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Abstract

Programmed cell death 1 (PD-1) is a transmembrane protein, which is considered to be a co-inhibitor
of immune response. Atherosclerosis can cause secondary lesions in coronary heart disease, stroke
and other organs, which seriously threaten people’s health. The study found that PD-1 antibody
can affect the hardening process of arterial atherosclerosis by inhibiting inflammatory reaction,
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reducing oxidative stress, anticoagulation, regulating lipid, lowering blood pressure, promoting
glucose metabolism, regulating the proliferation and migration of smooth muscle cells, reducing
the number of pathological new blood vessels, and protecting vascular endothelial cells. The me-
chanism and research progress of PD-1 in anti atherosclerosis were reviewed by reviewing the
relevant literature in recent years.
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1. 518

Bk KL Ak, (atherosclerosis, AS) & —FiUk A= 7E 4 B B Mk 2 REF T, I8 A8 BRI — R A K H 3l ik 1)
WIRTFGR, ARG IE K& A WIS, 2 A I R R A e A R, TR AS B, &
i g B AR R I A A . SRS FERE AL B AR, TRAGLER G . BREEE KT
Z AR M1 AS KARNLEI AR, B ATk R AR 1 2 BN Vs N 3R E RO A, 1 38 4% D]
.M. R, Ei e BEIRAE. M. ERYAER R AN W R AS R

FEFFPESET: 1 (PD-1)72 CD28 KGR H, Z—MEH 288 MAERMAMREEA[2]. PD-11EN
FOHESZ AR RIE TR T i, FEFTESET: 1 (PD-1) XL S RARFELAK PD-L1 Al PD-L2 41 37 f% 3
PGS, A T A0S A T S2 A0 G B (R (P4 . HFd 4k PD-L1 F PD-L2 R ERIA THEE R
Y. PD-1 SHECAL GG, nIH0H] T AR ETE, IF F U T 4 V. PD-1 7E G 4 i i)
VER BFE G SAYERESNE Gyt 52, RIPHR T2 e Bty SHR G G2 AR Je 2 [3]. DRI ALK
W PD-1 Ptk B AU Pk, Pratb. MGk S 2B E R . ASCEER I PD-1 Bzl kol
BEAL (1 FE AL S Tt g

2. HPHISERER B

BNKHFERE AL IR BB BEARAAAE 2RE NV, SORE SR MU R AR SRR I G R 28, 5 A% P4t i B 1
(R IR BN AH IR [4] o PD-1 B A o] 30 Ik Y75 22 P S8 REAS 5 00 2% 00 1) 5 o B R 7 iy 1 20 (ROS) « TNF-ar
WEEZR(LPS) A IR B B 4 SRS M U 2R, FLIR T 1E A A% R 1 «B (NF-«B) S 4
] 22 24 JEUOE B (0 MAPK (ERK, p38MAPK, INK) 1 Janus #BF(JAK/STAT) FIBEER 1L, M ki 28
IR TR, B RFEREIREE AS B B JORE I B[ 5] [6] [7]-

PD-1 Hi A m LU i 18 1 i 4 i # U LA PR 9RE S R R4 ML R ALAN M2 R AL K,
M1 B B WA A s S 0E R 7 1) P2 AR 3 22, SEUEMIIR R A SORE RS T M2 B B B E AR, i
PREPIRAMBE T IL-10 & EFHFMHEIE R R T, RIEFRIEH. AS BEH i K FRIA K5
Wi S W20 M (1 20k, PD-1 HAR ] LLIE I #0] NF-B I8 # A PR 28 eI (2, M1 2 g4
Jf 5 Tl s 3B ] DL ZE ] MAPK/NF-xB 005 S I ER s, A8 B R A0 A b 02 48 DR 7~ A 1m) 0 28 1A
TRAEAL[8]. BHKSEAEREAL & —Fh SO TEZR , PD-1 P ml DU ek Y 5 AE A5 51 1 M1 [ I 4 i A 4
SRALFAE 58 R F 1) 40 Wi/, LR DR (IR 3G I, AT EIHLAR 2R IS, ZEZ% AS HEFE .
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3. MHISEILRLH

