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Abstract:  Atherosclerosis (AS) is a chronic metabolic disease closely associated with dyslipidemia and
inflammation, although its pathogenesis remains incompletely understood. As a central regulator of
metabolism, the gut microbiota generates a wide range of metabolites and plays a critical role in maintaining
host homeostasis and nutrient metabolism. Accumulating evidence underscores the pivotal influence of gut
microbiota on AS progression. This paper synthesizes current findings, emphasizes and elucidates the complex
interactions between gut microbiota dysbiosis, its associated metabolites, and AS, while exploring emerging
microbiota-targeted therapies and their potential benefits, with the aim of providing new insights for AS

prevention and treatment.
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ASE P IME N R4 e du il EWRgH
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YA AR
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. IR T A3 B 9 PR AU AS T REY
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1 IFEEESAS

i RS ASZ IR 56 & H 3 32 3R
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BORMCEHINT, 2 RASSER (£
I, PiEE BN RS SASEYIMEK, THEX—X
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L1 BpEE R

o TR A 4R E HELAE R TE N HL S5 18 A ELARA
I E AR . 5 NARABEALARLE , Bl ik
AR, R, WHE10002 R4,

SOZAMNAFERIE T, KL NPT A9 RE
EAIT0RET . A A Py 58— HH i i 1 A2t A B AR
IR ERAFH], 2 JeE SMEIR b — P b
K. BLMgIE W DX AT B R 2L AT R JE N
=0, e R N B P K 2 R R DR AR
- E i ERE R TR T I A R T E S0, e
b7 W TE AR B E 90% UL F, KGR TR ]
W] AR TTRUFE A 11250, i 2
AT VR RS, XEMAEYRIE 518 FF
W AR ERROL . TR DL A ARV T A BB R .
18 F N RS (L g A i, T o TR R S ok
AT LA B AE I AARE B 2R B IE S B 7
BV, EALR4ERE & H NI
1.2 FFiEE A KIAXTASHI R

¥ 3 TR 2 U A AS R A RIS 38 A ) B i A
Z—. WHRMLSIBAENRE. 4. HELLLTE
FEMKERE T, MAEMFES HE R4 R
MR AR Ak BURE E T AR R Y5k, EIE TS
RGBT AL U, R 2 51 KO
ST IR S i 8N B B () AN R PR iR X
Bz, ANTITIR PR ASHRIBEE o

