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[ABSTRACT] With the development of population aging and urbanization, the morbidity and mortality of cardiovascular
diseases are continuously increasing, posing a serious threat to human life, health and safety. The onset and course of car-
diovascular diseases are affected by many factors, and the dysregulation of intestinal flora as one of them has attracted a lot
of attention.  Intestinal flora is a microflora that exists in the gastrointestinal tract and has a mutually-beneficial symbiosis
with the human body. More and more studies have shown that the intestinal flora and cardiovascular diseases interact with
each other, and the two are mutually causal, targeted intervention of cardiovascular diseases by regulating intestinal flora
can become a new therapeutic idea. ~ Modern studies have found that traditional Chinese medicine ( TCM) compounds,
TCM monomers and acupuncture can effectively correct the dysregulation of intestinal flora, up-regulate the number of pro-
biotics, restore intestinal barrier function and reduce inflammation.  Based on the above studies, this paper summarized
the interaction between intestinal flora and its metabolites and cardiovascular diseases, and also summarized the therapeutic
effects of some TCM in regulating intestinal flora, restoring the dynamic balance of intestinal flora, treating the heart with
intestines and intervening in cardiovascular diseases, in order to provide new ideas and feasible schemes for the prevention
and treatment of cardiovascular diseases.
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— P NELO T 3

P8O g 3 8 S8 H A AR T R ER B D H TMAO
W Z 0 B TR A T R ER FEEE R SCFA J7 A,
SCFA E AT 0 25 F 4 | U0 0 ) 3 g 101 )5 1 A
FHP . TMAO A5 —Fhxid O ML A 3 A0 = 4
Al 22 24 )51 AL 8 H BCBS ( mitogen-activated
protein kinase , MAPK) FI#ZF kB (nuclear factor-«B,
NF-wB ) {5538 fi b 2 38 I AR AE b i 7K1, 75 S 1l
B INE IO LA AL RN 37 30 S 2E 2500
TETEHE S — A= Py I R 0 & W] 50 ) %
Uy ()" B R AT G, R Y R 2 P 3 TR REAE
THIHA R A= AR ™= 9, A BARASS 95% 1
JUEL - e R A, T 0 ) R R R T IR
R 7K BEAR , R AR R A T i 252

25 LRI o0 ) 36 v i SOAE A 0l Y Y P43 T
BJRVURBACEEALE], B A5 & T B RE s b,
FEA G | 7K A AR R Ak kT T R R
L, BETE 37 T, 20 B S AR A i £ 4
—ZINAR G, [FFE, TMAO F1AH 78R S5 18 i 7=
R A AT BT NESL i R S YAER N Ui el 1]
K B 1 18 57 W ) R s A5 R 3 375 M 3 o F Al TR S
DAL, A IR O ) v i BB I fa R R 3R
2.3 BILE

5 I 2 AT 3 30 K R T R, BB
AR BT SR L R CVD WER N &, Li
I 2 35 DR A ARG 20 2% 43 A i B0 v i s B v

FE RT3 02 PR I 22 R M R0 3 B B 3
%, B IR R L ve T 0w AT T s B fd e A
BT, AT W8 R G A s BB A 1 & | 26
BRTA J& AT IR N TR S SF A 45 P B PR IR, Toral
PV SIS AR AT W, IR K RAY R S R A
mRNA 7K, 1838 7 M 5y, i -5 L 8 T R
2H IMEE A S A A A OCG . 2 I M T TR 1) S L
7 5 e IR AF AR AH S, HL AT R kg BR300 i e 1
BRHARZ—,

TMAO i 7K F i 23 3G I 1A A R =X
W, SSERRi TMAO SimAE ik (angiotensin I,
Angll) 5565 0 FH 7 AE 4 2 e I RO VE P 2B 1l
JERN, 1 H TMAO RE 8 B AR — A1k & A 9 F1
B AR R A AE S5 N RN A A N R, S BRI AE P B D g
BREfi 5 | & G AR R I TR 2 TMAO FHHE Y
Jy— AL T BE S A 3 i 3 325 K fi & TMAO-
AVP-AQP-2 %1, 5| & /K 48K B4, fe & 51 & 1 &
Fhmt,

SCFA A G B ar 2, 50
CWREL TRNIRERFN T BR &, T 4 ¥ 7 18 5¢ #& P Fn 1
FHREREEF MRS XREEMIEHS, SCFA 5
OUR78 SZAREE & vl H L 2 40 Wb, 5 Bl e 715 5
15 Gprdl Z S G 0 2 0 ik 48 &7 gk, 7 2R %
FEBEN 5 BRI 22 A1, SCFA 38 HLAG 5% A 114 410 il 4322 44
FELTE PR AT A F ST — 004 XeF P 5 XeF 1 1
OB/ BRAE R A5 S | A TRkt =5 100 1
/BRI AE P B D) RE B AT a8, A 17T BEL A 55 1L 7 &
RS HARIGEFW SCRA (.0 IE R 48 FH 2
Wt [E] R SCFA 22K GPR43/GPR109A A S:14, If:
I DNA B IS4G L3, 4- 5 B AN & iR KT
T AM A RS