BN R IAE A — P8 1 SO s I B S M AR 5 SO AL R B B ks
FERGAL I — ekt . B X3 EINLA] . 35 M4 (Reactive oxygen species, ROS)&—41/NTENE D> T, 721
TP AN BT BE A AR I B R R A OGRS M FRAS 2 CE 2, {H ROS AN SZ 4% 748 5
P 5. WIETERTEA e YR A A, DAl ROS MRS R G R, AALFIFE L FIPLH 1 R S
FEEA SRS [9]. KB Z FINEHE R B, PRAS LA AL AR 78 5 A I RS R B e s kR FE A . B
AT A T 5 T 1B X R ik ROS [HT AL ROS TR BB TR AR Mk RS, HEFR
ST APL MIRNA.  H BT IELEFF 0] Ox-LDL R & i LOX-1 577 PD-1 Hufd v i i $2 e 4H i /)
T I BRI 5 771 15 40 M 9 SE A R AR P, B 2 RS AGEF  DUR S R 1 B )
B ik o R R A S A S B VR 97 75 30[10]. PD-1 B nT 4y HildE i #01] NADPH S (LR p67 7 &35 M Al
R RIAR A IR IR R 1 2 70 i, £ 2% NADPH 4240 EE AL K ik R 45835 1) ROS [11], B ] 3@t 410
il HMGB1-TLRS-NF-xB 15 5@, />4 A 2 REK 1 ROS Byt %Kik, BHik AS #Efg[12]. PD-1 1
WX RLARA R EH, 4 PD-1 Htikdt AS IR FL 8R4 787 1al . BEFE s, mhEd vt R e 2okt
RIS . PR TEAS A G PR AR T R, ITTIRAR AS. JE— D78 80 RO P B2 240 2
PRI EeAi A% I ELARNLE, 5 R BRI TR I 2P R T IR A 7 ikdE, BRI T 7t PD-1 HiAkAd ¢
BRLAARLRAP )98 FEFE R[13] - LDL %84y Ox-LDL Jim #-F- i JULZH i AT e 4 ff o AS R A 1R O B, PD-1
PUARTT A R ZS AR, TR T AR A EE(ENOS) A NO, NO fEfsHlf| LDL Afk, ik
YRR Rk [14]. 27 b, PD-1 fifk FZiEd iERR A A AL RIPZRRIE, /IR, SEmasE
Pl PR 35 PSR AT ) AS R S8 R JBS N

4. fin/RERER A AZ AL AR

IR TEARAY: NS i) I 11 AN L 5 00 N €11 R R S NP ol 2 91 I 7 e 1A
AR T L I B I T2 RSP SR B B 73 [15] o MR AL T e bR A 11 3 22 o DR B LR 27 R e 11 O 1l
£ AS SRR BL, RIESECN RS, 2T BE RIS AN o X 23 (2 S K R A A i e O A o
FeVEBR . PD-1 BT REASHIHI ML MR SR EEFE AL, IR FEDT LA U E - AR BB 26100 N /MR
EHPHRE — N R Z DB, FTEIUVDAFE RS2 FRVE R iR S R JETE I 4 R 45
P30, AR FLAE AL HERG PR . VA I/ MSOBORL & R i, s JE SRR . IRIE LA ARl ), s
Y8 A 5 VW RO I /NRORE B8 Pl VA PR A (12 22 A2 (TXA2) T ADP) 2 5 ifil /M ZE4E[16]. PD-1
PO MR 28 (TXA2) T ORI B 745 5, AT L /MRER S s F0ib i J5L 2 1 A LN S AR (R 46
I ML/ AG[17] 0 /MR SR ERAE AR T S R rp, /MR AT e ikt ifL S N, PD-1 Hi A rT i) il /A
ORI VETEBEIRRE A2, B AEAEDURIR A, AR R e A2, RIS ER D2 FIHTAIRER E2 25D,
MRS ARAR R D o IR bE A2 & — T R FA TR I/ SR BRI, I T 27 i 2% D2 mT ik B i 1 R 1)
T, 3 e i ot /N ) ) 32 B AR 2 —[18]. PD-1 HAA T LLUR I 48 4 R 7 (1075 A A L A8 Py g o
() TF Rk, G )8 st ML B, 38T U H i 2H 38 21 1 i S0 7 (t-PA) L 7K T kv A
Biia AR [19]o PD-1 ik = BEid i #0 ] /N PR SR AR AT SO0t I 00 S 87 J i g IMAR VA, AT
> AS SR AR T R