RAEEASTE I HEZE RN 2 — . i Bk
WaMEWFEDIR, SEURE®EESN,
5 % 15 % B (lipopolysaccharide, LPS)F1 At 41 B
A3 (CAn K S0 & I 3 N ILIRAIE 3R, 5 R 90E I
N, BPATEM “Bds” U WEAREW, e EAT
B ORI BR S EIE I oI B A 3E VD T B S A
PO I BRI R R R R A R AR, 4
Eg b e, FHLPSEBIEIE 2, MMk K
A8 P R BRI ARE S, 2 T A2 a3k A S ) s B ik
FE yin 5 Tnd 8 i & (T E(Apolipoprotein E,
ApoE)iia /N RIESTLPS 4F )5, KILX —AbFE 8
= T A BE R F--a(tumor  necrosis factor-a,
TNF-a). H40H /% -1B(interleukin-1B, IL-1B).
40 i/t % -6(interleukin-6, 1L-6)H1 8% 40 itk
[ ¥ 8 H-1(monocyte chemoattractant protein-1,
MCP-1)% RREN RIS, il T AS. 9 H,
LPS A I i TollA 32 A IS0 S RZ M, sl 0K P e
MRS A% T R 19 IR % AL ¥ (nicotinamide adenine
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F1 SohbicREE A AERMEER A R EERLE
WIWEIT  FhmE AHIRR T YE R Sk
. FHIMIE 26 EWEGN P bR EAINOS. CD16/CD32)7K -,
FHFT Do, CD16~ D32 CDIGS s ¢ Ee bR 1CD163, CD206/KF, (RHET  [26]
THP-MAITHP-F) 37t % M2FER AL
4 HIROSIE B EESOD-1FISOD-2 {3 1, 1% A AL S
) FLAF B SOD-1. SOD-2. TJPs FZIATIPs(occludine ZO-1. claudin-3AIMUC-3)f141k, £ [27]
JEEET] P e R
- WA LPSHIRIEL, WINZO-1K A MFRE, o5k
HIRHRATE 201 i, 77 22 L 2 R (28]
; . . W58 E SR TRAF6E: 5%, BUENF-«xB, (Rl 5IER M ; 2
R TRAF4. miR-146a. miR-181b  “o’ oy iR 1460k P, BEmiR-181bM0Fe5, mEdkm 2
R G N, B AR A Bh ik CD36 R4/
AT CD36. F4/80 SOMIRIL KT, (Eshk P 4 aTh e & A BERS, SEGE4  [30]
BT A B AT 2R L LB A B ROE
N AR U A P R IR PR AN e IR A, 3 AR
HERRE  TMA TMA, (23 (N TMAOKI I, IITEAS [31]
JEISFXR/CYPTALE K FFEAS B LCACH IR, —Fhik 2k
FRLRHT AU FXR. CYP7Al REYTER), A2 3k AE [ B 4y i AP BR AR B, B2 g AR [32]
B, BEAS
- AR EMCDCAKF, MIMJRISFXR/FGF15i0Es, EifijF
RIGHT B FXR/FGF15 WECYPTAL4es, (RN 1 i [33]
AE WA T TIEAT B ABCGl1 FEARTHP-M A JiH [ {2 4 AH 5¢ B 1 ABCG 1K F [34]
N EEE M, LS M iE B R s s, IS
iRt e TLR4 M N EATLR4/NF-xBf5 54 %, 5lEBIMMEY  [35]
T 1 % # E Hoccludin f1ZO- 176 iy b 57 41 B o i 3%
PERUBE ] B 5 2 bR Occludin. ZO-1 i5, Ry b, FRHIMR A RLPSAKT, S iEEn  [36]
FERIMGE, >R
BN FACH M R R A CAT- 1123k, FFIRIRABCALL
WATHTT  BATHE ACAT1. ABCAl. ABCGI ABCG1 % 1 [ B 512 8 A /K, WRISMEERESNHE, o [37]

JE R AR 2R

iNOS: 558 —% L% A M¥(inducible nitric oxide synthase); THP-M: THP-1J§4: EBE4NiI(THP-1 derived macrophages); THP-F: THP-1J§

T3 41 B (THP- 1derived foam cells); ROS: 3% (reactive oxygen species); SOD-1: B4 LY {LHEF1(superoxide dismutase 1); TIPs: &
WIEREE A (tight junction proteins); Occludin: 'BHEREEH, TIPsHH—FREEEH; 20-1: E%EREH-1(zonula occludens-1);
Claudin-3: & EMA-3; MUC-3: Fi[[-3(mucin-3); TRAF6: MR IRIER T 52 44 AH 5% K F-6(tumor necrosis factor receptor-associated factor
6); NF-xB: #%[FF-xB(nuclear factor-kappa B); F4/80: —FiiEFMdric EWEANRM4IIRTHEE T; TMA: —H & (trimethylamine);
TMAO: = H &-N-A P (trimethylamine N-oxide); FXR: % JEEEX3Z {4 (farnesoid X receptor); CYP7A1: JH[EEL7ofH [E ¥2 (KBS (cholesterol
7a-hydroxylase); LCA: fiflHfZ(lithocholic acid); FGF15: RUAF4E4HMIAE KK F 15(fibroblast growth factor 15); CDCA: Z%(IHEZ(cheno-
deoxycholic acid); ABCGl: ATP4:4 &% ® AGI(ATP-binding cassette sub-family G member 1); TLR4: Toll#¥5Z{£&4(Toll-like receptor
4); ACATI: JH[EEEEELEE(acyl-CoA cholesterol acyltransferase 1)
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SCFASHIR I B2 ().
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TMAOZ i & H IEBR . /o JiE PR SR8 554
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(flavin-containing monooxygenase 3, FMO3)% LN
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[ #4312 (reverse cholesterol transport); OIf78: W45 {A78(olfactory receptor 78)