H, S AE R i WA 7 W) 2 — , — 5 T i
TR M5 -9 WL K 300 38 &7 5K M35, LA B 0 il
L-Ca™" 38 18 (1% H, 370 26 17 B3 AV 000 s 5 95 — 0 T HL,S R
WERAR 1 40 4 & 6 (interleukin-6, 1L-6) 7K F-3A %
EPORIMAE RN R AR, — 3B ZER U] H,S XF
10787 PN B AR PE & 5k D RE RIS i BF 5 v, 76 A Rt
il KBS Wistar-Kyoto 45 1 N 73 51 45 T NaHS
(H,S A | mir & -3 sl ki =+ B 2, 25 7
KERAMEYE NaHS , I R R AR B2 X R 2
AR H, S Al AR SRy 4 il i, Hs i A 500 o

P T AL i X i A R A A AR R Y
MO AR TR IR 2 RE T R A 5 LS AT 25 PR A
WD | R SE KA 0 A8 A0 15 & i BE Sl A PR3 R, i Lt



714

ISSN 1007-3949 Chin J Arterioscler, Vol. 31, No. 8,2023

V5 Rk B 9 R AR AR N B S 5 8 BN S Y Rz 1)
RERREAG , BOCA = 1L i iR 2 R i 1 T8 R P A
P PR G A PR G AN TR], % R iR A 5 I R AN
[F], TMAO jd 8 /E H T [F & 42 & I, SCFA 23
LB T e AR AT i P 7P A R SR A S A RN, B R
T 5L M Z AR, M H,S W BE2 3 2 £ 5K 1
EN I IARE RN, B FEREAR M R A1EH
2.4 IEEIEY

O B BB R I R L e UL A B s M O R R R
U RERIAE S R YT R A K B SR Zuo
XiF 50 4400 b3 B S E R 50 44 {dRRE T IR A 25 (8
AR PEATASIN IS A3, o0 5 B 5y 6 1) 25 A TR R 2R
A B ER BRI, B iE R R 0 R 2R
PRI 1T UESE T 0 5 B Bl ) & 2R A Bl A 1 TR
TR B S Z R R

o T8 B R A O 7 W R %o s B Bh Y e R R R
FRAREIR , Zhang %51 8 i i PRV 9T & BHL, AR A
PO D B Bl £ 1 i 1 T RE AR ) SCFA AHA T
R0 B BB R B RRL, 2 5 SCFA MG A
ARG R EEZR R LERETSYS
SCFA A 1A g 3 PR > | 28 1 5 B 1 7R R 2 9
N SAE IR % A RV , IR0 g EE A, A T 0
Prash kAW R, D0 A SR I R W AR 22
HEST TMAO J5- 3070 5 U AE B R R e ok 0 s
Hish & AR AR R, rTRES TMAO RERSIE NF-«B
S A A AL IHER ARSI
FRAFRIRNRT TR PT RN SR K RN 7o B- 2 F2 AL
MIVE FH T 5% 4 S W IR T R | B 4 R g A 4 IR
R4 Wang 251 38 i I PR b SEEG BP9 J5 & R, 0
[ B 2 8 L5 P R e I 42 A R K S B g T
i, FLIS I EUA R 1 & 1 50 by B 8 JR 3 220 5 IR
HLR R IEAROC, T35 0 s LA T, BR T SC
JIT R S i 1B T A = M A1, LPS A 85 == G
PR 200 0 R A 235 g A o0t S e g — B LPS
XF IR Y SAE N 28 S T B A I 5T A 18 4
F A BESE LPS i &0 b Bl 8 & & i EEZE AL, B i
B AS 1 LPS 7K -3 fin nl B8 8 i 300 0 By
YA NLRP3 SRAE/MADTE & 4 5 SRR, 2t
D LA LG s FAL , e 800 B B sh, IF B
U B 42 i AT I 1 S B T DL g A
SR, Wi RS R AR ™ W vl A 3 0 R
JOL Lo 3 EE A RO i £ 2 Ak A5 B A PR L OE H
OB HLTE Bl A2 0 1 B ) ) o SR

2.5 RMEGAERE

S0 0 BLFE BB (acute myocardial infarction,
AMI) 52 T JIL™ i 15 350 Jmy 5 1 R BT 1 — A
O IR, 10 T FHOG O RRE DT w5
FEEITRAE T AR R Z2 W 5T K I I8 TR S AR
S AMILAFAE R DT AR CHE . Zhou 451
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JE B INFLER AT B 5 B2, DR 0H A 0 5% i 5 7 VT e
N 25 A B PR A B R AR, Pk AR
WFFE S AN AR (0 Bl 5 O H 7 (N2 R
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receptor 4, TLR4 ) {5 5 il % h TLR4 | & IR 58 K+
C‘v:"ﬁK?FH PSR 6 ( tumor necrosis factor receptor-associ-
ated factor-6, TRAF-6) iG{bEE 1 1 (activating protein-
1, AP-1) LRI, TR S e T RE T
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