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Abstract

The formation of plaque in atherosclerosis, a systemic inflammatory disease, is largely dependent
on the adherence of monocytes to endothelial cells and their migration into the subendothelial layer.
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The Eph family plays a role in monocyte chemotaxis, adhesion, migration, and the control of athe-
rosclerotic inflammation, among other atherosclerosis-related events. Between monocytes and en-
dothelial cells, the Eph family creates a complex network. This paper offers a thorough overview of
these significant occasions, presenting fresh perspectives for potential future study avenues and
the discovery of cutting-edge atherosclerosis treatment targets.
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1. Eph RERSEhBKEHRE L

SBKOEFEREAL R FEOET I R BTN Z —[1], B2 —Fh A GM SORETERIR[2]. 7530 Bk AR AT K
IR, R SORE R T R SR FE R T-a (TNF-a)« FIAHMIA25-1 (IL-1) FI4 A0 M1 25 5 B 25 11 (ox-LDL) &,
SN R AT, BN R EE IR, QORI A AR A B B AE, DL
PP MR DhRE RS [3] . % 2 S 40 MRS B 7 F AL R 7, il & A Bk B 42 F-1 (VCAM-1). 4[]
FiB 93 7-1 (ICAM-1), E-iEHE3R . B EA-1 (MCP-1), &S AZANMURLFH 20 B4 E . 3R
BN KRR R AL BE ALy E VR A AR A AR IR ORI R o R ¥ A SR I [4] [5] [6]. X LS
ANy e 2R VR 14 J5 5T 97 28k B Mk A PR AR VLR 2, eI A R DR (a4 e R AN B v R R )
BENSh KRR REABIEER, 5] R RS20 J 30 A G R BE itk e [3]. [RIk, 72 3l ik s A Al AL B e 1) Al i R e
PR M 5 P R 4 R FRRG B DA S SRR AR IS A B P B T R R R E B[] [8] [9]. LSRR TR
B, Eph XG2S T oKL IAR OGS AR, HRAE NSk RERE b BEH R R 3L T 2 Ephrin £ Eph
SZAR[10] [11] [12] [13] [14]. B4k, Eph A2. Eph A8 #ll Eph B2 JEEIfr T/ i 5h Bk sk AL Ak, 5 Rk 5 A 5%
(7 5 (Athsql 17 51), 5 N FEF RO NURESE 5y B PEAL s R [15]. H AT AN Eph iS5 T 3k
FEREAL A DGR, Bt . RGP T2 DL S BB AR AR AL 58 R ¥ 18 15 55 [16]

2. Eph SRIRHVER,. SR ThiE

Eph %t Ephrin FC&F1 Eph 2R R, WHEIIAML G5B . Eph 2448 T s 20 B =2 14 5
KEMERE, HAEAEL, B N mR BRI IS AR G AR) FMERE S IX . F4EERE
F-1 B T4, BRI 5% X 4k, S F . SAM S5y PDZ 45 & 45438, Ephrin 540
MRS G 07 AR, Ao RPN A TS bRk R e L S5 40 f i s &, T B R R & — Mg
JEZE . W ALBIYIRIE 15 M Eph 24k, AR 51 R EFIXT Ephrin BC/&(Ephrin A1-5. Ephrin B1-3)
45 G mis, 209 A 25(Eph A1-8 fil 10)F1 B 25(Eph B1-6)324A[17] [18] [19] [20]. Ephrin 1 Eph 52 4& B4
W 516 FHE ). Eph 524408 I H B BB EE S ME N T IE {5 544 5, 1 Ephrin il ik AR <5 (1) i i 25
P S & A 545 §[20] [21]. Eph 2R Ae a0 T HE AR . flin, B RERE, £%
) Eph A2 24K 5 ki MERG BB (FAK) R AE S5 i M DG [22] . B S, Barquilla 55 A [23]F1 Miao 55 A
[241/WF TR T Eph A2 55 i AERCA S . Eph Z M B/ E 44, CATBEE ML T i A K I 1
F[22] [23] [24]. Eph R TAMITRE . A B 5 2 M A BN ke S E R, W S 22 5l 5%
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SPIE) AR R R T RS AT [25] [26] [27] [28]. FEBhKSKAEREAL A B, Eph ZIRAE A% 4IRS
W Bz AR 2 AR T SRR iR, Al B BARHLUR RS A A . ASCIRA IR T Eph SKRAE IR
PR KR RERE AL (1) 5 A R0 R e 2 o () BAR AL