Bl TEEERRS BRI SRR LR R0



W BH R UG, 46, it e S AR P M E 2k ok i A 5 Jee b B4 47

TheeH FASBE fa e v A1, LinZ R,
TMAOREE (2 i NOX 4 15 DL L 11 48 1) AR B
IF5 T 5 A PURS 2088 F B 4% # 85 (protein  arginine
methyltransferase 5, PRMTS5) i, PRMTSid# i X}
NF-«kB p654 HIF3047 st AT PR 2 34k, AT
i 32F 1 40 B B B 79 F--1(vascular  cell adhesion
molecule-1, VCAM-1)FIL, HnJEMLE 50 K
Mo HeAh, SaaoudSEMHIBF LK, TMAOIEE 5
TP RAE N I MNP AR 25 G, 155 PN T I S A
SRR I P S AR R, B T O P B 4 P A
H AR RIE R EIX—dFEd, TMAOILRE]
— AR AT A R A M A Dy B A S R T D e ) 4
Ml SR, Diez-Ricote5* &% Hl, TMAOIL A]
M B M miR-21-5p MmiR-30c¢-5p [z 3 [ # 3
JE B R A L K] 2 (period circadian clock 2,
PER2), Wi IRFACHAI 20, (EdEASHIKIE. X
—HE YL S M NMROREE, RIFASITIETE
R, AR, AFEIESR R, TMAOS /MR R
O 2 T IR 26 1 5 S o e T, R ok 7 g
—PIRAHNAER R, SRS, TMAOREH @IS
SO AE B A JOAE . N DR RS S 2 R
I, (EBEASHIAJE . BEARILTE M A 785 I UE 4
IEMITMAO# % K CVDIFR S LL A ASCVDIEL
W E, (HTMAOYE N—MA TS 71 B A%
O 2R pii A O A S
2.2 SCFAs

SCFAs & A A H iz 18 T 3 A8 T A6 AR AT 1)
i £ Bk KA ) A R BN R O R v A R A
Y, FEARE O WM TR, el
o5 W 20 1 77 2R K S SCFAsI90% 7 1y —Fh
AR F=Y), SCFAsH BT FRC VD) &4
PR, AR o JIE AR

R, TREZSGEAERZALE S,
W08 e b R A B ) BE BE D RE R R IR A R
EERE AP E R A -3 A EA-4) P E K
YR B B R s B e, AN, TR i
il F W FINLRP3 0, 1 HLPS 51 1) B %
B A SRR R R T, HERAT T
PR e 1 $U ) 7% A0 TAH B A B AT A o R TR AL R %2
PROFI KT H T 10/ KL B KIL-1. IL-6.
TNF-ofIIL-10%5 %08 K 7 A= AP0 IR H., TR

AT PR AT S A 2H H 2 S A T T T4 ) Th
REFIAE A, FEPILPSE FMIL-6 FIIL-12p401H 7= 4,
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R RERE Ik /D VCAM- 1T FIE- B R 177 A, $i d%
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N 5 50 LA AR 9 B 7 0 B IR B Rl 72 (kruppel -
like factor 2, KLF2)MJ[fk. XLegh LR,
SCFASTEAS B¢ HoAth 28 FE LRI 1) ¥R 97 v B AT W AE
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Wi, % A 78 (olfactory receptor 78, OIf78)M Al {ig it &
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Jig AR LA S AS R R A I J v R4 B

