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[# ZE)B8Y: 0 RAE ACHIEhBE RS AH SC BRI PE 9% (metabolic dysfunction—associated steatotic liver disease MASLD ) 5 3V I
IR Bl Bk # FE A 4K (subclinical atherosclerosis SCA ) fR 5 13 5, 80T RIETESFEF e AL XT SCA s h AE A . ik S AT I
R = B VLR o DX AR H 0 2023 4 10 H 31 H 22024 4F 11 A 1 HAF G AN HEPRERY 9 791 1) 8 5, NHL 0 T R iR B MR S .
SR AERHUE G OB KRG , 2 K EK logistic 255 7R, 8 MASLD 5 PLR(1.00, P=0.01) F1 MHR (1.21, P<0.001) 77 7F {2
FEAH S SCA B R A2 5 APRI(1.43, P=0.036) .LMR (0.96, P=0.019) #l SIRI(0.71, P=0.018) 77 7F . Z AH K 5 s/ 20 M &6 3R R
FIB-4 5 APRI 43 538 i 4 5iE I F MHR (95%C1=0.005~0.032) . SI1 (95%C1=-0.068~-0.032) . SIRI (95%CI=-0.011~-0.003) FlI
NLR (95%C1=-0.02~-0.002) . PLR (95%CI1=0.055~0175) .LMR (95%C1=0.011~0.001) . SIRT(95%C1=-0.042~-0.002) X} SCA i %
e RAETR P A ER . 58 : MASLD JIF£F 2 fb Xt SCA 19 & A5 B AT T B840, [R) A 38 38 2o 48 A PR X6 L 7= 2B 5 i 5 o T
MASLD 5 75 R 057 CVD B XU 1) 20k [R] BBt R 9775 T RE 23 7 MASLD MY AR S b Z T Z/E M .
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Inflammation as a mediator between fibrosis in metabolic dysfunction—

associated steatotic liver disease and subclinical atherosclerosis
Mei Jia,Wang Lihua,Xie Yuncai, Jin Yudi,Chen Ying
(Health Medicine Center, The Second Affiliated Hospital of Chongqing Medical University )
[Abstract] Objective: To analyze the relationships of inflammation, metabolic dysfunction—associated steatotic liver disease
(MASLD) , and subclinical atherosclerosis (SCA ) , and to explore the role of inflammation in the impact of liver fibrosis on SCA.
Methods : A total of 9791 patients who met the inclusion and exclusion criteria were consecutively enrolled from the Health Examina-
tion Center at the Jiangnan Campus of The Second Affiliated Hospital of Chongqing Medical University between October 31,2023 and
November 1,2024. Patient information was collected from electronic medical records. Results : After adjusting for traditional cardiovas-
cular risk factors, multivariate logistic regression analysis showed significant associations of MASLD with platelet—to—lymphocyte ratio
(1.00, P=0.01) and monocyte—to—high—density lipoprotein cholesterol ratio (1.21, P<0.001). The occurrence of SCA was significantly
related to aspartate aminotransferase—to—platelet ratio index (1.43, P=0.036) , lymphocyte—to—monocyte ratio(0.96, P=0.019) , and sys-
temic inflammation response index (0.71, P=0.018). Mediation analysis indicated that fibrosis—4 index exerted partial mediating ef-
fects on the occurrence of SCA through inflammatory markers monocyte—to—high—density lipoprotein cholesterol ratio (95%C1=0.005 to
0.032) , systemic immune—inflammation index (95%CI: —-0.068 to —0.032) , and systemic inflammation response index (95%Cl=
-0.011 to —0.003) , while aspartate aminotransferase—to—platelet ratio index through neutrophil-to—lymphocyte ratio (95%CI=-0.02 to
-0.002) , platelet—to-lymphocyte ratio(95%CI1=0.055 to 0.175) , lymphocyte—to—monocyte ratio(95%CI=0.011 to 0.001) , and systemic
inflammation response index (95%CI=-0.042 to —0.002). Conclusion : Liver fibrosis in MASLD has a direct effect on the occurrence of

