CN 43-1262/R 1 [E sh ik fb42ids 2022 4F55 30 525 8 1)

725

ARICHIHT: WA, PRI, JETRRSS & E H 4 75 T sh Bk LR AL KA ARG A sh B RTRIBLAI [ )], v S kA Ak

Zu7k 2022, 30(8) : 725-730.

[XEHS] 1007-3949(2022)30-08-0725-06

DOI; 10.20039/j. cnki. 1007-3949.2022. 08. 013.

- X%

5%

IR WGRR S, & B0 4 15 P Il lkok FEE 1E B
I AR e R A A 18 RTRTHL R

(BHEFKRFWELT T EERAEH0E I LT F 100010)

[REIF] WBRELSEG 4, HRBHRL, FHRBLHERE, MIAKEHE®RE
(8 E] THIAREALAEREMIARGHEZLZ R BRE, R %&46% 4 4(FABP4) £ 2 H E LM iy

sk AR B g A0 IS AR TR AT R B BB AL A LK e e i R E AR AR AR AL . RS IR AE AR AL AR
J& , fn i ) R tm AL B 5% b ok FABP4 ; FABP4 AR A F fo i P 08 AL m Al 4 2 36 28 o 32 45 4 8,38 26 W B SR 4Tt
RIER R ERAARG FIEFE , 37 FABPA TTHe A7 R BRI F IAREFREFH—ANEZE, K
X f#3% FABP4 #) & 4 345 1 5 o fik | 3k AL B IR B AR AL BA N RS AR F F 094 A BAUH HEAT 42 4
[FHESES] R543 [ SCHEFRIZAS] A

Role and mechanism of fatty acid-binding protein 4 in lower extremity atherosclerosis

and restenosis after interventional therapy

TAN Chongfu, XU Xuying

( Department of Sore and Vascular Surgery, Beijing Hospital of Traditional Chinese Medicine Affiliated to Capital Medical U-
niversity, Beijing 100010, China)

[ KEY WORDS ]
tional therapy

[ ABSTRACT]

Fatty acid-binding protein 4 ( FABP4) is mainly secreted by macrophages and promotes lipid accumulation in macrophages,

fatty acid-binding protein 4; atherosclerosis; arteriosclerosis obliterans; restenosis after interven-

Restenosis is the main problem after interventional therapy in lower extremity arteriosclerosis obliterans.
thereby converting macrophages into foam cells and causing atherosclerosis.  After atherosclerotic occlusion interventional
therapy, vascular endothelial cells can also specifically secrete FABP4; FABP4 acts on vascular smooth muscle cells, cau-
sing them to proliferate and migrate to form proliferative intima, and promote inflammatory response, resulting in restenosis
after interventional therapy. It is suggested that FABP4 may be an important target for the treatment of atherosclerosis and
restenosis after interventional therapy.  This article briefly describes the biological characteristics and functions of FABP4,

and reviews its role and mechanism in atherosclerosis and restenosis after interventional therapy.
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97 I TR T B B R R —— T TR
Pkt Indes 255 S04 28 1] ASO JEINIAITFIFSE,
RIERNIRITHY 1 3.5 AE—I5E 3551 0 94. 8% |
86. 0% 82.7% , — Wil 1% %53 5 K 95. 7% 91.5% |
91.0% . Aihara 25 73 #fF 202 5] TASC-II C.D #I %
S ik P ZE 0 H 3, 1.5 4F — Wil 1 RN 68% |
51% , A 105 D FEAS 2 1 IBENE Sl kP ZE 4 JE 9T
WIR EAZBEZIYIREIRIT G 2 AR —E g R
72. 4% , AR N 84. 7% ), FE FRRAE I K
w2 T R UL 898 B A B 8 o A PN IR 4R i
F AR H B A IR ELN R 7 UT B4R [ i
TR, P IHERES A 8 F 4 (fatty acid-binding protein
4, FABP4 ) A RESEHESH KA AL (4 T B, 35 RE M 1l
S LI B TR A 9 SO T R A AR
BeAs T FABP4 A5 S AN T I sh ks Ak /e AR
JeE PRSI BT #0 1 . AR SO FABP4 75 3 ik o8
FEAEAL (atherosclerosis, As) LI KA AR J5 B4
FIFE AL 2R T 253