PRI N EE NG S0 T, FEEEOE A
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SEDOE TR I, A G B AR A VR IR I ApoE /N
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M5 5% 502 . Biagioli%V R UL, TE@REIR A
WEFE [ ApoE " /INR A, FH TGRS ah 71 2. 3
T B KR B I AR BE AR R I K. Zhao
USRI R I, TGRS AU #5082 IR (cyclic
adenosine monophosphate, cAMP){E 5 i@, kb
/N FL R b B 4 A AP A T TNF-a, IL-6 IL-
1B A . GuoZEP I /I B 440 ff A B N\ 9
M FEAZ AR A UESE,  JEYT AR IE I TGR5-cAMP-PKA
HEE, ATIHINLRP3 RAEMAREGE, A4 %
JEFCHIZREL. LAk, TGRSIEREHEHNH] BV AT
ox-LDLFHREEL, HEMRBEASHIR EE, IR 5
VR T R BRAE YA AR B JRE SR (1) OB FH o
2.4 HA R~

My A G BA B PR R R, &
B R S, BERE A — R BB YA
BRI 1, XA N AS B I E RO A 2l
YER . Blan, JR LA 2 /K R A B 2 h 67 &= 1
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ANER B K P R B AR B L AL RO 56 RE
JS2 0TS T )L A R W LA A o) 440 P 1D PR oy - 1
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FE /N, E Sy B 2 RS T H U =R B
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o 38 R IL Be g P AR 2 M LAY, 25
ASHIRAERED, OIENFRERER, WANE
. BRRAMBEARSE. Hd, RNERNATE
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& — il 5 CVDHH 5% 8 B i v B AR 1k A )
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Pp——"5l -3 P IR A it i 410 il miR - 142-5p 3 5 ATP
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FJE AL IR 5E IR RIRTT ASIH E EIRT .
OB T TE T 5 e i 3 B A %) 45 A8 R D e DA
T8 B A B = AR RURE I, RS AT 0 Y I
NEAKSP ko4 B AOE . ORI TE BERR D RE . K
HEHUEAAER, AP AR ZZ AS IR AEFT R JE

LinZEVR B, MR rb B EU AT I 1 1 1 41
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WA 2 IAEIER, SDFFIHANGE T iRk
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Ak, st o e h el
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Ao I B M T B i R A T 10U 18 B R S AR
W=, RASHIRITIRME T 2 ui. ANMEAT
WA 5L
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fol A R AN 2 AR G DL R TR A, TEZERE
Mg e @RS TR EEEEEMH, B
AT 3 S e D S S B A I KT
PR ThEE S L, X ASHEAT TR AT Fil. R £ 4
T4 Ky B SR SR W A5 2 AL o B TR LR 2
AN, TR 1 B 5] R B G 40 e N
LiZEBUR I, 45T ApoE " /N EZE R (15 75 2 K
PR BB 1% I 25 AR 8 RE AH DG 1k IR 7 A Bt 23 7 1
FIEAIMCP-1. TNF-a%), /b B rEG0 TR £ 5)
Bk RIIR I, HFERASTHAE. HFH, HAERSR
A 7 T T R e TE R R, AHIAS IR
JB. QiuZklHRiE, HHYFLITHZDY04RE M ML
ERAEMHMAER, BEFKILETMAOKEAE
FATMAK Y. ZhuZ5 e R B, 45 F ApoE™ /)
B 2 2 A PR 1Y K B T 3 o i T B R 2 AR, 2R
B IISCFASIIKT, 8/ i FhIH i DA & 28 i A
TR, MEASKE. BAVRTIEN, it
A7 2 A TC A R B R IR AT OE — AR S —
SACEGERR, W ApoE /NN bk P B Th g
B, 2R R HIE S T T SR AEE
A VEH . Khongrum 25 V7E Xif 5044 v fH [ B 12
BENB R K, HARBTERANESE, 2
& MIELDL-CHITNF-o/K - 2 3 A%, T IS 2R
HHAEMBECR AR BER S, ARdhoss 7 &
FIEEIRE . BhAh, ZiaeiZOUR L, ZRUIHLS
TR DRAN R MR SRR S, MUK C I M R
. RS RIEREYKT B ERK, RHHE
X 3 JORE B A AR o g AR TR R & AR T AE
ASH BABERAT IME, BRI 55 A H

