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[Abstract] Objective To investigate the differences in clinicopathological features of metabolic dysfunction-associated fatty
liver disease (MAFLD) in the context of different metabolic syndrome (MetS) components, aiming to inform and improve clinical
management. Methods A total of 222 patients with MAFLD who underwent liver biopsy and histopathological examination during
hospitalization from January 2019 to December 2024 were enrolled. Hepatic steatosis, activity, and fibrosis were assessed using the
steatosis, activity, and fibrosis (SAF) scoring system within the fatty liver inhibition of progression (FLIP) algorithm (SAF/FLIP).
Based on the components of MetS, patients were stratified into groups with overweight/obesity, hyperglycemia, hypertension,
dyslipidemia, and hyperuricemia, as well as their respective control groups (normal BMI, non-hyperglycemia, non-hypertensive, non-
dyslipidemic, and non-hyperuricemic). Differences in clinical and pathological characteristics between groups, as well as factors
influencing metabolic dysfunction-associated steatohepatitis (MASH) and severe MAFLD, were analyzed. Results A total of 96.4%
of patients had at least one MetS component, with the detection rates of MASH and severe MAFLD being 91.9% and 66.2%,
respectively. Compared to their respective control groups, the SAF/FLIP scores were significantly higher in patients with overweight/
obesity, hyperglycemia, and hyperuricemia. Furthermore, patients with hyperglycemia and hypertension exhibited significantly higher
aspartate aminotransferase (AST) to alanine aminotransferase ratio, fibrosis-4 index score, proportions of severe MAFLD, as well as
higher mean Ridit values for lobular inflammation and liver fibrosis stage (P<0.05). Patients who were overweight/obese or had
hyperuricemia showed significantly higher mean Ridit values for hepatic steatosis compared to their controls (P<0.05). Apart from an
interaction between hyperuricemia components and hyperglycemia components [Wald y* =4.964, OR=0.204, P=0.026, 95% CI
(0.051~0.826)], both hypertension components and hyperglycemia components were independently associated with MASH, liver
fibrosis, and severe MAFLD (P<0.05)), while overweight/obesity was significantly associated with liver fibrosis and severe MAFLD (P
<0.05)). After adjusting for sex and age, the factors independently associated with MASH were hyperglycemia component [OR=
9.036, 95% CI (1.075~75.979)], hypertension component [OR=3.952, 95% CI (1.042~14.984)], and serum AST [OR=1.039, 95% CI
(1.008~1.071)]. For severe MAFLD, influencing factors were overweight/obesity [OR=1.848, 95% CI (1.165~2.932)],
hyperglycemia component [OR=3.078, 95% CI (1.397~6.782)], hypertension component [OR=2.551,95% CI (1.219~5.341)], serum
ALB [OR=0.856, 95% CI (0.768~0.955)], and serum AST [OR=1.018, 95% CI (1.006~1.030)]. Conclusion MetS components are
highly prevalent in patients with MAFLD, and their associations with liver pathological damage vary. Among the factors associated
with an increased risk of MASH and severe MAFLD, apart from established MetS components (overweight/obesity, hyperglycemia,
hypertension) and lower ALB as well as higher AST levels, an interaction between hyperuricemia and hyperglycemia contributes to
the progression of severe MAFLD.

[Key words] metabolic dysfunction-associated fatty liver disease; metabolic syndrome; pathology; steatohepatitis; liver
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Tab.1 Comparison of clinicopathological characteristics of MAFLD patients by BMI grouping

TgE| 1EH# BMI4 (n=68) AA /LR (n=154) v/tz P BHAZIEP
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AST/ALT ILH[M(Q, Q)] 0.79(0.58,1.12) 0.72(0.54, 1.09) -0.690 0.490 0.685
FIB-4 4650 M(Q,, Q,)] 1.37(0.84,2.16) 1.19(0.66,2.51) -0.575 0.566 0.685
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Benjamini-Hochberg 7%

ML +IE B RIRA 2 . = B /4l . PR IR
HOTEH AR A 53+ = DRIR 2H 3 2H 4 2H (8] MASH 14
B U B 22 A e TR L (¥=5.316, P=0.021), {HH
PR 22 R I e g L (PS> ALIE PAH) 5 4 41H]
J"HE MAFLD 4 1 L 1) 22 5 G 17 58 L ('=19.204,
P<0.01), Wi LLERAE = IAH 4153+ & PR IR 241 43 41
S R AL . IR 43 2H 5 v R R 4 A 2
# MAFLD #4 i It 22 % A e it B L (P ¥ <K IE

PfH).

