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Influence of metabolic—associated fatty liver disease on the development of
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[Abstract]Objective: To investigate the influence of metabolic—associated fatty liver disease (MAFLD) on the development of coro-
nary artery disease(CAD) in patients with hypertension (HT ). Methods : A total of 5 344 patients with HT and MAFLD who were hospi-
talized in The Second Affiliated Hospital of Chongqing Medical University and University—Town Hospital of Chongqing Medical Univer-
sity from November 2011 to November 2021 were enrolled as HT+MAFLD group,and 5 344 HT patients without MAFLD who were hos-
pitalized during the same period of time were enrolled as control group. Clinical data were analyzed for both groups. Results : There
were significant differences between the HT+MAFLD group and the control group in age (62.6 + 12.4 years vs. 69.1 + 11.9 years, P<
0.05) and the incidence rate of CAD[ 1 931(36.1%) vs. 1 542 (28.9%) , P<0.05 |. The multivariate logistic regression analysis showed
that MAFLD, age, smoking, type 2 diabetes, left ventricular ejection fraction, and total cholesterol were important predictive factors for
CAD in HT patients, with an odds ratio of 2.033,1.050, 1.429,1.157,0.983, and 1.078, respectively. After adjustment for related con-
founding factors, five regression models were established , and the results showed that MAFLD was an independent risk factor for the de-
velopment of CAD in HT patients. Conclusion: HT patients with MAFLD tend to have a relatively high prevalence rate of CAD, and
MAFLD is an independent risk factor for the development of CAD in HT patients.
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b B I 72 e %) Ak e D PR el ) M U A s AR
SR E SCRY [ B e AR BT S R G
Rg W5 V£ BF 9 (metabolic—associated fatty liver disease ,
MAFLD)E Ry —A 81 G 3l B AR TR A 44 5 A s
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>1 AR ARG S Y P AR 2 2 L AE NS R R HOTRS TR
AFE>100 mLOPKEHEE=50% ) , B ALK ) >1 4517,
1.3 %itssiE

% FH SPSS 26.0(IBM Corp., Armonk , NY , USA) #4758 1
e T BRI RE Kolmogorov—=Smirnov 608 7 1R PEAf
HOMRHE A5 A IE A I B0 = il 25 (v 2 5) TR,
2] LY AR R ST AR ¢ K650 5 O 25 434 1) 38 SR FH g
B, (P, Poy) Form L) BB AR . T8t
FHZEH L (%) , AR L EGE R TR . 2 logistic
] 59 452 780 > W B HT 8 35 5% T CAD & 2B /Y fE B IR 38 %
MAFLD X} CAD &A= TN AR o BT K 56 349 hy LA 565,
K6 7K 1 =0.05

2 &% B

2.1 HT4EMAFLD 55 3 8 20 2 28 % % k2% Fo 4 sk

I AR B 21 (HT £ MAFLD ZH) #1%6F BE 41 (HT A
MAFLD 21 ) 2 41 & & 51 43 3l 2 611 (48.9%) .2 407
(45.0%) 1], AE 1453 50 N (62.6 + 12.4) B F1(69.1 £ 11.9) % ,2
HIZEFA L E L () P<0.05), RIGH CAD By kA=
H1931(36.1%) , 4 B ZH CAD B & £ R0 1 542(28.9%) , 2
ZH ) 22 A Gt L (P<0.05) . 55 B AR 1L, 2 B IR
95 AR s R RS s AR 2 T WL, H 2 R SRR L
(¥ P<0.05) . A2 Gb il 434 2088 B H il =8 s e E
B A FERR A RIRE H AL BEE H A2 v R B
% [ (gamma—glutamyltransferase , GGT) | TN & iR & 3 ¥4 7% [iff
(alanine aminotransferase , ALT) . K| ] & &R & I 55 72 I (as-
partate aminotransferase, AST) | &L H 21 & (Total bilirubin,
TBil) EVEE 1 R AR 1 AR R 25 M OB B Ak i 21 2 1 R
I3 2 1) 2% 58 B it 78 (34 P<0.05) o DI 25 4 i ]
T2 A 22 F G2 (R 1),

F1 2HBEE—MIHELRx £5:0,%;M,(Py, Py5)]

