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HE: BB HFARAZTE (TMAO) sthd R ML Rt Zm, ik A REREN
TMAO (50, 100#= 150 mmol/L) HlEABF# bt & A E 28 f. (HUVEC) 24 h, 42 A 100 mmol/L 3k JE 49
TMAO TH#IHUVEC RRE 89 8F ] (12, 244236 h), #]F CCK—8 &4 HUVEC #9207 7 ; KA Annexin V—
FITC/PIAL 4 kA 20 R8Tk -F 5 A ) B S R IR B A e e, L i MR -1 (ET-1). @ mpei#%-18
(IL-18). IL—1B. IL—6F=IL—107K-F; KA F 12334 &R B A2 (MMP); KA MitoSOX Red#k
AN AR EER (mtROS); 42 Calcein AM % &M & kil B 4#IL (MPTP) $9TFRE., 4R
TMAORJZ B 50 mmol/L Fr4&, fafeiEh 4648, 2R SRPEEH (P<0.05), TMAOF12h)E, 2
FHRFEA, HEaFERBEEL (P<0.05), RERETMAO MMM T &{FHTrEL (P<0.05), 8
AET—1 K- T RERETMAO L (P <0.05), ATRLIL-18, IL-1B. IL-6/K-F 3T REIRE TMAO 4L
(P<0.05), IL—10KF& T RERETMAOL (P<0.05), RFERETMAOF FFI—123 A8 F A KT 2+
Bl (P<0.05), TMAOX# 24, 36 h4F U123 AAxt R X FH KT B4 (P <0.05), 100, 150 mmol/L
TMAO %1 MitoSOX A8 & i& 39 & T2 (P <0.05), RE-FFAE TMAO 20 MitoSOX ABXT & ik 835 & T
L (P<0.05), REHRETMAO H Calcein AM AR & ik B H& T 241848 (P <0.05), RE-FFEE TMAO
28 Calcein AM AR 2 B3I T 28828 (P <0.05), 518 TMAO T3 MRt ik Ak sy seFE g
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Effect of trimethylamine-N-oxide on mitochondrial function of
vascular endothelial cells*
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Abstract: Objective To explore the effect of trimethylamine-N-oxide (TMAO) on mitochondrial function
of vascular endothelial cells. Methods Human umbilical vein endothelial cells (HUVEC) were either stimulated
with varying concentrations of TMAO (50, 100, and 150 mmol/L) for 24 hours or treated with 100 mmol/L TMAO

for 12, 24, and 36 hours. Cell viability was assessed using the CCK-8 assay. Apoptosis levels were measured by
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Annexin V-FITC/PI double staining. Levels of endothelin-1 (ET-1), interleukin-18 (IL-18), interleukin-1p (IL-1B),
interleukin-6 (IL-6), and interleukin-10 (IL-10) in cell culture supernatants were quantified via enzyme-linked
immunosorbent assay (ELISA). Mitochondrial membrane potential (MMP) was detected using a rhodamine-123
probe. Mitochondrial reactive oxygen species (mtROS) were measured with a MitoSOX Red probe. The degree of
mitochondrial permeability transition pore (MPTP) opening was evaluated by Calcein AM staining. Results Cell
viability decreased in a dose-dependent manner starting at TMAO concentrations of 50 mmol/L (P < 0.05). After 12
hours of TMAO exposure, cell viability significantly decreased in a time-dependent manner (P < 0.05). The cell
viability in TMAO-treated groups was higher than that in the control group across all concentrations (P <0.05). ET-1
levels in the control group were lower than those in TMAO-treated groups at different TMAO concentrations (P <
0.05). IL-18, IL-1pB, and IL-6 levels in the control group were lower than those in TMAO-treated groups at different
TMAO concentrations (P < 0.05), while IL-10 levels were higher in the control group than in TMAO-treated groups
(P < 0.05). The relative expression of rhodamine-123 in TMAO-treated groups at different concentrations was lower
than that in the control group (P < 0.05). The relative expression of rhodamine-123 in the 24- and 36-hour TMAO-
treated groups was lower than that in the control group (P < 0.05). The relative expression of MitoSOX in the 100-
and 150-mmol/L TMAO-treated groups was higher than that in the control group (P < 0.05). The relative expression
of MitoSOX in TMAO-treated groups at different intervention times was higher than that in the control group (P <
0.05). The relative expression of Calcein AM in TMAO-treated groups at different TMAO concentrations was lower
than that in the control group (P < 0.05). At different intervention times, the relative expression of Calcein AM in

TMAO-treated groups was lower than that in the control group (P < 0.05). Conclusions TMAO induces

mitochondrial dysfunction in vascular endothelial cells.