5. AT BR B

SBKSRFEREAL I 53— PR AR AR R, 085 5 5 A QU SSC3 A im E  B AE A 5% . MR IR
JE G 5 F (LD L) K- T e C RN Lo MU P S G PR 3R o SBKSR AR R AL I 38 i FRe 1) S S “ g™
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F2 ML B r DLV A A0 M DA R AIE PR 4 1R PR T o AR DX 3, G rh 0 368 I ATV LA B (VSMICs) AT T bk E2 4
U B S IR RR S AR, NN SR BURT HE— 0 R R N EN KR AR AL A2 [20] . 7E PD-1 421}, 51k
() T HTCIES SRR SR AW, (REITR B-E AL (FAO) I 2 . PD-1 1834 CPT1A (1)
FARANGE T o AR AR IR PERE BRI FAO, n ARG g 17 o b 5470 H delt 10 P v AR R O e PR T
[21]. jitiFH ROS iR 7B NF-B 01 751 P 250 /) B 00 26 AR AR 5 L [22] . PD-1 Hidk ] PRk
K7 NFeB B3EYE,  JL IR 80N Ak V5T AR BTAR ) 7 A o At o o e % 2= HIRpUANA R D e B i
TEARHI SR B AE RN 2 BUME PRI I R JE Hpie 2 BE o #0f) PDL, 2 34 40 B 1) g i T S A RO BB IR A, i g
By 22 (B8 Ji e AR A0 B i A B, R0 T 7 R LA [23] - PD-1 B A vl DA &isk2 > B W 40 g %) ox-LDL
PRE, Sl 2 8 o L 2 P M, R e P B BRI ) J = 2 RS T8 R 2 AR (SRR ATP 45 45 i is
1 (ABC) A T 1 o BF FTUE W] PD-1 i 44 T 38 3 3011 TLRA/NF-xB/AE 53 # L 80 AMPK, fiE3EAT X 324K (LXR)
HHIES ABCAL HaIT#E 4G, FIAEWRAIME - ABCAL K&, A B TIRE RSN [24] [25]. &%
£, PD-1 frofA 3= B i ) i o iR IR MSORT G B, RS2 A M 23 A A SR PR AL T, Y Wk A Rkt B 5 1)
TRz, e IR R, RIEHST AS ER
6. T

8 TR L EE - 3- YA i (P13K) v-akt /)™ it 19 Jie 89 i 75 8 DA [R] Y5470 (akt) 22 2 500G 2 1 BB (MAPK) A1
AMP B 8 B G (AMPK)IEES [ N X E PR S 2 O0EE, @E 2 SBURREARE R . Fit,
XL IR AR N AR VAT HE A . PD-1 PUAR TS Akt 5 500 E, 30 0 5 B oK B MR /K P [26]. B &R
55 i S AL R B AE AR O 2 TS . PD-1 FiiR 0 PIBK/AKT. MAPK Al AMPK 155, i
TR AR RS . A, BWE IR IE RN R AR A B (S 5 S AR S v R T AT U R
ARSI IE IR . SRAG R 5 IR PSR . BT EAC AR DS Al IR Sh e, s E RS . R WL
B BB G R S A e SO S AN e AR B R R AR T W E I M4 [27]. PD-1 Huikis4mi iR &
BERRNE (G SK) -3, SN FFRE J5L 25 8, st ol S A DX Tty 98 19 A4 2 AT I R R W (PE P CK) R 21 267 -6
TR BRI (G-6-P) I Rk B S 2E 384 Jim k] 267 4 R L ROWE & 1 [ 28]