20531 X HEZH (n=5 344) 132l (n=5 344) AL P

AR (%) 69.1+11.9 62.6+12.4 27.726 <0.001
Bk 2407(45.0) 2611(48.9) 15.633 <0.001
W4 i (mmHg) 145.6 +21.4 145.4 +20.5 0.446 0.655
&7k K (mmHg) 80.3+11.6 80.6 + 12.1 -1.309 0.190
ok (R 153) 77.3+15.9 80.4 + 14.7 -9.805 <0.001
ZeE FHM 55 (%) 60.8 +7.6 59.0 + 8.6 11.323 <0.001
A ZE EF RIS 42 (mm) 462+53 462 +4.4 -0.438 0.661
e AT S 12 (mm) 27.7+58 28.6+4.6 -9.096 <0.001
A B i JE 42 (mm) 358457 352+43 5.736 <0.001
ZE (AR JE S (mm) 11.1+1.7 10915 0.777 0.437
LI 1542(28.9) 1931(36.1) 64.544 <0.001
2 RUBH R I 1784(33.4) 3429(64.2) 1013.348 <0.001
2 1A 5 1287(24.1) 1738(32.5) 93.783 <0.001
R 851(15.3) 1265(23.7) 120.880 <0.001
A5 1126(21.1) 1137(21.3) 0.068 0.795
i £F% 1 57(1.1) 60(1.1) 0.078 0.780
DR 144(2.7) 154(2.9) 0.345 0.557
L 5 i By 132(2.5) 139(2.6) 0.186 0.667
LT A A (g/L) 1163 £39.2 125.1 £41.0 -5.281 <0.001
HEH (gL) 43.7(39.8,46.9) 43.0(40.2,43.9) -0.410 0.682
VR M (mmol/L) 68.7(63.4,73.1) 71.5(67.3,75.6) -11.584 <0.001
ERE T (mmol/L) 24.7(21.3,27.6) 28.3(24.9,31.6) -15.368 <0.001
it =5 (mmol/1.) 1.65+1.09 2.66 = 1.89 32.612 <0.001
S IE T (mmol/L) 441£122 4.88 +1.38 -18.293 <0.001
% B g 8 H (mmol/L) 272+ 1.02 2.74 +0.95 -1.074 0.283
i % FE IR A 1 (mmol/L) 1.17 £0.32 1.11 £0.30 7.823 <0.001
HRHE A AL(g/L) 1.50 +0.33 1.48 £0.29 -2.174 0.030
HIRE M B(/L) 1.09 £0.34 1.07 £0.35 -2.458 0.014
GGT(U/L) 23.0(15.0,35.0) 33.0(21.3,56.3) -23.158 <0.001
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2 5 X AL (n=5 344) IR (n=5 344) A P
ALT(U/L) 16(11,25) 24(16,37) -27.748 <0.001
AST(U/L) 19(16,25) 22(17,29) -12.438 <0.001
TBil(wmol/L) 12.9(9.9,16.5) 11.909.0,1.5) -7.737 <0.001
IR IR (wmol/L) 321.8(263.0,394.3) 370.0(303.9,445.9) -8.971 <0.001
25 1§ I (mmol/L) 6.31+2.45 8.36 +4.21 -12.006 <0.001
BHAL LR (%) 6.57 +1.55 7.59 +2.05 -23.146 <0.001
M4 (mmol/L) 3.94 £ 0.50 3.98 £0.45 -2.047 0.041
B2 1A BHL i 751 2910(54.5) 2949(55.2) 0.575 0.448
ACEI/ARB 4345(81.3) 4404(82.4) 2.193 0.139
CCB 4071(76.2) 4103(76.8) 0.533 0.466
FIBRHA 1157(21.7) 1151(21.5) 0.020 0.888

71 ACEI, angiotensin converting enzyme inhibitor, 1L B 5k 2 A AL B DR s ARB, angiotensin receptor blocker, 14 Bk Z 2R F5 B H ; CCB,

calcium channel blocker , 55 2§ 18 18 BH.i# 771

2.2 HT4ECAD 5 HT & CAD 248 % % & & Foah ks

20 A 17 10 688 fil HT & & 1, & I CAD 11 3 473 f4
(32.5%) N HBZH (JG CAD)7 215161 (67.5%) , 2 40 B % B AE 4
304 (69.6 + 11.4) % F1(63.9 = 12.7) % (P<0.001) , H 43
41604 4 (46.2%) 3 41441 (47.3%) , 225 TG i 2= X
(P>0.05) ., FECHEHLE I MAFLD H 3% 1 931 4 (55.6%) %t
BEZH (FCMAFLD)3 413 5 (47.3%) , 2 41 [0 22 S5 A G it 2 X