SCA and also influences it through inflammatory markers. These findings highlight the importance of early screening for cardiovascular

disease risk in MASLD patients and suggest that anti—inflammatory
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therapy may play a significant role in the future management of

MASLD.
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AR A 1 i 107 T 1) 2 0 AR AE 4 R E 1A 30%
ZeAiM, T BEGE S NAFLD f 955 R R 5 Al
PR B FEAFIE O, 2020 4F48 1 T AR SR
HF 9% (metabolic—associated fatty liver disease,
MAFLD) —13a® B 5, 34> 32 0 5 [ IOE P 25
J A D R R A5 AH S 107 M9 (metabolic dys-
function—associated steatotic liver disease, MASLD)”
— 3 A SRR PR AR T P (NAFLD) ™Y, fi
HESY F W] NAFLD Al MASLD (98 AR # —20, K
£599% HJ NAFLD & 1F & MASLD 2 W by 1,
i R = T D e X ) A < A N Rl EE B 1R
2030 47 18] i F5e ™ 209 JIg 105 FF s A A, R
MASLD fE & SE T 1 35 2 RO LA B (cardio-
vascular disease , CVD)", B} 57 45 H MASLD J2 sl Ik o
FEAE AL PR O M4 993 (atherosclerotic cardiovascular
disease, ASCVD) [ F IHFE AR , & 500 L8508 A
FEFNFE T2 3G I EL A ST (AR OGS, ] i £F
AR BT AN 7O AN R A5 R KU (H
H AT IFANTE A MASLD H [ W LE 1 o3 i 24 80T 3l
kSRS RE R AL T T 70 148 R S, TR Sy
MASLD AR s B8 PE R AE , & BRI TE S ik it A A AL
R rp R A OB FINO, TR E & A T
JIE , 35 50w Ol 8 B AR GE L, U HE O L R
i1 [l MASLD AT DA o 18 M AT B2 4 i
JIE 177 BAL - 2 7 1y s ) 3 A8 o 3k sy ok o A R4 1)
JEEM A, BT T B2 7 MASLD FARK A B
TR H AR HARAE 77 MASLD £ 4EAL A1l
VI R P 3l ik 35 £ 4 4k, (subelinical atherosclerosis ,
SCA) Z A A ABEMT AR T W AN B . PROA TSR &
FEFRSE MASLD R AE F SCA Z [ 1926 2, I &
JiE7E MASLD £F 4E AL 520 SCA & A K S P BT,
PRITIEA T LA MASLD 1E 111 CVD 9 XU [ R
5 H AR,

1 #REFE

1.1 ARAZ

ABFFE LW T 202346 10 H 31 H 2 20244E 11 H 1
H 7 8 R B B R 2 W@ 55— B B A w0 322 32 IR 8
SN S 1 21 259 61 B I R PERE , sk 3 o A FREEA T
TR AR T I o Ak e AR A A e R R
WFFEAR = AR S, AT HERR T Bk MASLD 4b, AT-AeT 2552 1)
JELIRE LG S RE AN, S BV OB B . Hik

HEBS AR R : OAFFS MASLD 12 Wibs s @214F 3557
AT T S BT M A 25 0BT s @R AR I LA I I
W98 JFREAL R 5 s @A O IV R SRR RE IR 5 s @4F
<18 % ; @ i {5 BAS 58 4 s O AR AT 1MLV R GE e  IUAE
YL BRI 9 791 AT (K1) o AR Kendall $2 3 14
ARG IE T RR A ZE D R Y S~ 1045, ASHF S B
31, REAR R D K 155~310, AWF5E A A 9 791, 4%
BER ARS8 A E I B B S B A (2024 ARG B
%(55)5],

20234E 10 H 31 H & 20244E11 A 1 H4E%Z T
U6 FR R AN TS I 7 17 21 259 4] s 3

A MASLD i2WiksifE (n=1 040)
AR N7 1 AT 2 B b A 25 )
VBT (n=1723)

% B JHE LA SR B LT S L AN 4
|| FBIAL S (n=2 523)

0 ISR B RE S S (n=1 106)
<18 % (n=2)

i i BN SE 3 (n=4 162)

