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Abstract

The global prevalence of metabolic dysfunction-associated steatotic liver disease (MASLD) has
risen sharply, posing a significant public health challenge. This article provides a systematic review of
the nomenclature evolution from "non - alcoholic fatty liver disease" to MASLD and its clinical
advantages in accurately identifying etiology and guiding targeted treatment. It focuses on advances in
non -invasive diagnosis of MASLD, while also exploring analytical strategies such as multi-omics
integration and artificial intelligence, with the aim of enhancing comprehensive understanding among
clinicians and public health institutions regarding the new concepts and diagnostic approaches for this
disease.

Key Words Non-Alcoholic Fatty Liver Disease; Metabolic Dysfunction-Associated Steatotic

Liver Disease; Multi-Omics; Diagnosis

A3 A0 O 14 8 9 14 9% (metabolic dysfunction- PER o BFE2 BT, 12 208 58 0 AL b =25 348 Jonn gk Joe oy I
associated steatotic liver disease, MASLD) g # #E{& 2F YE AL | RE Ak RN e 45 2K 1 I 10 KU A

RS : 2023 47 AR 48 W R 02 FE b 3 O F ST 30 H (4552 75) 5
EZE BN RIEE %, 2005—, EZMFH AP 5, E-mail: 23jywub@stu. edu. cn,
BIE1EE A4IT , E-mail: jyzhou03@bjmu. edu. cn,



842 RPN = Q= )]

47 %

JF B I g8 W DR RO L AE B B kAR DDA G .
P, X MASLD S8 T 8 1 391 i A 9 K i R BOA
R R, 0 T 0k AR O T PR B
AEEE L ASCHEGE MASLD i 44 18 42 M 22 20
S W S B )R T 2504

1 MASLD W& Z T4k

JHF 90 B4 iy 44 IOL 7 e MR 455 2 A 1) A% O R A S
o BLAL ] 5 I R R . 1986 4F , SCHAFFNER
2 M AR ORI W5 M BF 9% (non-alcoholic fatty liver
disease, NAFLD) iy 2 9% 1% , £ 455 A 109 4% M 5 4l
JI& 19 BT (non-alcoholic fatty liver, NAFL) . 4F 5 kG P
5 i P B 2% (non-alcoholic steatohepatitis, NASH) &
A 5 T B Ak A1 BT 40 i 98 (hepatocellular carcino-
ma, HCC)"',

VAR Bl A BT HR 1 D MRS R R T B
BHERA NAFLD X —fir &4 N AF AL SR L 2 &
2 W fiv 22 55 1) A, 2 BB A I I R 5 B 0K .
2023 4F , 3¢ [ JFF i 2 23 B 44 D AR AH SC P AR 1D
£ JiF % (metabolic dysfunction - associated steatotic
liver disease, MASLD) , Jf #Fi il & T 12 Wr 53R 97
FRUES S AR 30K R 5845 BT NAFLD iy 44 19 Ja BR 4
IF i MASLD fiir 4 Bl ARG 5 .

i JH NAFLD 45 LA 4 5 B i

(1) M ¢ 2 1 : NAFLD iy 45 £ ™ @015 3%
ALY A% 0 A7, 2 1 0 6 T 2 R =
FRAE. WA ERFEZMERBEES 5K
W o A 44 b B A e B OC TR HE R, ZAR
T At PRZE (5% o SSCMT A DR 0 8 i 25 A0, 38
NS0

(2)12 W7 )2 1« NAFLD & i HE B 14 12 W, 20 3%
BB HACRARTT , JC 1 R 55 16 07 9 1R i 2 R
O BRS . A B R A A W S R
CARIAE PR L exnl R Wior s R RT R (]
£ 45 Wi 107 I 06 32 W b 1 48 I DR D SR Al ok
G K7/

(3)VRIT 2T : NAFLD fiy 25 A 4 9095 995 1) 5 &
S Ve A [ APl SORR 7 636 97 R A7 AE 2
EES AR T ARG . 20243 R EE R
2y i B R (FDA) b #E 5 30 T 28 4k {4
NASH f HUIR B3R 52 (K- Bk $EPE s 1), oy sk
AR EEN 16T 56 J& J5 AL 30 %0 K S BLRR Wi 1k
JF R 22 itk LT Aefb R 0,70 %0 (835 TR .

(4) BT % ¥R )2 18 - NAFLD 8 fiv 44 7l fig i il 45
HUE X o 4T O A R R O B 2R R 45
T JHF 0 e B S8 3, 5 bR T S “NAFLD” A R iy
ARV 95 ) R B e fE 2 R A B B
2 W7 8L 4k AT HE R 6 % 0 BK Bl [ —— R i AL
30, B ok e A IR YT I AL o

MASLD i £ #1453 5 0 35 I R 3

(1) 2 W J2 1 SN HEBR M2 W7 ) EL 412
W7 A A R AR SR AR R TR A L A B
TR R S R T 48 F A XA YT .

(2) 3R 97 2 T < B 1w 44 4 3l G IR Bs A 4 T PEAh
BEMRUPRAE S T, Y kh A
Bl T B A5, R TR YT A X 5 A R KO

() BEEI7 N A K 32 5 Z R - 42 i 3 (Rt
5N R Z E BEME S DR R
29 B GEAIRYT IR R T 5 Sk

2 MASLD HJi2 B /7%

JFF 25 300 15 2 2UKG £ 475 12 W MASLD B @ b
WE" AR TE A QM AR R R 2R R B
PN SR N 3 e U N i NIV
FHAZFR o A B2 I3 2% A6 DU A Ry —F 1 P 4
W52, B 2 RO L n] 5 52 Pk ik B A T i S T A
BTz TR FE IR R TAE T AW g S R
Fil 52 TG B 3 Ak O 12 A AR 35 AR OC IR D 9 3 5 R
R, T AR R i 32 0 T R D S P 12
MAr9, VL & MASLD B2 Wi 27 446 1E Al

H i, 1 2 T 86 00 A 107 722 2k 09 9 43 O L
5 : SteatoTest™ . fig i fF 48 %4 (fatty liver index,
FLI) ., FF Wk B8 5 #8 %L (hepatic steatosis index, HST) |
fig Jit & 148 #X (lipid accumulation product, LAP) |
NASH #8 % (the index of NASH, ION) X NAFLD
FH C BT WE IS W5 3F 43 (the NAFLD liver fat score,
NAFLD-LFS) . Jo, Bz id & 12, R4 Stea-
toTest™ FLI.NAFLD-LFS LAP F1 HST#p 5.5 3
LK, BT A2 W D) R SR PR A R I R Y 4
R PR S5 B 3 4T3 52 3 BR ), A2 BIR D A A 465
ANBR T« S8 B 0 AT AR M DL SOAS [R) T A Y
2 77 XM SR ET . B, 5 L NAFLD
MAFLD \MASLD £ # 9 % B 52 5 % AR K
A b, DAk S F 5T P 3R AR (12 Wi AE B A R A A
ELaeS
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2.1 MASLD# %4 4%

