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The progress of RNA splicing and splicing factors in the atherogenesis
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[ABSTRACT] RNA splicing is an important process for eukaryotes to regulate gene expression.  Alternative splicing
allows organisms to produce multiple functional RNAs and proteins from a single transcript, thereby expanding the applica-
tion of genetic information. ~ Moreover, alternative splicing makes it a reality that limited numbers genes can express nu-
merous complex proteins.  More and more studies reveal that incorrect splicing is closely associated with human diseases
including cardiovascular diseases.  This review provides an overview of the definition and mechanism of RNA splicing, as
well as the role of alternative splicing in the pathogenesis of atherosclerosis.
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H R B 422 BB 1Y) L PR A SR Wl sk RNA 55 4%
WKER N & F, RSN+, — M B A B Al
A mRNA, TP ST 2SN PRI & Rl D)
AN RV G 7 =8 R B SO R, T ERAS pre-
mRNA A A=A R[] ) mRNA 59 35 Ak, 5 T
MR MR A 2, AP R I 7 FhEAC R R Ry 1k
PR BT RSN B Bkt BRSNS TR
B AR 5B ERA e AT AR 37 B W AR B
AT AR 22 5 1T FR 4L (alternative polyadenylation ,
APA) . H T i I 5 4 R ) P kR SR N
ROLRIMNIEHF L 95% 13 R Sk A A e e £
PESTIEFAT, i W 5T R4 R T RV 5T 45
2 NOLUMRAEARME o0 A R e LSS B R B M RE
HAFS TP ER , 58 2 0 A R I S 4 Bk 18 1 ik
JRIGFE ( severe acute respiratory syndrome coronavirus
2,SARS-CoV-2) [y kgL | & il 4, 55 2% Ffr 5 42 X+ 0
FENBTIEAIC"  eAh, B 22 A E A e I e
PR 5SRO & T L sl Bk A A8 4L ( atherosclerosis,
As) SE U ML 0 B s B A P2 R rp R G FE 2
R, A SCE F IR TE As &4k R, 51 g
AR O I 0 R BT 2 SR 1 IR T AL e g
SR ) BB it o8 2

1 RNA ST EFET

1.1 RNA T8t 42

RNA By B BY 424K (splicesome ) $UATHY
Yy — Tl K AL 3 25 4% W% 4% 25 11 (ribonucleoprotein,
RNP) 59, 57 HE 44 i 2 1 B A — > B A /N
RNA (snRNAs: Ul, U2, U4/U6 5% U5) 41, BAT7E
pre-mRNA 3% A5 41 %6 I Ak B 432 SO0, fe 244
AR 25 B RS mRNAD | B8 R R 0 T i
PO pre-mRNA F& 584 | (1) S B IR B 45437 0 1T 40
PRSI A 5. W, R UL MR
# M (small nuclear ribonucleoprotein , snRNP ) ( 15 %]
P& 5 5 ) CAGGURAGU L3R ) | 55 452 [
F 1 (splicing factor 1,SF1) [ WF N0 a5 A& HEH
(branch point binding protein, BBP) (54 3 15 ¢
%1 YNYURAC) ] U2 snRNP % B 5l - 2 (U2 snRNP
auxiliary factor 2, U2AF2) (51143 32 5. Ui £ g g
FA1) U2AFT (P51 3" 89350 i ERY AG T IR)
PLK U2 snRNP 3 6]/ FTE sS4 w14 . 450k,
Ul 1 U2 il #F snRNP U5 Il U4/U6 =RIKZE S, JE
JCHHE AL 5 e Ak, e Jm 3 2ok P 2D 7 T I 7 5