AT LK RGP0 AR G (n=
912)

v
29 791 Bl B H ARG

[ |
HA MASLD A MASLD
(n=3979) (n=5812)
1 HARAHREER
1.2 #¥EdkdE

PN R TVITIE S i Il WA SR % €/ I R ¢
£ MER AERE AR FEFE L (body mass index, BMI) (0 5
TR I R L 25 B8 LA (fasting blood glucose, FBG) (4%
T % i (alanine transaminase, ALT) | 4+ B %% & [iff (aspartate
transaminase , AST) JJUEF  JRZE . H & A H 8 = B8 (iglycer-
ide, TG) . B IH[E 5 (total cholesterol, TC) %% & N8 & H (low
density lipoprotein cholesterol, LDL-C) . /& % J¥ JIg§ 2 H (high
density lipoprotein cholesterol, HDL—C) , HP4: 4 410 Jfd | .42 41
INIRANY e N NS 0

AT R T RGN RAEFE R AR PPAG MASLD 2 194
B 93 IR ZS (neutrophil—to-lymphocyte ratio , NLR ) =H P47 41
JIE/k T 41 il 1L i (platelet—to—lymphocyte ratio, PLR) = Ifil />
AR/ T 40 HEAE (lymphocyte—to—monocyte ratio , LMR )= [
41 He/PR A% 40 LE fA (monocyte—to—high—density lipoprotein
cholesterol ratio, MHR) =B 4% 41 {3/ 4% & B 46 1 JIE [ 1 L
8, & B 55 55 48 8 (systemic immune—inflammation index,
SID)=NLRx Ifi./INHR 450, 4= Bf 5 AE S 465U (systemic inflam-
mation response index , SIRT)=NLRx 5% 40 il -5, [&] st
T T 4 44k -4 3850 (fibrosis—4 index, FIB—4) |73 555 & iff
AL /N HE (B 5 $X (aspartate aminotransferase to platelet ratio
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index, APRI) 113 : FIB—4=[4E#4 (4F ) x AST(U/L))/(Ifi./MR
AL x 10°/1L) x ALT(U/L) "], FIB-4<1.3 KA £F 44k, 1.3<
FIB-4<2.67 2} 0] SE N £F 44k , FIB-4>2.67 M JIF £ 4k Ak i3t Ji&
W12 APRI=100 x (AST/IE & F B )/ /M4 ( x 10°/1)
WS 2F i A K A 28R AT s I SHE 53500k 0.5 1 1,521

JIE R | S0 2h oA P AR A R PR N R T R R
A HEAT A A AR 2 A5 B T2 W S i 05 R < A 30T 3 [l
TR 5 T NS S5 A AN P g Bl 7R a5 . R 3 ik
PN H RS B (carotid intima—media thickness, CIMT) #% & K
>1.2 mm [ CIMT., 5 8h ik B e 5 Sk L J il CIMT 2270
K 0.5 mm 3 50% B £E SBESE JEL B CIMT>1.5 mm 1Y £5 5 X
B, € 0 BTl 30030 Ik B ) JlE N 24 B 1Y CIMT 8
B WRBEHLBS , B 7E LRy SCAPY,
13 itk

K JH SPSS 26.0 B A X R #E 47 5k A L BERT R4 T, OE
AT I AR TR DL B+ AR 2E (w2 s) Fon , 4L 1A HE
B2 R PR ST AREAS o 465 36 43 B 5 A 1E 25 40 70 H08 SR v 46 K
(M, (P, P13 , 18] E 38R ] Mann—Whitney U #5671
BORBLL n (%) Fow , R R T KI5 R H 5T logistic [F] )5
BB 3BT MASLD BOH AT 4k S5E 5 SCA SC R, Z R 1A

VRSN v 8y A A G i R o M R e i i 2 M A T i
Beo Ao BT Hr SPSS BAS 26.0 2K {4 P Hayes Fl Preacher
K I PROCESS 7 (Process V4.1) 58 %>, 2k JH Bootstrap 5 000
UCHE AR EAT TR A ROV AR 35 o AT At 1 P B 2 XU
1, 250 /K M @=0.05