2.1.1 MM (FLD)  FLIFEA H BEDOGNI
4 NFF 2006 4R 48 HOBE 5T 6 42 o0 496 o7 9t IF B
SR RS R N o FERC R G ST R, O T Al
T3 i 07 JFF S80I A0 B A R, BEDOGNT % iz T
Z gt Logistic 019 43 #7545 77 36, & 1H PP AN T 13
AT RE S M W AR G S 8. A L A E
UL H 5 R38Ok 12 FLL, X 4424053 9
s B R i i $E %X (body mass index, BMI) | J Rl
(waist circumference, WC) . H i = g (triglycerides,
TG) Fl y-4% 24 Bt % #% i (gamma-glutamyl transfer-
ase, GGT) . WA X K FLI=100/(1+e 7) ;2=
0.953XIn [TAG (mgedL ') ] +0.139XBMI (kg*
m %) +0.718XIn [GGT (UL ") ] +0.053XWC
(em) —15. 745, # FLI/NT 30, W W] LI LA 87% By
I g HE B IR 07 JF A2 14 5 5 FLI KR 774 7 60, U ]
PLLL 86 %6 14 S 12 Wi D IFAS . FLIMHR R
w0 4 A AR 2 R AR AR AR . AH B
JHF R 358 6 10T 55, B e R B Ml 20 A7 3K 1) B T B
FHRVEE ) 38 e 22 8 . DA e o5 A P Il R
ST . FLTAY o M R 323 1 1 75 6 B R A
4 T B P BIF 5 o LI

2.1.2  JFRE RS W 3% 4 (HSI) HSI#E & i LEE
FUITF 20104 PSR R R 10 724 5 B 5 R
SR A wE N . Hod 5362 44 9 A 2 Wi oA
NAFLD(MASLD) , 55 4} 5 362 N R 4F % 5 4 51 4B
55995 BRI DT 0 B9 X BB 4 . A R 3L T 3 AN S Bk AT
T R A E R A S5 % /TN &R & 5L 5% 7 g LU
(AST/ALT) .BMI LA K 2 75 & A Bl JR %% (diabetes
mellitus, DM) o H 3t 8 20 X : HSI=8 X AST/
ALT+BMI(kgm ?) +2(# A DM) +2(# N
PE) o ZiR & TAERRE il 26 T 1 L (area under the
receiver operating characteristic curve, AUROC) A
0.81, BLEH 2 Wi aL g o . 4 HSI/INF 30 B, 3
R EE S 93005 24 HST R T 36 W), H ke 5 2 R
92%

2.1.3 MM EMRIEH(LAP) LAPH KAHN'"F
2005 4F £ 1 iz pF o AL g A 9 180 &4 BUAE N, Giit i
FURRFR L) 14238 B AR NRE . i 48 B f A A~
BB —EFE(WC) % B Hil =8 (TAG) ,
A M AT TR . AKX BH-LAP=
[WC(cm) —65] X TAG (mmolL.™") ; L H-1LAP=
[WC(em)—58] X TAG (mmol-L.™") . LAP B K
W i 3 7E A PN 1 S R RABUIR B, FLRE 3 A B A

WL B W C AR AKX 1A i (35 I RE D7 ) ) HE R, i
LAP W44 BEAE 2 R 5 67 faf o BF S s, 76 TR 22
O A8 KU PR ZR il g S L PR R T e S0 2R
hngE) g, LAP i R B T A& 5009 BML, Ktk
LAP 80k Ry J& — A~ 58 08 TS i 7 A 5 B8 T i B2 R
M OG0 I A AU B A R TR IR AR S S s b
7 A TN A P i 7 I 45 i BT AR G 95 o TR 1Y)
w1,
2.2 REHEXUEEHERROLFZISEH H
HiT , 40 B ff &5 H 18(cytokeratin-18, CK18) /& i FH &%
Iz BT ARG 22— CK18 2 41 e 5 22 v
B 32 B v ] 22 26 [, 7F caspase-3 5 A I 40 i 98 1
i A v B U0 E) R 2 30 kU M 45 kU B /B, JIf T 3@
b S oy BT kAN . b, 30 kU i Be (B CK18-
M30) BE % 55 S P PTACUA , ATAE Sk 20 8 1 A B
B AR EE T L P B A — W
M30 7 B 1 24 32 2 3 259 PR E A B
925 A5 DR 28 40 005 B, A B T R, R B0 v
M30 7K - i 2 FF . M30 il 3¢ A 938 0% B 56 T
F AL caspase-3 YI#] 7= 4= 1) CK18 A B, M 2 ik
20 R TR R Kt R B MR R 1 — A AR
Ao WS BoR , CK18-M30 752 Wi NASH (1 45 5+
PEZ Ry 8206 ~87 %, BB EE K 66 %0 ~T78% ,AUROC
70,82, SR, BT il Ak I AR IR 56 R 2 A A
BRI B A BR T 32 W A A R R AR R
HAE G R A 73z N F AT 22 2 BR A o

R AR E 2 WIREE A 2 RO R R Y 5
fib A= A PR AE S 80N IR R (sFas JREBE R AIRPL K 5)
BCA i, LA R T X 23 NASH 5 8 ali o i 1 48 o
P18 B R Sl G I PR A £k v

WA, T il R RN S 9 4 bR A B 22 Fhs
PPk %0 Y Al i 52 2 R, ) A0 s HATR (i i &
ALT .S ZHLPL) | Palekar ¥F 43 (4 % . Pk 91 .
AST .BMI.AST/ALT .i% 8 i 8 ) . Gholam ¥ 4
(AST BRI ) .oxNASH (13- 3+ /\ ik —Ja e/
R L AE AR #S (BMI A AST) (NAFIC 3143 (£
EE SRV 7S KIEE M)LK NashTest(4F
iE G| IS = I N & e R [ SN2 S
BREA BEEAALZEGH®EN GGT ALT,
AST GHZLZ ) % . SR, X SRR R 2 T 8
HEJE CBE T &, 82 32 1 A0 IE , L8 3 3l
PE S W6 v 2 WO DRI AT R R A IR

— 3 Meta 28 Bt FL 8 T 4 FpH F 7 Ak T &1 4
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Ak 43 199 64 1L AR W BARD 4 \AST 5 1fi /R
HAE 8 20 (AST to platelet ratio index, APRI) ,£F 4
1k -4 45 ¥ (fibrosis-4 index, FIB-4) LA & NAFLD £F
4k {1k ¥F 4 (NAFLD fibrosis score, NFS) , H. AU-
ROC 5120 0.76.0.77.0. 84 F1 0. 84