2.9 MASH. /™ MAFLD (5 i K & 481 LA
MASH K4k Jry, HZR I A ST 25 0 LA R
¥ I ZH 73 (Wald y?=4.860, OR=9.884, 95%CI 1.289~
75767, P=0.027). {5 Il K45 (Wald y*=4.747, OR=
3.569, 95%CI1.136~11.212, P=0.029). AST(Wald y*=
7.835, OR=1.042, 95%CI 1.012~1.072, P=0.005); %
O Hras W%, MASH I GRS K & o AST /K-
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Tab.2 Comparison of clinicopathological characteristics of MAFLD patients by hyperglycemia component grouping

T H A5 M AHLE 532 (n=146) TR i AREZE 5320 (n=76) £//Z P BHAZIE P
B 1(%)] 75(51.4) 26(34.2) 5.935 0.015 0.032
IR (Y, xts) 43.5+13.3 52.8+13.1 —4.962 <0.01 0.005
SEA TR/ 191 (%) 100(68.5) 54(71.1) 0.154 0.695 0.719
fRa LT 2H 43 [ 451 (%) ] 61(41.8) 46(60.5) 7.034 0.008 0.023
f LA 2H 3 (51 (%)] 100(68.5) 59(77.6) 2.054 0.152 0.203
TR PRIRAL 53 [151(%)] 73(50.0) 31(40.8) 1.703 0.192 0.240
JH- 440 Bt R 15 25 P (B L4619 )] 1.264 0.206 0.242

1 58(39.7) 25(32.9)

2 46(31.5) 23(30.3)

3 42(28.8) 28(36.8)
IR A [1(%)] 2,072 0.038 0.069

0 11(7.5) 1(1.3)

1 90(61.7) 42(55.3)

2 45(30.8) 33(43.4)
IINE Y SR AESHEL 51 (%) 2.966 0.003 0.010

0 16(11.0) 0(0)

1 43(29.4) 15(19.7)

2 87(59.6) 61(80.3)
JHEF AR [151] (%)) 4942 <0.01 0.005

FO 15(10.3) 0(0)

F1 47(322) 13(17.1)

F2 56(38.3) 28(36.8)

F3 21(14.4) 19(25.0)

F4 7(4.8) 16(21.1)
MASH[1(%)] 129(88.4) 75(98.7) 5.837 0.016 0.032
J T MAFLD[151(%)] 84(57.5) 63(82.9) 14.370 <0.01 0.005
SAF/FLIP B3 (47, xts) 4.61%1.67 5.28+1.17 -3.102 0.002 0.008
ALB(g/L, %+s) 44.25%4.00 43.15%3.71 2.005 0.046 0.077
GLB(g/L, %+s) 27.64+4.59 28.06+4.77 —0.646 0.519 0.577
AGR(%ts) 1.64%0.30 1.58+0.29 1.531 0.127 0.181
AST[U/L, M(Q,, Q,)] 47.50(30.00, 68.00) 53.00(34.25, 94.00) -1.589 0.112 0.172
ALT[U/L, M(Q,, Q)] 63.00(32.75, 110.75) 54.00(34.50, 114.50) -0.360 0.719 0.719
AST/ALT HAH[M(Q, Q)] 0.71(0.51, 1.04) 0.88(0.62, 1.24) ~2.500 0.012 0.030
FIB-4 4650 [M(Q,, Q,)] 1.04(0.62, 2.00) 1.71(1.04, 3.29) —4.314 <0.01 0.005

MASH. IgIFPENF R ; MAFLD. fCIHAHCHR I 3 SAF/FLIP. IR A8 PE- 9k 1 o)) B -£F A AL P43 SR IV it R M il 3530 ;. ALB. F1Z&
F; GLB.EKZE[1; AGR. MEM/EREIE; AST. A ; ALT. B NAE % ; FIB-4. 44k 4HF; BH. Benjamini-Hochberg 14

Fhi, BCEMER . A S ARG RZR 43 A e I
Moy, EIMEL S . AST K FTHE (P<0.05) . LI™
MAFLD N %55y, BHRZRSPA G 8 LR
4E iy (Wald y=5.247, OR=1.024, 95%CI 1.003~1.045,
P=0.022), i FH/IC JE (Wald * =8.085, OR=1.725,
95%CI 1.185~2.512, P=0.004) . = IfLHEZH 53 (Wald 2=
13.443, OR=3.577, 95%CI 1.810~7.070, P<0.01).
Il 2H 53 (Wald 42=11.553, OR=2.756, 95%CI 1.536~
4.944, P=0.001). ALB /K °F- (Wald y*=19.667, OR=

