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R 24 d A B IR 2 R ML

OLR & &

IZR e el ks AR AR P IR S22k Ji

98 EEENC, AN PR R
(R RFEFHERBEOREEERSEA, &7 210008;° 2 EA X5
% — B E RS A, A 0E 230022)

WE LMY (CVD), JUHE S PR, 4 bR R R AR G H . WFFE R IT, SO | 15 I 200 458 516 X SR 4 M A
32 RNRI UG TE A BEICAL 3K — IR ARR N I R e e™ o N e e y3 2 2l ok ok e B A L AT H 18 1 S ) PR T AL
i o AR SCHE AUHERR 1IN 2 S 38 64 00007 40 i K IR AL , 0 475 Q83 B 2 R R R LB A B A A4 e 7, X SE ML ] = EOH LA AE — 2k
S B AR SR S BN . AN, SRR GRS T IR TR S Ko R RE AL R A 5 R R R AR T O B T 2Rl

SRR BE IR T A SO I

KERE UIZRGSE s 5 SEIC L ;s ShIKRAEREAL ; 40 N A o 2 7 5 FULise 1% o G e
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O M 297 (cardiovascular diseases, CVD) 24>
BREEHSCEGRI K o S Kok FERE AL CVD /Y &
BRG] A B — P8 1 2 S RE M s 3R
SR FTE S DKBETTORR B B e g5 40 i 1) SR AR 55 0%
Ao 91 20 W 20 M 2 03 O A S T AT 4 R R
# H (oxidized low density lipoprotein, ox-LDL) , 24 H
W] ot e I, B R AR s B AR Sy IR AR
FRELREARAE K, IK S B g

1L G G “F B, SR EIC L 2 3 I 1 e e
MR EEIIGE. SR, A BRI, e R
7 42 fi s[5 AR AH OC 43 155 2K (pathogen-associated
molecular patterns, PAMPs) | 1 145 A 3¢ 43 F 455 X
(damage— associated molecular patterns, DAMPs) 4
RIS R W5t 4% AN Zh BB IR 285 & 2B+ AT
o g A, X T BN L AE ORI AR T
(4 & i B I F1 ) g L I G w B Ry I R
FE” o A SCOR £ IR YN S T 3 ik ok R A Ak v A T
FEHETE , AR B e AL Al PR32 S, S AR SR W5
RV PR 07 FH P AL L

2025 -12 - 08 #1k
FETH  FK A KR RETH (45 :82370305)
(A TPISE: S  a  Be  ] a o
W, B, B A S S E-mail:

xiejun@ahmu. edu. cn

1 #ik

1.1 IGeERRIM 20w, AU R
K41 (bacillus Calmette-Guerin, BCG) 1y JL# 3F
BERZ I I FERAT I [, X 47 LT BE A7 T
i S VEDT A AL S IR0, (H 21 I 5 oK B S )
A E AL o X PSRRI KON 2 S AR AR
HHESI Y SOB HESH ) ThLEE B, 4278 56 K Ao 2 4
s H A SR IEIC BB T o Netea et al'*' S H A A
T 2011 4E A T YR by " MG, Fi ik 1 5%
R P8 A0 M TE 52 B ROF B P A i 2R RS A2 1
Lo 2012 4F , NARBFFEIESS T LS BCG 47,
32 AR BG4 A% 0 BRSO AH S J AR
JCE ,y T4k 2 (interferon v, IFN-y) 3l i i & 42
=5, I8 SR %8 I F o (tumor necrosis factor-a, TNF-
o) 5 14 Z (interleukin,, IL) -1 25 41 fifg X 743 2 44
SR RN T AERF R D 3N . IR B A A0 R
TAHAICHR I A, T R T | < B (0 A A BRI,
A LAWRER ), T S 1 U fp 2 7 AR SR 10
fCrP R EE A