M APRIBIE A 1.0 1 1. 5,2 W7 04 15) 27 4 4k,
) B8R 43 0 R 50. 0% AT 18. 3%, 4 S ¢ 4 il o
84.0% F96.1% ;4 FIB-4 B{E N 2. 67 Fl 3. 25,
12 Wt G 30 2T 4 Ak %) B0 43 ) Sk 26. 6 96 1 31. 8%,
ST 5 96. 5% F196. 0% ;24 BARD 5 {f =2
K NFS B {85 = —1. 455 i}, 75 0 1 39 27 2k 4k 1) 45 5
PESR I 6196 #1170 %, BURANE 535 R 76 %6 FN 72 %

75 bk bR o, FIB-4 K1 NF'S i2 W Ji2 ) 45 4
A 1 Y 1 i v, b FIB-4 PR T4 205, © ol ife
TEVE N — PP Al T A T U000 H A i e ) 2F 4k
Pl XU 1 1B 3 O 0 BT 2 5 T i — 2B R

SR, 31X S B R APS A7 4 — 8 Jm BR 1 . 8 %%,
FIB-4 FI NFS 12 Wi " 5 M A7 BR , GE T 90 45 i 4
PH P 235 S 5 3 2o Al O W AT A . R, TR
28090 R 5 T L RS B N RE, H b e ) 21
A Ak FR S 2R i T A T LA DA O 5 )
TE ) 9% 5 97 B0 885 v A v f 1R 0 T R 2B ET . I
Ah i H FIB-4 8% NFS B, 25 30% (1) B & & T h 4
DRI 25 59010 DR 9 s 45 2 1 B9 TR Tz
HERA A BR L 1T BB BUAR T 512 1) B o B 5
12 & LRI

BEXT L3R (a] 8, BF 58 5 N WT IR R T O &3S G
Bl W br B . TANG % N7k H 2748 1 46 Tl
H7 1, 438 7 3R R AR 1 (PRO-C3) 19 N i £ 1
JIK 55 I 25 4 Ak 4 212 53 ) 22 [R] (Y DG B . iz pF o 3t
g4 A 851 il 4 i 16 K 12 ) MASLD &3, 45 R B
7N UL PRO-C3 7K V- Bifi T 21 4 Akt Je % 25 T, JL
5 JE B £F 4 Ak 3 A ¢ (P<<0. 001) . PRO-C312
W F Ji 3 2 A A ) RO B AF (AUROC=0. 797) , JF
2B B A M (81.6%) AT B M T (E
(96.2%). WA, ZHANG 25 NS TF & FF 8 T
— A% A N3-MASH W I A= Wb & &, 1 F
Jc 812 W MASH, #Z 4 & & CXCL10,CK-18
M30 #1 BMI =428, 1EBA S 58, N3-MASH
X7 MASH 5 54t vk i i i 09 6e 01 8w (AUROC
=0.823), 4% 5135 90. 0% , BB AE K 62. 9% , FH
PRI E Ry 88. 6% o (EATFE R MY, Has Wi i s e
K FE PR S Y 8 = A 30 37 56 UE BA B AT PR R RS
HE,AUROC %3 % 3 0.802.0. 805 F1 0. 823, I 4k,

N3-MASH i& g1 % MASH % 1 20 21 i 3%
AUROC 3k 0. 857,

DS 7 BT 5 W (IR e o =R 1 DS E A
R — AL K PRO-C3 54EH | 1M /Mi
TN DR 55 DR 28 45 4 il R s, JHL 7 00)  0 2T 4 1k
75 WAk T APRI.FIB-4 }2 NFS. [d i}, N3-MASH
B PE RE WA T ALT  AST 45 4% 53 1l 1% 2 15 5 )
FIB-4 NFS .BARD S5 8L A LA A, HRZ 48 |
PRI 8 PR A5 AR AR SR I R S 80 52 .

25 Lk, JC B T A AR A A AE I e AR
MASLD K H 25 2 {0 72 B 1EAl v R H T I A9 2
Ao BT ARG B n] B R T
P12 Wi ALCRE 0 [ B I T AR O A, DT 3 R
TR AR N . A H T2 W
AN BE 58 4 BRI 76 A, 33 — B 52 4 1 HE 3 A 5 3
AL A5 etk
2.3 REBEXERBHEFBFHERAZSH X
2 o B TR £ 75 1 (single nucleotide poly-
morphism, SNP) 5 JIF6E 4k 41 A Ji AR 105 I 55 )
JIE 5 995 A K 2R, HH R I AT X MASLD , J&: 41 2% Hh i
HKERZN G Z AR FEH AR,
YT e P A B, HORT 2 R A B R A G
I 5% (Genome-Wide Association Study, GWAS)
g 4 8t AL KBS 3F 43 (genetic risk score, GRS) B 7
12, LASE B MASLD fRS HE12 B

GWAS 1] DL 348 5 055 %5 U1 A & 11 SNP ke il
B LIRS . 45E GWAS 5 IS K 1%
S M AR B R IE B B A3 AR I A5 T 5 1 Meta
A3HT T LLAE % 5 MASLD AH 56 04 i i 28 P i i ¢
JHF 98 B 21 4 Al 1) 352 A A5 4, T 3 B 5 R B R 17 A
5 1 N JhE R G ) 4 B 2 R AR S v S PR . [T T
PL sz ¥ 5 PNPLAS, TM6SF2, GCKR, SERPI-
NA1 K MBOAT7 % MASLD it XU 3 [ 037 15 Y
e,

GRS H K& HAf &3 FHE XL (P<<5X10°)
) SNP 45 4 7] L Xt MASLD #E47 A &% 59 XU 3F £
5% . &5, 75315 2 T PNPLA3 ., TM6SF2
K HSD17B13 478 43 GRS 4 Wi A RE 1, A 4177 JiT
A AU B8 12 4%, JFF 40 6 g XURS: 38 i 29 5. 28
L &, 5§ PNPLA3, TM6SF2 . MBOAT7.GCKR
M HSD13B17 A 45 & 19 & 43 GRS 5 Jinn 5 34 JHF i 1y
AP K i 5 ft R ] ) S e

B T GRS, Z 35 112 ¥ A1 T &
A BRI 112 Wit R AR o 2 BRI DY 43 A 12 Wi it
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bl LLgS & 80a A 8T A 19 SNP, A 2= 4
GRS —#f , L J5y B 2 35 2] 4 L PR 4 25 M 1
SNP. SNP Y 5 K5 Bl 4 3kl DLk 2 55 37y [
GRS F X 9 9 5 o 1 1) F000 66 F0 . A & T ik
PRI 1Y) 22 R P 3 ATh b T I R B B, 7E R Ok B
BEF A TR B A HE B9 GWAS BF 5T, AT 1 — 2 B {4
HAA &SR,

2.4 RBEXEEREFRRHZGEZSH H
Rl , % 2L 9% A /% (magnetic resonance imaging, MRI)
TR B BT A B PE 0 B0 S22 W MASLD f A
A AR TR JF R SEA 7] BE R A X 2E 4 R
Kz Wi MASLD ™, BLAh A0 455 4 20 4 il 9% e 35 14
B TSR HL IR R 3 SRR R ) —E W T .
T R ER AR T R T SR (R 1) .