2.1 MASLD 2842 & MASLD 2815 JR 4% 4 b 4%
AT — R B (1), A NBEAE IS H 1 52
%, Hh 5648 141(57.7%) T %, 3 979 il £ H 2 Wi A MASLD
MASLD 2H 55 1 Lb 451 W AR 25 W R 9 sk AR 1= 1T 50 5
A% FBG 1L J%  BMI R T D AB 6 45 (AST L ALT) | &
DIREFE AR HLEF R ) (KR A K (HEHE CTC.TG.
LDL-C) S 44k (APRI . FIB—4) . Ifil 8 20 Jfd 3135 ( bt 4
JiL /N L AR A0 N ) ¥ T MASLD 41, T
HDL-C 7K FEH AR
2.2 K gEI5475 MASLD #9 @) )2 o 47
FVTAS S AE bR S 5 MASLD 2 (8] (4 0CBE , ABFIE AT
T logistic AR R Z R ZE4rHr. HEELERBR(E2),

%1 MASLD AFFE MASLD Al FRAFE L1, %;x + 53 M, ( Pyg, Pyg)]

FEAIE Eoil JEMASLDZH(n=5812)  MASLD 41 (n=3979) XHzZAa P
AEIR (4F) 52(42,60) 51(40,60) 53(44,60) -5.8 <0.001
FE(%) 5648(57.7) 2 823(48.6) 2825(71.0) 486.6 <0.001
W2 A (% ) 2210(22.6) 1034(17.8) 1176(29.6) 187.0 <0.001
BEIRI (%) 663(6.8) 324(5.6) 339(8.5) 32.5 <0.001
FBG(mmol/L) 5.1(4.7,5.6) 5.0(4.7,5.4) 5.8(4.9,6.0) -28.6 <0.001
L (%) 1693(17.3) 741(12.7) 952(23.9) 206.3 <0.001
Wi e (mmHg ) 124(112,137) 120(109,134) 129(118,141) -22.0 <0.001
&7k & (mmHg) 75(67,83) 72(65,80) 78(71,87) -25.6 <0.001
BMI(kg/m?) 24.1(22.0,26.5) 22.9(21.0,24.7) 26.3(24.4,28.2) -51.4 <0.001
Rl (cm) 83(76,90) 79(72,85) 90(84,95) -51.4 <0.001
AST(U/L) 23(20,27) 22(19,26) 24(20,30) -17.0 <0.001
ALT(U/L) 22(16,32) 19(15,26) 29(21,41) -38.4 <0.001
JULEF (pmol/L) 75.0(63.1,86.7) 72.2(61.5,85.1) 78.1(66.9,88.7) -13.1 <0.001
JRZ (mmol/L) 5.4(4.6,6.4) 5.3(4.5,6.3) 5.5(4.7,6.5) -5.7 <0.001
TG(mL/L) 1.4(1.0,2.0) 1.1(0.8,1.5) 1.8(1.3,2.6) -43.5 <0.001
TC(mL/L) 5.0(4.4,5.6) 4.9(4.3,5.6) 5.0(4.4,5.7) -4.5 <0.001
LDL~C(mL/L) 2.8(2.3,3.3) 2.8(2.3,3.3) 2.9(2.4,3.5) -10.1 <0.001
HDL-C(mL/L) 1.3(1.2,1.5) 1.4(1.2,1.6) 1.2(1.1,1.4) -322 <0.001
R4 A (x10%/1) 3.3(2.7,4.1) 3.2(2.6,3.9) 3.5(2.9,4.3) -15.7 <0.001
T/ (X10°/L) 215.0(181.0,251.0) 213.0(181.0,249.8) 217.0(182.0,253.0) -3.1 0.002
TR EL 4 (x10°/1) 1.8(1.5,2.2) 1.8(1.4,2.1) 1.9(1.6,2.3) -16.2 <0.001
FIAIE(x10°/1) 5.7(4.9,6.8) 5.5(4.7,6.5) 6.1(52,7.2) -19.6 <0.001
LR )