RNA 374

JE4@tS RNA ( noncoding RNA | ncRNA) , 473/
RNA ( microRNA , miRNA ) F1I/MZ% 1~ RNA ( small nu-
cleolar RNA | snoRNA ) 1) 2 #) & hl o K #ft T 81 4% |
miRNA A= ¥ & Wit 72 42 4 primary miRNA ( pri-
miRNA ) 2838 I BUAZWEAX BRI ( ribonuclease , RNase )
Drosha 8532 M ATAR miRNA 2 )5 , %5 —4~ RNase
Dicer &4 N T, i 242 BB miRNAP! | snoRNA
AR B — i 5 HC 2R AR i DR ) e M B 4 A K
I, RNA B A S AE DI BENE RNA 2 A% i 24 4
Tty RNA IR b 28 5 1 AR
1.2 RNA BJ#EMET

A FH T 14 60 4% Ab - 539 452 14 58 1 (exon
splicing enhancer, ESE ) | A8 F 57 B2 0 i F (exon
splicing sliencer, ESS) | N & 5 $% 4 5%  (intron
splicing enhancer, ISE) FI P & - 57 4% 1 il - (intron
splicing sliencer,ISS) , EA T 5777 RNA 554%, il
W LBE T E S 2 B R/ K R (the serine/ argi-
nine-rich , SR ) & F 205 ) s /B A 18031, A Bl
TR UM AN SN O B 5 T ] e S
b B s A T DR -4 T BR ) B 42007 s R ) O
fedEsb R T Bkik, A 582 5109 RNA
LUEeSun: 3 (DO VA DN ST R R XU N S TEE |
A343HT o G B0 F RNA 454 % 11 (RNA binding
protein, RBP) &5 T 8% |

s T B BE 5 B B A 3 ( methyltransferase-like
3, Mettl3 ) /H SLFE FL B A 14 ( methyltransferase-like
14, Mettl14) () RNA &6 40 N°-F ZE AR (N®-methy-
ladenosine , m® A ) &4t 817 RNA 8U4%  fl4n, %S
¥ F kB (nuclear factor-kappa B, NF-«kB) i34 1 &
FI(—Ff RBP) 3@ i m® A #RA8 7 =C UM BT 420 45, 55

B I 2R RN AR T I 1Y 85 B2 B (splicing

factor proline- and glutamine-rich, SFPQ) , fi& £ ¥4 i
BARF % 7 W 5L 11 (solute carrier family 7 member
11,SLC7A11) mRNA AYBTRERIE S m® A 1B
pri-miR-19a 5 DGCRS (1) 25 & 34 5% , 4 #F miR-19a
MBI RE RS B B 2 R AU 1 neRNA 1)
FIK, T HAZ HEE R, neRNA i i 96 56 7 HH 56 5% %
F 1 ( metastasis-associated lung adenocarcinoma tran-
seript 1 ,MALAT1) 0] DAZES V525 & SR B4 1,
22 21 R/ K 2 1R 8 4% I F 1 ( serine/arginine
splicing factor 1, SRSF1 ¥ ASF/SF2) | 22 %R/ ¥5 &
R 55 £z Xl F 2 ( serine/arginine splicing factor 2,
SRSF2) , J4745 SR il SR 5 59 42 4 15 R /MA Y
A, R 52 pre-mRNA Q145485 I8 8 1 4K 8
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28 ( calcium/ calmodulin-dependent protein
kinase Il beta, CAMK2P) | J& I 2 A M B 7 ( cy-
clin-dependent kinase 7 ,CDK7 ) 55 1 £8P 55 4%

2 ERKRHEEAREPREEREFRERE

As SE— P ZIEHS 500 LB , HARRE &
KBk 18 PE 9 0E IR BT AR 2 Bk B 2 (1 i 52
W] RNA (e £EVE 3T 42 | 57 45 P B0 5 B 7
As WA TR A AR R OCHEIAEH
2.1 RWEINEERERSERMNIEFEMEEE

VESR R AR I IV 25 4 , M0 78 P e A ol L A8 3R
GRELENIZ IR YRR A M 4 ey R iR, TR
AR, M4 P R A7 B T 45 Ah 4L SURI 28 B B9 1E
WRBMINBE; TR, N DIieRs LT 25
T As BEHLIE 120 2410 i A o 72