1 RPEEMEHEFROERASLH AL
BARMNK  RMkIrE Bk LW 4 Jr B o7 FH Bt
MRI; 46 B 3 e
AR RS e, LU R S
BOGSRIH RTEER AR e T WERM BShER)
AUROC: 0.68~1.0%""  JiFig [0 A8 Pk 1) & 15 48 4k . .
(MRS) A2 5] 2 Wi A o
7 5 H A7 8
T T8 NG 5y o0l i A8 T 4 . o A 4451 1
AL AR %mm9;¢> w;i%mm T 5T A Yo I i 0 5 @rﬁ¢m%¥L PE
- ’ - 7 o
%MRD) g o 1 55 L * ot 2
355 B T A7 0 R
KT BB A o 8 A
B3 AR S 12 %mw*umwﬁ BWHEELEREE  FUBEHIEIEE RS R ik :ﬁ;;iw
NI A2 LA . I 5ok H
(MRE) ;Ei AUROC: 0.57~0.93 12530 14 TEAE B FG  IR I RE o i;ﬁ [
A% 83538 /1 ‘
KA A58 I 0 A
o Y N+ R o A o
ws R A s 8 g SR U R I PR — £
A Tk B 84. L E 5T BE
" (US) o QNQQT 145 5 Witk TR R EE HTH
e R I 5 2 W W
BE WA Y, AUROC: W RALIEA IS A PERE N
; R . Z BMI U2 &
ZRREMSH A A R 0.79~0.84; Ji,# CAP>275dB- EEEESAY IO 1 28 1
WaEE (CAP)  EMISWEMRIE SRR~ m SEEEE G T *u&fm® BEETH
T i 35 0.456(P<<0.000 1) ! MRI-PDFF
LA <8.0 kPa: HEBR F3.,
‘ e L BOHORZ S A1 ‘
(VCTE)  JFFERE R 0 75 Pl A4 F4343738, o ) ) R R el
. ) ) SRR ARAT BE RO RE R s FO~F 13012 50 IR e !
(LSM) TEAEATLF SR E  8.0~11.9 kPa: £ 4ifk ; (e HETH
=12 kPa: ML A0 ‘
I I I 0 A e e
pegeer  EIRCTIL e sz e, | R
£ TR e B A 8 B4 PEAR R
HABLI ’ P 5B s 7 L T L R
, T A R
JEF14 e o
(CT)  FRCTQCT)  ZHESIEM B HEE X 4 L8R5 FrLR C1
/ T i L L4 e ) o R
WHECTIOECT) i i oo IR W X@BETR jﬁif

2.4.1 MRI% %

(1) MRI 5 % 3t #% 3% i (magnectic resonance
spectrum, MRS)  MRIY5 MRS X% 2 B2 i A 5 A2
PEEA B R D R R S R S BR A AR AR R
I TP T IR B 0 A B AR Ak o i, KIME 46 N i
MRS B 5t AUROC 713k 1. 0, #2758 15 % 0F 50 1 5
THBEEMX 6 S . BASTATI S A
gadoxetic acid - enhanced MRI(GA-MRI) , H: AU-
ROC 4 0.85, AMORIM % A" () 45 5 5 0. 68,
S TE D B S 0 v TR A TR TR 22 S 4 I AT

MRI/MRS 7 840 Ay 55 HF 2 055 A 3 — 12 W7 42 s e
AN TC A2 W R b v

(2) MRI fi1 A4 By #E 36 Ik B %5 % IR W7 0 %X
(MRI-determined proton density fat fraction, MRI-
PDFF)  MRI-PDFF n] JCB1 & 37 Ak 20 Py i
5 LA o A5 B 5 2 B, HERT T i s 2 1P g A 0 R A
JEH 0 TR A

MRI 5 MRS £ 28 17 76 i 46 & 5%l B R
X A6 A BT SR B Y BR ), AH HE Z N MRI-PDFF
To i % HE ) A A ], AT S A R I R
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(3) B AL P 3 M % % (magnetic resonance elas-
tography, MRE) MRE i i it fk 2 218 B 37 il )i
4k, HAEX 5 NAFLD (MASLD) 5 &4l o i
U5 JF eP 6832 W P BE A AR B R 22 5 o il , CHEN 4%
N MRE 1912 W7 5 4 5 AUROC=0. 93,
{H LGN A 58 44 JE 35 I oA T8 12 W 1 (L T A7 75 9 1
P 7 KUK o oAt MRE 8 58 ) AUROC 4t F- 0. 57~
0. 87, J AR fH K [ IMAJO %" (i i 58 (AUROC=
0.57) . ZWFFE R Z RS WA & 41k, HAF
TE A FUBE B R B 2 Vs A WIS 200 20 O oy
o B 4 B NASH CRN AR (NAS 143 =5) ,
COSTA-SILVA %4t % ) MRE ft £ AUROC
0. 79, EL e A 7 75 i ey 1) 2L

RO BF 58 &£ W MRE X NAFLD
(MASLD) A7 8 =iz Wi 1 B F5E 1] 22 5 . 3%, R
et B 2 1 i B AE 5 5 0E MIRE 19 1 DR 1 A 1 o
2.4.2 R F LGB ORISR E HRAE
AT A5 A A% AV R 2 4 52 B v S5 0 3, ok I AR s 72
Ped W AR F 2 W i . HARIEME R I 4
5 i 375 01 75 484 58 5 3 ] 75 g el DA ST P 4 T S5
O, R A8 Pk Y R B AT Gl e b AR
Rl 53 5L T A% 48 S DE 4 1 2 E VAL . — A
A B4 TBETE (3 2 815 44 Z X # ) B9 Meta 43 #7° i
71N, 8 P 12 W b R T D Y RO R 84800,
SHER 93. 6% 0 R T PEAL A 25002 Wi A RE 1Y
WEFE Ik 5 5 A [0 75 X6 L | i 45 R VAT R R
TS 36 U ) R AERE T 5K 9805 o