APRI 0.3(0.2,0.4) 0.3(0.2,0.3) 0.3(0.2,0.4) -10.9 <0.001

FIB-4 1.2(0.8,1.6) 1.1(0.8,1.5) 1.2(0.8,1.7) -6.7 <0.001
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PLR \MHR F1 SIR1 55 MASLD & 35 AH 56 ; i — 5T 2 K
AT R (38 3) , FEVREAG G0 4 fa e PR R (AR 4% 1501
WA L i HE /BB PRI 52 TG . TC \HDL-C \LDL-C) Ji5 , &5 %
7R MASLD 5 PLR (1.00, 95%CI=1.00~1.00; P=0.010) #l
MHR (1.21,95%CI=1.05~1.20; P<0.001 )T SR 1775 B35 40 5%,
M5 SIR1(0.99,95%C1=0.87~1.11; P=0.800) JC i A1 5% .
2.3 K EEFEAFA MASLD 4F 44k 55 SCA #9 &1 )2 547
RAEFE IR B MASLD 2T 44k 55 SCA 1) - JC logistic FLIFl

RERZHZSPNT , LHEREREIR(F4), B MASLD,
FIB-4 ,APRI.NLR .PLR.LMR .MHR .SII.SIRI ] 5 SCA i %
M. TEZRZEHT P — IR T 0 i fE R R & (4
W5 P S R A R I/ R B2 TG . TC \HDL-C . LDL-
CJRER B R (FES5),SCA 5 APRI(1.43,95%CI=1.03~2.01;
P=0.036) . LMR (0.96, 95%C1=0.93~0.99; P=0.019) FI SIRI
(0.71,95%C1=0.54~0.94; P=0.018 I 47 75 B HH G, T 5 M
MASLD ,FIB-4 \NLR ,PLR .MHR #I STI JC {i. # 5

%2 Zitlogitic AR 1 JHE 5 MASLD Y 8 [E R 534

AR B SE Wald P OR(95%CI)

NLR 0.01 0.02 0.15 0.700 0.99(0.95~1.04)
PLR -0.01 0.00 135.81 <0.001 0.99(0.99~1.00)
LMR 0.00 0.01 0.44 0.510 1.00(0.98~1.01)
MHR 0.49 0.02 700.23 <0.001 1.63(1.57~1.69)
sl 0.00 0.00 0.34 0.560 1.00(1.00~1.00)
SIRI 0.31 0.04 55.62 <0.001 1.36(1.25~1.47)

L &R FRIE R TG : NLR, 1.0~2.0; PLR, 50~150; LMR, 2.0~4.0; MHR , <0.5 ; SIT, 300~900; SIRI, <1.0

%3 logistic & [F 3 M IR E R FEFEIR S MASLD Z [8] I K BX

Ar i B SE Wald P OR(95%CI)

PLR -0.002 0.001 6.68 0.000 1.00(1.00~1.00)
MHR 0.114 0.033 12.295 <0.001 1.21(1.05~1.20)
SIRI -0.016 0.061 0.065 0.800 0.99(0.87~1.11)

O AL RE AR M WA | I AR PR 9 R TG\ TC \HDL-C \LDL~C

F4 Zitlogitic mIFERE K AE R MASLD 44 5 SCAR B E RN

A i B SE Wald P OR(95%CI)
MASLD 0.34 0.04 68.38 <0.001 0.71(0.65~0.77)
FIB-4 1.22 0.04 910.53 <0.001 3.39(3.13~3.67)
APRI 1.39 0.15 88.47 <0.001 4.01(3.00~5.35)
NLR 0.08 0.02 13.19 <0.001 1.08(1.04~1.13)
PLR -0.003 0.00 55.87 <0.001 0.997(0.996~0.997)
LMR -0.095 0.01 81.39 <0.001 0.91(0.89~0.93)
MHR 0.12 0.02 51.26 <0.001 1.12(1.09~1.16)
SII 0.00 0.00 6.49 0.011 1.00(1.00~1.00)
SIRI 0.25 0.04 36.21 <0.001 1.29(1.18~1.39)

%5 logistic % [F 2 o YF R o % fiE B2 MASLD 5 4:4¢ 5 SCA Z 8] I K BX

Ar i B SE Wald P OR(95%CI)