1 FABP4 &4t

FABP J2H1 Ockner Z57F 1971 4E 15 W & PRI —
KRB EA, ZEARBES A Z R, EH
JF Ay FHRAE 14 ~ 16 kDa Z [a], 3 HARH & — 1 IE%
AL = 2025, Bl 2 4% o-B20E 5 10 45 52 1) AT
() B BT B Al I — R 19 25 Jis ) FABP B3R
FEBH BT 5 T A 19 0 L 1 O 7 X A 4 A B
454 )5, FABP 5K 105 iR 3 s 22 20 Jfd b AS [R] 3462
ZH5EMEN, iz BN NS 5F 55 &
1% 38 IR A B, 38 B 21 4ok AR 1 17 S8 AL O N, 38
B 1) 40 O R ) T 3 B N 4 B A o o g
JEF 7 225 2t S DR -4 il 2 S 1) 3k R 3 i 1) 400 L A1 LA
e XS 555 E% &%, HAl, £
PR I FABP 224 10 # EMTEA %S A 40
AR SV, 6K 78 R R 59 20 21 Hh A7 48 K [R] 9 T
AE. TEMZL SR 9, R 0T 2 20 M ARl | 280 =
A2 B v (9 SCEE R 5 ) T FABP R4S & IR i
TR IE NG TR A S 00 A= W Ak 2% ARGt 78 LA
T N 25, WO Ry T — S 5 o 0 AR 1 F 9T 1 R
RUTIEE 2 BUOBE R | RAE | As 58, FABP4 HLFR
R BRIV 240 R AL B 7 R 245 45 35 1 (adipocyte fatty acid-
binding protein, AFABP/aP2) , J& FABP & [ % i th
f— 51, TN 14 588 Da, i1 134 MR EEMRA N,
Z IS BRI R DL R 4
LY BEHARSE SRS 2K G WahRIis S, 2k

IRTESI AR A N 15 20 M | 5 A v, 24 o g s 4 e
AEHEEAR 6% , 7EIEW FAEFRE T, AMEK
FABP4 & o HAth FABP #0785 | # FABP4 7E IR 5t
AR ST Ak 2 O AT BOFE

2 FABP4 5zhpkiE{k

2.1 FABP4 3 As BIS200
FABP4 SRR A & 28 M, A A MR Bt
PR, 50 FABP4 (1) B9 3 22 Bl S8 5 AR A
AP HEAT, 1996 4, Hotamisligil A R A
R TR T B e i 2 38 A% R JIE Bk 1 FABP4 5[]
R /N R, R A H B B 2R MK sOBE R 9 , ik
HEZH ML FABP4 JEFREH/NRL, AR B R i R
HEHURE IR A% . 1X B FABP4 A {2 ik B JBE 22 8 h
JBR 5 AT SN IR I VE T . AL 2 BOBE PR LA
BRI RN X5 As WTE L% DIAH G, i FABP4 5
ASO SRR ZTE, 2001 4F, Perrella %6 %
WL AEN ) A & As B3R 1 E (apolipoprotein E,
ApokE ) JE PRI e 53 1) /)N BRUSE 7Y 1) 3 ik B vhr 5 A v K
Vi) FABP4 mRNA, Ifij 1E % /Iy U ) ik BE rp 5% U it
ML ULHTE As B9/ BB K BE A7 K& i) FABP4
ik, FH., Perrella L2 5 1k S BE e Y o E ,
i FRIE N FABPA 2 F A 73 0s 1, S AL UG
WEENG 2 B A0 M 0 W FABP4 1) 3 R 1
4 —77 1, Makowski 25 F1 Boord 251" % 31, [R] i
FEER FABP4 JEPHFT ApoE K /N, As &4 O
R ERRAL, 5 As BEM AU, FABP4 5 As 2
IEAH ¢, FABP4 K i ik B A F T & 4 As, 1
FABP4 Gt [ B 50 il As 098 B, B W 200 B 40 b 19
FABP4 SR As TR G5, VR —Fh 551538
[, FABP4 RETE I T 36, Of H 4> & rf FABP4
i) IR RE ML E R TGRS B I
P ML FABPA 155 -5 50 8 ik P S v 5 R 3
SIEARSE, IF HAE M A As BEHR A 1A 1l 355
FABP4 7K B 3 T 6 As BEH A4, 78 55
AMETR RIS X 5 EMRe ] FABP4 )3
KA X, TEAH FAPBA YR EEREAE BRSNS As 1
IS fE R T, 48 T ARG M F R 9
%ﬁlgj:—i[ls-m] .
2.2 FABP4 {2 As FERHIVEFHLE