1.2 ilZ&eESENERE IS0 SN
Py S P RGP E BUC ISR TR [RE L. i
PEMEGE R T B AN A 5, FAT 5 B e, Jel o
PR HE 7 A 22 IO IR B A . T
YIRS R G 5 20 e (L B A i L e 2 i)
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(1) T e i g B, AN R A S 1k 2 A sl AR R
R 38t 1% T A A ML, (0 AR ORI e = A B R 1Y)
B LA, I TG SR B e B AR X R TS AL
AN ), (E P 2 A B R e v S O ) N bz
A Ay T 7 1 G P A 5 R I R RE PR A ) M
SR ER , B g R . AR X
SIS ER Be R I KT RLRE ¥ BB YT B Kok R R AL
SR S RE P B Bt AT LA
1.3 JI&REMNFESY xR, G REAN
AT LA R CE 5 5, 1 T LA ER PR RO
F345 ox-LDL . iy v J3 7 2 R L S M e 55,
P 0 LR T VR B 11 ox-LD L 23 i 7 L it
& LB B S — Fhfe A B 42 8 ks A i
b7 I A4 L R TR, 3 LA A7 4 A4t L PRI A RS
DL H TR A0 IE B o 77 5 W 200 A v oo v A0 o
R 250 3 o R A T A R AR R R AR 3
K23k , I 9 AR Bl DR AR B AL D RB R . MO
R /IS BRAR TR 43 15 1) B B A U 5 Ik 4 R Ak A A=
P 2 B B SRR T B3R A S R I X S
FIE B Bk ok BERE AL AE |, X — B 52 26 WA 5 I 5 3
IR REI G o deAh, JLZS 19 e ARl UE 55 AE 1A 41
RN BT RE S Az AN ™ HE R A MR RARE
1.4 IS REHMMME  FWC TG RrEm
WFoR FEZAE P A R e 40, 46 A A i E
W20 M L K 9K 5 493 (natural killer, NK)ZH 8. #
A% 240 e R0 W 40 A 5 R B i ol B v ke P R AR
FH AL 3595 T AT B L 2 P 400 it DXL %) 7= A 4l 41
BE . MR AN R EE T BCG i B R it
FLREA2 1 U 25 L X (AR P B 43 5 PAMPs 7= A B
50 HRE A e N, NK 4 i R E A I 25
G RE MO FERAVERAE . B AIETE K H O Leary
et al " MRSE , 76 T B 4 M sk fa /N B R B i
R P51 R BUERE R RIS RN, BAR R I N
TV 5 st e i i, EL X At B JFE 22 U
N7, GRS T NK 4 A 0 0 5 R 5 v e g e 1L g
B AR, NK 4 7E 2 fill 40 1995 B (cytomegalovirus,
CMV) 8% 22 5% T IL-12 FIL-18 Ji , A 38 i 3¢ W it 1%
BRI R IFN-y 43 IABE JT . BCG P2 i 2RIl
A5 NKOC TR 4 AR, DA Fioe i 0 R B3 gl
51 NK 240 L B AE A 5 AR S ) TFN-y
FEAERASE R BCG 1A S NK A1 FE A e 42,
SR, I 2 B I AR AR BR T 26 R S e 4 i
TEZ AR RE AN M, T80 75 045 PN R I L Il A S

JUVAI L T Ak 20 i 45 52 30 B 00 | [l A mT LA
PR R A IR o XA HEE T Cassone! P
Hh L DAL 5 S i A S B, AR T R I R A
FE” o BIRIX i 44 RN STz TSR
TR 58 AR gl H 2 B BT R Y S e A it B Ay
KNG RIERR X R dise, CaBm8 1z
AT i S el 1 S . (S TE RS2 , AT
20 10 28 B A I 2 B 1 5 LR 5 D RE fan th B A
TEW 2SS B, RS KRR REALTT 50T L N B
200 e, = 7 A L SR A i A A LR E e R
R 35 17 7 44 2 A [ 42 R 12 20 ik ok A A AL R 0
7T L6~ AL JH DU 58 2 7 ox-LDL 5 BCG BT,
2% i 75 1A 8% 22 L6 5 (mechanistic target of rapa-
mycin, mTOR) -t %1% 5 A -1a(hypoxia-inducible
factor-lor, HIF-1o) 38 4% 34 58 W% % i 55 R 0E N 43
WA, T AIE HE B AN ER E T FESE XU OC Y 48
R, B RS T 4 41 Bt (synovial fibroblasts, SFs) i i
2 Jfd 4 #MMA C3/C3aR-mTOR-HIF-1o % % A5 AR 5
FWBAE A, R LE 0 ITH A28 SR A A
JIRE T BB ST RAE Y S AL R AE