SR, 75 8 JHF i 7 728 e ) A 0 e v 5 o
PES BN R DU HAE AL ABE D . YRR T & =
12. 5% B, P B AT 55 i R D B0 1 L IR T % 19
HW 8% TR, 5 S8R Wi, 2 Wi
M 32 B A X I Im] 7 A 2 00 ) DR i v e
MG RS0 o A E T AL W R A R R
TR A%, M P AE g AR ARSI A v A A R
PR -
2.4.3 3k @ 4= 4 BE BF B M R % (vibration - con-
trolled transient elastography, VCTE) VCTE & H
I R N, TR T2 1Y J7 s 22—, J 5 ) 5 1 2H 21
Hh B U8 A% R B R e, ) P T I A R ) e
(liver stiffness measurement, LSM) 5 52 4% ZE il 2 %1
(controlled attenuation parameter, CAP) 2 43 5l 4 i1
JH 2 4 Ak FRE D A2 P, = ¥ S i MASLD i f5
i) 5 ZE R R o

(1) %2 ¥ 32 9 2 %X (controlled attenuation pa-
rameter, CAP) CAP 7 1k S Wi B 0 A8 P AR
A 3E A R 3h 45 ) 59 VOTE % 4 W) 6 45 4 LSM il
3o M CAPAE &R CAP {H (4 A 85, B ff
A dBem .

CAPH 5 Z A S5O H B3 M, itk
B AR BMI AR 28 A AF 415 I A R 4 . A
B Rl AR 25 G E B9 2 804 30 BMIL TR 2 A5 A7 7
W DR T 000 o D DL ) e T S 3 R

CAP 5§ W5 78 1t (r=0. 456, P<<0. 000 1) #f &
YRR, 5 2F dE AL AR C PR A S . 7E —TF o
LW A8 % =>10% . >33% . >66% ) AUROC
43510 0.79(95% CT 9 0. 75~0. 84) 0. 84 (95% CI
A 0.80~0.88) . 0.84 (95%CI & 0.80~0.88) .
CAP>>275 dBem ' I} XJ iig 1D 22 ¥ T 19 12 6 14 RE
. F MRI-PDFF""

(2) JF A5 5 0 & (liver stiffness measurement,
LSM)  VCTE & PEAl T 2F 4 Ak B o (0 542 24 05
W, 38 A I O A BT 2 20 A% 4 R R Al T
LSM. # LSM<C8.0 kPa ] 4% & HEBR F3~F4 ] £F
Al A LSMAE 8. 0~11. 9 kPa #2718 Al fE 5 £F
He kB MASH A 56 ; %5 LSM =12 kPa W] 5 i 1) £F
YAk AR OE

— I PEAl CAP AT LSM X HIE /432 W6 o 50 1 4
A3 T TR T S P 22 b O IS R B LSMLAE A [ 41 4k
S (BRFO~FLAM) M B A B E 257 . 2W F4il
i, e B PR B R, AUROC 7 0.89 (95%CI R
0.84~0.93) , f BB 4 0. 85 (0. 69~0.95) , 45 57 &
5 0.79 (0.74~0.83) ; Hi2 Wi =F3 i, ll LSM=
9.7 kPalf ,AUROC 4 0.80 (0.75~0. 84) i}, #H )i
B o 0.71 (0.62~0.78) , ¥ 5 o 0.75
(0.69~0.80) ; 42 W =F2 i}, Al LSM=8. 2 kPa,
AUROC B % 0.77 (0.72~0.82) , A I % FF hy
0.71 (0.64~0.77) , %85 B4 0.70 (0. 62~0.77)

5 FIB-4 f1 NFS M H , LSM X} T8 1k 119 12 Wi 1
AE Al W M, H NFS X F2 912 Wit T FIB-4 il
NFS#

B A #F 78 UE SX VCTE B A 5 5 1 I R &
SRR LR, H LSM &5 R g, N 248
S B Sk R R, 2 B B MASLD 12 5
S EE T A,

2.4.4 3t HUBT B 43 % (computed tomography,
CT) f&%: CT i i LA /M8 CT i %) T B 5 22
HEAT 2 VAR (O R bV RN B R
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JEE IR W A M e = 4R S 1. Az Rt RE R
HME DL E 12 WF MASLD!™ 4Rk, s i CT # A
BN TG IR, 3 7 T 12 Wi ik i ok

(1) 5€ fit 3+ 57 AL JZ 49 4 (quantitative comput-
ed tomography, QCT) S5 E & CT M ILAL,
QC'T AT LA 42 000 5 i J0E B s % 5 L AT DSk 35 AR
Xy it kVp B AR IE HU (48 {655 R R
FE I HUE/MsZm . BT, QCT & & dtiz
FHF DU 5 /)N 0 20 g i 0 g s 7 it 1 3 Pt LA
B G 14 s DR I, FH I 55 o

(2) B g 3 5 AL Wr )2 49 4 (Dual-Energy CT,
DECT) DECT # H 7~ 7] 58 & 7K *F- X S 48 %35 A
P2 20, 58 b 0 i T AR OR [ AR R T B9 R IR
PR T o i Hl TR RN Ak 2 S Ay, R D
B OBUAE o AE B Kl R S5 g v 4 s e R DT EF
Jig 17 28 P 1 R AU e Y R B RAE 5 CT 4l
Bz Wi v 77 .
2.5 RSEXMEEBHEFFNBEREDISH
i 3 A= A T I B A B R ), L 2 R AR
R NRBERR i i G B A, BT BiE
Jot B B Ak T 4 S A A A W B LA A A e B
G 7% 5 SR MASLD Hoag Hh i i B R 2k 0 5 30
J b B Bt B 52 450, R B TR AR DG 7 W aE o 1Tk 2
B0 2 JFIE, 51 % BF AR G 5 5 F0 90 RO L 5
[vi] B, ) f8 A2 4 A9 U G 2 0 37 A 0 T ) 3 D i A
MR N RS

WF 5 B W T8 A ) o 22 FE R 1 AN R R
NG I REE (9 TF R . MASLD (B i 771 o £
FEVE T B XA W5 15 W T8 A 38 R G K L iR 7
R i AN S I T N1 0 7))
MASLD Ak f B R 5 o 33X — A W 20 LR fh R
fiE, A 45 i 18 DA AR N Y E I A AR AR AR L
ERZ B KLE ., — TGRSR,
MASLD 5 ik 3¢ 3t FEAT B A 5 &[G R F
REALG T K B T 18 R0 2 5 TR T 7K T
2.5.1 Z£HMHW¥ B (Faecalibacterium) FEFFH /D
b A T R R G HE R R L E T RREE 5 R
JiE R A A O, AT AR Sy B il N fRE BRE 17 EE S 4R AR
TE MASLD (3 v, 257 B 09 2 1 30 i AR T fd FE A
B BFE SR E RS DG & B R 1 MASLD B
AT KT AR T R AR B i AR
Jig 17 A8 M R D M B 4% A5 0 B3R B2 MASLD i &
R SRR G o — I RS A 5 0 A HE R I R
PSRN R LB, MASLD B & 1 24T 8 & =

