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[ Abstract ]

microbiota participates in the occurrence and development of CVD through various mechanisms, among which the metabolite

Cardiovascular disease (CVD) is hazardous to human health. Recent studies have found that gut

disorder is the main mechanism. To better understand the relationship between gut microbiota and CVD), this article focuses
on the role and mechanism of metabolites from gut microbiota in the occurrence of CVD, which will play a positive role in
the discovery of microbial markers and therapies of CVD.

gut microbiota; metabolites; cardiovascular disease; molecular mechanisms

[ Keywords)

Conflicts of Interest: The authors declare no conflict of interest.

o TR R R 4 A T A S W T P ) R Y ik
A=) ISR A WA S RT LA i T A8 A B £y 1)
i FERAVE SRR i, 30 v] LI A BA AR Y
YRR S 0 T AERP UL e . 25 M 1 A 3R

[E£TH]ER AR FI4(81870754)

FLES AT SR Bm o o, Ji 38 TR A A O I 5 96
97 ( cardiovascular disease, CVD) W A4 T 4F 5% 3|
JZ R, WFSE R, I 18 TR A — T R
FHBE A AE R b B R & 2F 4 7 AE 5 R 7 R 4

[PERTIN] TR (1995—) , Lo, AEe A5 28 F O Il . IR MR I F ST . E-mail :2933298299@ qq. com
[EEEE AR (1957—) &, W4 802 A S0, R i . D B PR | 1 IR i et i A S A IR 9T 26

E-mail : zhouxd@ scu. edu. cn



o H A PR 275 2023 4F 6 A5 33 #2455 6 4] Chin J Comp Med, June 2023, Vol. 33,No. 6 103

Rl 5 B A0 RS 400 s AL A 0 L T s e Wi i, o
AR ok sk A B8 L 1) A A, BHL Lk O 1078 5 0 1) 5 T
I3 —J7 T, — L8 738 A W R A P, s e =
Wit 7 7 G A R R BT IR Xk Y I A IR £ v e
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1 FREEENRS Y EC I E &R IER

1.1 SU=Fp

E AL = H % ( trimethylamine-N-oxide , TMAO ) J&
— M AT AR YRS A I R AC Y, A AT
= B % ( trimethylamine , TMA ) ¥4 42 1, &9
AR O Tt JIEL i JIEL 6k AR A o 2 0o M T R R Rl R
(MEBR-TMA 224 gt i A1 DA B Rieske 78 i1 40 i3/ 348 Ji
il ) DR Fe AL o =W , 29 95% 1 = W i A9 3l
iz )77 2o b B 20 IS R T IKATE B B 44
Bk g F A, 7B S R B A B 3 (flavin
monooxygenases, FMO3 ) B 1E H T % fb 4= i
TMAO™ , TMAO W] L3 i 5 Wi 1 3 W i A3 | 1f
/R IIEERIBLAAR G2 R CVD 1 & J, 2 Wi R
WFIEAESTE, TMAO 15 3l ik ok A A8 1k 1Y & e | it A JE
GOV LA A B A RS O UL AR L
TEUR AR EA A OCHE T X 4000 £ 4 21K
7B R FLA i RAIF 52 14 25 SRAIE 5 TMAO 7K P T i
S Mg (O WUREZE B A v ) & AR 1Y 2 ST 1 6
PRUER 3 ok B 1) 410 i i 2 0 5 1S B9 TMA/TMAO 38
I, AT AR R B A 5 R (9 sh ko R R e BF
FERIL, 5 TMAO FCSHAH G Y i 38 1 A T A #RAR
MM R A A A E A S IR
FFLBRFF S o AR S 5 o T8 R 26 70, R
FORZE BRI U RE AT TMAO ZKSP 77 1R 22 5%,
REHTVE=H R BE S BARY  Bk, BF 5% I 18
TP ] R B i e R R B AR Z ) YOG R
AR TAE I ARG ST i TS A R TR IR T
T 58 B A B A A5 R R BE , S0 TMAO
AR, b CVD kA
1.2 JSsERERRER

S HENR TR (short chain fatty acids, SCFAs) 2/
AR T RERE | FUBE RIS R A ok 1 & 91 E 1Y
Y, 5 SR AR T IR R iR, Horp
LIRAELE AT F i 5 17" SCRAs Bofr —
8 A BTG, AT LAAE S W 66 - B 400 i 32 S Y e
R, W ATE RS20 52 5 TG R 8 15 15 £ 1Y
BRI S8 K, SCFAs W] LU i J% G 22