3. FETERARSNK MR EH Eph ik

WHICR I, BIKHFEREAG AR SC AR, an SpA% 4 AN BN Ik 4 R 4B B, 35318 2B Ephrin AT Eph &[]
[13]. FEAESNE M AT, FR T Ephrin A2, Eph A3. Eph A7 1 Ephrin B3 2 4b, 4 Ephrin f1
Eph K #A #1215 5 . Ephrin A4 F11 Eph B2. Eph B4 UL Eph B6 f4ifid3t P W nBom s 5. 74
HCAEC 1, [T Eph Al #1 Eph B3 HIZmAd 5L K 2 7k, HAR M A KL, HF Eph A2, Eph A4, Ephrin
Al. Ephrin A4, Ephrin A5. Ephrin B1. Ephrin B2. Eph B1. Eph B2 L% Eph B4 4w fi% 3L R 4R BLH
SREVAE T[13]. BAZAML AN SN K N B A ¥ Ik T ORH Sy Ephrin & EPH 5244, AR 244 E FBL 1) A
), FRATTHRE I3 A R 8 28 A DA 5 88 B A S T A4 AR RS 2R A A 5 i %

3.1 EixkBEBEXESER

3.1.1. Ephrin Al

Funk 25 \WF7CRIN[29], SArEREAHEL, mikR APOE &R/ BRAE U K& R, Skl R4k i
& Eph A2 1 Ephrin AL (R IA R 58 . 7EZNAKSEFERE (LB, Eph A2 = ZELEIR IR GHM i fERIA, T
Ephrin Al EZZEEREE LA Z . RN, S b B8R Ephrin AL Fl Eph A2 TEBEHR P9 57 4 i
ErhdtEsi. BAh, Jiang £ A[30E L5 ETXF Eph A2 U SIRNA [l FH 595 2255 Ut APOE i [Kl Rl 4 (1)
ANER,  IXE /N R S M I E R R 12 . S5 EOR, Eph A2 (R IR A B SO R s
JRIREE, BFEHm =N, HEE. REEREAMNREEREEA. A, S3RAML, @k Eph A2
(/0N BRAEAS 32 3 ik 32 PO 5 00 Sl kS R AL B B ks, S RIS, R IILTE BB P W A P k>
NF-xB J&PE T F%, ICAM-1, E-iE4 & . MCP-1 1)3RiA 8 />[30]. HHULTT W, Eph A2 ZARFHACL(E Ephrin
Al 25 M P BRI 98 8E [ N [31] [32]. #E— D SR BG R BA[29], 2 Fh 8l Bk i AR A6 AT (0 TNF. IL-1.
ox-LDL) % S 4 2 4ifia i Eph A2 324k %35 M2 Ephrin AL FlAR 9264k . R, Bofk 5 24k 455 & 4§ Eph
A2 BERRALIEOE, (EASEEN Eph A4, Ephrin A4, Ephrin A5 (%1%, ox-LDL HI¥Eh bk A Bz 40 7T i S
VCAM-1 Rk %, Mt FEFE2E Eph A2 12, (H4HMEF TNF. IL-1 55 VCAM-1 [FRIAHE 2 A
WA T Eph A2, X B 58 RERIAE VCAM-1 B INLHI B2 RN R 22 I 18] 5 TH A7 7E 35 22 5 [33] [34],
TX R R A DRI A 4 M DR B 0 SR 02 A A AT DRI R ISE B T 1B SRR DR A20 IR IX,
PR NF-xB (13808 FIE 28 BRI 2 IA[35] . DR, 8 1Y) 1 PR T B E 40 MBS 730 98 ) ) 980/ Eph A2
BOEAN S AL RIEVER, 7E ox-LDL I35 W . E 4 FC-Ephrin AL #0E - 3h ik A J 400 Eph A2, #f
B E YNSRI AR DG SE R 1) 3R 0E, IR R R J 6 VRN B A HE ) (VCAM-1, E-EFE 3) LA AR T
LR F). HBZ, EY FC-Ephrin AL WE K T Sk FERE{L (R SE IR (I R0E, AHERR XVIII
FEE AL M7 B 9 & . AR, $E4 FC-Ephrin AL %S 7 130k A 41 VCAM-1 £kt %, ik T
FAAZ AN PR RS B, A Eph A2 T BERETEBRIX — 28 . SRTT, EE4H FC-Ephrin AL fil ox-LDL ¥R R85 T
FRIK N B 40 VCAM-1 Rk . B TSk 55K N B2 40 Eph A2 324 ZIEAHAL, X AT A2 PR i ik
WA S 50 Eph A2 05 512 9 i 55 BRI A SC IR 1 OB A TR Rk el BT, BRI R 23— 2D
Wt . TNF-o J& 754 B JORE A G B2 o e B B 40 R DR 7 2 —[36] [37]. & Ml ik v P4 2 4 B 1)
NF-xB >k _EHAS R RG B 3 R i 2255, 1 VCAM-1 B8 ICAM-1, T 75 5 B A% 40 A -5 9 1 400 B (0 K B [ 38 ]
[39]. #R1Mi. Ende S5 N[11]8FF KL, TNF-a REBEHGE NF-«B, MM Ei# A &40 R(HUVEC. HUAEC.
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HCAEC) Ephrin AL )31k, il Ephrin AL 54831 2 4 f¥) Eph A4 454, Eph A4 W IEF{E 5
R85 U ) R 40 A0 i 42, B2 VCAM-1 R ICAM-1 (3R TH 230, ATk A% 4 i 5 P 5 20
B FRREBE, TR IE I B VCAM-1 Al ICAM-1 mRNA i &L AEH2, Funk 25 iEsz, E4
FC-Ephrin AL thR] 7% Eph A2 5244, @il B E gk B4l VCAM-1 [#E 57K P15 5 B A% 41 HURG B
T SR B Mk P 7 N B U AN 43 [29] . 2, Ephrin AL ALLSF-7E S A% AN M -5 P 17 200 B PR R B 1 4 o LA XUEE T
fit. Ephrin A1 88065 N J 41 _E 1) Eph A2 1 Eph A4 324K, Eph A2 05 $ 3 VCAM-1 [ S0 (10
CESHIK A B A0 ), TS Eph Ad 52 A D)3 ok 1 4% 40 15 40 AR Ak (77 AE TRk AN sh ik P B 4t ey, 52
Kb 73§ VCAM-1 F1 ICAM-1 FJZRTH S 00, 5 SUFAX SH MRS B G 58 o I 4R, 0 SCEER B T 4 Ephrin
A 5NN Eph A ZARAHEAER, RIS T 4005 A B AN MO S HTC ARG B, AT 32 J) 35 8 A2 [40]
B 2$RE4, Ephrin AL Al Eph A2 3B 7E ML AR BSOS AR HR A 5 MU A S R[4 1] o IILAEY A2 s oy P A A4 o F 4 1)
AL TBANAIEAE, (RIS SORE PR AE R AERFSAFAE[42) 76 H 23 88K (B Bk o FEAE AL BEBAZ 0o, AR
SRR B PN ) AL A S, T IO A A 7R S DA B R (1) 3 JE [43] . Rk, ik BRI Eph A2 FEPEER
Fik, AT LA /D SORE NPT P A I AR R, T S S ke A A