— SRR DR ) R B PE BT, A0l A P R AR K
[AF A (vascular endothelial growth factor-A, VEGF-
A) AR LT g i A 2 R B
FHF la FHEEA MEERZEFESSTHED
REVR 1T, VEGF-A J& Ifi 45 A 1l i o 22 ) 3 R
VEGF-A mRNA £ 6 Ff 32 22 (1) 55 2 R A9 {K . VEGF-
A111 VEGF-A121 ,VEGF-A145 VEGF-A165 , VEGF-
A189 Fl VEGF-A206, H v, £ #ff 58 % W] VEGF-
A165 fEFRIA fe 5 By 55 $E R A A T B 4 R A AR
VEGF-A183 RiFE P, A, kKB T 5 —1
VEGF-A WK%, BT & A8 T 8 By BE#E 155 #
PR, BIHETNIE, EZHIE T VEGF-Axxxb (1) 4
A R B $ S A 4K . VEGF-A165b . VEGF-A121b
VEGF-A189b il VEGF-A145b" | VEGF-Axxxa {23
M55 P Bz 20 Y ( endothelial cell, EC ) 34 78 11 1fi 45 A=
A, T VEGF-Axxxb Fh A5 A B , F 40 E i LA
4 ML 2 R PR T R A A A LA B o 1
(vascular cell adhesion molecule-1, VCAM-1) 5 4:
SRR LAFR A 6-1gG 45 44 38 1) B 3% 55+ 44 74 ( VCAM-
6D) 5 7-IgG 45 H 3 5 12 A /K (VCAM-TD ), M
Tl N SR S

By H2 4+ SRSF1, fE #F T 5Y 4 R 441k VEGF165
B 7= A M, SRSF6 (AR A SRpSS) L1 T B TGF-
B M/ 1Y VEGF165b 8745 1R (555 S M
PG RNA % B9 — B, Quaking ( QKI ) 4w it £ F
RNA 255G H WAL, Jir A i 6 87 (1 A = — A
SFEY KH RNA 254 3 7 4589385 N K i Qual I C
A Qua2 LA IR, QKI Ay = Ff e 28 M 57 b2 3 Fg fAk

I QKI-5, QKI-6 I QKI-7 76 I 4 P4 iz 41 g
FRIK,QKI-5 BRIA R F 5 . QKI-5 FE R/
HA MBI 33X J& i TR U N B A8 4510
TS 250 ML A e e, T 5 S A 0
QKI-5 i i} LAAE E {5 5 5% = M SR s N 7 3
( signal transduction and transcription activator 3,
STAT3) , fie itk VEGFR2 ik I S PE L AE T 40
2 (induced pluripotent stem cell, iPSC) [a] N Bz 4 ffd
446 . QKI-5 i Al 55 VE-45 % 2K 11 ( VE-cad-
herin) Fl B-i% ¥ 25 [ ( B-catenin ) 45 & ¥ 35 P Jz 40
Jifa- 4 e B S PR B DI BE . QKT-6 i fE EC HR Ik,
JEEA S QKI-5 ML e, 7E-F# L, QKI-6
W HESASHE N L OB ALEE 7 (histone
deacetylase 7, HDAC7 ) FJ N & F 1 H 55 322 X $8 K )
7 HDACT BYBY4, BN & T 57 XS B IR
I iPS-SMC Zr kM), QKI-7 Xif w8 i A 7= A= S
N, FETAE HE RNA 045 [ 40 VE-cadherin | fii &8 3R 5t
[ (tumor necrosis factor, TNF ) Jil|J# i) FE£ K 6 ( TNF-
alpha induced protein 6, TSG6) M £ EFEHH 1
(neuroligin 1,NLGN1) | ) mRNA R fit BN 2 1)
RERRAG

