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The roles of annexin A3 in cardiovascular system

CHAL Jiayin, XUE Ke, WANG Wen

( Department of Physiology and Pathophysiology, School of Basic Medical Science, Capital Medical University, Beijing
100069, China)

[ABSTRACT] Annexin ( ANX) is a highly conserved intracellular protein in the process of evolution.  Its name origi-
nally comes from the Greek word “annexin” , meaning “to bind together”.  ANX usually binds to the phospholipid of the
cell membrane in a calcium-dependent manner and performs the functions of endocytosis, exocytosis, transport and signa-
ling. Annexin A3 (ANXA3) is an important member of the ANX family, a large number of studies have found that there
is an inseparable relationship between ANXA3 and the evolution of tumors.  However, in recent years, with the deepening
of the scientific research and development of bioinformatics technology, more and more studies have shown that ANXA3 may
also play a huge role in the cardiovascular system, meanwhile, the underlying mechanism is still largely unknown.  There-
fore, the in-depth study of the specific role of ANXA3 in the physiology and pathophysiology of the cardiovascular system
may provide new ideas and strategies for the prevention and treatment of cardiovascular diseases in the future.

[KEY WORDS] annexin A3; cardiovascular injury; cardiovascular disease
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HA A m BT AR R N A, N A 7 51 S B 1Y
FESPEIR T ANX R [F D RBRAME , 2 X AR 1Y
FEARHE | E UL ANX $% BB F AW R )
SRR A RFRINTHILIY, B RRIETFILHE
MESIY),C RFA T HW,D KEXTHY,E KK
R TFIREAY,

TENEYIM, E2EERKA A 28 ANX, B2 KiE
R, ANX 25 ZF 41 i Th g, a7 it |
FE- 20 M1 AR AH B T A o AR 55 . AE N
KR R R RE R, ANX Gl A A T, A
F A A A DR R s i R . AR Y
ANX 43R 12 Fpp A9 = fRIBE 25 A3 (annexin
A3, ANXA3) RI7E M 12 W B ) W 1 s v EL A o 2
(0 7= SO B 9z

ANXA3 XA fG#BEE 2R 3, AR gtz ik A
B YL AR EN T 4q13-q22") | 1 545 233 T U1 IE i
PR [R) A S ARG AR, AH 20T Bt 4393 33 kDa Al
36 kDa, ANXA3 BEA ZFhAEY) 2= 6e, W) Hie il
ANXA3 ZWEgHE A2 ( phospholipase A2 ,PLA2) 9RAT
PEAMEIF Y (BT %45 R H A 4+, ANXA3
B2 T A6 SO 219 N80T 7
Lo UFR I A 20 2 R K AR . AR U ANXA3
PR R G IE A TLRA

1 ANX XERRECNERETHEER
RIEAIR{ER

O LA P 2 A [ Y 2 A it L A dh
¥ DA TR, 3T 30 ARk e [ RGO LA B 1Y) R8O
RNICT R BAEEE T} B AE , 7 8 PR SE TR
HEFT BB 1 o PR, 0 L 9 1) 2R 0 L
i, $oTFA R R AR R H B ANX F A 5
250 M8 R G 2 Pl B A BE KO B A P
e, SN B ok o5 A A A0 e a1 AL 25 0 1L A 9
T Y ERE
1.1 ANX RIEM R 5 & KA

ANX FJG 2L 53 AL V] 35 S RE B W A v & 4%
FEEAEA, P ANXAL®  ANXA2'  ANXAS'™
AR T 400 74 A A A S L il 2 S ik ok AR A A Y
et JUHE ANXATL, 2 R IR B A IR MM B B 3R
TEA, HARBEPTREM ., H&HIA Ty, ANXAL
AIPTR A £ A T X WG A2 35 PR Al
BT AT W ST IR T8, ANXATL REGSIMHIR T RR LS & 5
FALLEFIIAEZ AR H H 3 (nucleotide binding oligome-
rization domain-like receptor protein 3, NLRP3) 19 i

P, NI RAE R FH A A 18 (interleulin-16,
IL-1B) 53, 2448 4E & A I SMIRE P T8 ANXAL
RS A AR BB RAE Y .
1.2 ANX KRB RS5O ALA4ER