3.1.2. Ephrin B1

ALY AS B N B2 N 22 B KSR RE AL B HRY BRI R 46 20 BR[44] o FRA% A0 5 P9 B 440 i A LA
& RGP 72 0, e N2 a1, W MCP-1 4851 F([45]. S AZ 4 bE 5 74
EREAR M, B B AE BN KRR A T b 48 36 DG B £ 4 [46] . Sakamoto &8 A A 78 K B[10], fe 4
SRS M R WIE S ks A AL BT B 1, Ephrin B1 Al Eph B2 7E ERESROAN T bk gn i b ik, i fE{a R
BRI RN T Ak sh ik P s 4i i 45 3%k . Ephrin B1 Al Eph B2 7E 8l ik FEAE (L BE B
(17 W20 AN T 9k B4 i Hp ) SRS 3G 0, e AT AT B dE I 11T MCP-1 B8 P i fb SR 2 T Bl ik s A 1
IR A . SR, ANJEPER) Ephrin BL A1 Eph B2 $4340i1 1 40 if THP-1 240 B A0 5 A% 41 i B & 1t AN 40 i 5h
TIMAGIEIERS o X ANSRIGSE R, 15 AN 41 1% Ephrin B1 F1(8%) Eph B2 AT #0150 k% 40 i 1)L
&, DA, HH T PO AR I 3 B0 431 1 2 1T RE AR 2 2 koR AR R A b BB b B A0 i 1Y 55248 . 5 Ephrin AL
A1 Eph A2 #LL, Ephrin B1 F1 Eph B2 1.2 5 M8 4= i, X ] GEAE i sh Bkl FERE AL I 2 [9]. A 1 AT LA
P T 4SRN, S RERME G E[47], HENT T RAE MR SR R, TR TR %
JiE o
3.1.3. Ephrin B2