As 28 I A0 R B S 2 R BRI DO T
M4 B, 5 | S 45 4 20 4008 A= A R UL, B I B
R BT, R B A AN P R AR R
HKBEIE IR 40 . FABPA {2k As B % 2
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Tk M) 5 A4 Y AT A B 9 36 T | R W 4 Y
JIEL I S P 9 % TR BB SRR R DA AR A 4%
iE SRR SEBLE . (1) 7E B MR b FABP4 1%
it 28 [F) R I 2R | AR Ak BTG4 B A 2 11 RN Toll A
ZARBSFNES LG, BT I R AR A 2
JIELBRE P Tl 174 2 38, /0 I [ A H I — TR A, 2
L 4 L [ 3 R A ML Ak AR, > I W 4 L P
FABP4 SRFEIET, IF X Z R0 ATP 45 & &4z
A AT JE [ A1 I 3 B B s 2 A B T R A
AN, D0 A P R [ R O L W A A R
JOEL [ Pt 60 9ty = T ) A% AR, L BRI BT AR R
B, f5T 505 200 o6 2% £ Sy 960 3 400 79 6 0 55 , BHL I
As FOFE TS0 (2) T A0 4 s A AR A 3R 1
(interleukin-1, TL-1) i % ¥ & #% & # A F «B
(nuclear factor-kB,NF-«kB) {5 53 %, M1 2R AE
HAEYEIE B, NF-«B 15 538 4 52 40 36 1 45
(reactive oxygen species, ROS) 7K F 521 , ROS 1
BaTnERR W7 4R AE 1) — D EEAR T, IR
F 2 & —FhZoni ik R M, B BERE T ROS /7K
S L 0 A i 0 AR TR I R AR 2 R NI
FABP4 SR B, fig IR A 11 2 A 3Rk, B AR
EWEZR A R ROS 1% £, 55 NF-xB 3 935 14
FEAR c-Jun Z SR i il B FR L, D/ 30 S8 5 il 2
F—S LR A W 2R3k, DT 320 2 S 41 i PR 1)
P I 0 200 i DA 5 B 1 ML A Ak
M2 KB AL RAE SN . 25 b FABPA J8 i 4 fin 2
it P B B R SR A 0 v 40 5 A A 9 A 400 L
B2 VA 5 €231 A o 7= 2 L A
2.3 FABP4 #IHIFIXT As B9 Nm