(P<0.05) o AR 5 AR H Il 5 2 2 [B) 25 5+ 3 T e 127 8 L
(P>0.05), CADHH A Z &7k IIHI S 48 2 S WA I BT G 4%
FEBERTEAE S R E S B A i = R e T R
(P<0.05) . M & EIREMA 28 & O BAUT X R4 (P<
0.05). GGT.ALT,AST Il /R 2 5546 br 2 4] 1) 22 S ¥ o 58
TR (R 2),

%2 HT& CAD5HT & CAD AlGRE R L&

20 531 XA (n=7 215) LI (n=3 473) X/l PAH

AR (E) 63.9+12.7 69.6+11.4 -22.195 <0.001
T 3414(47.3) 1604(46.2) 1.209 0.272
i s (mmHg) 145.4 +20.9 145.7 + 21.1 -0.615 0.538
&7k £ (mmHg) 80.5+11.8 80.3 = 12.0 0.502 0.616
k(R 153) 79.6 + 14.3 77.5+16.1 6.397 <0.001
ZeE HHM (%) 60.3 £ 8.0 59.1+8.5 7.064 <0.001
e B PRI 4 (mm) 46.1+4.7 465+52 -4.295 <0.001
Ao WA TS 42 (mm) 28.0+5.0 28.5+5.7 -4.690 <0.001
Ze A AR (mm) 35.1+48 36.3+5.4 -11.943 <0.001
(A1 (mm) 11.1£1.6 112+17 -3.508 <0.001
MAFLD 3413(47.3) 1931(55.6) 64.544 <0.001
2 BRI 3364(46.6) 1849(53.2) 41.051 <0.001
W2 A sl 1967(27.3) 1058(30.5) 11.838 0.001
R 1371(19.0) 709(20.4) 2.985 0.084
kAR5 1350(18.7) 913(26.3) 80.656 <0.001
i £F4 1 71(1.0) 46(1.3) 2.510 0.113
IDEEH 115(1.6) 183(5.3) 116.841 <0.001
AL 7 B 126(1.7) 145(4.2) 55.960 <0.001
HAEF (gL) 43.3(40.4,46.2) 42.8(39.7,45.7) -4.828 <0.001
SV M (mmol/L) 71.2(66.8,75.3) 71.0(66.4,75.1) -1.471 0.141
R 1 (mmol/L) 27.5(24.1,31.1) 27.4(24.5,31.3) -1.018 0.309
Hit =15 (mmol/L) 2.07 +1.49 227+1.82 5.798 <0.001
SR EE (mmol/L) 4.61+1.34 470 +1.26 -3.428 0.001
1% B2 g & (mmol/L) 272+ 1.00 2.75 +0.96 -1.188 0.235
1o 2% B 4K 1 (mmol/LL) 1.15+0.32 1.14+0.30 2.155 0.031
HRHE A AL(g/L) 1.50 £ 0.32 1.49 +0.31 -1.314 0.189
HIRE M B(g/L) 1.11+0.35 1.03 +0.34 -9.967 <0.001
GGT(U/L) 31(21,54) 31(19,52) -0.600 0.548
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)
21 31 IR (n=7 215) LI (n=3 473) X/ P
ALT(U/L) 23(15,35) 22(15,34) -0.374 0.708
AST(U/L) 21(17,29) 22(16,28) -0.282 0.778
TBil(pmol/L) 12.2(9.2,12.2) 11.7(9.0,15.1) -1.093 0.274
1R R (pumol/L) 358.2(297.8,438.7) 370.7(299.1,442.6) -1.890 0.059
25 8 I (mmol/L) 8.10 £4.15 8.02 +3.93 0.592 0.554
WL I H (%) 7.12 +1.96 7.1+ 181 0.213 0.832
12 (mmol/L) 3.96 + 0.46 3.99 +0.47 -1.847 0.065
B 2 A BH I 5 3987(55.3) 1872(53.9) 1.747 0.186
ACEI/ARB 5903(81.8) 2846(81.9) 0.027 0.869
CCB 5503(76.3) 2671(76.9) 0.527 0.468
FIPR 7 1524(21.1) 784(22.6) 2917 0.088