O JILEF AL LLC JIURE 2T 48 200 e i B 15 58 731k
AN B AL T 3 B S, S B0 JWLTRD B S R
U RS ZEAL , S 08 MUK O 35 200 BRAR A 2
PP OE B OCHAPTR, O WLEF 4E 1k 2 B 1l P
DU A BER B, A WFFEE ANXAL A
ANXAS BJREGS L4 .Co WLAH AL 5652 B 1P T 450 1
TEOURESE & A 5, 28 0E 20 L bR 3 iR 1, 20 % B
PR B R 1T ANXAL F ANXAS BE %410 48 E
B BEAh, ANXAL IR RERE IR ST THL R A,
T I PO WURE B8 75 5 1Y O JIE BB X 445 45 4H 21
H KA F ( connective tissue growth factor, CTGF) [Y
PR O NLEGEAL , P4 O JULER JE 0 52 e i 7578
TERUO S FRBERR TN T4 5 8 1 (cAMP-re-
sponse element binding protein, CREB) J& Z#u.0> JJL£F
AEACAH S HE D 5% 53¢ I8 1, e 2 D WURESE K A )
RN S 2T AL R DG L DY, e o O LT AL R
AR 5T 2H A 0 G 0 5 e 2% I BT E I ¥ ( chromatin
immunoprecipitation followed by sequencing, CHIP-
seq) Jifi £ % BL, CREB BERE 4 5% ANX ZK ik 24> b
BT TR AR ANX IR UG 50 WUEF AL A G
1.3 ANX RIEH R 5 B

T A W KT A I AR A A A v Ok
HEAEM, A Wb = A o A8 N B A R T,
ey IR A K2R R T A Bl DK o R A g o 7
w0 A 7 100 AT 2 UL 4 i E A
GRPI (0 EAR  SHG P A e 1 W K P X o A S 3 £
PR, SR B B ik — 2D Tk Jie LA R Bt e i ¥ 1
T, R K W 2 ek J D BB 5 58 B AL
0 M AR, 1 BT A0 AN A E RS i, R 4R A
FLC LA SR R A3, ANXA2 il ANXAT figf
TR LA PN R A 1 KO A SR AR
ANXA7 J& HMBOX1 ( homeobox containing 1) [ PN i
PV, S HMBOXI 76 145 P9 B2 40 Hh ) 3%
IR DT 1 00 P B 40 9 o, 4o P B 4 i
Wik, Shy 2l JoS B R A 1 B i 4 LT (R HE A

SUITH 2, ANX 3 [ R R TR S5 A FI T RE |
BA— S [R] Z Ab | 700 178 R G0 0y PR 42 b A 2
B, X ANX ZR S TE.O M4 R G
A RAARNE T, 5 22 T R AR ST
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2 ANXA3 50mMBE RS

2.1 ANXA3 50mERGHEIZEXR
2.1.1 ANXA3 5 fig b5 51k 21 2 RZE UK
L AT AR, N B AR T AP e s 41 T 9 TR B, —
BB TSR R R, AR E 2k 21 40 B
T /AR R, 215 &0 I B 1 2k
SEFERIR R Z — . IS IA Sk N 3 2 iR
O 4T 4 K BT, SR T ST B AE BB 9T R I IR 4
JEL 534k 5 B0 A 197 240 M 4 3 2 2 5 1R AT Y
TRILAR T . ANXA3 ZERR Al AR 20 i v i 2235, (il
YeRE 7 A o AR IR 255 A Al B R D R 40 i b i
ANXA3, 20 9815 B 105 53 de 222 1 9 49 L7k
AACYI B IGFE P 30015 32 7K y2 ( peroxisome prolifer-
ator-activated receptor y2, PPARY2 ) 3 ik /K & F+
1o, DR AT T 07 I A 4 e 43 Ak A R T A R I 4
Jate BeAh, 2015 4R — 300 56 T iR A M R K R A
BAAABE R AR B, SRR SR WK B 5T
T G O, B A R R AE, KRR AT 41 21
ANXA3 R R RKTF BT m Xl G2 bl
AR T Pk i Tt A B 3 8 A T & A 1 s i A
5, ANXA3 A GeiE i 30 A i A B oAk e B
YA, B L IR R G K A DA A ARG AR I 55
I RS
2.1.2 ANXA3 5®AF L HEGHIFEFLZ
—Ff fh TN U 2R 95 B (hepatitis C virus, HCV ) B 4%
JITER AL S, AT T, XL A5 K, 5 R
JUE 2 A e P S S 2T YA, 7™ i B 5 % R Sk i A
o BR T XS HFRER B0, A R Rl HCV Refg
WRERA RO M4 S0 R A, o JLg e R
PEOWUESE, PRIME HCV BRI T4 2 13 P, &
HCV 7= A [ SRR % 2 AT 1 308 B s
2, NP R IO B2 1) B4, 58 006 B UKL 1) 21 256 il
B, ANXA3 KEAFETHEZ T, g 52 0%
F RIS F 85 1 NSSA SE4E SR YL HCV 9 A5 5K
o, S5 EERR AT R . AR ANXA3 JF,