FABP4 j& As KAM XHEEH, /M F B
FABP4 i FI L/ BE A0 ) As B &4, B H AT N
1B, B4R T KE K FABP4 /N T4 13, 4 by
FEARAMTT  — FFRUNK ik 24k 5 0 s AT A2 0
US| WA AR ) IR AR 0 ) 3R] ( BMS309403 ) 55, FF 57
PE FABP4 411157 BMS309403 75 /)™ BUBE B v e A &k
Hb T B AR RS B R ALBUAN As, iX R W] FABP4 11y
AR 30 0T BE O — R A 5L As BT SR
HE—2 T fift FABP S0 (1) A= 1) 2 Ty BE A0 0 i) 5510 %
FABP4 [ 08, 0] LT A Hb T e AN i1 S5 i
FE B IR, BHE As 19 &4

3 FABP4 ERNNKREEHRE

3.1 FABP4 SN AREBHREH R
As B— NSRRI B R RS

B, A ATFA BAR BE S gk i A, (0 AS BE o8 4
ATE M R FLR S, B2 &5 P sk iy i 5 v] B &>
TEJRR B 25 F T dh ek &, JE ol AR Al Ak,
PRRRR S, HBR 7S At BLIR A BT  JE IR 18 IE
ARASTF, I0AE - V8 L A0 A7 0 A5 v RS i A P B2
i A7 T A4S P S, S [ 2 R 2 1A TR S M T e Y
FGE . FEMLAT A ARG, 15 09 10055 25 74 Bl 4R
PSS E R 52 B0 | JR il kA R AE IR
I A7 F RS % S 9 AL 40 30 A J5 1 P RS 3 B
FE 100, 5 95 40 M ™= 1 % B8 ot 67 1R 8 248 i
PRSI A= | 02 I A8 P A AR S5 P 78 174 S A
DRI AT i S LA 3 B RS 4 Y E ALY
590 RV AR T BE R As Y ARG FIARAS 1936
JPARUEHI T 2 Lee %512 KRB, 7258 AR sk i
BBk e F i 5 T A 0 3 ko, o g 9 Rz i ik
FABP4 ()& &I A X TR T LIEXT FABP4 H
FE i 155 240 RE A I 240 B v o3 0 ) 76 0, 9K FABP4
SIAZ]T A MAFFEH, Chen 57 & B, A
B R PR /NI A 2 AR WE PRI /A, I AE Th & AR
PR B FABP4 19 & i s TR B A8 1l 45 4
213K Fh I O 7E BE DR 5 AR /N g v TR Oy 3
Fuseya %> 1 Il 2240105 /N U B sh ik 9 Bz, %
L FABP4 1F 8 B /)N BB 2l kR A= o8 R JEE 132 B i
KT FABP4 1) /IN BB sl ko A= Dy B JRE &, HL
FABP4 fift [ /)N U105 30 ik v 98 1R i 2R 38 7K
R E AL, IR R A L 1L IL-18 116
FRIRI IR FE K 145 5 N B2 4l g FABP4 JE IR 36
IR A T R R B, JF B, R As BF —FF,
FABP4 {5 5R 8428 N BRHT A= B B 1) RAE [V, Fuseya
S5 YA 2o N AR IR 3R S0 06 S B, PN R 4 it
Y FABP4 J2 H U N B it ), 4503 30 AL (9 A=
PR BB I P PR A M v FABPA (Y B PR R A e
PEFIR MU0, N B2 AL 53U FABP4 LA F 43 3
A543 WA 5 XA AR AT 41 A v ke 25 VR T, B4 il 4
DAL B2 200 B LS T UL 40 i R A B A 40 i 43 £k i
K ()T WLRE 2R
3.2 FABP4 RFENNREHBRERERILE
A8 A G R — A A sh S R 7
BB B AR 52 2 Z2 P AL 45 A R I A AR AR 4y
TR, M8 N A KK F (vascular endothelial
growth factor, VEGF) | I R 4 1L /MR
A A A BT 4 4 AR 4 DR RIS 34 K
FEZFARKREFHZS 5 M LR, L5 58 B 48
AR Y . VEGE J&—F i B2 4 7 M A2 1 A8
S A A PR, A AR 2 I A 5 1 L 20 i Ak
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BEUAEPE LGS P B A0 AT RS | 4 B N I A8 O] A
TrHAT B EREEN . AW R N ARG
P9 B 40 i R 5 43 0 FABP4, J& VEGF 55 10 25
o ARG LA B2 BN 05, VE 1 A8 A iR
SR 2 — , VEGF it Z R 55k, a4
22 AR - 70 A TR R /W N IR LR 3 Bl | P 2
H— 4 b A A W ( endothelial nitric oxide synthase,
eNOS) \p38 2L JF LT 5 H ¥ ( p38 mitogen-acti-
vated protein kinase, p38MAPK) FIN 2L 8 ¥ T 1A B
E A 11 ( mammalian target of rapamycin, mTOR ) i&
o, IR A A A BT 0 Y PN R 4N ) RETY AE
VEGF R A4 i f b, 3l id VEGF 5214 2 fie
FABP4 (31K, V5 5 ML 2R 1, FABP4 X Z Fli A7 22
3 LA WO AN A IO A BT B 5 A A A
SO e 2 B 40 VEGE 755 19 1L 48 A= 12
RE, 1 A eNOS FYR 3 AT 2 [ MK, eNOS BETH
TS AR YR AR, — S AL R A X = 2>
SEAN AT B, S AE | P IS A= R 1AL WA A 4 K AR
MUBLRE, B As FIFFIRAS (Y R 10T Py B 4 il v
) FABPA Z i FL I R B RLEAEZE W 1
( mammalian target of rapamycin complex 1 ,mTORC1)
I g S LA A R TR A R SR AR A, T Al
N7/ s R MR A 32 AR MR 5l B AE A = FABP4 X
PN B AR AR AL A A P v R G BRAE T , SR T,
mTORC1 A J& VEGF T il FABP4 33k (1 ik —