2.3 HT &% CAD R 445 % W% logistic @ )3 A 2 5

W AT HT X475 % A4 CAD 3 241 e 2 vh 2 4
] b4 P<0.01 19 B 25 90 A 22 A 3% logistic [ A A5 724 368 3 34
BRI R HATIE T F R 2 R E W IEER . 25
K logistic B HHRY (3 3) 7w : MAFLD AF#E IR B8 BRI |
2 g ST Al 43 KR s A Y O 52 e HT B8 CAD JE LY
O 2, H OR 43514 2.033(95%C1=1.846~2.239)
1.050(95%CI1=1.045~1.054) . 1.429 (95%C1=1.296~1.575) .
1.157 (95%C1=1.058~1.267) . 0.983 (95%C1=0.978~0.988 ) Fll
1.078(95%CI=1.043~1.115) i f5 lL 5 26 ¥ Gt % 3 X
(P<0.05).
2.4 MAFLD f HT & % CAD & 4 69 & s Fnl i

g 7E— 5 4R 1 MAFLD X HT H2% CAD f4 k<7 5000 1

FH AT 53 0 AR V) O T R R T R s
G A G AR 2w BT SRR S AR A W T
7 e BT IR A A R B R  T2DM e iR O 5
0 ERE) (B SZ KRB L ACEI/ARB .CCB R SR F | 140
e il ORI 7 R v ] g e QR N 8 7 - N | A
AR BED B E R R E O &% ER
ERSNIIE R A Rk S IR = R RSN S VAR e A5
F logistic AR (% 4) , B8 1~5 MAFLD B OR {84350
1.984 (95%CI1=1.804~2.182) . 2.093 (95%CI=1.896~2.311) .
1.971 (95%CI1=1.776~2.187) . 1.972 (95%CI=1.777~2.188) Fl
2.046(95%CI1=1.180~3.548) , i 4 HLiL 22 S ¥ AH Gii T2 8 X
(P<0.05)

#3 BLEEHELESEZE logistic B4

g b B SE Wald x* P OR(95%Cl)

MAFLD 0.710 0.049 208.332 <0.001 2.033(1.846~2.239)
AEIY 0.048 0.002 556.295 <0.001 1.050(1.045~1.054)
WA 0.357 0.050 51.620 <0.001 1.429(1.296~1.575)
Bl B 0.146 0.046 10.082 0.001 1.157(1.058~1.267)
e F 4R -0.017 0.003 42.252 <0.001 0.983(0.978~0.988)
S ] 0.075 0.017 19.377 <0.001 1.078(1.043~1.115)

#4 MAFLD X5 M /E 2 EH B O R & % % E = logistic B T4 #r

A B SE Wald x* P OR(95%CI)

L1 0.685 0.049 199.561 <0.001 1.984(1.804~2.182)
TR 2 0.739 0.051 213.931 <0.001 2.093(1.896~2.311)
i3 0.678 0.053 163.174 <0.001 1.971(1.776~2.187)
LT 4 0.679 0.053 163.335 <0.001 1.972(1.777~2.188)
L5 0.716 0.281 6.492 0.011 2.046(1.180~2.548)

ey E O WL 2o a e PN PRSI SR AN e L AN/-3 I U v o T R S R ki e o R BTN i) E R | QRSN €L AN L U e U Rsie = 12
B Ze E EFSRIWIAT R AR ZE BRI S A% 22 D3 B A 2 I R JEL T 5 S 3, IR AR I W5l M TR (R KR R GHA L ERR L 2 M
OYB e B ETSRIIREAR 2 A WA TS AR D AR s PR SR 2 BRI PR A e L L S D B s R 4 TR AR A
59 AR TSI KA IR SRR ol I R 2 A S RS A 2 F W AR IR R AR 2 B AR A A R RE B 2 U I IR A
B L O S 0 DR S) | B 52 PRBHE ] ACEVARB CCB FI R s 508 5, Va4 0% P00 SO TR AT 9K TR (KA IR o T o L 2 3
L5350 76 S AT IR 5 A2 76 S AR IR IS A% 72 TG A% L A 1) B JEE L2 OB RS i A vl ik i L B B 0 3 B L B 52 AR BEL I )
ACEVARB . CCB FI R | 48R ZL 20 Lot/ b PR 2 T bk A BT 2038 1 A e R B (R BN A

