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IR ; o5 —J7 I, Ui 5 B Wi R 7% & 1 jl T P 40 ( reac-
tive oxygen species, ROS) ;=4 | 5| k& 2 R PE M,
SECIR MG P R 4 A 4, 2 10 5 RS 0 1 B o1 ]
AR FBEAR A 25 . R IF, ROS {23 08,
T Ao ) 5 Tl I SRR A L PN 3 B A e-Jun . ERK(1/
2 Fll NF-kB S Z R st I 7= A 18 MEAR R R PR
N HETTFECIR, IR JEAEHE DM | 55 5 1 E 25 2 Fh
GLMD fyIL[RIpEHERE . HATHFse™ £ 184 MK
RN R GEME S M B2 S GLMD FY 8 B4R AE | o J2 5
Mi) GLMD & A Fl i e W .0 ALl 2 — . 78 GLMD
T TR TS S0 v TR A R0 R A, 2308
i G IR N, R EAE IR

PRIt i 3 8 R 2 ] B AR = - = 1Y IR
0S Mtgteae v iR 25 1T GLMD i & A= Fift
J& , J& GLMD A% &AL

2 TMAO K4 K #EMEE

TMAO = 252 iy JIE A6, PA) sl I i £ 15 90 1) £
Wz i EHE T, 78 P IE =P % (trimeth-
ylamine , TMA) | I3t TMA =% 9% I 18 H ¢ B BEAE
IR il 3 b, BRI, el i TE R Y
TMA , 75T JIE v i B 2% 400 20 B0 4 8l 5 A 4 1
(flavin-containing monooxygenase 1, FMO1 ) FlEfill 45,
fiff & 4 1K 3 ( flavin-containing monooxygenase 3,
FMO3 ) %467 A=, it B A TMA i 44 BE 52 i
TMAO "4,

f 8 L RE LM TMAO 7228, i REHLA
B KA TMA Y RIAE, JCLASRER RIS IR I
I35, 18 W RE 2 S AL, 23 i TMA 7 A
TMA 155 TMAO HYHIIA , Fs i 22 TMAO, H15%



FHEHRKRFFIR Acta Universitatis Medicinalis Anhui 2024 May;59(5) - 919 -

FgE ) LW 7= A TMA B AR (10 400 P 52 25 1M 3% R
TMA ¢ TMAO ¥§hnsk b, Ak, FMO3 & TMA
Ak TMAO G B, FLAE K N 1Y 3R 5K 7K SF- 5% ikl
TMAO, #F5E™ 28] PSRC1 FE [H R/ BUBE IR AT
i FMO3 & ik, P E I 3E TMAO 7K F. Benson et
al I WFSE R  FMO3 15 1k 3 e 25 RAR /N B 2
TMAO B, BRI T8 B R ) A 2l D R4
il FMO3 &3k, X Biiih GLMD HA EEE XL,