0.830, 95%CI 0.764~0.901, P<0.01), AGR {f(Wald y*
=12.963, OR=0.148, 95%CI 0.052~0.418, P<0.01).
AST /K - (Wald y?=14.717, OR=1.021, 95%CI 1.010~
1.031, P<0.01), AST/ALT [ {H (Wald y*=5.434, OR=
2.032, 95%CI 1.119~3.687, P=0.020). FIB-4 1§ %I
(Wald §*=7.518, OR=1.334, 95%CI 1.086~1.639, P=
0.006); ZHNENH4ER /R, ™8 MAFLD i /6K
PRy 1| 7 A 1 0 N =011 45 s o =W WA 25 2
ALB/KF-REAR . AST KV FHim, RBOEPEN] . AFIR 5
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Tab.3 Comparison of clinicopathological characteristics of MAFLD patients by hypertension component grouping

i H A MR 5 4H (n=115) TE MR 25320 (n=107) X2/t/Z P BHZIEP
B 1651(%)] 57(49.6) 44(41.1) 1.594 0.207 0.276
AR (B, wts) 40.9+13.4 52.9+11.8 -7.013 <0.01 0.005
AR /A4 (9%)] 77(67.0) 77(72.0) 0.654 0.419 0.524
TR IR 53 [151(%)] 30(26.1) 46(43.0) 7.034 0.008 0.026
e LR 3 (461 (%) 84(73.0) 75(70.1) 0.237 0.626 0.736
T RIRAL 53 [151(%)] 53(46.1) 51(47.7) 0.055 0.814 0.857
ST AR DT B 14 A3 (EL 451 (96) ] 0.007 0.944 0.944

1 45(39.1) 38(35.5)

2 32(27.8) 37(34.6)

3 38(33.1) 32(29.9)
SERFEAZ A (%)] 2.174 0.030 0.067

0 9(7.8) 3(2.8)

1 73(63.5) 59(55.1)

2 33(287) 45(42.1)
IINI PSS 151 (%) ] 2.601 0.009 0.026

0 13(11.3) 3(2.8)

1 35(30.4) 23(21.5)

2 67(58.3) 81(75.7)
JFEFZEAb (51 (%)] 4.617 <0.01 0.005

FO 12(10.4) 3(2.8)

F1 39(33.9) 21(19.6)

F2 46(40.0) 38(35.5)

F3 13(11.3) 27(25.3)

F4 5(4.4) 18(16.8)
MASH[ 1 (%)] 101(87.8) 103(96.3) 4222 0.040 0.080
J"H MAFLD[ 5] (%)] 64(55.7) 83(77.6) 11.903 <0.01 0.005
SAF/FLIP B3 (47, xts) 4.62%1.69 5.07+1.36 —2218 0.028 0.067
ALB(g/L, X+s) 44.35+4.05 43.36%3.75 1.888 0.060 0.094
GLB(g/L, %+s) 27.35+4.20 28.25+5.06 ~1.438 0.152 0217
AGR(x+s) 1.6620.29 1.58+0.30 2.003 0.046 0.084
AST[U/L, M(Q,, Q)] 48.00(30.00, 77.00) 50.00(31.00, 77.00) -0.402 0.688 0.764
ALT[U/L, M(Q, Q,)] 70.00(39.00, 118.00) 48.00(31.00, 106.00) 1.871 0.061 0.094
AST/ALT H{E[M(Q, Q)] 0.69(0.50, 1.04) 0.85(0.59, 1.17) —2.668 0.008 0.026
FIB-4 4654 [M(Q,, Q,)] 1.00(0.55,1.71) 1.67(0.98, 3.18) -5.023 <0.01 0.005

MASH. JRIHEIF 98 ; MAFLD. (RS SCHE Wi ;. SAR/FLIP. AR I8k - S RE 1 2h B -4 e Ak P4 TSR i Ik PR A 533 s ALB. FIZR
F1; GLB.BKEE[1; AGR FIEF/BREAIY; AST. A HHLEN; ALT. SN2 ; FIB-4. AF£F4E{L 4 T ; BH. Benjamini-Hochberg ¥

HAG e R 2 5 AR IEAE (P<0.05) (365).