FERGSE H A AL m 2T S H L g
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3 3t it

Bt N 1 AL R R I, 08 I A 0 E B
RN L AR NAB R 2K . HT A CAD X 2 Fuls
MBI T B PG B RN R, ARk
BAE HT 4 FF MAFLD 855 CAD 1 80 B (g 3
hn, it Z &R mH 5087 & B MAFLD J2& HT /5 &
FF CAD fyh 7 Bl 2R o 3K [ 8 MAFLD 6 48
FEYESE 1 % ACELZEAE I HT & Jf MAFLD (B35 0 H
TR EZH)10 . BF9E W, ACET 2K 25 4 ANV I 42
S PEUT TR TT AR NAFLD 35 4 R A 56 0 %
A KB AN]R8 7 AN AT LARRAIK 40~75 %
AN O LA AT CVD A SR BE R, H A IF
MAFLD %) 835 0 I8 30 25 B =™ I64h, Simon TG
LECVR I SE K B, BT ] DE MK 81 mg/d FEAIK MAFLD i
H IR RS B & & . WL, IR R B X HT & 9
MAFLD g3 W 45 T MRALIA 7 LAIE 4> CAD B9 %
A o B T .

HT F1 CAD & & 47, Z 5 AU AEVF 2 AL R
B £ B PR 2R B e AL 1 2 ML
Ab o R - Bk E - W R G HT B
I A4 ) FZEALH P98 2 BLHEE N 284S
Bl DK oK R B AL BEHR (1) & A R 0t A AR A S 1
A T i T BV R sh Bk ) 1 v 85 1 0 Tt
1o, TR Bl bk P B 20 B 37 3 T s a3 55 U0 B4R
SR E— R P RAE R T30 | 18 YA A R S |
i sh ks R RE LR 1) 2 £ HT 5 CAD 78 AL R K
P2 AR T AR A 3 [R5 53

MAFLD J2 141 A Hh B o oA 2t B 2R r 350 ) i IR
T Bl R SR AR TS O N AR 4R, R
MAFLD B E k3 29.29%, it LIER MAFLD
B ARSI 5% 4 B, — )5 T, MAFLD f 1 16 D 2% 40 4%
AR (A I NG KT S BB B A2 R R AR
ol TG MBERAS DL AR 2R B AE 5 55— O T, %
e I BT 5, bR T AR AL DL A B b
PR SN P R AN, 0L | (R AR 2 K
SR R H I R OB PR B IR RO iR
1 % R 5 MAFLD & [ PR 2 A7 78 38 AH 6 o
I, MAFLD A] 68 AR5 5 A (R A221,

VT A, Bk 22 10 3IE 95 26 W HT 5 MAFLD
(NAFLD) f387 & sk Ji 22 [a) A7 L) 56 R0 B
SR MAFLD 5 1fit & T+ 3 22 18] 56 &R A AL i AS B #ff
B WF5E 2 W], MAFLD A9 2200 25 REX 35 38 )5, 5 /42
O T Y AR Ak G SR T 0 5 E 3 R AT R 5 3K

MAFLD f8 35 (R0 3 W AZHE I, [R] Fsf 52 M PN JEE R %
AN BE AT e B T LRI AR B AR 0N 2
AR T I ANV R P AR bR A SRR T I T
FIMAFLD Z [R] A 35C R, SR, B 10 2 205 A K Ty
e 5 5 A 3 0 2 -1 B K R R 4 (renin-
angiotensin system, RAS) {&ft , 7 Al fi¢ #F HT & 9 %
TR . (0 HRTEEZ LU ol &4 MAFLD
SR U A ER A B AR, R, A A S
J& BB e HT 4 JF MAFLD 1943 B 28 45 19
I PREHE 53 B , -4 — i & PP Al O il 45 4 X
6 o TR R A BIEAY HT 4 9 MAFLD i 3% &k A=
6L Lo 11 XU L, DS L A7 R A IR R R T
WG o