SR I, B 4 A T DR 2 iR ) T s 2
( neuro-oncology ventral antigen 2, Nova2 ) #{ JiF B /2 IfiL
B R BME L) FE T, Nova2 S HIZE
I Noval JEFFTIRIRA R PRI 7L 50 4 2H 25 S+
P57 35 9 755 BBl F ( splicing regulation factor, SRF) .
TEANAE T, Novas Y% BR 2 T 22 3K 700 Ff AN [A] 4
SRR LA Noval il Nova2 iX PFhEE 1 4R
it KH Z5 #3805 RNA 454, KH 45 4 4 35 50 H
pre-mRNA HH & FAM g F R R YCAY X
., Nova2 j&—Fh it 28 4 g 4 5 P SRE, 76 Hh AKX #t
SR B A EEY)EE, &L, Giampietro AR
W] Nova2 L7 I8 N B 40 Hh 38 IR TE B TEAS
BN REAER ., Nova2 5k 5 43 #1-8 4 ( the
partitioning-defective , Par ) % 14 &2 & ¥ 1) 3% £ P 55
iz, BN e 20 M T - R R A e A ST R U 4 Y- 4
432 B, I8 B R, Nova2 B i PIX-a
40 g 4 24 J8 9 8 42 (cell division cycle 42,
CDCA42) G P+ ] BY 208 W PIX-a-817 (¢ 51
B2 HMEF17) B3R CDC4A2 MTHTE, LUEEST. Par )
PER AW RN . Nova2 AT LLFs il i 481k 47 il
i 38 58 My s 52 K v ( peroxisome proliferator-
activated receptor gamma, PPARy) fil E2F — iR
{f 2 (transcription factor dp-2, Tfdp2 ) A BEREE BT 4%
7R R [R] A PPARy B Tfdp2 W72 EC SHREFIIM
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BRE™ ., Nova2 I3 2k £ 4 BT 2 th 23 7= —
T 5L I 4 AR BT 1 10 P 2 20 PR ARG B 9 7 1 (-
cell adhesion molecule, LICAM ) 5§ 42 S ¥y {A——1.1-
ATM, LI1-ATM 7E N Kz 4 il v 3R 35, B Nova2 #E#E
PEBTHRL R T 2 B9 12 45 11 Jo 125 R DX 1 A0 X8 17T 7
A REE L 4300/ 55 43 0 ML A R SRt A
Kim %57 & 3 Nova2 &4 b 8 57 B 2 £ F P
Kz A 2 Y pre-mRNA B74% ) Nova2 i i %
FEAE BTN ERK {55, I35 Proxl LAJHHE I 4
s R BEC Wtz , ISR T —FhE s
PR A2 T TN B 200 i b O Y BY 4 S A8 4K UNCSB-AS,
H1 Nova2 H#:1%5S UNCSB Sh i T 8 MUBkIR = E , %
AR TR
2.2 REYVIN AFZFRS|EAEF

LI I 20 7™ A 4 5 D07 g %o L A8 2 R A R
SN o Bl SRS il A AR SR 5 55 D00 g fiE
M55 6% TR AWM FARE T, 2 38Ul Y fg ke
TEF As,

101757 240 Bt 38 ok RNA 851 5 422 X6 5 Y1) 1 )
A O, LAY S 1048 D RE . B IR g T LIRS A
btk B Bk N B2 40 B ( human  coronary  arterial
endothelial cell, HCAEC ) H KN4 16 (the pepti-
dase inhibitor 16, P116) mRNA [ 0 5 422 53 ¥4 A 1
Fik XL PII6 1Y Y H2 A A ) T A RE BT
HCAEC 43 04 5& 5t 4 J& 2 [ i ( matrix metallopro-
teinase, MMP) TG [GIRE | BT 7 to g5 T
MG+ mRNA B3 280K 2 B33k, #Eim
PSP R RIN BREE TR YIN S, A Al
JH PR I 45 A1 I A 95 PR F ( von Willebrand factor,
vWF) mRNA [P 353484k . vWF mRNA Sh &k
33-34 BEHM T 38 (1Y Bk R AT B Il ) g A, B
KM A 95 ( von Willebrand disease, vWD ) ' 7E Ifi
TERFLIEOLT , N B 4 T 40 il X-box 45 &4 H
1 (X-box binding protein, XBP1) 5 4% % i 1% bt & 1k
JIE SR G 26 AR LI S I 3, 38 1l 21 38 4
il 1 I