13 5 28T MASLD A B,

AT 24T T B0 MASLD [ BLHAB A B, 2
A B AR A T e AR LR L T
Bl 15 40 B B B D RE L SRl — TR M L BT R
W, 2T 1R RE 0% 22 i R AE R 5 = 10 b K B B ) fig
P4, 52 s HAE 4R 15 I - Il e S b a] R & IR 9
YEHT S
2.5.2 M & ZKHE (A muciniphila)
ciniphila 8¢ R F1 i b Bz 3% 17 0% 6 W 2R VR Ry e R
RO RTRE JER R, I 0T 7= A TR TN 1R 55 S B IR
WilR . ZHBOAN N E—FhEAW T —10A 4
WA e A P B B YA T R R AP R
VT BF 5 Y KW, AL muciniphila 7T 36 5 B - T 5 26
AR S AL D RE 5 M T R AR, DR M T AR A
JIT 75 S 0 20 MR T, O 42 3 B T T W R s Y
P o 33 S A 5 3 ) Bsf P Bl M e T U 2k Y L -
REGRIK TR o 6 MR HD 5250 /I BRUBE A v, 4
7 L-RA& AR R LA a5 AGE T, JF A
R fit MASLD' ™,

LIRS UESE , A muciniphila %t Bg By 28
P40 AT B N . (AR A, B A
15 1 il FF 3% A1 s B A B 1) P JES R S 78 /N BRUAR P 4T
A2 A v I TR R R P MASLD #5008 2845 LA
Fpee™ o DL kg R W, A muciniphila ) 4t
MASLD i £ 7] fig 5 {2 #F A5 57 48 Ak S 5 L- K43
Mg A AT G, HE I 0 -l DR I B 1 I
PR FRBAE 18 0 JELi
2.5.3 %4 K H B (Escherichia) Escherichia J&
TASTE R, H 3= BUw L 2 — 800 B 7 I R
BRI NG 2T . v I R A 4 R i 1
#EVE B IR 20K T 5 % & W T8 R AE 5
HE 5 . £ MASLD &, K8 (Escherichia
coli ,E. coli) W 3= Ji i 358 Tt AR«

SIS TR L E. coli AT AR UE 52 N B2 41 i
Ivi) [] J52 240 B 5% Ak, OF i i oS B A A S S
i HE S MASLD B9 %05 i e o 3 A 523 ik
S S 4L Y % R E. coli NF73-1 J2 42
MASLD % J& i) S B bR o 1258 bk 5 10 2 1T ik s ]
W M1 BB 0 20 i K & SR AR B 2 IR T IE i o
RS, B EXE. coli s i B E AR T M
FEWE AT e BN AR RGBT MASLD MR AE 7 1) o
2.5.4 £ F X8 B (Prevotella) Prevotella & &
PRy —Fh VB TE (09 A 45 18 8, T RE 0% % figk 2 8T
A S HERR D R L AT Bh T 4 RR A A B R AR SR,

A. mu-
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A7 W 9% 3 B 5t 88 Prevotella W % 7T E B UK
PE, 15 Z2 P18 2 98 E T 9 95 A G o

7E NAFLD (MASLD) i %% 7 38 1 # 0 58
Prevotella 1) 28 AL 25 R IF A — 2, 16— 5
H NAFLD & LAY Prevotella F B8 5 10— 0 & X
N B ATE 5 0 2 8RR R AL R
W MASLD 5 0 21 4k A0 72 B 42 DL b o 4y
P FO=To 4 44k , F 1= JiF 5% J& a3 0 i ik &) 1] &8 4k
b, F2="252 J&] Je "] 5 ok J [ 41 4t Ak, F 3= 42 21 4k
o, Fe=HFREAL 0 255 2 Wk W], 5 FO/F1 41 &
B F=2 W2 4k 4k 35 19 Prevotella F W 2%
BEAR

ST HETWE TS5 R = — Bk, R R AR T
J& W L B 55 LA WA Prevotella ¥ MASLD % 4 5 %
Jee v iy BLAARAE B s A A
2.6 RiHEXEERENFRRNEARAZSH
A 5T A ek 2R G i BT S IS 4B i S AR T
B AR, A R AN T 3 A 2E S H AR Y SR BR
DA HEL K R 0 A% 0 I B R AR FR H 2% 58 38 4 Bl
G o B2 2 ) 2 SRR AR |l o Y A BT Uk R
I3 A BT AR T R AR S 4 W A 1 S A
HA YRR E B, Horp R R R AR
A AT R B U s 2 AR FEOBR S 5 i 22 R DK R I A
B o T AR A H L O S I R A
J A BEAR B S S M . T MASLD
SRR B E MR AR R ER AT
B R A TC A2 Wi b AR A | B B i BRI R S UG
PR E S T H
2.6.1 MASLD # ¥ BELL % A" H IXhric
S T 2K 1A 2 B AR 85 4 571K # (69 il MASLD
B B 16 91 AT Jre X BED) B9 138 AR AR HEAT 40 AT, Sk
BAFTE 229 Fp 22 S 2 . Hoh 2R 4 48 1 5 i (i
brinogen beta chain, FGB) | & % H th #£ B 1 (paraox-
onase 1, PON1) | #¢ Ifil. § J& A Bt (prothrombin frag-
ment 2,F2) #L 3 B2 45 & & H 4 (retinol binding pro-
tein 4, RBP4) % i # 1 2(transgelin 2, TAGLN2) |
AMA R 4 C7 (complement C7,C7) | ML i J€ ¥ AE &
H P i % (amyloid P component, Serum, APCS) |
Lumican(LUM) B & REEAERK KN 74565 EHRA
fa % Mk W 3 (insulin like growth factor binding pro-
tein acid labile subunit, IGFALS) fil CD5 #{ JiL £ &
F (CD5 antigen like, CD5L) & & 1 & 81 th 5 22 48
ft . FGB. RBP4, APCS.LUM. TAGLNZ fi
CDSL A4l 7N 3 FH A5 72 X 70 MASLD 7 U ifE

iy R ik 76 % (AUROC=0.83~0.91) ; 1 C7.1G~
FALS il TAGLN2 14 5 9 = 25 11 41 & % ) HE 45 4k
1k 5 e W 27 4k MASLD i) AUROC £ 0.91;F2 5
PONI #] 5¢ 4 X 43 % M 41 5 4 &8 MASLD 28 #l
(AUROC=1.0).