MASLD -0.01 0.06 0.04 0.849 1.01(0.91~1.13)
FIB-4 -0.10 0.06 3.46 0.063 0.90(0.81~1.01)
APRI 0.36 0.17 4.42 0.036 1.43(1.03~2.01)
NLR 0.07 0.08 0.72 0.397 1.07(0.91~1.26)
PLR 0.00 0.00 1.64 0.200 1.00(1.00~1.00)
LMR -0.04 0.02 5.55 0.019 0.96(0.93~0.99)
MHR 0.07 0.05 1.87 0.171 1.07(0.97~1.18)
SII 0.00 0.00 1.08 0.298 1.00(1.00~1.00)
SIRI -0.34 0.14 5.58 0.018 0.71(0.54~0.94)

T PSR AR AR A P A | I AR PR 2 TG . TC \HDL-C . LDL-C
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2.4 MASLD & 4Lz &4 5 SCA 69 F A0 H7

MASLD £F 4 fb b5 i 4 FIB-4 . APRI X SCA Y H 423 Hr
SR 6 KT, h A AR A 2 TR . TELF4EAL
¥R FIB-4 f, MHR (8=-0.042,-95%C1=0.005~0.032) .SII
(8=-0.048,95%CI=-0.068~-0.032) . SIRI(8=-0.007,95%CI=
-0.011~-0.003) 1) 95%CI A% 0, R /v 55007 b 35 o 7E
Fr&# APRI ', NLR(8=-0.009,95%C1=-0.02~-0.002) \PLR
(8=0.031,95%C1=0.055~0175) \LMR(8=0.021,95%CI1=0.011~
0.001) . SIRI(8=-0.017,95%CI=-0.042~-0.002) [ 95%CI 7~

5 0, R WA 200 W3, A, R4 APRIXT LMR 1) 52
Ml AN 5 2 (RD a B 42 A 235 ) |, {0 A Bootstrap ¥ B 1 K5 5
> SIRI
> SII
> MHR

Hy s a*h=0 , 25 S . , 473 56 W) 432 90 25

3 3 i
ARG L5 R LI, MASLD 27718 (AL G50 15

&I R 28 Lo ) T i K 27 Ak 46 A L I I8 i 40
MK B . Wang Y S0 58 [ RE 2 80, Bl 1R
5 B RSN, SCA & s A8t 23 AH W BN, HL ifit
R IRE £8P o 0 A2 000 I I PR 005 P T 2 (R 225 0
A GRS 1 MASLD #8345 (R AE 2 TG . LDL-C F+

SR SE— »  LMR b
» PR
> NIR

o

T R B a g A AL YEAL AR S X PP A B RATAE R AL, H SR FIB-4/APRUM R — BB SSAE TS bR HAT T35 R M2k M7

TEPRIBIAAETE M s REL D RAEA ] e defbin sy
HA B0 R

SRR SATFE AR PR S i SCA BRI, , SEERAUFAE— BUARAETRFRAS SCA Y A2
SRR T RAETR PRI  £FAEALPRE NS SCA B BRI, , SEE AR FIB-4/APRIXT SCA Bk A A1 S35 50

B2 MASLD 4L 3F SCAHH A 2347

®6 REMRBRYX FIB-4 FMAF A4 5 SCA Z B XBLHI/+ B4 H
- 22~ dIA
RIEPREY B RE B SE P IR
B SE Boot LLCI Boot ULCL

NLR a 0.021 0.012 0.073 axh 0.001  0.001 -0.001 0.005
b 0.068 0.024 0.004
¢ 1.219 0.041 <0.001

PLR a ~13.408 0.532 <0.001 axb  -0.009  0.007 -0.022 0.004
b 0.001 0.001 0.174
¢ 1.233 0.042 <0.001

LMR a -0.100 0.053 0.058 axh 0.008  0.004 0.000 0.018
b -0.083 0.011 <0.001
¢ 1214 0.041 <0.001

MHR a -0.188 0.016 <0.001 axb  -0.042  0.006 -0.055 -0.032
b 0.225 0.018 <0.001
¢ 1.317 0.042 <0.001

SII a ~70.880 3.027 <0.001 axb  -0.048  0.009 -0.068 -0.032
b 0.001 0.000 <0.001
c' 1.301 0.043 <0.001