Keywords: atherosclerosis; trimethylamine-N-oxide; endothelial cell; mitochondrial dysfunction
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BEL MU T R ST I RS A A B R . ROk
PRI o [ RS O RS o R PR AT R AR 1
) DL R A AR S . S LORLIR DNA & AR 88
UARLIA R G . 3 B4R A WE R SR, GORLR
DI W= TR NN R R TR o WSS TR N
fE HL {7 (mitochondrial membrane potential, MMP) I
B . BT =M gk = . 35 M4 (reactive oxygen
species, ROS) i £ | £ K & @ & % 7% 4 AL
(mitochondrial permeability transition pore, MPTP) JF
CRZRLARTE A 5 o L4 N B 4 1 2 R 4 3 g
B 1 AE 0% 5 BN K AR A4, R 5 S S A I 0
RAENL . AL KT8, A RS ks
FEREAL

A4k = W % (trimethylamine N-oxide, TMAO)
J2 HELBB0 A L— P Bl 22 i 3 T A AR A R AT AR W
50 VPR B TR ARk, TMAO #A N
JE 8 T B ik ks Ao B 1 JRE B g 8 S 4 R R )
fek W fESh TS b A B, fERE R AT

BB /N BRBLAA i Vi B 8 TMAO 7K F- 7T fin i /) Bl
) Ik 985 B Ak B B B 5 22 e PRAIE 5T B L
B A I I TMAO AP TR HE, I
e U EE 1 TMAO 7K V- B8 8 00 .o 1l 48 52 0 19 % 7
AR

TMAO AJ i@ ik Z R AL 2 5 sh kb e ik,
15175 S N B 200 ML 2 e W 5, 2 A 9 R 4 LT
B8t /N A B N AR K A RE R i H
TMAO 5 I W MR C R 28 T )7z KT
TMAO ] 3 i 9 /b — AL R A i, 3 8 4R P I 38
U5 AN B A0 M S RE SO, B 44T BN B AR L ) e
B AT, CHEN 4811& 38 TMAO 7T 38 o 1 9 40 g 9
ROS =4, 23 N dH M Zemr ik B e, Fe & 30N
FAn L, RN T . I AENFY E M
TMAO W] 3 i A 5 L4 P B 200 460 403 5 30 gl ok ok e
BEAL . (HJE, G T TMAO {2 P K 20 B 45 £ i) AL )
WA e AW, JF H G T TMAO X PN Bz 48 451 145 4k
LA T BE 52 e Y AH SCRIFSEAT ZE 0L o R , A RIS
i A R Ah B 3R OB R VK A N B 48 D (human
umbilical vein endothelial cell, HUVEC) , & TMAO
et Sk st RERE AL B BIL T, A2 TMAO X 1A B2 200
LKL T RE Y 52
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PR B A 535 %
1 MR5HEE 24 hJ5, #4F TMAO (10, 25, 50, 100, 150,

1.1 #E5IRH

HUVEC (b [ B} 2% Be 20 8 %, 52 5 .
GNHu23) , a4 (7% E PAN A #, 185 .
P30-3306) , TMAO ( 3¢ [ Sigma 2% #] , %% %5 .

317594), CCK-8ikifl& (KEXCEWHARAR
2 HEL, RS MA0218) il B A W B 5
(enzyme linked immunosorbent assay, ELISA) {7 & .
W i % -1 (Endothelin—1, ET-1) . [ 4 is 1+ % -6
(Interleukin-6, 1L-6) . IL-10, IL-18 fIIL-18 ( I
WAV REARAA, 575 Y)24645,
YJ058097 . YJ064299, YJ22798. YJ22795), %
B1-123 (£ Sigma /A A, $84: R8004), Zhifk
AL D R IR R L R AR O 1 T e LA T
R 77 £ A Annexin V-FITC 40 i 8 T- 8 57 & ( F