2 Ml e Ric iz B9

SR, Ik G092 2000 M 3 B A )
S A0 B A g A R 3 A% o g AR LA S
M T REAS AR . PR AR S S 5T 2R A HIL TR T T B A )1
G MR B CHE
2.1 WRERBERE 709 %0 0500 LS
AU E R R R EOCE E AR, HORIEE
YIS RPENE T AR AT DRE . 7R UGH B
R, SR e A N Z R A iR AR 2 kA B
() 55T o A, B 4 B R A . =R W2 (wricarboxylic
acid, TCA)JEFR MG FACHAE

I 2 A 2 19 A% 0 ARG AR AU 2 A 4 A 9 1R AL
(oxidative phosphorylation, OXPHOS ) #% 7% iy 45 48
W™ RSB, FR SR TR ik R IR SUAR
PET B9 32 B R ok I (HAE VI 2R 2 1155 S B Be
20 1 A SR AR KT B35 R 2 IRy 4n
I 2 B A S D R 2 B S B T, P B
T i s A2 v OC 1Y 13, A4 OB B 2 (hexoki-
nase 2, HK2) I Ifil /)N #z 750l 2 SR B 3 1 (platelet-
type phosphofructokinase, PFKP) . It 4k, 33 b iz
fige (4 X 3 %% 49 AR T mTOR J#7% A1 HIF-1a 9 |
P2 X AR g A LA S R A L 1Y Warburg
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AN ABL LA 2 M 30 e e ) AR R e i A R
T AL R LR >, AT i A2 20 B AE S O RS T X
PRIEFER AN AT K o 2SI, BCG Al ox-LDL %
F18) B 240 L -t T LA S TR e KT 1 B

JL 4 OXPHOS 22 4iit , {H TCA 71 FRAT5 4K % 43 1
BR, AnARR IR £h  BRFAR Eh SR BRI IR ER A
KEEACM P KT m . Zead B-7 R MH E BCG Hl 34
R ERLAZ 20 i v, A S e M o e A QA 5 1 i, LN
W E TR | BR EA R ST AR A v ) AR K F- T
o DIRESIRG R BELIWT A3 S I e ) 4 R Y
A AT A A I 25 S RN, T AR AP 78 5 o
T2 R A% R e 1R 175 5 N UL S 20 7 A )N e e e 5
B, TCA PR AE U e s P B ZAE . 5
A1, VPSR ISR 2 AL It 8 4 S B o I A, T e i
PO e ) 2R AR KR 1 &2 K (insulin-like growth
factor 1 receptor, IGF-1R) Fl mTOR-Z [ i Jif§ B (ak
strain transforming, Akt ) % P 2 i35 S )1 2k
e X BERIEgY AR R R B NGRS AR T —
JE IR %) 405 i g 0 2%, A8t Se 2, e ] e e
RASEAMMIA DI REE Y8
2.2 RVBEBERE LU5HE F P 0 5
PRI 0K A G T 42, e 26 S B 4 i B R A 3 TR
PELE, NI AE DI Gr e i B rh R 456 7R B T A%
OAERTE 1) o 8 W2 SN2 i Vs L 15
W45 2H 25 B R DNA FFERAE