H W5 MASH Fl (8 >F3 AT AL X Ay B
% 1™ 8 MAFLD™, 9% MASH ] fig F 4T 4k 4k
HIEERE, (H MASH A — & ¥ A7E i 5 4 4k . AHt
I8 R P <F2 4 A 76.0%(57/75) 1 H W12 ol
MASH, It >F2+MASH & R 8 MAFLD , <F2
F(E)MASH % X Ry AE ™5 MAFLD kA3

MAFLD 5 MetS £ 2H 43 555 (14 1% &0 -+ 3 5 UL
AHF 5T FH MAFLD 5 % /1 14> MetS 41 73 2o R 55 1k
96.4%, 5 &/ 24> MetS 5%k 81.1%. 1M H.,
5 — g N HE MAFLD 11 U IR AN [FY7, B Bk ie
MAFLD 8 35 1 JFF IS 40 5 38 88, MASH., ™
#H MAFLD H £ 25300 0 91.9% . 66.2%, >F3 4
28.4%. AT i fk (F4) 5 10.4%. [H I, 75 00 %t
MAFLD £ & MetS %% 2 43 . MASH Fl i 2F 4 1k (1)
AT .
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Tab.4 Comparison of clinicopathological characteristics of MAFLD patients by hyperuricemia component grouping

T H A IR 54 (n=118) i IRIRZH 4320 (n=104) v/t/z P BHAZIE P
T [51](%)] 48(40.7) 53(51.0) 2.357 0.125 0.250
IS (%, xts) 49.2+11.8 43.8+15.6 2.948 0.004 0.027
AT /P ](9)] 70(59.3) 84(80.8) 11.967 <0.01 0.020
TR AR 53 [81] (%) ] 45(38.1) 31(29.8) 1.703 0.192 0.301
fe I HEEH 3 (481 (%) ] 56(47.5) 51(49.0) 0.055 0.814 0.857
TR AR AL (51 (%)] 78(66.1) 81(77.9) 3.776 0.052 0.122
JHF-4m g 25 P AL [ (%) ] 2773 0.006 0.030

1 53(44.9) 30(28.9)

2 36(30.5) 33(31.7)

3 29(24.6) 41(39.4)
SERFEAZ A1 (%)] 0.995 0.318 0.398

0 9(7.6) 3(2.9)

1 70(59.3) 62(59.6)

2 39(33.1) 39(37.5)
AN RAESHEL(%)] 1276 0.202 0.301

0 11(9.3) 5(4.8)

1 33(28.0) 25(24.0)

2 74(62.7) 74(71.2)
JFEF AL [1(%)] 0.055 0.956 0.956

FO 8(6.8) 7(6.7)

F1 33(28.0) 27(26.0)

F2 44(37.3) 40(38.5)

F3 18(15.2) 22(21.1)

F4 15(12.7) 8(7.7)
MASH[ i (%)] 106(89.8) 98(94.2) 1.437 0.231 0.308
JH MAFLD [ 4] (%)] 77(65.3) 70(67.3) 0.104 0.747 0.830
SAF/FLIP B3 (47, k£s) 4.59+1.59 5.12+1.46 -2.537 0.012 0.048
ALB(g/L, X+s) 43.56%4.11 44.23+3.70 -1.255 0211 0.301
GLB(g/L, %+s) 27.41+4.88 28.21£4.36 -1.284 0.201 0.301
AGR(%+s) 1.64+0.31 1.60+0.28 0.786 0433 0.509
AST[U/L, M(Q, Q)] 44.50(27.75, 74.50) 52.00(36.00, 78.50) -1.916 0.055 0.122
ALT[U/L, M(Q, Q,)] 49.50(29.75, 89.50) 75.00(39.25, 134.75) -2.917 0.004 0.027
AST/ALT ILH[M(Q, Q)] 0.76(0.58,1.23) 072(0.51,0.99) 2.007 0.045 0.122
FIB-4$540[M(Q,, Q,)] 1.50(0.81,2.83) 1.02(0.65,2.15) 2.420 0.016 0.053

MASH. Ig I PENF R ; MAFLD. fCIHAH AR 5 SAF/FLIP. IR AR PE- 9k 1 20 B -£F A AL P53 SR I it FR M il 35030 ;. ALB. F1Z&
F; GLB.BKZE[1; AGR. MEM/EREIE; AST. AL ; ALT. AN ; FIB-4. IF4-4ifb4HF; BH. Benjamini-Hochberg 1