WA REWHEARARAA, 445 S0061S.,
C2009S. C1062M)
1.2 (UB{EEEE

ZE AR FEA (55 [E Thermo Fisher 23 #] ),
% I 66 B Fr AL ( 38 [E Molecular Devices 2% ] ),
NovoCyte™ it 41 AL (BTN R A A BR AR,
B E DO B (5 Leica /A W] ), HOLHLRER
B (H A Olympus MR 234t o
1.3 FHik
13.1  TMAO &% &  FREL0.15 ¢ TMAO B K ,
JFAf FH 1.99 mL PBS 2% vl W 78 43 5 ff, TC il AR
1 000 mmol/L /) TMAO & , it U BR 18 )5 4% %<

=20 CH-AE .
132 HUVEC¥EHFZ 454  4IEEINGE, 7E25ml
g0 BB IR P S 12% IR 4 g, 1% ML

DMEM §5 FR 5L 35 35, B 45 0 37 °C . AR |
5% AR AN 95% 75 . DF I TMAO YA [ ¥
FEAYA . WPHRAL . e REFRAEEE IR, RIEATEAT
AEPEA HUVEC, SEBG4 . SEadfsisisss, A
W R TMAO (50, 100 11150 mmol/L) AbFH 24 h ()
HUVEC ., Q% H TMAO BYAS [FIAE FH ] 2341, X B8
. Eaeti R, R AR HLY HUVEC,
SCWYAH . SEA R FREERESE, 100 mmol/L ) TMAO 4k
FERERFE] (12, 24 F136 h) HUVEC.

133  CCK-8# Ml % e 3% 74 ¥ HUVEC Ll 1 x
10* A~/ 1) 240 A %% )52 42 b 3] 96 FL AR v, 40 Al 3% 57

200,250,300 mmol/L) 1 il 24 h, X 5 H} 100 mmol/L
) TMAO T 12, 24 F136 h, 4iEAbFEsEEE)S, Tk
i L P9 IR, B FL A % 10% CCK-8 H5 3% 3
100 pL,37 CHAMIEFRAM T E 1 ho Z YRR
G 5 450 nm PE AL HIOEEEE (optical density, OD)
B, THRAMAETE %

1.3.4  Annexin V—FITC/PI & % % ¥ 0| 49 fe 4 —
4 HUVEC LA 2.5 x 10° />/4L %) 20 it % B 42 F 6 £L
M, 24 hJE #EAT TMAO + 10 . B i 16 J5 i 42 4n
g, LA 1000 r/min &> 5 min, filA 1 mL PBS, &
A B LS min, FF EFHBR . BE S MA
100 L i B 1 x Annexin V Binding Buffer 5 & 4l
M. S A 2.5 wL Annexin V-FITC F12.5 wL PI-PE,
2 RWBERA G, A E 15 ~ 20 min, FH0
A 400 WL F& BER 1 x Annexin V Binding Buffer, R
FEAS, S RP_E AL

1.35  ELISA# 0 @ g & # % ET—1.IL—6.IL—10.
IL—-18 4= IL-1B K-F K HUVEC LA 1 x 10*~/FL A9 41
Ji %% B B Fh 3 o6 FLAR Y, AHMURE SR 24 W R, HEAT
TMAO i, AAEAb B 5E 5405, W50 L AS [m] vk
FE BRI SO AR HE S FL, FEAFLH e A 10 L
FEAS, PRSI 40 nLAEAR B, = 1L, B
2 HALAN, FEBR LRI RE AL b 3 A B bR BT
K100 WL, FfiJ5 37 °CH 46 L% F 60 min,
WMHEERE, EREERSK, T Fra LR
A 50 WL B4 A LB, 78 37 °C1H & 48 bk ol
15 min &, FPAFLPIIA S0 WL £k . 7 B
it B A 52 4% FLTE 450 nm P 1AL A OD {H