BB,
Z BB
BeEg 1

BhBKIRREREIL

FABP4 |

G5l , Hot FABP4 KA HLHI B 54 /5 i — 20

IEH YIS N B 40 J , FABP4 1Y 3% 3R T
B, RS AR & 09581 A P9 B2 4 i v, FABP4 £ 1)
VJE &5 u Rk, M KE M FABP4 & (),
FABP4 i it [ 43U 5 55 53 W i) 75 =X, fi i P e A8 1)
., (1)id FABP4 (/) A7, YEH T 8 B N %
MR, I 16 2 T2 1 TR) B 3 o — 4R A A 2B A,
B PR AN A R B 35 5 P9 B A0 e T R R AR T
(2) N J 40 5% 43 W FABP4 A FH T 1 45 - 9% L 41
Ji 30 3 W i R AL 3 G AN p38 MAPK 3 [ i 17
Bt st F e-Mye Ml c-Jun 2 5E R v 18 , I 484
R g A B A T DL A R R G 2tk
R 2 LR 4 FIEF4EER 1 S IRk, I
2 540 B JE 00 O 57 U AL 20 B 0 348 B AT
5 5 B8 %) ST Vi L 200 30 o o 5 4 %) ) B ) 3K o,
ENRE ARSI R T AR IS (3) 4
WA T INLAET PN B o A5 0 67, i 3 TE AE 2R A7 1 ARE
JZNE, T v 40 A 2E 2 0 B s A K R,
ML /INBRAT A A R T 2T o 40 it A K TR 45X
S A K PR SCRE IO o LA B3 B, TR 8 A
JE, B2, FABP4 FEZ ML L 3 AN HHEMRE T A
AR5 I TS TR

FABP4 {23 As RN ARG FEAE BOVE FH K HL
il UL 1,

1. FABP4 {2 3t BBl EEREL AN N ARG EHEERE R R LH
Ay FABPA TES) Kot REREAL 9 7E LML s B 2 FABPA 7EA AR S BRI s 9 £ T B2 L)

Figure 1. Role and mechanism of FABP4 in promoting atherosclerosis and restenosis after interventional therapy
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4 B =

