
B AEBRE, J o0 AL ) APA TSR AL T
PRFE

4 APA R 5950

I EL 0 46 K 22 5500 EAZ A W SE AR AETE. APA,
YER SR R B — D EHEEILH], APA B 5RH 5
NRPIE VIR, BT, MR . %R, W,
SERE 25 22 TP 5 APA 5 R T BT R B,
TEH TPV R # ., a2-globin F1 -globin JE K it
Ui PAS (1275 ARG 15 i T3z it PAS TE$E I FH (1) 38
s EREL B, FEERIK AR B R, TN PAS R
7 5| 2 8 1L I )5 (prothrombin) 3 K it 3 PAS F F)
FH3E AN FE 220k 40 B 11 1 B % b, CPSF160
) 223 0 25 v T AR NARE 3 1 o A O 1) Al
FEH A AR E M UTR AL SEAS, (et
ML, FEShBRRERE Ak . 11 OB IR AR |
G5 9 RN R AN M SR B FR A Th, RIE R
K NLRP3 f4%5 3'UTR 7555 Sk A il 33k KT 4%
=, NLRP3 fJH 3'UTR W AIFE AT ki Tristet-
raprolin(TTP) 1 miR-223 (4%, 53 NLRP3 &
FIFRIATEE, 5 P& A ik R ¥, e Jo Rk 4
MIEE Y CFIm25 Rk N, B0 ER L5
e M s 3'UTR WAL SAS , B T M i i eg
240 B 10 348 B AR 2 BE 100 A LS 4 T B O 2R

{iE (amyotrophic lateral sclerosis, ALS)FI% i i
% (frontotemporal dementia, FTD ) &, #If%
AL (A (stathmin-2) 3K R ] CR-PAS =4 11y
MR ARARERIE L BB E N, REusshms
G b 2 P A i U0 g B R 2% i B ORE
(Alzheimer's disease, AD)HEEH, MEMEEHK
Tau 3 X 36 % 1| FH T 3 PAS, 66 T miR-34a (14 il
EH, S TAU EHRRBEM, Elshzon
TAU EHBER, e qegngsU™ ) fein 4 R
Jii (Parkinson's disease, PD) &, 4l N £ 1 i 4
PRk a-2 il B 1 (a-synuclein)JE N 77 2k K 3'UTR I
RURE A, Mo T a- 28 il 2 1 5 SR A B9 RS PR AR
HERIAAKF, A o-28 fill 8 11 H 2 fl R I ] S04
AR RS, E Y o-2 il 2 B B 5 /MR
(lewy body)t?, b bk EXL 200 B 11 160375 0 22 2
TEANNEAY 3 S L FE A3 AT A B, IR 2 A g 41
i N 3 2 Wk B F FH CR-PAS, 772 DNA 2%
G A B LS M B B Y, X SR PR AR R
e T,

5 &HhiHes

R KEIBITE R, APA ZREZAY 2
FELER — D EZ LR RS, (2B 5T AT
TR 3L APA 11 25 W~ 3500 AR E AL T s A
%, 4 02 R R AL 2 A0 M TR R E R B W BEI
APA JH: APA 118 A= 1) 2 3000 R 48 i ANV A o ROk
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EERR R APA P3P BARERIC & 1
2R 3w FEM T AT EOR, AH R X ST AT A
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ML ZE . A BT A E % H T2 APA B
KT ER R, HiR i — L RA
[7i) £ U 200 i P Sk APA I 2 3 42 e 1 i s XA
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WAL BT APA B TEEEIFSE . HETE AR5
R, DNA. RNA FIZH HE 1 A2 00 A6 1 52 i i [T 7
APA B HAE L AT, KR A L ZTF e DNA
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