3 TMAO 5 GLMD %4

3.1 TMAO 5 DM DM ZH{CHbIR AL B
F A S R A 1 2 B LA e I A R AR
PR . R Z 5T o, TMAO 5 DM 77 16 52 Bk,
Zhuang et al KRG T I TMAO ¥R E S
DM 7 XU =2 [0] A7 7 BH - 7] AR 78 S B, i S
PEBANFBF5E 7 B IS TMAO & & 5 h 248 A&
A T2DM AR B 23 JE il A T 2 E A G, Ak,
TMAO 7435 15 %5 05 A i oL F A b R #2511 24
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3.3 TMAO 5 AS AS BRI NE &5 HE
FI B ARG ER FI 5028 40 L K 40 it &35k S A 30 fhk P
BT RRRIE A FE B g 5 DK 3 2 1 4 P9
Wi. KEBFSE K] TMAO 3475 JH VTR & W Fi IR
B, 2k AS K., 8K RIAE(S 515 T3
Sk BE P IR A1 M e A A A S S0 AE B A 9
AT AS, BFFEHS BR TMAO AN AT 300 I
PN R T AL 40 v ) 22 4 A6 2R 9 (to-
gen-activated protein kinase , MAPK) 1 NF-xB {5 518
BRAZ TR AE , B NLRP3 #9E/MA | i%55 ROS 7
A TR L BE A RE S I, 453 IR [ P ) i, S
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3.5 TMAO 5 HTN HTN J&—Fh 35k vt %4
1o AR e, R A S T s RSB T Y
B 2 — , BRTIR RS HTN 39 & HL ] i R 15
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SrERAL TR, ST R, I R R AR A R A
A AE P HUMIE T 5 . TMAO 15 i A i B A
P HTIN A AR XK, Ge et al™ X TMAO
AHTN $E47 2 G0 oA A7) it 0 25 26 20 1 B 7w
TMAO fEH M 5 HTN U R 22 [8] 7776 25 BH 1 57
L TRUPQ I ENTTRERTEAERE - DOE FN: e J=ES
] LAy Co 007 PR 42 v ) N TEE , 235 SR Pl RE A AE D ey
R, 75— 202 LA 7 6 B 4 1 1 A b R 40
BE17 TMAO I HTN £ % 2 [0 1Y 56 &R, i A
PRI, B & PE HTN K RUMSE TMAO /KF |7
SRBUNKBE T, X E2 R ik A kP
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M, 2 IR
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o
5.2 TMA #5735 TMA #0550 3,3 - H -
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B FHSER A>T A C-N & ATl TMA JE
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5.3 FREBEEET  UE T IE R RE T g ] i 2K
TMAO 7KF, 35 B Hi [ GLMD fOR R, BFgE™ &
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AR E S TMAO ZKF T8, RIS AER 14
A ARG 2 B, SR, Bid: 2R W A E S
W, KIA M AT RE = A AR 24 ik, OF B4 800
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PRI 2 Ak (8 25 A= B U B e 28 i 3 R R A
B, NITTBEAIR TMAO 7KF-, X6 1 38 7= A A 26 52 1)
SLHG F IR A K 2RI B S SUE R B A FL
FFAE L-137 2B LA B LAM1345 FIIR & 25 42 4
fiE IS [) 78 B2 B AR 10232 TMAO FT TMA 76 36 7K -,
WA AEFUAF R ZDY04 4EAE R D FERFEHE (fecal
microbiota transplantation, FMT) 45 7] i 1 17 35 %
T R TMAO B4 (H H FT FMT AE7E(H
TR N EE R S YL I XU, HAZ A 3 Rl R A BR ]
HCASRAE A ZIE
5.4 FMO3 iR FMO3 ZJE i TMAO Ky ¢
FilF, WEFE SR 50 HRLEAH LE , MERE FIIEME FMO3
FEH R RN AR A IE W B )5, TMAO 7K-F- 43 51
FEAIR T 71% F148% 45 R = A geit e L, I,
FHIKT FMO3 fER20 TMAO 7K, [ T BER2 0 TMAO
JKEAE , FMO3 IR BEIR S FoxO1 263k, AT S B/
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S A 6 B e L AT BE T O LA 90 7 A — R
), AN LA TR T Tk
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B9 S T o TMAO 53R B i ik P9 Bz 20
HLSAE , OS FPN B T BE R 5 B-4% 5§ BEAT 5 B A
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AR EZE AR S 5 55 ) e I p b P R R B 44
& T R BT AR B0 Sk A %) 56 PR R0 0T B 7
AT DA AR N MG B A, I 5E & A4 i fig
JEAE i 1 TR A 2 LI AR M TMAO 7K F . SR
H A 35 107 B 7 1 50 TMAO HL AR (5 5 38 % 1t
AU, AFAED R, TR N H F % 0T AR AR
TMA/FMO3/TMAO 3l % M AHOC R [ 3R 18, 2 1E j3
REARZS TR R B oA i 38 TR DA R il B 5L, O kst
RN B AR IR 32837 T A I P B A3 < A B
ATE 18B-H B IR AT L FIAE R AL AT A
A FMO3 35 7 98 /0 TMA &AL B TMAO™
25 LTk, TMAO A8 ] 938 3 RAR G R B 2
HEAZH A GIT IS A ERIRYT GLMD BT
IR

6 I%\ zE

GLMD A AE T NGB AE E TR Z —,
P AT IR R 0 7 JE B i TR A
P TMAO CHuE TR N 40 W vh & 45 /R
ZICHI A X TMAO 5 DM BB (AS \NAFLD & HTN
85 GLMD ARG B LA B 4T T I 40 5347,
W TMAO A R T GLMD & A & Ji i) 5
bRy, SR, BETHLAVE 7 3R A e B R
SRR B RE  XELUMARAS b A 256 A 1
S ERAILTR] AT REE AR 8 PR A0 S0 [m] R, v B i O] 3
e, BHIEIRTR . Hrh R Z 0 2R DL
T2 5 AR R AR AL R T 3 5k
Fé, JF XF TMAO A I =5 1Y 15 1E 1, fig A 2ok 35
HTN DM SEHERR A, BA T i 0 AT &, K
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