RNA 255G 5y 5 H 9 ( RNA-binding motif 9 pro-
tein, RBM9) , t1FR & RBFox2 , 42> 77 % 8 F1 H Ath .
MUEH (AN As FISBKIE ) Jo BEAIL A Hh f) S B 5 4%
WA F, &L, Murphy ARG, M Bh I R S
A BY U 1 F738 5 RBFox2 Ji Bl £ 5 422 S,
A 3 1L 200 355 S0 DK N B A B Y B . RBFox2 Gk
AT 13 259% WK BT YIS i BEER A 2 1
SRR, 045 S A 200 1 A0 o A 1 [ AN T A 0 4
1 (fibronect 1, FN1) [ A& # T H [ 40 G &

FIBEE3ZIK 116 (G protein-coupled receptor 116, Gpr
116) J& Mt I A8 B 43 1 (Ceacaml ) ] Y 3
(A1 RBFox2 A T4k 11 RhoGTP FiA 1 1%
PEVE DT HE R0 2% | S 25020 - 40 i A0k 5T 1% R R 40 i
JET S8 0 DA - [0 J0 2 A i 2

BTN ) R G5 T 5 4 7 2 W E LS A
#HH 1 ( polypyrimidine tract-binding protein 1, PTBP1
5 hnRNPL) HYZIE I {7 BT 4 SO0, 42 7 3 Jik P B
AR A P2 A F AN 35 1M/ AR RGBT, 7 32 AR ELAE
JHHEE I #4B 1 (receptor interacting protein kinase 1,
Ripk1) "6 & — AR <7 19 3 B 1R 40 87, 3 3
Ripkl i i3 76 XA 5B mRNA iR (nonsense-
mediated mRNA decay, NMD) 1fijJi /b | J& K P NF-kB
B i LA B BEBR 9 fiE Ak T b7 ) il /N
L W 200 A AP B 70 07 R 2 Xl g 5 R AR
BEIT FN AR Y B R T Bl RO Rk IO Y £
o FN EAY g =AM S0 P 0 4 AR A A
B(extra domain B,EDB) &fi#M# A (extra domain A,
EDA) 1 1 24 ] 95 % 42 v B (type I connecting seg-
ment, ILCS) . BT YIS AT 455 5 FN 57 45 5 4 14
EITA (774, 745 FBLN1 452K [ (10 S48 8 oy
FEFRAR
2.3 ZEEFEMEFENSNEFE AR REER

15 1 WL 2B M ( vascular smooth muscle cell,
VSMC) HYZRBLFE A, BRI “ e SR A [ AR AE 2L
FEAT BT/ TR RE ), I 2 I8 4 5 R4 BE 1A, A0
S WL 22 00( smooth muscle 220, SM22a) | WLERE E
HHE 11 BG5S AE 2
Ha%E/ AL RE ) AN AN AP 5T Wb (R iR
HH) BES g g L R B ] 2 UF 2000
BB (AN As 055 R AR Al BRI ) o 4 30
KEEF,