— Il Meta 53 AT 25 R 7R, 8 B S5 AR A HE
MAFLD. MASH I £ 95 % 53 5l & 70.0% . 33.5% FiI
75.3%. 33.7%"%, {HMAFLD, MASH ARf g & /i
JE B 5 R R DLARGE 5 MAFLD FR 2 BB G . 75
L PR35 4 28.3% . 25.8%°2) 5 1o PR R IfiLSE
A #f 1) MAFLD 5% % 24 59.0%™", {H MAFLD,
MASH A Hh i BRI 2H 43 1 3 oK WA . A ¢
1o I AR 2H 43 A - MAFLD S % 5k MAFLD 3% H
o I A 2 53 1 s Ze 34 R DL AGE . AR BF9Y MAFLD |

MASH, /™8 MAFLD &S . L. &b
2 1112 52 =11 45 N =10 T v R S B
RINEE, R RE-S AHIFGT X G35 R B 2 32 T 25
B, e s T E A G, M H
MAFLD 5 AN [A] MetS 241 73 Hpg IR 28 il IRAFAIE S
5 IS A A i DR A 22 57, R A]
Il RS T 22T

A /AR B 5 7™ HE MAFLD B Ao . BB vl i
T4 SAM I HD 4544 38 1) 85 19 1(SAMHD1) 5 ¥
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Tab.5 Analysis of factors influencing MASH and severe MAFLD

A BfH SE Wald P OR 95%CI
MASH(CRHIE)
e A2 53 1.988 1.057 3.535 0.060 7.303 0.919~58.021
15 12 4y 1.017 0.608 2.804 0.094 2.766 0.841~9.100
AST 0.040 0.015 7.014 0.008 1.041 1.011~1.073
MASH(#Z1E)
TR AR 53 2.201 1.086 4105 0.043 9.036 1.075~75.979
R LA 5y 1.374 0.680 4.084 0.043 3.952 1.042~14.984
AST 0.039 0.015 6.290 0.012 1.039 1.008~1.071
PR () 0.947 0.611 2.401 0.121 2.578 0.778~8.539
AR —0.037 0.028 1.786 0.181 0.963 0.912~1.018
J T MAFLD (GRAZ IF)
R T/ 0.606 0.232 6.849 0.009 1.834 1.164~2.887
e MUAREZH 73 1.130 0.402 7.900 0.005 3.096 1.408~6.810
fR LR 5 0.931 0.376 6.133 0.013 2.537 1.214~5.300
ALB -0.157 0.055 8.179 0.004 0.855 0.767~0.952
AST 0.018 0.006 9.014 0.003 1.018 1.006~1.030
AR —0.008 0.017 0.238 0.626 0.992 0.958~1.026
AGR —0.684 0.685 0.997 0.318 0.505 0.132~1.932
AST/ALT M A8 0.482 0.406 1.414 0.234 1.620 0.731~3.589
FIB-4 $54% -0.126 0.104 1.466 0.226 0.882 0.719~1.081
JF MAFLD (K 1E)
jE F / JIE 0.614 0.235 6.808 0.009 1.848 1.165~2.932
1R AR 53 1.124 0.403 7.777 0.005 3.078 1.397~6.782
R IR 5 0.937 0.377 6.174 0.013 2.551 1.219~5.341
ALB —0.155 0.056 7.735 0.005 0.856 0.768~0.955
AST 0.018 0.006 8.957 0.003 1.018 1.006~1.030
AGR —0.666 0.690 0.930 0.335 0.514 0.133~1.988
AST/ALT [ fH 0.478 0.407 1.382 0.240 1.613 0.727~3.577
FIB-4 454 -0.125 0.104 1.441 0.230 0.882 0.719~1.082
AR —0.009 0.018 0.269 0.604 0.991 0.957~1.026
PRI () 0.076 0.393 0.037 0.847 1.079 0.499~2.330

REIE B AS s R . AF0E ;. MASH. BRITEIT ¢ 5 MAFLD. {CHIAHOCHR I I ;. AST. R G5 %0 ; ALB. [1EE11; AGR [ [1/ERE

FILLIE s ALT. A5G %404 ; FIB-4. JF2F 4k 4 5T

F W20 A 4 BRI, fih % NLR F ik Pyrin 3035 14 3
(NLRP3) 4 /MA T BETG L, 1E i HE shpem ik el
I, R T/ g B /NI PN R T P T . B,
SRR T/ A JHE I £ 3 BT AN M AR P R e, {H
JF A ARG 05 A8 P EAS— S A7 7E MASH FILR 35 P T 44k,
SERFEASYE | /N Y R AE A MASH FIUH2F 2 fb itk
JR S A2