LIU % A" A3 W45 & A i 4l 80, 7
2 941 A il e A Ui 929 A~ 5 MASLD A ¢
(531.6%), K 17 R HiES 5EW AL . I
Hh il 2 4 2E G BT L B KB CD33 L L TR F2
BE TR A 2 340 Jiv T o 21 2% 0 AR 2 Aoy sk 2 I
DU AN 7 DV E MASLD 2 [ /3 L ¥R

STIGLUND % A8 £l R JE M & 1, & 3
13 R M3 8 11 7] X 4> NASH 55 B4 g Ji5 25 1, 3 M
120 A 25 AR 45 8 NF-«B 5 5 5%, A B TR )
F5E NASH W.#f .

I3 — WU i 443 453 24 KO 32 38 1 R AR F
R R I 4% A T AR AL S R
Jo 20 1) 43 AR R AR 1 T A X T RS A DG 9
5 MASLD #§ AUROC {73k 0. 965 3 T+ 10 # 25 11 it
Y ) A6 A B AUROC 3k 0. 93, 2 35 08 F i 4l
(AUROC=0.86) , ™ 8. T & M i 4 2= 78 X 53 B i
JFF NI 288 e g L A T
2.6.2 MASLD ¢ %4 4 # COREY % A%
FH L 13 BC AR 9 2 1 R T 5 R B R B R &5 A
7SR PR R - 48 8] 43 A, G IIE R 2 FT NAFLD
(MASLD)#HMEARBAT T & &0 br. 4R Bxm, R
A E I B 2 9 ADAMTS FEZE 11 2 BE % HEHf
X 4r NASH & & b 1y 52 5 2F 4 1k (FO~F1 ] ,
AUROC=0.83) 5 . & ¢F 4 1k (F2~F4 #] , AU-
ROC=0.86) ., LUO % A" 3 F SOMAscan # [
SR B T A R E A W
FPO A AR (SRR P AR EA
Ji MBI R M ESAGREA) XS FO~F1 5
F2~F4 #2745k 1) AUROC 0. 74; + —FE A4
G X5 FO~F2 5 F3~F4 M 4 4 L ) AUROC ik
0.83. SAKANE % A ™/7E Ifil 1 20 M 4 2 31 v % 30
1Y Fibulin-3 5 JIF 25 4 4k #F Ji i B2 AR OC , 7T 7R Sy 350
JIF JOE AH OG5 44 9 W A bR 5 % . BLOMDAHL 4%
AR R B+ 56 R S 57 i i A ek R
el 2 FF 40 A R R R S R AR KA
TR R AL A B AE X A (FO~F 1) &5 i 3
YAl (F2~F4) J5 1 H AT R4/ v W 77 .

H AT, JF &3S F T 5 B PR 9 MASLD M2 i 49
AL TR T BT A R EE TR . A T
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AR ] B AL 2 8 E & OB RE AR A2 48 S g 25
AE 1, IEHE 3 MASLD 1297 [l kS AL & J& . BAT T
W A ) 52 2 A BT AN B AR A o Al B T R
B A R AR R B, 2 R R DL SN
RARE 7 0] bR HE G TC B2 W 1Y) 155 B
2.7 IR K 14 RS B M AT R B9 15T A 2 i
2.7.1 b = B (triacylglycerols, TAG) Jg 4
SR AR 2 Y O B 3 S, O AR R B B MRS
R H A A B T 48 78 MASLD (199% BEALH] . 5 5T
S R E MASLD DR B IEZ — o RN
B EFAHS R TAG KR EAE . TAG
18 T v S B 2 JE R Xof i T A 3 1 S N L S TR
K 15 VE AR % Ak Sy AH X 1 RS TAG 677 T IR
VR NG FE VARG . A MASLD RAEWIH, Z A4 E R
A3 O 5 1 By W] 42 i I UE TAG 5% DO, AL 46
ATPFF IR 2L W . L LRI A LY — BE i A LBE
JIES Tk 4 T A 2 R R L B v R A % AL 1 2 (dla-
cylglycerol O-acyltransferase 2, DGAT2) 55 , § ZHF
PR T K HE BT

FAT, BL TAG & AR S i DGAT2 (936 47 5
C #E A R 5% Ak B B, I 390 PRl 36 b s, L
il 350 AT 2 B AR MASLD 8 3% T IE AR Bt & &, JFfiff
=306 19 J 5 N T el /1 2 WY J0AT B 4 i M
U5 728 14, S 5 s 05 e AL O 1)

4k, B NOUREDDIN 4§ A F 2024 45 JF %
AR 2 2 -6 S0 IR 5 P 5 4T AL T 43 (metabolo-
mics - advanced

steatohepatitis  fibrosis  score,

MASEF) , i #5838 i 48 A 12 Fhoks 2 g i 4+ (42
8 2 B0 H Ik =S L5 P B i R L 1 el I
1t 25 Tk e A0 3 Fh S B AR ) 5 BMIL R & e & 5k
S 7% T AN 2 IR 2 B RS L 12 T R f& MASH”
(HP MASH £ NAFLD i 8h B 1T 53 =4 H B 2 27 4
b =F2) i) AUROC 35 0.79, 5K #i VCTE ) Fi-
broScan-AST (FAST) 43 A1 >4, H A Jy 4l 1l 1%
oAU RSN ()7 S MRl

JUNG 55 Nk 3 AE Ji F AR AE B 9 MASLD &
FHA A I R A 25 LA, O A TR
PR RE S 092 W B R L R T PR AR R R T = b op g
TAG(TAG 46:1, 48:1, 50: 1) K 1% Ffr 7 1 55 5 i
(SM d32:0, d38:0) ; AL LR N B & T 3 F DAG
(DAG 34:1, 40:7, 40:8) .3 Fl' TAG(TAG 46:1,
48:1, 501 2) LA Ko — Fofr 46 Fi 5 8% Big (SM d36:0) , —
HAE X 4 Hal g 0 5 NASH 9 888 4 51 o] ik
AUROC=0.813 }x AUROC=0. 812, X M~ &l