SIRI a -0.020 0.007 0.003 axb  -0.007 0.002 -0.011 -0.003
b 0.334 0.046 <0.001
¢! 1.238 0.041 <0.001
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R7 RIEMREYIT APRI TN A% 5 SCAZ B XBH T+ SER
[ 4228 7
RIEbREY) BRI REL B SE IS ST e
B SE Boot LLCI Boot ULCL
NLR a -0.105 0.043 0.014 axb -0.009 0.005 -0.020 -0.002
b 0.088 0.023 <0.001
c' 1.404 0.148 <0.001
PLR a -44.985 1.975 <0.001 axb 0.103 0.031 0.055 0.175
b -0.002 0.001 <0.001
c' 1.176 0.151 <0.001
LMR a -0.234 0.194 0.228 axb 0.021 0.011 0.001 0.0467
b -0.090 0.011 <0.001
c' 1.340 0.148 <0.001
MHR a 0.012 0.058 0.838 axb 0.001 0.011 -0.023 0.018
b 0.119 0.016 <0.001
c' 1.413 0.148 <0.001
SIT a -223.176 11.259 <0.001 axb -0.002 0.021 -0.043 0.042
b 0.000 0.000 0.897
c' 1.393 0.153 <0.001
SIRI a -0.060 0.025 0.015 axb -0.017 0.010 -0.042 -0.002
b 0.273 0.042 <0.001
' 1.439 0.149 <0.001

151, HDL-C T B, 1717 0L 55 % -5 00 I A5 952 5 25 VT AH
K, JE IR LDL-C (13 155 /2 20 Jikoks R A A 1) 32 22K
BN E™, % &R by, MASLD fE Ry 4 5 AR i
g, 11 Bt T 5 2 A 3 1) S 0 0 D AT ) A2

T 5 | 62 A 1 FF v A R IR S T B 5 25 K
Pt SR A 5 SRR SAE R FE AT
AR N SRR S MASLD B B 2 A P Bt 25 3L TR
YERF I , e A B ko R Ak 1 & A 55—
J7 1, H [ EE A S [) 32§ (reverse cholesterol trans-
port, RCT) & 1 A~ Z 1.0 JE - 7 i #2 , 1l HDL-C
P R 23 450 35 RCT 8 a5 JIRL I ity ok fi ) A1, e
ZCPHOO LB AU fry 388 Jnte-2o1s ] i T 25 1 TG
0] LASE 2 B EL AT Bl ok o A Bl Ak 1 )N T % 1K
TG EE 1, T R ] S AR o Bl R R R Ak 1) &
A0 LA AR IR S T LSS B 4 i I Il i 4 R
AR AL, MASLD 535 T DI REFE b S RAE 41 i
Fh i R T P DR A8 2K 3 |, = SO IE 2 e
1, 255 [ b MR A0 A S 1 A A 5 3 e