7. $EI R MR TR

B ik o R R AL B B 1) T RNV T T LA 0 A 11 2 2 i DR sl k-1 LA L (ASMIC) [ 3 B RITIE 72
VSMC =2 I BE) F B S5y, £ AS KAESEFEE ZCEZENEM. AS kA KERZ VSMC
AR T 2 18] (RS AN W B AR 3 A . R T VSMIC 13 5 B A R S 80P A 2B, T i VSMIC
P, XA — PP 28 AL, SR /N BRI A BRI N ) VSMCs TR TSI S IR R IL: 78
VR 220- N AR RS2 AApo E-/-/INER AS BEH b HH IATSEmE AR v | e JFURIJE 7 25 2%« 2N B 1y M
RPN B A RESE B R . IX LR VSMC FT- 5 AS BEEARE e 3 UM 5C[29]. P i WL4R L T 8 g
557 4 )8 B AEE(MMP) R4t 6 5%, PD-1 BUARGENS 2 3 P MMP-1 Al MMP-9 TEALA P I 3 IE RS 1,
OIS LA B AT A2 [30] o A ST I PD-1 Hufd T DAV NF-«B 3EHE, k> B &t i 1 &K B VSMC
HJE/MA NLRP3 [RIA &, JEiil H 8 e [31]. PD-1 Hifkifi] VSMC (1345 AL i H L]
F B A A R VSMC R IA R SEELR, X0 AS BEH (T iR TR 16T J5 I s kA A
R

8. TRIPHIE4HAR
PSR ~ SRS B R A A RSB SRERE AL R 2 — T Y B A0 L 5 0 Bl o
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AT L a5 . N B Al R PR e s, iK% B2 M1 2 1 (Low Density Lipoprotein, LDL)JE s 4 At 5
i %% JiZ JIg 25 4 (Oxidized Low Density Lipoprotein, ox-LDL), J&3KahiK 40 R Sefi K 3. A iz 2 i 3
RERRAG 5] A LA (R R AT SZAR T P R BRI RE Rl F38 2, SECHIEIIZNIEGE, Sz gn &t
TEREWRAAE, W ox-LDL JERGEIRANML, 535 53 ulb 4 i DR -7k — P 90 S84 RO ifiL /Ml
BOEFM, ABORMERATEYIY K. EAGNIROC RIS RIER -, I N A, 51 A sk
A YEIRASTERIBE S RS, R Ak e FAE[32]. PD-1 FiikRE S A e SO B RSN, YR
DR R 2R 51 RS R ML R 10 ROS i JE3RIE,  [RIBY 155 eNOS P2 A& B 1) NO, B0 I B e
53, DRI N R DIRE[31]. (RSN B A N EG A BLFI 1 PD-1 ik H38 v M 5((ROS) /K F-. PD-1
5 T B A BN PR T ZRRiiA H,0, AUS I ROS /K°F, LA PD-1 M55 N3h /14 ROS $4 0, £ E 5
R IM AL, FIRFEESEIEIRITRR 7 PD-1 B & ROS /K P24k, tt4h, PD-1 BR5h( ROS ZB4L%tF
iy 0 A PG J AR U ) (1 R 52 S E o [ BELIBT PD-1 755 NO )77 25 1 P g 4L S U fr) i 5 7 5
B J35h, SKIRgiRRY], PD-1/PD-L1 Hii| 5 /2& Js /b 40 i 8 2[33] [34] [35]. HiUtwIHI, PD-14ifAd:
BUR AR IR, PR, PUE (RHEEIL RIBOIRAS T I Py B TR, ek I N R 454
S AS .

g LRTA, PD-1 ufnr DU k> SOREFI AL I Pt o RE 1R, (RHEREAR . AP
ARG T AT RS R N B Al PR S I AR AE R BN BKOR R AL JE AR, BARHLRIE A et — P A 7L 58 35 .
B R S RIEATE Y, SRR A 2 . 7€ PD-1 Frikpt— 2wt b, Nii% 5 A A 25 AR
BRK R, TERIEZAY) A RIRTHe FRACSRA, MH 2 HTERBINIRKIATT, A EBONA R AR
—NHITT
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