AR T RAFHi2 0% 0y, R Z18 R TR S
JENE B MASLD £7 16 A [\ 1 B B2 A 3 25 wL AL - E
JIEL Jo 0 0T 68 55 8 R A 5 00 R BE M B SE 6 R %
Y, A R 250 0 B G S 5 B Sk A 2% 0 7R A
K. XA LR SN IS W T Rt T &
B e S i
2.7.2 Az 8 (bile acids, BAs) %) 2% IH v+ /& 78 i
JIE G RS #E 38, 28 TR R i AR A A Ao
BeAb Ry Z2 Bl AR BR S . BASs 7E I T W A IR
J5T 1 fE AT e RS DG AR T B B 3R HC BT R
JIE 17 TR ok 5 IR SO 3 25 6L 2 MASLD 1 22375
K, H I BAs 5 MASLD 9 & 4 Fl & J& % U] 41
K,
AR 4 2 B 5T s, MASLD H 3 1ML 7 A 26 {8
W BAs KO B 2 & A A O e T AR
JERH OGS A, MASH £ % b i) W82 3 fz e iR
R G AR &Y C4 BOCHE G U CYPTAL ik
Bt R L3 FGE19 K F BEAR™ . FGF194E K
1 - A 5 3l A A% 0 A B, B0 54 i T BT IR AR 5 I
T E AR DL AR G O, e R IR R RR S . iR AR b
P& 78 MASLD i # £7 76 03 R A4 i3 £ (FXR-
FGF19 Jz 15 38 % 2% 98 A1 3 A0 R A 38 5% o
LI 52 B TR R G RAE A MASLD
TAILWibs B R S, Plan, LEGRY % A"k
PR, 4 5 B UK G IR R AR (- i 4R IE R RN 7-
il -1 IR TR ) 5 MASH I 20 it S BRFE A8 K i 10 2F 4
b1 IR S22 A0 i DG B, i B LR 432 WA S . 4R
Wi, o3 — 3L T A8 M e 32 3 3 v 6 AT 10 OF 5 20 4
T, A S B KRR B s 5 R R kP s MASH
FEAEAT AT A G PE o 2 b B S 09 8 5 o™ B T 92 40 3
(52 44 M, vT R IR T NRE R O vk K43 B
RS B, KRR T EARMENE 2 hon
A SR A o A B4 A T 7 2, DA WA A E IR
i 1% B9 It DR 3 P e S HL i B 2 1
2.7.3 RAB 4% IR (branched chain ami-
no acids, BCAA) 4 24 12 (Val) 5% 2 2 (Leu) Fl 5
SE AR (1le) 4 ML, 76 98 5 JIF JE 1 &5 3R AR 5 B
AN A h LA HEAEH . LAKE % A7V —
TN AR 2L 58 & B, B NAFLD [n] NASH i
Ji& ,Leu.Ile . Val 43 5l F+ 5 2 1B % H ) 127 % .139%
F147 %, H & R bR 2235 19 BCAA 43 fiff 5 4
Bl G SR R e A, AE NASH P 4L 8 b ik
A R BCAA AR I3 5 AT 5. -5 11 B 07 3840AH 5 o
SHEN % A\ ik — 25 & 3, & 3k R 7% iz 1k
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SLC7A11#E MASLD JF 4143 v i 2 1k H 5 59 ™
R R R AN OC . H T8 Sl ik 1l e R
5 o G AR 5 & Bk AE T, DT 3h g e 0 R
EAS 1 R, IV 22 2R /A AR 7 2~ MASLD
/N BB AR I 8 AR I PR 43 A 0 I 52 8 5 1M T 22
R KOV 3 AR T A SRR K COF I T, R WX
LU AE W] A S W AE TR A, R B T 2 R R AR
(932 Wi 55 TS PPAG S T8 .
2.8 RiIFHEXMEREFFTN S HEILH
MASLD f9 3 Jf& 52 4 % a8t 1% 8 50 M5 R LIk
IR R ARG B B AP AR 2 A R
P21 2E e LA A TR 28 MASLD B9 & 220U . B4
FER A R e Al B A AR A A 2 B
P, OB SRS HE 4312 1 S HE SR W

DING 45 A58 o o4 58 % B 4L 40 i e B R
WAREAS B B K 4] 2 2R T4 2 W 1R A 18 1 4
o8 TR cF 50 A B S, K NAFLD
(MASLD) %438 =# 73 F A (mS [ ~mSIl) , If
F AT & 78 B INLTE 4> F RN 5 Fh R W4 T 1 TE A 2
Wrel 4. Hodb,mS 1 ACYP1IA2/CYP3A4 = %3k
FRHAE , mS 11 5 B8 57 HE FR K 2 i A ik ) T v A G
Sy b Ry AR AL, mS T 00 B A A A9 T A0 g
AR

N L% € (artificial intelligence , AT) B #% b FH T
A F5 P 2 2 e S 4 2 B 1 A A AR A A R
oA ) 4 2 e N R A2 e B8O TR W R
Wb & Wy & B DL B s i R R AE AE TN . ATA-
BAKI-PASDAR % A\ g 1 fil & 3 B 4 2 7 5k
Y 2 ER A 2E R 2 2 DA RN IR 2 50 TS
U T H (AUROC=0. 84) , i 2 1l T AL H 1l &
% B A B (AUROC=0.82) . CHIAPPINI 4§
VSR R R A Ay AT T K T — Fh L 32 B
JIE J5 R A A i LR ASE TR AT DL o X 20 NASH 5
RS PERE DT IF(AUROC=1.0), &b, & s i
NAFLD £F 4 {6 353 DL X 5> FO~F2 J& F3~F4 21 4k
b B Bt , AUROC X 2k 0.87. 43 i GMLVQ
(generalized matrix learning vector quantization )£ %l
B4R AL B B, AUROC AT K i 41
£0.99,

S VS o 1 R R S R N (U R A
TR UG T N = S A A SR A
Bl B A AT R R A b 2R O R A AR
YR R o L5 — J1 Y17 055 12 W A 1 B
— 5 B 3 T R TR B R A I S AL

Y TR AT Tk T L R R A A2 W A XURS:
2o RilGZ A5 AU AR T X550 71
AL Fey B A DAy S B RS S W L XURR: O3 = K
AR IR E TR AR

3 HiBERE

AR TR 1 i A 20 A AR 5T i 5 T B4 i 44
A, o — U TR RS R S SR, a4
BT A e PR 1% A 4 e PR 2 BE 4R T B R A K [ S
e BE 1 17 AT RS A I RS B A, B
BRI 3% B R AR AR BE T 6F TN W IR 1Y
K HEZ W

A, F AT AT LASR 15 2 4 4 00 4T 1012 W B B
ZEE M AR R e AR i A R
HA s AU 2 F 2 A T 285 0 b,
T o i o A3 A 5GP I i I o B0 oA B . Bl
HNTHREBERAW KR, ZH e RN R it
T ATTA B AR A AR S PR 107 5 s F) A Ve AL 12
5367 J7 T U  E R

FR R (ARRS )RR (0SID) : &
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