MAFLD 5 CVD & & [H 2 A7 75 28 XAH G, — 4k
WELPERFSE B 2E] T MAFLD F1 CVD #9226
FEAESCER S A5 2 1 /K- T R R Ag
25 WG MBS A2 8, DL AR 25 B AR 55 X AT BB R T
ARG 6 PR 2 04 B H G I 3R RO, 3 MAFLD
HESET CVD A . IAERFFE &I MAFLD 2
BUIAR i oA 25 L L B 5 3R AR b I i S R e
PR RS i B AR R AL e R AHT R
A1V 38 B 5 A PR A, 2 etk 2l ik s A T 1 B e T
B R AL, AR o T IR R AR, (|
MAFLD {2 #F CAD & Az H ELARHL I 1 AN 5 A 4D
MAFLD 1] G i 2 AN [R)38 6 77 1 & #E Dh R, AL [R)
Pt g iR TR sh k5 & %8 . Bl Liv HH
SENZN A 3 306 118 P IR B kR AR G JF MAFLD
B Z RN 3 306 141 JC MAFLD B 3% 15 b v BR4H . il
it (55.09 £ 19.92) 4~ 7 4 Fifi 15 & 38 MAFLD J2& 2 P
TEER Bl K 5 A A BB & A AN R0 IS S 1 1 kST
TR ZE . SRR R 3, SRR HET 2R
FHYA ] A B T 58 K 28 8 MAFLD FlCVD fi s R 2=
22 A4 B[] S

MAFLD & —Fhilfi R 2 B, B 2 J0RE IR 19
975,18 B P T R AR kA I KOS T v N
I SEAR SRR AR Al i 5 | B 7 O . SR AR K —
43 MAFLD 8 1) S /K 738 5 1 8 5T = %
FIEH FBR, A 1 3 5, 78 MAFLD 5%t 18
20, GGT  ALT  AST \TBl ., Ifil J% R % 22 AR 5 b
255 Geit 2 S A AE TG PR IE A .
ZIFFEFI , ALT 5.0 M85 56T 534 I =22 (8] 777
FBE T GGT AE A MAFLD bR iy, Hook SF- Tt 8
AN T 5N B0 A R 0 ST SG I A, v
FIFE R AT 0 9 AF A1 S A WSS 0T B4 2 T T BE MR A T
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ISR s, Sl K s I ) SR SR T 2~3 4%,
T HTN ) % 2B R 5 LR GGT /K- JR DG IFFE R
GG P s [ia] ) b v A M, PR ok, 75 2 O o AR
MAFLD (&% (W F P se a1k

Yk v LT | LA s S 2 v PR R Il AE
BRI S B PR 2R B AR U . FEAS SR
T 2 00035 PRI /KT B Jb v T X IR, 25 R A7 7
GiilaEE . Hob & 9F MAFLD 5 = PR IR I fE
(2420 wmol/L) & 95 % 15 26.3%, it & T Xf I 41
(2.8%) . 1 7rb E RS Y, RN IRS T
JEJHE B AR, DR TR I o A % %) 3 T 328 T 3
JEHAE 40 5 UL R NE, HAS5HE00 AR BH8 22 (body
mass index, BMI) | Ifil Ji§ 5 & FI T DB 550 T 6, &
MAFLD (#7037 KU P 254,

ARG G5k 2 2K logistic [B1H A & PLAERS K
HE B PR | TEFE B0 HT H & CAD &4 2 fE
W R 2R B i A2 2 5 I3 B0 CAD A= XU &2 7
AR LG R AESE T HT 5 CAD fE7E L [R] (Y
fal =& .