MG A TCH R S AT REAFEZE 7, B — DR R H
BARAE ML B A8 A 75 =K
322 EEAH

#5{F F£ #H (faecal microbiota transplantation,
FMT)E N —Fh a7k, R fid B AR 1 g i
WM B AN, ERERESN, A
W ERA . FMTCAIESE Al G 20697 & g,
045 5 R AR VR TR L JORE T B D i 5
RO, K TFMTAEASH KIBF A4 T4
By, (HOA — SRt S se G Wos B HOE 7R iR T
MR Kim&EF R B, 8 B A RN R S R
TR CTRPYFE A b /N AR N, BE D T JE#E 1)
g R AL, 3 T ERERE A, R A s
THAFETIE, WS T HiE N R, #0
7 CTRPYIE R ik /N RIMASHERE . ZhaoZE™N)
T8 Jo e fel R 0N BRI ST RS A A M S AR /N BR AR Y
VR T A T (BT o 2 U R B B B ) (4 2
&, FEKE T HIE A 6 0 R K s e
TIRRWE)FEE, HEIIKT 2 EH A
FAME R MM A F (W TNF-a. IL-1B. TL-6)fJ7K
¥, IR T RGMERIER L. 7E— TG SR A
o, W AT ON BRI G R R A 0 i T B R AT
FMT, BRI T AU 28 & 1F 8 35 il vh )2 BE 1R
CTRTERA, H IR S A4 P TMAOF 7 A BA K 4
JE) I B A 20 rh 4 B R (A TL-1B IL-6. TNF-a
SV PR A RS H AT A AL I B R
FMTXTAS 8 )52 bry7 oM 2 4k, HEEREZ
(1 PR X 36 A K B BE DT AFF S I HF . FMTA B R
N AS I B T
323 MAEZ 5ERAK

PUAERFEEH T RURERE, (HEfFRRHe
Xf S A A B P AR K A TR . Rune &5
R, A NEBREW T IEEE, IR
DL I BEKSF, ekl 3= 2 ik o A A A 5 A2 T
o SR, BLARIE S 00 W 18 s R RE v U 2 51 &
51 ] P R SOR S R R (B JE 2 L e C AR B 1 2
[R] 0 L[] 2 9 55 e 45 & B 2 3 IR g R ak A,
348 01 gy T8 Sk R ] () WA, [ BN X P B R o
ST IR 45 & MG AL, kb fH [
R, 30— o = o e R aEY Rk,
X B AR R A RS T
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Wk PR LA PR o W TR T B, A 2 BT A 7 225 A A
THRE M IR DR 2% o Ik T A7 ¥k 1 S B AR 1
FOOH AU B BT R A S R e, RRR L MM
WA EME, B BERMEDTEAR, AT
PO IE & SRR AR T, BhmiEAS. BT
TN REVE AN, W B R I 7 R AE g g E
bR AR BRI, EE S LB ) G 4 A T
PERT S 9800 A1 R I 240 ) v P A A i,
NF-kBidi P, il i TollFE SZ AR 9B s R4, M
T 8 A S i T WA VR AR R
BAS, RILHE KK N0 5. SR, W pE A
JPEAT RS R A G A R R, B3 B iE & B
i 245 40 T IR G4, 41575 58 2 i PR E6 6E
3.2.4 ¥z TMAO X 4 B 69 4 ) 7|

F K TMAOS AS Y R A AR g 2 1A 5% o
TMAO R] 38 5 {2 a3 JIH [ B AR 3R R0 ] 28 A8 SRR i
HASHEAE . KUk, #E iR E A TMAONT
TG AEITAS TN EE ., @R IMHI TMAO
AR 3 A% A = A= A DG G TE T H R, AT DA R
AN TMAFITMAORIKF:, I ELEAS