SR HCV 1R {H 255 i 2 0RE 9 7= Az K
BB TRIIL W58 88 ANXA3 2 HCV B
FVBE A I 5 R 7

PL_EFSE 20, ANXA3 ] ik sk 20 i i 4 e A=

BT 210 1A R Ge R B VR (H A B HCV
B, B 2RIk ANXA3 7] BB 23 VR 1 , 1B 42 R0 i
B RGN RB
2.2 ANXA3 5:0mERGHEEXR
2.2.1 ANXA3 HomamppAs BT E—FE

AETEA R N I A0 RS S RSB T R RS 20
M4 RGBT B B R L R, AR 0 LA
JiJE T LA A, A T FE A PRI, 7 Bl O
JULE 258 00 ML 45 0 A e, AR 080 JUL 200 77 345 | O
A0 VAR T S AR O U A S T T AL 3
P4 ( phosphatidylinositol 3-kinase , PI3K) /25 FH ¥ i
B (protein kinase B, Akt) {5 “5- 3 i 7F I #2500 UL 20 il
AAE KBt A T O AR R B OCHEE . 2019 4F
Meng 251190 K81, 2t O ILRE B8 J5 R B0 ILZH 4
ANXA3 FEH K H 1838 7KF- 3 5, PI3K/ Akt
15 5 30 5 I 5 S TR RO LA 4 ANXA3
Fik )5, PIBK/ Akt 15 5 30 B #0800 2tk O L
FEAE S O LA IR T, 2 2E O LR @ &
ARAFT L AE RNA Il ¥ ( RNA sequencing, RNA-seq)
ghE R R RE R B, Sk O WUREBE I K RO LA 4L
ANXA3 LR AR B &/ TIEW KR, R
LGN, A AF 5 Hi 38, 8 IR il i it P8 R 5 4
ANXA3 [ 235 [RIRE T+, 8 il PI3K/ Akt {5
S5 0 AR AR5 . R, ANXA3 X PI3K/ Akt
5 3 I 1 B 1 FH AT R Al A SURNE e 4 Sk
(1, & ANXA3 M- F0 048 RGBT EHEIR TR

FE IS - Vi LA i v, v 228 1Y ANXA3 iF B
3@ G c-Jun 2 2 K U P4 ( c-Jun N-terminal
kinase , JNK) {5 518 i , 4170 ] 11 %5~ 95 JUL 200 At 334 7,
PEMEIPE T o A S I LA A Y 3 R T —
SERREE A T sh koR RERE AL 10 & AR B AE ST Ik TR
FERE AL B 0 i 451 T LA B B A T 5 TR R
KE RBE LA B BE B fi 24, DA s i ™ =AY 0 O
it .
2.2.2 ANXA3 5&A4c % AALNEGE R TAL
PRV R 37 AR e e s A AR B 18 R 5 A2 B
T B BRS04k I SO S T e B A 0 1L A R
GG R RO I A R G 45 M B T R E
— R AR R TR A BT S AN
JEEA P N 2 R AR i AR AR L R R
HE RN, RS , 7830 AL SN 5 10 N B 40 i
FAL IR N SRR ANXAS 25 92635k 3%
REAG, 55 S0 IO 98 R 3 S G ke 5 L IR
ANXA3 AT REEAT 0 A A R R N I g T, i 5 H
REAZ I PLA2 M AE W DIReA ¢, (0 HLAA 2 S fb
BT T ANXA3 F2 R IKFEAIL, i 02 ANXA3 #8H0
TEACRL B AT i — 2D AT UESE
2.2.3 ANXA3 5 & & 4 5% ARREMZIRE,
FES AN R R AL R LR IA T 1a
(hypoxia inducible factor-lo, HIF-1at ) /IfiL % N JZ 4=
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£ K F ( vascular endothelial growth factor, VEGF) {5
S R T AR, %08 B 7R 12 3l Sk ik
BT TIHEAIRE, fEONIUERL R )5, %05 5
B0 L R YL A ke R O LA K S 1Y 0 B
BB BRI, FE0 I BEe 19 R 2B R SR o 42
I A R — 4 XTI 67, FE S ks R R A
HIF-1o/ VEGF {551 i Al fie s 37 A= i 4 A= i,
INBESCAEE PR, I TTHG A RO 145 g7 109 A=
R