1.3.6  MMP#&R  FRECE FHIH-123 #3 K 1 mg,
FH262 WL DMSO ¥, Be il B 10 mmol/L Ffiff 25 1K -
Tl G I 3 B 5% R i A MR B 2 10 pmol/L,
4 e 8, TAEW . ¥ HUVEC DL 2.5 x 10° 4~ /4L i 48
Jit 2 B e Ah B 6 fLAR P, 24 hJE UEAT TMAO T i .
MM FRSE R ST, MR TRIK, PBSIHVE 1k .
FLIA 1000 L J4 8 TAEW, 37 CAiffudsFR46 1
FH 40 min, WFHEHEG I AYEW, PBSIHDE2:E ,
A1 000 pL GG 8597 58, 26 Wil T Es,
1.3.7 2 F54K 7E M & (mitochondrial ROS, mtROS)
Al O b T AR K A HUVEC 28 il D 8 x
10° /4L 1Y %5 5 3 Fh 3 96 FL AR, 24 h 5 #E4T
TMAO + i . ¥ 1 wL MitoSOX Red fill A 2 500 wL
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PBS H1, FiBE R 2 wmol/L B YL (0 TAEWR . 40 b B
SEEE R, WA A0 I SR, PBS VE R 1 . AR AL A
100 L 40, TAE R L, 37 °C 40 i 55 35 46 85 7 30 min.
EE S S LA, B ALINA 100 pL PBS i
VE 23, FEIIAGE B PBS, 7960 M T WiEt,
138 MPTP#| B X804 K 3 ) HUVEC 41 g
DL 1 x 10° AN/ A %% B 422 7 28 20 mm B0 36 3% £ 4%
FIMLH, 24 h 5 #E47 TMAO T i, ¥ 1 pL Calcein
AM fITA 1 000 pL JC I 3 35 7 J& vp P i 4 68 T AR
o FIBE 10 WL S ARES I 1000 L He 2 3 v e il
WK TAEW . ML FESEERf5, W 2 40 e 3%
IR, PBSYEUE 1. 535 ML im A e TAE i sk
BEEEER TAEW 1000 wl, 37 °C 40 M 55 5% 46 b iy
B30 mn, WMHFEEFEWEROWR, FILMA
37 CHUER ) TG I3 40 M B SR W 1 000 wL, 37 C4H
MRS I E 30 mine, WELEHRIE, WERHRR,
TIAGE AN 22 o, OGRS AR WA TSR
14 Sit=FHiE

K H b 3R FH GraphPad Prism 9.0 G845 4. it
HWORIIE + b2 (xxs) Fom, ZHHEH
PR R J7 2401, P EE B Tukey HSD £ 55 o
P<0.05 N ZFAGFE L

2 Z#R
2.1 TMAO Xt HUVEC 4 iE 51 B9 820
SRR A1 10, 25, 50, 100, 150, 200, 250,

300 mmol/L. TMAO ZH (1% 41 Jf A5 X 15 7743 51 A (1.00 =
0.06) . (1.00+0.08) . (0.93+0.08) . (0.88+0.04) .
(0.80+0.03) . (0.73+0.03) . (0.66+0.05) . (0.53 +
0.05) . (0.46 £0.06) , Z L[N K Jr 225001, 2 R A 5
P27 2 X (F =79.555, P =0.000) 5 20 [F] 9 ¥ L%, 2%
WA SR L (P <0.05) .45 % /s TMAO ¥ B
H 50 mmol/L J & , 40 B 1% 1 FF R RRAK , H 52 5% Ak
HEPEE AL (P <0.05)  WE 1,

X HEZH AT TMAO AL B 12, 24 . 36 h 20 (0 40 i Al
X N 4 9k (1.00£0.06) . (0.88+0.05) |
(0.80+0.03) . (0.77+0.04), LK 2500,
ERAGI R L (F=36.178, P=0.000) ;%1[f]
PP L3, 2 5 WA Gt 22 B L (P <0.05) 455K
RTMAO T¥ 12 h 5, A0S JIREAK, H R
MitEAE L (P<0.05), WLIE 2,

GHLARRTE )
s
|

I
n
|

0.0 T T T T T T T T T
1 2 3 4 5 6 7 8 9

1: XFHRZH ; 2: 10 mmol/L TMAO 2H ; 3: 25 mmol/L TMAO 4 ;
4. 50 mmol/L TMAO ZH ; 5: 100 mmol/L TMAO #H ;6 : 150 mmol/L
TMAO 41 ; 7 : 200 mmol/L. TMAO 4 ; 8 : 250 mmol/L. TMAO 2 ;
9: 300 mmol/L. TMAO 4 .

E1 ARERERTMAO X HUVEC 4HAaiE /1220
1.5 —

R

et

E 10

=

=

F

05— \ | I
1 2 3 4
1: XFHEZH; 2. TMAOALFR 12 h4H; 3: TMAO AL B 24 h4H ;
4. TMAOALFE 36 h#H .
B2 A[E TMAO Tkt a3t HUVEC 4 BaiE 718 8500