BNIKRFEREAY A& — PRSP JORE VRS, FERAAEBNIK > X AL PRGBS U] 7 5l A B 1)
SIS 5K 22 S B0N B DI ReREAS, X 2 5B K R A A8 T BRI AR £ [48]. MCP-1 & —Fhal ik is i
TREALAF DG 237, E IO/ B ) T 00 LRI U 1) B A 2 i 05 [49] o 1L-8 7 By ik ok A B A B B (1 e 40 . +p
FIK[50] [51], BN —F e op b 4 i s AL B L R 7 [52] . MCP-1 1 IL-8 ¥ 7 /iR 330
KR SRR AL, SR T S22 N B A KRG B [53] B FE3R B, Ephrin B2 £E7E T Sk AT
AL PR B 38T, 2 FE 3R % I B I 3 BY 1) 0 X 8k i ik [14] [31] [54] X shlikis RERE AL BEH - Ephrin
B2 FAA M o, EAE BRSNS A R A Bk, T Bk S N2 B K A R Ak
AR Gy X IR [31] . RN, Thm ) A RE Kt RE 5 N R A0 R Ephrin B2 (ERIA, BCAAS FRAZ AN
F1 Eph B2 2 4A45 &, {21 Eph B2 FIBEERIL, ARV AZ A0 5 W6 1L-8 F MCP-1, i — D g i B %
MBS . RSP FIZEAE . RGPS A S 40 M rT R 5 £ Eph B2 (13855, 2R (R a3k 5 A 4 M 1) R 40 B 4y
1[31]. [FET, ZFIPGEMELR], 4 THP-1 41 2iF7E Ephrin B2 )2 L), IR KA T Eph B2 BRI .
SR, 4ETFH THP-1 410 2 5% T- 7 ¥ P Ephrin B2 I, BE¥%A 52 Eph B2 (R IL, kA 311 R
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REHE R FIE 1 B A . X R HEY], KA Ephrin B2 FIEEA 651 % 5 Eph B /v SR BUN A%
(A4 [31] [55] [56]. A IR B Ak B 32 BEAE v 7E ) 7 41 L ) Ephrin B2 S0E FL A% 40 1) EPH 324K, {HH /T
(AR T 45 SRR B, A% Al 1) Ephrin B2 0 REBE0E N B A [57] . FRA% A0 -5 P R 4 R PR kG PR A o
—ANEERE R T AN RSP, W VCAM-1. ICAM-1 IR MR, UK S
R M AR, IR A ot T 2 ] 20 R P 23 G EE 22 (58] /MY GTP Bf§, 41 RhoA. Rac 1 Cdc42,

Z5 T hEEREE I RE[59]. A Eph RERER NN Ras F1 Rho 55/ GTPases [60], X XJ 41 & 4
HEZ K E L, Poitz S0 7RI, AN BNIKHE FERE AL BB G928 440 e 8 i B VR 200 i Hh 20K Ephrin B2, %8
JEAFL, 1 LPS fil ox-LDL, fgsis S EVEANfh Ephrin B2 (3R, #1540 ) Eph A4 524k
g4, WUE Rho 55 iEs, (EdtBE AL RGN IR, AT LEh & S ai i 28, ot
KB 52 A4 () SR AL, DA R AR A R 5 P R 4H R IR [57] . Ak, B A% 4 M 10 2 52X Ephrin B2
(ERIEIE N, @ik A4 E Ephrin B2 P 240 1) Eph B4 2R Z [BIIR RS 546 5, 9% %40
JRLFRIRE B A1 i [61], (B HARHLH] i AN E 4 .