ANEIE ASO B ASO /v ARG BRIk %S, # J2:
T As BIFERE R AR, 5 A0 A G AR R
FIERE IV 2 As 1) LI 5 VR —Fb o5 22 (1 )1 o
PEIR 8 H, FABP4 4 3 T X W4~ 1d &, FABP4 7
ASO Fll ASO S AR 5 B 78 rh &R 49y i 45 5 2L 1Y £
o, AN, 760 ARG R 385805 19 1 78 v, i
BB UL 235 5 M 43 W FABP4 520 P 2 Ty
fiE, £ 17 W UL 20 M 1 1S 5 R RS, X Ol BF 5
FAPB4 52 Wi /v AR J& PR 25 198 4 458 T 87 19
A

HAT, BREY 5k R ol L A ARG, A T ZEFHL
TRREAS I A A=, R 23 00 TDSUBR BT 1L/ R T 15, 24
YIURI S AR R R R (e A i — 2 AR T R
BRAE )RR X 5 i BT IR T RAE BT 1H
JULEH A6 338 B 1 0 B AT S e A1 ] 8 B L T Pk
75, FABP4 TE As By BORI B AE iy BE#R 40 1 5 B 22
fRFR (5, R4 B AE 20 I FABP4 (IR iR 4 2E R
PRI SARE I, AT K 2 B0 Ik Al A 0 B BT 15 i
FEL T BRI SR A 5 J5 14 1L AE T, PN R ANt BE
WAt KA 1Y) FABP4 AR FH 71 LA MG, 38 A B2 i
WLEE 3 34 A p38 MAPK 38 641 £ -3 L4 i 444
JEIERE R I AE PR, IF 38 5 2 RE S N, 4 i 412 1 i
IS AR 3 M A P 2E IR Rk %8, FABP4
ST RIRYT As FIFBZE I — AN FBER A A ek e
YIRS LAE PN B 20 i 53 06 FABP4 B35 fi /43
T FABP4 136l 570 mT B2 791 B YA 7 o i A8 55 40 ]
WM A ARG FERRAS 1A RO 15 o 36 SCHR P HaH
BT A AL TT RN LA I A8 B 5K 28 11 32 44 BH iy 751 B A%
T FABP4 By B, 3 o M T A7 B2 A T FABP4
PHIFG I R AR, Bl TFAAREN
Bz A S0 3235 1 FABPA AL AR 357 1 JIL 40 it
[IIEFE FITEHS | R IR 2 VEGF 4% 148 A il 8 45
YRR T i 38 3% A B2, A AR S I 58 P Bz 22 51 4
i, T2 FABPA L IEVE MG E I, BT LAASBE
fET 5L b 310 1) FABP4, B % S 4k — Fh B 58 A BH #%
VEGF &5 1Ml 45 SCHE 4 ] 1 8 L 40 Jf 34 58 19 5 3k
X BTG A FABP4 i oF - ¥ L AN M 384 i A A 6
() ELARVE F 6 42, 5% 3R 31 FABP4 KB 0%
&, BRTAPIE R FABP4 218 i v B 1A 20 1 1Y
g e Rl N /S o o N T = s T R N -
FABP4 S Qo] i S5 1 08 ) T 70 b A sl H: A AR DG 19
PEHOLERG T U LA R A 8 g RN S S AR
S A PR B %) PR, DA A S 3 L 40

BRI RS (14 11 BE 25 A3 2 FHLFE PR A 119 07 1, o —
AN A HTSR B SE T 18], AR R T 2R AE B W P K2 4
J 33 FABPA fie 5P T JUL 40 i 3 58 AT 7% 79 A
FEARANSZ AR, T4 H B LE -0 LR B 3 B A A% 0P
JRHE HE N A AT 8807 15, IR A, I ARG FE AR Y
BB ARG YT B REA TR R A ZEE
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