NI TR = 2 W € T T £ W1 = /754

FJr , A MASLD 5% 5 59 MHR {EAH & ; SCA 55
f) APRI {B Bz A AR 4 SIRT B AH G , 5 LMR A1 6 1

BN Zhao Y AFIY A GE LS R S AW IR AH A Eﬂf
WAL G.OME RN E G, & MHR EA R &
B MASLD 2 AH G B RAEAR R H#ﬁﬁﬁﬁhﬂj
MHR W] 58 /2 B A 85 25 A ik 835 RN PTA 2 9 ™
T2 A9 A 25 bR 0™, MHR 2 SR 40 i S
HDL-C /9 LU AE , B A% 40 it @ T R A% — s 40 i &R
G, R B 2k, R SRR SE YOG
S B, BRI R g - RAE I Y, HDL-C H
AR R, 72T At 5 AE 1005 s v e 2
e A7 TR] B 340 R A IR T R 1 A 3 6 A
Wi 2 FEBT AR A FHEY . MASLD B % KR 27785 375
ol , 3o 22 1 VI T 07 5 K W 4 T 8 20 4 1)
B, SE T 5 | & AR SR RS, WA IR B AP . AER
B RIPUTE LT ASE S 104 5 05 o e B 5 1Y
e Wi R ia 2 FNE , S BURIRE 1 NI, BT HE
AR A, T BT B BE R B, 3 2 g 5T | kS 40 i
ﬂj‘{‘%ﬁ( HRARE VR SETE RN A T AR B AT T TR B SR A E
H 2 LA LT 4R, Xin Z 2590 BiF 5% 45 1 5 A
ﬁﬁu R SCA fB A7 B = 1 APRIEL, [RIRE A BF
FEMLEEH] APRL AL ) 3 8 2 A7 AE i 3 A A ELA
FHE AH AT WF 5545 1 5 APRIAH L, FIB-4 2 5 A L
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L1005 WA P e B AR R AR 2R AR AR (H
ARHFFE TCIEAS AR LS8 T RE H T FIB-4 13155 70
PN T AR AR AR T 0 52 % FIB-4
6 BT BE 2 2 B I A AF AR A B £F e B AR
MASLD 8 E A5 A 5 19 FIB-4 {8 . ASHF 5% IRl R 0
FRE]SCA H5EARM SIRVEA S, {HC T SIRL S CVD
) OCIE H BT AFFE G L, A WF5E ZBLSIRT 5 CVD [
RIRALAE <60 2 152 187 v b 25, i I A3 D 5 4
Hi SIRI B A 1] fEfE dE=65 % L 1) CVD K& B,
W5 S5 T IR 5 B2 A 24 B RS, 30T
NFEAES B E 25 SIRT 5 CVD Y CHE
ARG i — 2 Ad AR08 40 BT T MASLD £F
Y A3 1o JE S X & A2 SCA B SEIR , Fh A 850 43
B 2 W ZE 2 ) 9 68 L7 )5, £ 41k 38 45 FIB—4 %
APRI X SCA 19 & A=A ELE 30N, B FIB-4 5 APRI
KPR, & AR SCA I HE AR K ; [R] B MASLD £F 4
b3 38 8 90 BB -4 R TR A X SCA B & A= 7 A 5
M, B FIB—4 7K - A 388 i 43 38 4o P A MHR \SIL, SIRT
[i] 42 fiff & A= SCA Y #E Z2 8 /1y , APRI 35 i 45 3 5L
NLR | SIRT 7K - F A [] 422 98 2D & A= SCA B HE=E , 5
IR FIB-4  APRI [ L HERUN AR 2 1 & Az SCA I HE
I, [ APRI 3% hnid 8 13 B IK PLR \LMR 7K
S, LA SCA BRGNP £ AR AN Y
J& SCA 1Y HAEAGRS 21, [l £ 4 fb i A2 v JIF
4 B4 3 RN AR A0 B2 U0 NF-kB {5 538 %, NF-
KB JRAE S H Y DG A S IR, Re s R 2 R
i PR BB 37 i 28 38, 3 B8 RE PR T RN FE 43
T-REAS WL 5 48 0 4 A (G 1 w5 48 i R ke 20 i)
TR E B R RE A 6 TR AT 4 T J T S8 B,
1M NF-«B 3005 55 o0 ok ok e B Ak B B 1) R e
FE R YIA G ; C A DRI b &I, A AN 0™ A=
BT P S AN AL RE A5 42 0 I R AN, i B Sl o
PATE NF-«B FI NLRP3 4 i 438 % , 2 2 58 5E [+
BRI, BTy Jk oS AP B A 9 78 1 A v A — A R
0 BR8P 5ORE FON , e A SRR 2 R 41
(AL FE W 40w e 200 i R A2 40 i ) 1) 32 31 A
P& 7109530 , 21 A0 1 A (R AR 1 T 9
2 A 1 R )RR BRI B4 /0N B Ik PN e o 8
FERBELRS HE T & A SCA , HLC S AR A SE 2%
LA A 235 4 RN ) i s BSAS AT 36 A 461 ), 3 ik A £k
BRI 10— 2 T BORE O O 0 R JULARE 2E 55

LI I R HE

IR BT 4 97 3 7T RE 22 7 MASLD fY o ok 5 3 v
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G K AEAE ] T P AeAbn & s |5, SR IE 8 b
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