AR SR, SEIMEHS . &M s>
o H 3 B I RS B (AST/ALT [ {8 . FIB-4 45 %05%)
FIHF S5 B2 8 (OBRRERAR A3 /NP R IE S0
JFEFAEAb 0 ) 8y, $om i 2 J 8 B A 454 2
B, Hm MRSy . i OB 2k ST F A

MetS 24, 5 MASH. /™ MAFLD #] i MG, J&
MASH. "B MAFLD %&£ & ST faf R R . &
MRSy . = U2 735 MAFLD 34 4 R ALK |
oo i I A P S AS RN DR &5 Jm A (s P-4 db . T
TAk . 20 g JRURG 2 4 A S as2e)

AT IR, (= AR XT3 & MAFLD & 4E 5%,
R SE R R 2728 AHIF 5 B AR v L 2 4 3t
JRHEAE 70.0% AL, [HIG 3T I IRFE bR . JHFHEY
SIS A IR LB IR ST 25 7 . bF
LG F I FE AT EE A . (1)MAFELD (1) B A #
PLIAE T RN SRR S e, 7= A #E g
REHEME, NEEREE MAFLD % A= FSR S50 1 J i) ¢
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SRR ELFFAE P9 AR 2R 04 B M 2 8 (A w4
B R ) AE A Mg 5 1) 2 s /KO- B F B2, (2) 7E I IR
ShrHr, BEBIZHTE 4452 T 5 MetS £ 4104156
BNATT 10, HMRORG I 25 SRR — R IR S Y
NE RS0 1 P = | WA 25 N = W 1 R R S
IR REHESZ AT T, (HS ZHCMAIBSR | 16)7
R AT AL

REAARF ST R, I IRIR K F-F+ 5 A MAFLD % /&
KR ST AE R PR BB AR5 v s IR R 4 4y
ZH 1Y AST/ALT FAH . FIB-4 35 BUA MK T H 0k B 2 (Ak
FRFRALSYE), WRES i PRI 435 v AR o077
TELHAE MG — i, Wi 858 HAE RS
MAFLD [i] J“ 8 MAFLD #f &3 5 — 5T, L
PREGA 4, AR = PR R 415340 P A7 4 e Ee A9 Ay v
A 2H 43 Hh T 4 (38.1% vs. 29.8%) , i I AR 2H 43 1)
35 fE RN nT REAC B T AR o AN ST i 1A
oyl 5 @ PRIRA 7 5y 2 it s, AR i
WHEH 7341 7™ F MAFLD 984 A b B 2 5 10 v b 2H
Oy+ARERIRIRA M4 . T IRIRAL T4

AT LE R Bon, EH BRI T, LAST
KT . ALB KV RIS MASH 2™ B MAFLD A
B E ARG . AST 87 THF ALk ik v, ZERT
21 it 7™ B AT B B AIAL . #E MAFLD [f1] MASH ™
H MAFLD #f g fe, BeEtE (I it Ak ) T 80k
BREAN AR I REREAT . A0 P55 57 1 s
PV GRE AN T . JET-, MHEL ALT, AST /K
ST I B MASH 5%, /™ 8 MAFLD AU E S 0%, H
TCI I A PRI ST R I 2 JIF A SR FE R, AST H4/2%
— T ALT B9 5 ZE B0 R B ALB JKF R %
BARJE T MAFLD [fER R 2, (HAMR S48 H
BRI , /0 I PR SRR I 5
MY FEd, B ALBAKCE R R e, HoH
M E AT REE &

AW TAFAE—E SR B . N [ BRI SE , gL
I RE A5 fe A BEARAE A9 PR S 6 2R I Bl VA8 Ak, TR
SR I A R R s ST G 38 R 2 3 T 2 i T
Ko HEpe s, AP BRI 0% o ™5,  H MAFLD
HIZ Wb EA 5 A & 2 /0 1 T MetS 4143, W] BEAT
TEVEREME R AT 5 INTEA G E IR fy o DBAh, ARBFIEAR
X IS0 B S 5 B0 T E A, T LAl MetS 21
Saeis Y el il pe (NI IK= 2 /5

Zi L ik, MAFLD f % 5 45 MetS 4143 1 4455
RINEEY, AS[F] MetS 4143 LGRS A It AR BEAERAE
55 e B 0 1) AR I A e 22 5, TR
X MetS 214 GHEEE /RERE . UML) . i 20 47)
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