T2DM & 23 A B MAFLD f@ & 5 % 2 —*1, 1
ARBFFEH IR EG 20 (4 T2DM U 5 64.29% , ] i 55
T X HRAL(33.4%) o b, B A R (HbATe>
7.0%) 5 ik 56.2% . ZWEGE R W], 45 4 - %
Wi 3L FE Gz 2 1 2 0 7 (sodium—glucose cotrans-
porter—2 inhibitors , SGLT-2i) Fl [ /=7 il 4 25 #F ik -1
Z & 3 5 7] (glucagon—like peptide—1 receptor ago-
nists, GLP—1RA) %5 Z2 M [GHE 24 ) ] LL7E DS AR A
P JRAE , Hi2 w5 19 5 2R AR 0 R, e Il L H
L AEACFE bR . GLP—1 25 245 WA Ay ) 26 i 4 £
i 5 2243 WA LA 48 I W, )32 B T A
J7 o FMEEWFIE IR A, & BUHAE FEEAS 1k B I 3
ALHE Ul D B Wy ER A B e SR 3 e AT o 3
5O R DR AE FH, DL KOS B B it i HL A 40 3l ik oks +
A R ST A 1D R A G B 25 M AN B
i el FE /0N BRI Rikooks A s Ak ARE 7R 4 11 PR i F Y
o, R SEAE B RO R 7 IR I W Sl 9 I R £ 4
YERT, AL REAZ B AT IILE 28 5 bR i W) 7K P FIE AR
VAl 5 25 2 Ak B R 1D 78 1 R DG B G B R P 3R
KU AN TE /N BRI 240 i S 56 v 245 21IE 5K,
PO GLP—1 Z AR AT 38 Ao o438 e 5 2205 538 5 T4
JiL i 25 PR T 2O (A g R ok 42 1F ek 2D i IR B AR
PRI T (AR 5 D T R R A IR AR 2 — 1
e R 2R G AR 2R R 2 — , )& MAFLD
S o ) NS B N P B 1 0 R = e R S W

MAFLD & 16 AH#, geAh, 13004 199 72 J& 4 320 4]
AEBUE I PR 111058, °F- 34 BMI hy 35.8 kg/m, 281
KA 52, 45 H 4332 0.1~0.4mg ) 26 4% £ K (14 7]
1GYT, AT LR 27 A TR

T HABIFIE 22 B, 430 42 32 E M Jog T 2K 25 it
F& H1 1 (pioglitazone , PIO) F1 7] 32 4% - ARG I 96 Jil
J& 2 4 AST 5 1fiL /M HAB 5 %0 AST Fl ALT .HbA Te
F 2 NG OB RIS [RIE, 2 40 58 2 i 47 44k
EARIIEIRIT AT R R, X R, TR SR AR U i bEHE
T, A 23 i s 5 2R AU | R RE i 4 B AR K
S, T Rl AT, B MAFLD 5 347 78
XL JCHK o (EARVE R R, Al L A% S IR AL F 24 i
27 2 Ak A8 05 AR T Y R B 3.2 ke, T PIO 41
RN 1.7 kg, HAF- 325 4E A0 48 550 B A ]
ko AT R DR R A 3 S X L 4] TR A S
T2 7 5 e A ) 38 IR T 4 SRk
kB R B AR 2E . HOBUAAE A T2DM B 25 ) 3
A1 IEANBEA USRS 1 91 G 70 PR i )5 75
H o, T Hrh A7 50 2.8 4F J5 22 Tt 7 A1 1) ~F- 349 44 it
IR 0.1 kg, WAL A 2.1 ke, Wi A2 16 7201
T R 5.6 kg™ Al Hy T = FEOBUNCSE A ik i
AR, DA SCELIR 8 S AR RS, 48w T
L XSUIAE S MAFLD 8 2 ()l 2 58154,

H AT MAFLD 5 73 i He 8835 56098 KU 9 BfF 5
W A TR B B, AH AR A — 48 0 O 1078755 D)
25 v 1R X A b 07 f B A SR BRI T o A
5% & B HT & JF MAFLD H & M & T HT £ & JF
MAFLD (35 1) CAD R R0 5, £ 2 R K IE &
B MAFLD /& HT 235 & A= CAD gl sz 3 [F 2% o
DRI, A R 50 21 S 180K MAFLD 7 A 99 A 5 1f s A
Y E A, BT WA R, T RE R AR
9100 i A5 A XU <

M T UL AT MAFLD 6= 58— 12 Wi bn i, A 0F 58
FTFoR A 22 E RO BR & Z N FE T, ik
T R AR . 2024 4F v E S B E T A
BT R S MR BB A S5 1 S T . AR
G55 AR M R, 2 — D ST A R T A PR,
DAHESN I R S B R 22 Al . e Ak, AR 5 SR B [l
BT 43 B A 52 5 T AR AE LR R BR A - O 43 %k
P, a0 BMI, B i AR o7& N[ R GO AR
A BR B2 2% R PT45 8055, v] eI AR 43 MAFLD f&
HioWrist i ; 750 AR AL bR an il MR VLR, DL EOv
PR B i BAR 25 0 /B R e 2, — e R
] BB e S 45 R A HER . @A ST AR AR L
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