VSMC 3T AN L0 AL 5 As JAE A G
MEFEHA1 (muscle blind-like protein 1, MBNLI )
%1 Abelson FHHAE A T 1 (abelson interactor 1,ABI1)
SED BT, T AL ABIL-AE10 WA, 215 As i 2
ThOVSMC B W A R R B B Al Pl i A ok A
VSMC e 3 TR (1) LA B I W 40 i (vas-
cular smooth muscle cell-derived macrophage, VSMC-M)
BA RS B RE T A7 W T BE 1 05 S5 A, 5 JE T
SR AR R A0 T B AT 6T . Bl 24 05
RNA 2% & % 1 ( RNA binding protein with multiple
splicing, RBPMS ) J& 73 fb. 119 - 4 JUL 248 it 06 455 1 B9 42
0 3 1 T, A I WLAE I 2 Ak R v
RBPMS #%5% T i, RBPMS (% Thr113 FI Thr118 fi
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AR RR AL 23 BRI BT B iR MY L BT R T QK
F1 RBPMS 3@ i B L IL R ( myocardin, MYOCD) £
PRI B 2, 5 BOT- W L4041k R 25 e
SRSF1 M3 A133p53 % ¢ A i 16 5 M 57 4, £ i
VSMC 145, 300 ) 40 36 8 7, S 3808 A= P BB AR
PTBP1 HYsfR T ENLSNEE I 1 (actinin 1, Actnl ) FIAL
FREH 1 (tropomyosin 1, Tpml ) Ry RN T
FIRAE fEE T IG5 () VSMC I8 SR A
#H Al (heterogeneous nuclear ribonucleo protein Al,
hnRNPA1) AT LL3Z #0122 (prohibitin 2, PHB2 ) #8475,
AN A 2 4 M ( pyruvate kinase M, PKM ) mRNA
PR BYHE  S0 I PN R N M2 (PKM2 ) B R3A
A, 4 R W L s R SR Cavl. 2 2R
FIfY CACNALC BRI AN 7 21 %78 g 4h i+ 22
AR PEIE BT As H VSMC 5475 by Js B A= LI 5
REM 7 FAra, A, RBP Hl RBFox2 L n] 8747
CACNAIC mRNA F #6542l H AL & 4h B 7
9, HEBRAM B 33, FE Cavl. 2 JRELE M,

PEPEMEBY 470 A S Ak b i R 2
YEH]. XBP1u[ XBP1 85 28 1K | £ XBPlu (A
By XBP1) Al XBP1s( Y4 XBP1) | 75 m i i 1Y
VSMC i 263K 18 o it i B-catenin 172 K 5 1 il
NG AN S F IR R I L F A
2.4 RFBMEEMKRERT

5 JIE [ 1 0441025 B2 B 25 1 (low density lipo-
protein, LDL) 7F As A& Az i F2 vh 230 B8 A 1l 8 BE v
LDL B #5810 )5 v 75 R RE | B A% 40 Il 53 Ak
Ry LG40 L 240 P A L e R 3R O AR A E R
WA R BV YE T 40 (regulatory T cell, Treg ) EAT
P As VEFT, AT B R , 5 2 AH I Th17 4R
HUZAR I BESLF 1

TE As 1, Treg 4H il 2 ¥ 4F HI A ML 5 1L 5k
SHEAIOC, Treg ZIME Y & B M REMOM T3 £ ik
SRR XSk & P3 F SR IHF (forkhead box P3,
FoxP3) . AZE FoxP3 AL i fRBR AP 7~ 2 Fl/E
SN T A BRZ AT 2 (1 FoxP3 (FoxP382)
4K FoxP3 ( FoxP3fl) BT Treg 4l HT As B HE
71, Mk Z 4bEF 2 F17 [ FoxP3 (FoxP38287) L) i
P A7 1) 5 AW H] FoxP3fl A1 FoxP382 . —2Lfff5%
FW T A2 3 FoxP3 HEREMEBY 32 AR
A7 Bk ER AT DL T 4 4 4k A Th17 4f
Il FE As 72 RBP QKT 8 3 BA% 41 it 1) B
WEAN A Ak, QKT AEA pre-mRNA B 42 Fl1 3R K i
AR S5 PR 1, S Sl B A A0 3 Ak L G R A oAk