56 R G P AN B U 2R B T A A (A BT 2R
B BCG) 23175 Sl AH Gk R vh 41 25 1 A i A, 191)
T3 s - X B ) 20 2 1 3 2 R 4 5 H R AE (his-
tone H3 lysine 4 monomethylation, H3K4mel) . J5 )
+ X 3k 1) H3K4 = H 3L 4k (histone H3 lysine 4 tri-
methylation, H3K4me3) FlJ5i 3l ¥ X 35 1Y H3 i 2 1R
27 & 1 1& (histone H3 lysine 27 acetylation,
H3K27ac) {54 , 0 Rh 4 al 15 98 5 2l 5 Fs o
DI T S o K BRBD 4G RIS H3K2Tac i 23
W A ] AY HE A2 2 B K, T H3K4mel Al
H3K4me3 (15 BEATIIRAFTE Y, AGERRIE IR A0 15 820
TR . X SEHF 2L 1Y R WLt 14 28 A e i T e 2 AH
S PR (A 4 A 20 JE A 1L-6 . TNF-o0) (14 F 32 T
R sk, LA IO Bt ) — R

T3Hb  BEICAL I M T4l i 2 e A R
WL A& A 2 8] B B R AR AR . o AR 36
WL 38 A% Pl 42 SR A IS W o 9, P-4 SR M T Ak
mTOR-HIF- 1o 4 9% S 77, 35 e £ AT Y A )7

A, B JE YE A2 g% gk R B F 4b H3K4me3 F
H3K27ac iU #0IG &M . Ox-LDL i i3 OXPHOS |
JOEL T P 8, HCA G 7 4 PR S8 IR A i H3K4 FP AR
b, 3K Bl A% A1 L 1) 42 R A IR, st
FERLH ST 2% . U, H3K4me3 Fricif
FEAE T 2 i DG SHEA QI AH DG B 11 LV 1 i it ) ) 2
HhB AR AT REAS B T AR AR PR S .

E1 lgegE RN TEE
Fig. 1 Schematic diagram of common mechanisms

in trained immunity

2.3 GRAThEEME I i S e R
ANH A D REEL A, kM SR R A R HE AE T . B
L3R, 28 BCG 5 B- AR B ZRJ5 1 S A/
I3 240 ., X ORI P ) 9% i A PR 9 3% Wi i K 92
Tho B S 0 A B iR B T T OQ A R I
R U AR oy S O S S = e oS
TR AR 2 Ty RN SR T LA B
SERYORYRE ST, B0 3 €0 A T R0 I B 20 i BE A B-
HIRPEVE T T AL AN D RE L AR , DT AE R P
FPR SRS 5 1 AR DR 7 B9 72 2, A RGP A 6
SEREA U AR, 25 GRS B RIROR
H NIRYESE R A5 5 05, [RIRE 3 s AL n] B8 5 20w
PRI B0, 28 ox-LDL I R 10 SR A0 i 8 2o 4522
G005 TL-13 R 20E 90 DR A0 M T B2, A 2 i3k s fok i
FEREAC BB I A i o B H 2L, VI S B 1Y B2 i
FIE A1 235 055 G R AN 53 A2 T - K B AL A
P iz R i 7 B 28 2 180 AR A O 1O 20 -
¥ 4 Jl AH 4 (granulocyte—monocyte progenitor,
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GMP) [i] BAZ 2 0/ W 20 0 385 2R A oAk o IS 3000
I LU HAT (2 G A 1) 1) 6 28 A, L O A
90 Y P 200 L ) L9138 55 D BRI SR

3 IR REEN KSR P HIIER

WEFE™ R, ZFER R SRR
(western diet, WD) bR & Il 45, 2 [F] 42 i 3
JkSRAERE AL R A 5 R o BE T AR, I 25 f g2
AR A T 3 2L A R A 3R T A% A A
i, DA T 9K Bl 3 Bk sk Ao B AL A R A
31 I ES 53R EREAERTE I
FERUFR W], ox-LDL A “ Yl Zr G 2 ql ) , i ik 444
T 5 A0 A 7 i 31 1A H3Kdme3 2 1 45 22 0
AR AU e A AR R AL . 1 I
% 18 IR 2R 1 32 K B BR (low-density lipoprotein recep-
tor knockout, LDLR”)/NRAERI WD & 5| & & 5
PESAE , T 52 B3 58 KBS AN L T X R 4
SEATIAN S T o AHECZT B AR 40 M0 5 TR
R SR AT 3t 1 5 . WD 5 L A AR 20 B A s 4L A
FEWLIE 1 T A A, S0 A% 200 M A T A e K A
PE ST IV 35 o ) ox-LDL X A2 A% 4 i 328 15 93
Ab PR J5 L B 22 B (lipopolysaccharide , LPS) 7 f
P, 7 AL R DX I3 2 I A RO T A% T IR &4
A 5 R A G F WA 3Z 1R & 11 3 (nucleotide-binding
domain and leucine-rich repeat related family pyrin do-
main containing 3, NLRP3) 2 JE/MA ) #1% , NLRP3
1E WD 1EHIJS BE S A T I R b g, DA TR S8 AE P 95
LT Ra o N =8 71 RS