3,3-Z H - 1-T 1 (3,3-dimethyl-1-butanol,
DMB)/& —FITMAZL A BRI 71, He s B LS &
JEBS . PIBREE AL ATMA, FRAS L  TMAO/K -,
BEMT R IR % . WangZ5*¥ % 81, DMB
BENE AN Apo /N B A P [ 4k JEL 0 e s 1 A
LM EB AR BASHE I L. I H, DMBIEF#
K T 5 MK TMAO K = 50 Bk BE SR AR O iz 38 1 11 L
Bl BeAh, WG PRBE TR B, FMO R il 551 —"5]
Wk-3-H £ (indole-3-carbinol, I13C)nJ i it f)i
FMO3, [EIXTMAOSTMAKIFHNTELAG, AT ek
ASPEER R, SR, FMOREZE I A
HEEEM, MHFMOS SR N FEETMAKR R,
MR I 28RE 5 AR EL . 5 HABTMAOH ]
F(AIDMB) A3 FH U AT A I3CHIE &,
kAR A R R B, I8 BB AERIVRITRUR . X Fh
R IR 9T SRS A B AL AR SR I PR B A v 4 2
YEH, NASEE SR 227 eI T &
325 ARITAE

TMAOAR W It 2 w72 2E I TM ARG AT FH cur 52
R i o HF 70 N 523 ik 22 R i Mecut C 98 A 44,
HE—PAESE T BB AE Y A cut CHE K A TMAOTE
B A PO, R 3 IR TR R K R 5% 3 (R

fi, ATLAECERIGITAS. Steidler sl VR I FE A T.
FEHOE PR FLER A, (W Pt R A A7 IL-10,
PAAE 5/ BB B B T BE . VR 9T R OAE 1 % R
(inflammatory bowel disease, IBD). It4h, Zou
SN Bt 7 — Bl 4 Ni-ROBOTHI TAR4NH, BT
DL I 5 TBDAH 5 [ S5 bn S WA R #h 1) B A
ML S AN S S IBDREERE , il B &
TALRIBE OGS HEYI BT . XM R EET LRR4HR
A LS RS A ROt AT 0 Tidix, R T AR
AR SR, FE B AR AE 22 4 1t A4S 3 4%
J7 AT T 1 22 Bk, HE N ARSKR T AR TT AS
St 7 AR AR R TT S IR R
3.2.6 thARMH

W4, PRI PR A 51 S T 155 245 AUk A
JZ R AR IRL B8 RE 1 K 25 W 1% 36 B
B e E, M R R iz 38 A A A R 4
A, Shi%EP DL R YT U BE (yeast cell wall,
YCW)NAh7e, WikEES 25 & L EUY
(zincdoped Prussian blue analogue, ZnPBA)ZH K[,
W — PR A0 A4 E IR Y ZnPBA@YCW . X
MRS D kG 2 e, e R T A, JF
5 i K AT R RS S, B ZnPBA YN
KBTS Bk T8 TP A B, (RIS R P SR DA A
i B AL LI RAE RN . e AL, eIl i 1 N JE
BE TR )RR 18 2R o A2 T I =, AT R 7 45
RANREIIEERE . H AT K2 8 T 90K R
¥ 3 TR R S Ve P IF 9 IR T 3 ) Bl A A S
BN A NARIIBT FEATIRAR N e . 5341, 9K
AREEACERTE B o — DN E R 2 e E . 1
T 30%~99% H 44 K JURE £ 1 Sk O AR SR AE I
H, 55 RIEIEIIEVERF S . ChenS PRI,
PR — ARG R BURL G I 7 0 ERAF B . PR LT
HURE B BRI E R, R 22 b 7R IRE
FIE, EERE R A B PR A Sk —
A B R B BNl TE RAE O, IS B R
AU AN A S SO D% R e A Q) (AIN- Z IR 2L
HBERR AT . L-H 2R 55 ) K R AR E A
PRI, KA B A 20 22 2 PR AT 75 3E — 2B IR AT
FEANGAIE o
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