Sy BN AL, A2 T TR A0 M T RNA 254 3%
¥ #5 H 47 (RNA-binding motif 47 protein, RBM47 ) il
REURCTT B2 MUk U R A SCHE S R 1 (B-cell lym-
phoma-2-associated transcription factor 1, BCLAF1) fi*]
PEREPE BT HOR R As (1 2SR, MBNLI 5%
VIR SR A0 0 1) B Wk 4 i o e ot R v R 3 1 B 4
) = R T
2.5 EFFMEBTEEANAR EIEZR T

AETERES As AHOC 1 22 55 HE I A QI AH O Y
SRR Y [ 528 P D REAH SC i B FE R BT 42, — 28
BRI 1 © ik W ] 98 5 5 oA AR G B8 PR A B
2,0 PTBP1 #4406 R T 20 (transformer-2cc, TRA2 )
e Ak A F 2B ( transformer-2B3, TRA2B ) &5, 1
PTBP1 LAl LI JLAS 25 JIH [ B A ) 45 B M 43
BRUA B PR A 0 0 B B A A AR B T IR 4R 1 32 A
(low-density lipoprotein receptor, LDLR) FlR £ H %
[ A 5% B 9 (proprotein convertase subtilisin/
kexin type 9,PCSK9) , IEH#1HH T, MTA1-S Jg/>HH
] Pt 5 S AT ) S oA 4 o) A PR 9, FETEER
O ME B & R JE Y (lethal yellow protein
homolog, RALY ) 5§ 2 [A - SF3B3 W [al4E T, ¥4y
A KL FE A 1 (metastasis associated 1, MTA1) M
MTA1-S F MTAIL-L BT 5L AL | T A4 983 12 ik
T HIFE ™. HnRNPAT §445 3-8 563 % —
BE i A 30 B (3-hydroxy-3-methylglutaryl-CoA re-
ductase , HMGCR ) B35 435 B 42 I 18 42 40 e L [ s
P BAh RBFox2 i B STAL i 1 RS2 44 (scav-
enger receptor class B type I, SRBI) BY3ELE: 55 20875
A ERERR S

As B GG I — > FEARFAE 2 LDL Fn4A fb Al
iK% B B8 3 H (oxidized low density lipoprotein, ox-
LDL) B Armg AR 2R I B 2% A S AL B % S i
F13Z 1K 1 (lectin-like oxidized low density lipoprotein
receptor 1, LOX-1/0LR1) 7] ¢ 45 & IF % f# ox-
LDL, Tejedor %2 &K OLR1 N & T 4 Fri)—
AR AT R 22 25 PE (single-nucleotide polymorphism ,
SNP) (rs3736234) JEFEOML T 5 26 5 0y fe iy £ 2
[H%, 39 #2 K+ SRSF1 Al SRSF2/HMGA1 8 i #Uj1
AN IRV R4 5 e 10 A EL 5 9T, SRSF2 A1 HMGAT 45
HRBOME TS BBk, SRSF1 5 13736234 AHAR
TESS B AL R ESE T LMEH#EAN 7 5 LR B )
ox-LDL A, AT B R 20 Jokooks B A 4k v 0
i (GO ) o B T REREMEBY B =P OLR1 874728
k. 4K OLR1 = 5P T 4(OLRID4 ) Rl = S i
F 5 (Loxin) , 7 A N FZ AH 21 ifd ( human endothelial
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progenitor cell, hEPC ) H1 i % 3k Loxin 1 DA £ 4
hEPC, # il ox-LDL % S A8 1=, Loxin & T &
JE BELIBE T OLR1 5319 ox-LDL $EHL, BLA O 15
PR VE . OLRL 16 A2 As BEBR b () %635
JEICHER | R 2 A I AE A B A48 e RN 350 B JTk B B
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Figure 1. Alternative splicing in atherogenesis
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