TE SN DR FERE AL 1 SR R v, i A7 B 40 i [
FER P B A H AR . N B4R 7E ox-LDL
RT3 i AT NG A 5 A0 A8 R 2 e R ol 2
il T e 1 9 ) AR AT 45 2k 1Y e 42 A ie 3 ik B 1k 3%
Y AR H i AP 3 JULAH S 28 ox-LDL 5 BCG
WAL FLS , AT 38 o mTOR-HIF-1ocf 538 50T 1 7
fR AT, O i G RAE R K i i e 0L Xk
4 2 Y I AR A 5 955 A B B A i =2 1]
R IE BTG EA - T35 A ) 1 2% 200 B 0 — 20 08 i A
200 ., T L ) PN B AR Y I 2 LA R 3Ly
B P 20 AR AR 2 19 S AE BB A5, 35 200 JEL 7] 3 ]
A FH L[R]3l Ji o Bk i) e
3.2 IR EEHERERELERER WKk
ST KIPRTR th il 5 1 O A B | RV kAT
REMEVR T Wl PRI A8 25 1) o 0L A8 XU AR 1 35 T

1o o AR DR /) BB R IR 1 L I 00 L RS T
B Aie 2E S0 ke PR R 8, F W PR /) BRUAS) - B RS A
BB IE R B9 LDLR™ /N VAN, 238 i 3= 20 oA 35
FR Bl Dk 55 FERE AL, IESE 13X Bh 5 PR AH S HY L FEA
A8 R 5l K A e T8 RS 5 s E Jre i s il ik PA
2o B 2 R A s A PR 175 5 0938 10 40 D Che-
matopoietic stem cell, HSC) F15## I F I 4 i %
IR 5 A e 0 5T A] KM, R AE SR 2 2R B A
(H3K4me3 Fl1 H3K27ac) K-F-J+ & , 5% 5% [ F RUNX1
e R SCHE A AR o R, 2 B PR 2 3
Jhk s A A5 X B Wk 4 R A7 T L 4 ) S
YU R FEE B RUNXT, 28 8 7 HlG RAH G

RO s, NIs A dn i 28 2 VB B IR
R PAL PR SS 534 EL R AN A, PRS2 LPS il
TNF-o0 73 W W35 M0 AR N BIFFE W, g 40 i e/
P 28719 90 RE T B A Y 4R 2 2 R T i KT L
A M B S, A0 8 il 2 B R ey, S E M R A%
240 J S A (CD11b Ly6C™ ™) 73, 96 1 vh 48 i 440 i
PV U5 A N =M 8 A A O T T AN 06
SR AT AR N 22 5 R0k, HUR 311X H3K4me3
AR X RUMANAATE YA AR . FIREH, 72N
T FRLAR 20 B, T [ R A ] DA S I 2 fe e, LA
i J2 28 3 FR RS | T (T I 2 ok 2k B B R 2
A 38 iR AR 20 AT A 1 I 200 R b 4 A 240 L R 1Y
7oA TR PR S A