3.2. FFEFHRBEEXESER

3.2.1. Eph A2

B MEE R — P2 BB AR, AT ZEDETE. SRR A4k 5 A R 200 R AT 4k 5 1 ATE R
ke, LREVE TN A 2 AE[62] . Chan &5 A [62]A 78 A3, & LAl RE 0% 0SB A0 _E 1) PAR-1 5244,
B HE Sre BEEIRINE, 550 Eph A2 MESEIRBERR L. Eph A2 [ IS 51 K T NF-«B (173805 F1 b8
JE T ICAM-1 (31K,  ICAM-1 PRI I it B Az 240 B B 5 21 P9 R i b, 3617 51 R P9 R 4 M ) 28 RE IR
e I W55 3 1) Eph A2 B BRI IR 10 AT AR Sre g R e FEVEAI 7] PP2 58 AV BR[62]. 4 EFfrid,
Z FhESN RS FERELL A BT (A0 TNF. IL-1. ox-LDL)FflinT Lhdid i Ephrin AL SR¥E Eph A2 5214,
AT R 3 B R 200 P 5 P 2 00 R PR [29] o 73X B, B ML 6T Eph A2 [R5 A 2 i Ephrin AL 8.3 Ath Ephrins
I, TR T Src BEERMET. Eph A2 2NN S5 T BAZ 405 N B A RS B, S8 s2m T
% A R 2 T FRTRE B DA S P R I8 325 14 [63] » v ) 284 = e R IILRE (HHey) B DAy 2 4o I A8 92 5 B 2 L ST (1)
fE R 2 [64]. HHey WT LASCAS P R 4 i 57 b o BE R0 L85 A B g, AT S0 Bz 4453 [65] 0k 25 F Rl
P (PGRN) 2 FH R 2 1 W B i — Fh 20 WA ERE R 1. Kojima 25 N B IRIE T PGRN 78 5 ik s REAE AL S
I RIE[66]. T IEH /N, ribk PGRN I A [ /I B2 I H T 7™ 2 1) 3 bk 589 4 A 1k 95 A2 [67]
VE-cadherin & —F{XAE P 5 40 - RB BIORG P43 -, FH T T B0k PR F2 98 45 P 52 40 B ) e P [68]
Tian ZE A [69] IR 70 KB, [FIZ B R IR RENS B K PGRN IR 1A &, HEifi 4K Eph A2 Al VE-cadherin [¥)
FKiLE . Eph A2 TS AKT RIS L, 1 NF-xB p65 BERILIE/D, HE 58 VCAM-1 Rk &
/b . VCAM-1 Al VE-cadherin (3 IA B S S8UME A 8 . 3680 AHARKGRT AE 1 R R, b S50
PR A PR ARG R o 8, N B VRS e, A R BRI A2 AR, AT A S O A SR R AR [69] . AR
fIse, RAMIFFCIESE Eph A2 52 PGRN fTZhAEME 24K, Eph A2 HIUTER VT &2 B 1 PGRN /5 /) E 2h i 5
[70]. PGRN #1 Ephrin Al AJREFEA BT T AE Dy Eph A2 BIBCARILAZ FRYERR AR P, B3 JEHI0 1
X7 [69]
3.2.2. Eph B2

Vreeken %5 A [16]38 1 0] 20 ik sk BERE AL AS [ B B (19 N £ Bk U 3647 Eph B2 G ik e, EFEM |
WHQES &R ARG ) 2] IV (SR A4Sy . EIEE IMEHL T, Eph B2 MRIAENK
Ao BRI, BEE S RERIAL R AS S, Eph B2 [URIEIZH . 75 \V WAL, M H A4
FRIC(CDAB) B 5 A% 4 M/ 5 W 40 i b i (CD68) X Eph B2 #EAT 1 XU EE Yutts, 45 B4 K £ ¥kt Eph B2 [k
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I PR 9 FRAZ A M E R A B . — PSR E B, PR 4R B Eph B2 5 FAK 456 1] i FAK [ Y397
B RR ALK T (B SZ T ACAA), 330 Sre BRZRRIME IS, MM TE/N GTP g LU 130 & F 40 i 22,
Tk T AR S N B A0 MR P SO RS , T 51 R B AL AR M AR 21, o 2 ik o S Bl A B e D T R
. HZBIPGEKIN, HA Eph B2 SZARWNE A R 41K Ephrin B ECARKT P R 4H M %) B B D) REI& A 52,
[F, HZH FC-Ephrin B BLARWEUE FAZ A EPH SZ244 X BUAZ A IORL B 3G s2 i, XTI miil/h. BEIR
EAEERIF 5 _FARHEFE[10]H Ephrin B1 Be 8 HH| Sz 40T B 145 R )&, A{EASVERRZ, Ephrin
Fefk RELR) 7 AR EE RN R . BAREMEIRA Ephrin BofA AT DAL IE AAZ M AO3ERE[10] [71], {HTE
Transwell £, T PE Ephrin B g 20 AR HE B AZ 40 f (K32 72 [16] [72] .

4, g5ig

2 P&, Ephrin AL, Ephrin B1. Ephrin B2 L\ Eph A2 il Eph B2 #4575 5 il TR 2 ik ks i it
T TRAE 2. AR, XFT Eph RGUMHEFL 3 B4 R 7R R A3, R I H A5 450 8 AN R (9 Eph 32 44
B 29047 T M ORIGIARREG[73] [74]. Eph RGTESNKSE AL I R A= AR J Rt 3 7 28 0 S B (A
M. REXT Eph RGMIFUBKERZ , BRZE AL TIGIRTT. AT LRI, AN %4
HAURAE B Eph KRR, FHETE N BIRSZ 0k R AR B0 L8 KGR 23wt 78, #7F S 24= 3k
SRR R Ak AR HR T A ke A BT FRATTER 28 58 22 VR 9T B ik o A B A 1)
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