2005 4F Park S8 H U MR AN SE B T B,
ANXA3 JEFJATT VEGF 3152 5 4 K 20 il 1 1F
B B A WA, S5 SR ISR N AIESE , ANXA3
BRI 2 T BUWNG I 0L4EE BUk B , (EX T AR S
ANEUAY AT B 43 DGR ANXAS ek ] 410 il
DAL B A i 1) 3 % BB 0, DR Y B A0 S ) 1) 5 %
e, SR A R
2.2.4 ANXA3 5308 RIERNEC ML RS
P T B B R, M RE RE 8 U SR AR A
JHL, VB AR R LA 1 — b DR AP AL A T R
SEN 2 B B, I I RAE SN 3 A R
LB, FREE B S0 BN 23 T BN B 4 i i 15, 12
HEB RS AE BE AL S PG 1Y & AR K S, T 7RO JIE2H 21
B SRE RO LA, 5 S R AR R AR AT 4k AL
FEOL Z AL, A B D R RO )
ANX ZEHRZ A I 5 RAE BN G 2R B Y, FE 95 s
TR R ARG R B RAE T W8 rp PORL 4 Jif 2
RAEV T R R A Z — , ANXA3 7EH
KL bR Ak, 0 MR R I AE U5 A TR R AE J
SIS 3% P PR A AR A9 ANXA3 235K F7E 6 h
P T . A SCHRAGE , ANXA3 RBAS LT B 1k
HY 7 A T P R A0 A A R O S A W I
AAELAEFH 38 0 b 1 r 248 1 266 BEE AR D RN 5 i, H:
TR H ) A 3 PR W) o e 8 5 A AR AE AT i 3] 3k 4%
REFRAT , tHE— 2 8 mMLAAR ) 9 SN T G N2
TG ANXA3 A1 S 09 S 5207 1 38 BE A8 0 g Ak
TH IR, SEA VR 0 L 8 A7 305, X HLIAAR 5 5 78 s
VY BT B, 1A S AT RE S B b R A A IR
FUJ 22 Tl it R BE 1 ) 5T ) R, AN )T R E 1 I
i 3 UM A S AR B R RIBE TS )
AWFFARIE , 76O U SE 5 1O BEH 2 Rk
(1) ANXA3 RERSIE S T PI3K/ Akt {5 538 ¢, 484 i
HATEANZ 6( interleukin-6, IL-6) IR F «
(tumor necrosis factor-o, TNF-o ) 55 4 Jitd 2 e [H - 1)
T, I T S SR AILAAR 1) A RE LI

2.3 ANXA3 5 ME KR

AR WA DI IR A S BRI R 1 & e
FOR AR Z (7T 56 7 5] ANXA3 6.0 I R &
KSR BN ANXA3 A RES 5000 178 2 0 179 9 31
R, EAITE 2004 4F | Skamrov 252 HE S O E RS
BORPRE YIS K B, A8 O MERE B0 412, ANXA3
9 mRNA 2 k7K 32 Th e 0 58 1 il 1
ANXA3 FELE P 55 ik, 2016 45, Colak 251
TEWFFE TR Y ZEZ AR s O WU 28 5 19O i
M A 269 P R IB AR B35 25 %, Horp
ANXA3 HF BRI B N, iTRES 595K
PEC IV ) A AR i Je (B BARHIL AR o8 A B B . AN
ik, A RF ST W1 ANXA3 7.0 1048 505 19 1 Hh
WHA—ENSHME, PR 405 ik 4 i
H# ( neutrophil-to-lymphocyte ratio, NLR ) #1A A J&
W20 MU IR AT R T8 48 AR SR 23 J2 36 s
SR 5 R Z A IE A SR R iy R BR PSS 8L, NLR 1)
TRURRE SORE S BN BRAR PR, 4R 500 ) i R
A NLR RH G e P PR320 T 4 S A B O JUE 9
TS A R S, O sT i ak ROC i &k K&
Pearson A 73 HT i 6 55 NLR T} i ¥ 78 AH 5C 1) B
JEE R B ANXA3 LR RS ROC il 26T i AL
0.8, K5 N 75. 2% , BURBE N 76. 4% |, REAE—E
FREE B 454 NLR K .0 J) 2 0 8 5 1 15 1%
BV RL RS R ANXAS AT AE7E O i 4 95
9 114 i 3t A v DA R 3 A W e R R AR

e BRI | i s <5 iR ZH 4, ANXA3
AEAS 3 o 9 1 22 2450 2 F1 R ( mitogen-
activated protein kinase , MAPK) {55 i N A
F kB ( nuclear factor-kB,NF-«kB) ERcpli] et 3]
96 2 6 8 38 1 5 M B, st REAE i T ) 2 O C
(protein kinase C, PKC) 15 5 i A2 7F 19 40 it B
WE S T AME S RO L R G
R R AR E AR T R L RERS Ry S S 5T
ANXA3 TEL M58 ZRGE 3L BRAE P 21— 1Y
FosAE ] (H BARBLEE 75 2R B RSO R E

3 INEERE

— L LAk, ANXA3 7 % P b g S 3 g ) iz %
W, BRI, T AR BE AR WA B F R B R W &
JE | Ok R 22 (I 5T 2 W, ANXA3 760 1145 R S8 A1
KPR AN TN VE R B 1
PUHI M AR SE 4B . ASCHEAR T ANXA3 @it 25
PHPERR DT 434k s 15 2H 8 | 4 B R T L LA N L I
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