Az 1 5 At 25 T BUHSC K ] 92 0 5 4 2 F
B RE A, A G S0 PR T (psychological stress,
PS) B HRA A2 A AR AN Bl 48 118 AR 3% D7 =X, DA T o 5
Sk RERE AL IR & . PS 23175 5 A% 40 it Y (2
G5 R Y B S R SR 2 R g e, (LR A8 g — Tk T
ARSI B RAE R AL . >k H H J7 W B/ B
FUNZE 1Y B A% 20 M 2 A WA 1 5 i e s R A, T HL
T 32 3 Toll H 32 (A BC A4 S 2 B L 3 B8 S, Y
7 G SR A AN PR 5 P AR BE O L X 5 b AKT-RE IR
Tk T, P 3-?)’%{@@(phosphatidy]inositol 3-kinase, PI3K)
HmTOR 1554 FAT A AE A7~ 1 B PR e 1k 1 A e
e 5T AT SERE AR O, Sy A R v £ 5 9
HSC WL 40, I Atk HC 3 B, DA 368 5 o 3 3
A RS e /D 1 I v R Y 2 AR . B AR A
X HSC (1438 08 PRI 20 7 A 45 52 i, 8 448 L o) T
W 2 iz, Iy A 51 A G B R R IE BN AR
WA
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4 st eErET A

4.1 FEZOREER IR oA
fiE 2 FE OXPHOS [l A7 A ME e A IO L i . %8 T
I e 1) SRV T, ELEE ) i — AR i A i B
W 25 SR 8 ) AT 8O o ) 4 245 T 2- 5 4D -
% B (2-deoxy-D-glucose, 2-DG) il (2E) -3- (3- i BE
FE ) -1-(4-nik g 5L ) -2- TN M -1-F [ (2E) -3- (3-pyridi-
nyl)-1-(4-pyridinyl ) -2-propen-1-one, 3PO ] 1F J& i 1
L [ W T AR A AR T o LG b VR0 T i 114 O
o A ARG T IR A TR A ) o g A
E %% PI3K/Akt-mTOR-HIF- 1o 498 8l . Hop 5
B A A 2L mTOR I 51, BEA 2L BELAS 22 Fhofl
WA B R g . A% &R AR A ALR TR
IR, B AR R -5 N ZR e B A S By S B 2 2
BOE AR C (40 H3K4me3 FI H3K27ac) , B TR S
FMEAL PR BRI AR IRAIRIE mTOR AL
T AL 2 B, 7 A TR AL R OG- & L ZE B
B AU P I AL O A 0 DRI, e S R SR
W S 2 ) T LV R T RE L [R)RE RE AT R R )N 25 4
PERS SR, I G 2 1) A St (Al e e ) s 2
TE S A0 N e R Al T L T R . T
0] ok 5 2 1) 55 4 B S B4 L T e U
FRE XU Tk 5541, 2-DG 3P0 %5 25 Yy 1) 3
VR FIECR, HAE o A8 520 IO FH P ) e PR 22 4 1P i
AR o F e, B R I Ak ) O B B S 9 4 TR 7
HIF-To #E47 T Bt /2 il AT 5 . BE5E-7 3R W], i
He R CAM HIF-1o AU I 2k S B2 800, i 7]
REA AR AE 1O A TR AP VE T . (2 TR N ik 2
FELE R A AW H HIF- 100 1 25 9 v B2 R RIME . &
F A 2R C 25 2477 2 Ga R T bk 36 AR
e 17 SRS U] A

WRAEBE AR A, #0 10] Jig A QI [ A 2 e 42 1 2 4
P2 B EL TG o YT 28 24 W ek L bR PP O R T
AR A ) JIEL [ P K, A B T A A ) B SR A
ox-LDL S M G sie ™ o 7RI R SE e, J 5 B
AR AR AT 225 RN DL, Sh ook e s A 475 7]
REERE , IX R WA TT 2R 25 ] BEDa 55 (AN JE LA 5E 4
Wi ox-LDL 4535 B R IR ek o o5 —
5 1L A i 195 R G R T U oA s LA 4 )1 5
B PE R 53 — A RO AL o N, 8 P AR S e 40 o) )
Cerulenin BH Wy 5¢ 8 g Jig I B2 & B (fatty acid syn-
thase, FASN) , T 8 T1F S5 0] A7 250417 <l 4 [ ) 75 1)