2.2 TMAO Xt HUVEC AT By &0

X} HE L AT 50, 100, 150 mmol/L. TMAO £H i) 4
JiL 8 T2 2R 4 ) g (3.46 £ 0.06) % . (9.45 £0.85)% .
(1497 £1.77)% . (19.78 £ 2.98) % , Z: B[ & J7 2 4%
Br, Z2RASIEE X (F=46.778, P =0.000).
RN IE YR B TMAO 21 35 5 F 5t B4 (P <0.05) . #27R
TMAO R[5 N R 4 i T LI 3.
2.3 TMAO Xt HUVEC %3 ET-1 8 T RIS

Xt B 2H A1 50, 100, 150 mmol/L. TMAO £ ) ET-1
IK - 43 51 M (556.64437.99)% | (658.66+15.61)%
(684.42+54.32) % . (658.91+25.06) % , Z P [H & )7 %
ST, ZRA SRR L (F=7314,P=0.011) , % 18
ZH ET-1 7K AR AR [A]V BE TMAO 41 (P <0.05) o $27R
TMAO HA B0 Bz 4 M 4505 7R
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10 Tai aiz 10" a7 a2 7.1 "
350% 249% 4.18% 578% 10 ?;;,‘ 9_1,32 10 ?;},1 ?}‘12.,.

PI-A

PI-A

Q14
1.03%

Q1-3
85.68%

PI-A

Q14
436%

5 o

Q13
8271%

107 10* 10’ 10* 10° 10° 107 10*
Annexin V=FITC-A

X B4

107 10* 10’ 10* 10° 10° 107 10*

Qi-4
6.76%

Q1-3
74.00%

a4
14.50%

Annexin V=FITC-A

50 mmol/L. TMAO 41
B3 &HAHUVECH

107 10* 10° 10* 10° 10° 107 10
Annexin V-FITC-A

100 mmol/L TMAO £
i At 7% =X 20 R 2]

107 10* 10° 10* 10° 10° 10" 10

Annexin V-FITC-A
150 mmol/L TMAO £

2.4 TMAO Xt HUVEC %4 &2 Kz 1Y =2 i
& 4H IL-18. IL-1B. IL-6. IL-10 /K ¥ [L %5,
ZRHNRFTZDN, Z5WARITEENL (P<

AUk B TMAO 4H (P <0.05), T1—-10 K5 T A A ik
B TMAO 40 (P <0.05) ., 4554278 TMAO H A ¢ o
N Kz A0 A8 RE R B BIE . L1,

0.05), XFHAA1L-18, IL-1B.

1L-6 7K~F- ¥k T

1 BAKEERTFKELEE (rxs)
215 1L-18/(ng/L) IL-16/(pg/mL) 1L-6/(ng/L) 1L-10/(ng/L)
Xif B4 409.09 = 0.97 96.26 + 0.97 15.80 £ 0.62 399.46 + 15.10
50 mmol/L TMAO 21 434.20 = 3.49 103.11 +0.97 16.63 +0.36 390.46 + 6.63
100 mmol/L TMAO 41 454.03 + 1.93 114.79 + 1.89 1827 £0.34 366.13 +7.32
150 mmol/L TMAO 4 472.59 + 16.44 114.89 +3.26 18.54 1.05 359.04 +2.02
FAE 30.968 63.127 11.925 13.516
P1H 0.000 0.000 0.003 0.002

2.5 TMAO % HUVEC & MMP B0

X B ZH A1 50, 100, 150 mmol/L TMAO #H i %
P+ B -123 A1 XF & ik & e B o (1.00+0.14) |
(0.67+0.15) . (043+0.07) . (032+0.01), £
W 208, ZRA%1T5E L (F=23816,
P=0.000) ., AS[A]HEEE TMAO 20 % F} B - 123 A% 234
M T XA (P<0.05), TMAO AL B 12, 24,
36 h 41 19 % PF I —123 AH X K3k 1 40 o (1.00 £
0.10), (0.89+0.08). (0.53+0.00), (0.52+0.08),
SRHERT EZ0N, ERASITHEL (F=
30.794, P =0.000) ., TMAO 4b¥f 24 36 h 41 % J}HH
~123 X B LT X REA] (P<0.05) . 45 %
HITE TMAO IPEFRT T, 4Rtk ) BE 32 #51fF MMP %
e FWtl, SEMMP ., WE 4,
2.6 TMAO X HUVEC & mtROS W0

X HE 44 F1 50, 100, 150 mmol/L. TMAO 4H 1Y
MitoSOX AH X ik 5t 435 (1.00+0.01) . (1.28 +
0.06). (2.00+0.15), (220+0.23), ZHHNEK I 2%
T, ERASGIFFE L (F=51576, P=0.000),
100, 150 mmol/. TMAO 41 MitoSOX A %} 3¢ 35 44 =