BIERAZ 1R Gpra1 FI GPRA3 S 15 G328 41 i PR 7 1y
ORI A5 2 P 285 B 21 9 2 3, DT 52 Wi i 32 1Y
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SCFAs AT U B 5 28 A0 S O R 5 LR, 72
REBRA R EAZER T, IR SCFAs 1]
WER AP i IR A MR 7 1 /) B A 0 o G Jk 5 3R
MY HETFR A S S MG B s A
BRI IR QT BB i ST i B R
Wi e 2 BT | S TR AT 57 e TQT L B R ZF AT T R B Bk
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T TICH B0 B BRI 25 T IR A R W R A
RIGHERRE WL FEER G | B HATE & [REAT
BRI P TG | BIRTE W R | = LR Bk
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I3 R N IR ST I 18 T R ) 2 W) TE
GRETITE T A RN i 18 26 R BF B 1 Ak 4 v R 4
B HEEAEA], W R A 230l 5 F e SCFAs AR
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1.3 SER

MWV\]”EL%M( amino acid) R E—E/RE
MM T B R, 0 2R 5 IR L 40 24 PR 4 S i
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PIBCRN SR SUEIR | e ) 2 2 2R v LA 1y
B AN R, Qa5 B R A A
RE TR ARI ' S A R AR W 38 in T
EL 3 ¥ & 0 A 2 ¥R A ( mammalian target of
rapamycin, mTOR ) mTOR 15 53 %, S Z Rk 1)
RERRAT , V5 R R s o U7 o A AT
TN, SRR R SR e I Hs 1 R e PR B B S A
SR I 48 A i 2 5 B0 I 1 & A KU 3
SCHE BRI A v M T Y A AT RE L MR
mTOR {5538 F 0 |, IF15 B 5 2R AT AR bR s A
KLl o Pedersen L2055k 75 A4 PR R R 291 44
AR o A8 R AT 100 A 2 0 g 3 R 2R
SR AT HT, e IR T TR DG T RN 38 DU TR RT3
AL Hh SR A R Y R g R AL R R
AT, AR b A Y 3RS TR S
SRR A iz A 1 AL 1A X )i A TR ) i B
BUULA S ik BE R 3R 5 LR R & A H0 ™ RS
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104 rp [ A PR 2R ks 2023 4F 6 H A 33 455 6 11 Chin J Comp Med, June 2023,Vol. 33, No. 6

12 BRI 5 ZR A BT Iy 1T, DRI o S e S e A S+
B BER MR A CVD LR &1

— ST T R W R RN AR L (R
2 AR S A B 25 CVD R R . 1
AR R TN 24 IR A i 18 DA AE AR R AR A R
SR H iy, o FEY I 7 i 1 200 L v A A st R
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Wz — IR 2 5 R, & 2 P B0 o
PR B BT, I 1R FR PN A0 [ 8 g, IR
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TR E A SRR AR TH ARG & i g
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FRAGRG (CypTal ) BRI , 11 1 AL A4 TH [ st 7K -
T A P E SRR (L BESR AT B, BEAh,
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B e L[] 00 R | e o0 DA B S A A 1 9 i
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1.5 HMAH~
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(estrogen ) Z5A AHALL , £ CVD & i oo B2 v AT 490 Mk 934
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HUAR R #6795 % (anthocyanin ) J&— Fh 7 7E
TAEPHL P K Ve R AR 3R XTIE b B I i
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IR s i e s Y AE TR R A I WEREE R
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I A 0 N T8 E S B0 I8 B R 2 R, I 20
(lipopolysaccharide , LPS) 55 N 3 R ¥ A MK 5, £
il it 5 Toll FEZAK 4 (toll-like receptor 4, TLR4) {E
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Gpra 1 SZ AR IR0 1o Jee A 10 A8 7k 07 f AR il s R 4
1, Ol 78 ETE M-V WIANME b 2RIk /Y G &
IBCAZ ARSI A 51, O1r78 i o 1 /)N B2 B i 3 1 e
SEAR ,7E OMr78 ik /I BR v e Jik i St P R T LA 3 ok
T B 2R 40 WA ORI I A 5 P SR R Y ot K
R AE A R BIPE T 4HM 17 (Th17) K52 i B i
SRS R A IR N NS =TE=N 7 G =AY R
e FRCFELAT TR I A R i e LR K P38 hin, 36 Th7 2
M TE Ak , R SRR = i R AR B e Y AT RS,
e I A R R TR T S H AR T | o B H TR
PR ZFAAT TR 53K TR 5 T & | Lh A, i
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R O = AN S A B i w1 R
RIX SE G REA ] RE AR YT i LT 1A ORI
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of ik 3K £ 18 4k ( atherosclerosis, AS) & 76 00 9
Hii A HEAN SR JE ML 1Y =2 . TMAO 5 Bl ik ok
FEREALZEVIFHIE . TMAO 25 Bkl RE R ALY i i
P45 .