YR bap™),
4.2 EMERMBEBGLE IERENZLE
Wi A 1F 22 908 H3K4mel .H3K4me3 il H3K27ac
GREEHE BN E S X EE, B
0 R G A DG 3R TR A S, DT IR B N 5 f s 3
RUMTE B2 o #52 R P L RS I Set7 1 5% A 7 %
HEAY H3K4mel &M o R S 990 1) 751 58 B BE (cy-
proheptadine, CPH) ]yl B- 7 SR WH 175 7 19 FRL A% 4
M Zrtape™ . 412 25 LA KDMS £ 5% 5B
H3K4 H3E4b . 7EUIZR)E B9 4r i, KDMS A9 35 PR
HOE AR, X 5 3 H3K4me3 19 74 L B a2,
2B ILE T IR RS

TR F BTG AR IO 1 & 4, 418 1 & W AL
KDM4 5 7% 38 1 2% B4 i PE 47 12 H3K9me3 S i i
FEPRE st AR JIB-04 B W35 AR p-7 BvHak
BCG MU LRtz . xR W], 7] H3K9me3 1
TE B, B2 — 2 A G e R R 2 BRI
GAPEM A BGER . TIA AR S AR ) 2%
PR JE AT AT RS . RARZ WAL B Y A ZE P BAE N
B2 S AL SIRTT 9380 77, 38 3 4 5% SIRT1
AT I CBEALVE R, e BH 1L B~ M AE W20
i H s S A DI R B R, I/ AR R X 4 TNF -
ol VB PR A a3 AR X I R ) 20 38t A% R 9
F, AT REFR A B T UL 2 (10 it A AR e
SR, 33— SR W [7) A0 T I 5 W L 7™ 06 1) R ARl PR
Pl o 200 3 A% VR 4 2 A0 A B Rl A A A R
— XA RS e R, BN
i RYT 1%, 5 A )k gl 2 52 0 400 i 8 4 40 1) o 5
PESE ), PR, RO I ) U AL ML R SR
{5 H miy 5 A TRl AT 5T AR 25 9 & B B

5 REERE

I e A R —Fh e KA se R4 < 28ic4e”
PG, 38 AR R R 5 % B S it T 0 i AN e T
AE , 75 s ks R AT Ak 1) J2 A % B8 Fh ) 8 A% 0 3K B
fife . KRS IR BT, BE R | R IR I O 2
IO 98 45 22 B I [ 38 n] s SN G g, S 2l ik
SRR 5 L 1 < 3 B AR T —— Rl £ I R R A5 2 4
1E, RAE AR L3650 o PR, 30 il 2kt e
Sh kS R BE AL I B IR SR TR IR AR . ARSI N
RAETIF LR T FUR S, LARRE ) 335 AR 41 il 551
AR R R R o R, iR 75 FF & M G2 Wik &4, 1)
QARG 000475 2 A2 400 it T B H3 K dme3 7K - SibH 15
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A, 1 D PEAG B 15 8 BE B A bR 5 . I
b, Eh A N TR REBOAR AT 2 41 22 s (a2 WL
P AL e dl) A B s I 2R e e 2% o
FR e S e R4 A, DT g 22 T EL OB 3l ok o e i £
BERE SR AUE IR TR
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Cardiovascular diseases (CVD) , particularly atherosclerosis, represent a major global health burden.

Recent studies have revealed that innate immune cells such as monocytes and macrophages can develop immune

memory after an initial stimulus, a phenomenon termed “trained immunity”. Growing evidence indicates that

trained immunity serves as an underlying mechanism of chronic inflammation in atherosclerotic cardiovascular dis-

eases. This review focuses on outlining the key effector cells involved in trained immunity and their mechanisms of

formation, including processes such as metabolic reprogramming and epigenetic modifications, which collectively

lead to a heightened immune response upon secondary stimulation. Furthermore, this review systematically summa-

rizes the role of trained immunity in the initiation and progression of atherosclerosis, and elaborates on various

therapeutic strategies targeting trained immunity along with their application prospects.
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