T X (P <0.05) . XFHEZH A1 TMAO 4b B 12
24, 36 h 2 1Y MitoSOX A X 3 3k 43 51 4 (1.00 =
0.01)., (1.74£0.13) . (2.12+0.09), (2.22+0.19),
GRHNRT EZ0N, ERA%ITEEXL (F=
61.812, P=0.000), AN[a]-Fil}E TMAO 24 MitoSOX
HHXF e GA 3 T AL (P <0.05) . 455K
TMAO 1] 5 5 HUVEC (1) 28 R K H mtROS B, 5|
HEAAN, PR RERERS . WS,
2.7 TMAO %f HUVEC &1 MPTP B840

X A& 41 A1 50, 100, 150 mmol/L TMAO £H )
Calcein AM #H Xf 3 ik & 43 Jill 2 (1.00+0.08) .
(0.38+0.05), (0.25+0.02), (0.13+0.03), ZH[H
RIEMN, ZRAGRIFE XL (F=320.748, P=
0.000) , AS[H) ¥ & TMAO 41 Calcein AM A1 X% 3¢ 15 &
KT X4l (P <0.05) ., X HE 41 F1 TMAO 4k #
12, 24, 36 hZH 1Y Calcein AM A Xf 3¢ 35 £ 43 51 K
(1.00£0.10) ., (0.34+0.02), (0.28+0.03)., (0.29 +
0.06), ZHPHNEF EZ 0, ERAFKITFEX
(F =161.153, P =0.000), A I[a]+ i i (8] TMAO 41
Calcein AM AH X 3¢ 35 & B T X B2 (P <0.05) .
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X HEZH 50 mmol/L TMAO 41 100 mmol/L TMAO 41 150 mmol/L TMAO 41

X HEZH TMAO PR 12 h &4 TMA()LIE 24 h# TMAO &b 36 h 41
B4 &HHUVEC 4% AR (x10)

X REZH 50 mmol/L. TMAO £H 100 mmol/L. TMAO £H 150 mmol/L. TMAO £H

TMAOZLFE 12 h &4 TMAO Zb¥ 24 h 4] TMAO 43 36 h 41
5 #&4ZHHUVEC 4 MitoSOX &  (x10)

2k B B TMAO 1] 3 HUVEC H ) MPTP 19 FF ikt & RN, WK 6,

50 mmol/L TMAO £H 100 mmol/L. TMAO &1 150 mmol/L TMAO &1

X HR 2 TMAOZLFE 12 h &4 TMAO ZbFE 24 h 4] TMAO Zb ¥ 36 h 41
6 £&ZHHUVEC 4kt Calcein AM#E  (x10)




AR R 2 %535 %
3 itig MMP T REEH P, R, 458 F il % . mtROS ™~

VA 2 200 463 405 2 L 3 0k 400 i % 1B SR AR N
RIS . WA AERRE I REAL, KT AR
iE S RO ARIFSE K& B TMAO 1] [ HUVEC A9 41
MLTE Ty, ES T, A3 iad it ET-1 MU E .
ET-1 52 F 1055 P9 48 B 43 10 1 2 00 4 ) g 1 1
BRI . N B e, LA A ET-1 K
e, SR D RE RS . A B AE R R,
TMAO 7] £ # HUVEC 45 b K & 19 ET-1, 5 B
TMAO T Z0T PR 40 M A 5405 o 52405 149 P B 440 i v
B i RAE I+, BN & A R RN .
AMFIELE R R, TMAO ffi HUVEC 23 1L-6 . 11—
18 1 IL-18 7K °F FF &, IL-10 /K F B AL, od B
TMAO 7] 72 {5 4 g P 41 6 41 i R 7 A R 2k 14 o, 11
Y LR 1 R GE RN, S B0OH I P G e Ok i
7 | 6L P Bz A4 98 i S 0 o

LR SE R R E S A A A, st g
N e I B Ky I W S E s YR NI T A SN 1R |
WERARMIEA . B . R/ arastt Y, £
B AR5 05 0 R AR 2 MMP R R, B S S 5
mtROS A= i3 22, ASBiF 5% 45 3L /R 248 TMAO Ab 3
() HUVEC (/) MMP I 35 BEAIG,  HL 5250 2 40O P4
V) A A58 P 3 Uk, T fF B miROS FR Ik B, F W
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