(1) TMAO 33 2 54| Cyp7al FIZFpIHT R
3z 75 11 ( Oatpl , Oatpd . MRp2 Fl Ntcp ) &3k, # iil
W 40 R 5 5 0 Warrier 207 AR
FMO3 SR FFR A CSTBL/6 /N R E 40 s A
T 35142 L1 5 (0. 02%,0. 2% ) , & BLRER FMO3 3
PRI A I 2 O[] ot 7 5 oA /) B T ] e
i, FMO3 #4657 LA B ALK 4 (iodocholine iodide,
IMC) Al 3 B CypTal JEPH M FEIK, B & iR
[ P X5 L %) A [ i R

(2)TMAO |- ¥ [ gk 240 i 7 38 5k A2 /K SR-A #l
CD36 FRik , T 20 [5 FEAE E g 40 g b e AR 0 7= 2k
R 18)  AE CSTBL/6J. ApoE ™ /N BUK &
HSIARAREL TMAO A5 3 J8 5 &8, 5 IEH ke
ZHAHELES M AR A 2 TMAO 4 CD36 il SR-A1 3Z {4k
mRNA FIHE [ 3RIK KP4 | s IR AR £ 20 B
AR A 1 I 200 A A e SRR RN A 4 AT 1

(3) TMAO il i # 7% NF-xB F1 2 [ i Bl C
(protein kinase C,PKC) At #F HLA% 40 M 26 B, T34
1145 AR SRR 23 T-1 (vascular cell adhesion molecule-
1,VCAM-1) fyEik , 30 Je Thfigpsig 070 45
TF TMAO X U048 PN B2 20 6L F-F- T AL 44 A 1) f 52 il /)

o B, 5 155 R AR L, ARAS AR £ 24 LDLR ™~
NSk SORE A S R R0k R i 25 i
PE—UEB TMAO 155 VCAM-1 55 9 iE He H ik &
i NF-xB {553 Lo

(4) TMAO i3/ F 1P3 {55 5 T i B AL E 40
LD Ca™ BRI, 48 5 JEE o T A0 e B 2 1 55 98 3l 5+
X I /INKR R A T, AT 2 /N A 1 o5 i o 1
RO AT B 10712 FE FeCl, 75 T 19 /N RS 3
kA B R G I FMO3 366 (R 3k % TMAO /K- |
ML /INRR SR P4 R I A T G ) 5 ), BF 9 % B FMO3
FEH IR G TMAO & o 5 25 T, IR T At ]
B R 45, T A FMO3 3 (K Y 2658 5 1 /N 45 1
AR A R4 R o /B SR 4 S5 i 45 i AR

TMAO FAEME—Z 5Bk AERE LY B 36 B
R, (LR A 5-F2 (% (5-hydroxytryptophan , 5-
HT) Y RTAR , i/ B FP I S-HT J5 76 1075 35
P B, wl e bk a2 A ILAE P B 40 A A o
I T RERE I S TLR4 (335, TLR4 W]l i LPS-
TLR4 {5550 B AR SE i/ MR R PEA A R &
A BFFERT 1162 24 523835 (0 FH AR ) FQ I 4 2% 4y
BT, & 0 3 TR B AT A AR R 2 T A T e
( phenylacetylglutamine , PAGIn ) 1] i 33 18 55 & | g
AR A2 A 5 10 /N AT b AH DG 1 2 28 42 T il A
FER Y Fe WP Sh PR p | SR R BEAA
P BB FREEE R KA .
SR | I 2R A Q™ P 38 i 5 4 A 2% 1 A2 (A
HAER$EE T Sre FABFATEE , A JAK-STAT {5538
BN TS 50NN &R,
2.3 ILHFB

U1 (heart failure ) F2& U I 1 W 46 T BE A1
(%) 5K T RE & AL A, AN BEKE Ak [l it £ 70 47
He O WE 5 BRI R G IR AR, 3 Tk R G il
FEEAS IR DT 5 | A 00 JOE A 20 B REHRE A, 0 ) 38
ViR U R0 R SR LR B B, 0 1 3 0 R T
FhI T A7 400, W 3 DA TR 45 0 e A R B I 1
HERE AT R IR YT IR HRR B A &
PR S5 H0R BB W 210, H 5 SCFAs ARiHH ¢
1) T FTAT VR 6 MR A 45 5 28 T BRI, T S
TMAO AR & B TR B 3 it 0 1 5808 i
TMAO 7K T, TMAO 3 33 FEA I 8 P K2 40 B 1)
H FRAZZ DI RE RIS R M 0 5 | S N B ) R R A
PRk T v I A e, o IR AR AR 175 = 1 S 3l ik
SR /NS TGF-B 5538 B B0 |, /) B
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3 RESRE
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