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o OE . ARTRE AR W P (non-alcoholic fatty liver disease, NAFLD) & —28 47 4 2 VEFF AR5, AL
FEE IR B AR VENG T PR 28 E VR IAF Ak FFRE AL R 40 B FFE . NAFLD BA7 80 bl
B A BOMBHATIE. IR ERE IR R XU LA R TC R S 2 IR T SR A, X ™ R X NAFLD [k
WHLEIA AL, R, WS I EE . Kk, 1% BN 2H NAFLD FIMEGL, 35 3T 28 i 40 0546
G ER AR MRS £ =N VAN S B 52 W i e ik fe, v NAFLD [ZEREEE 7. IR R i2 I A
T A Vb BV AR RS
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Advances in the diagnosis of nonalcoholic fatty liver disease

SUN Fu-Guang'?, REN Jin"**
(1 Shanghai Institute of Materia Medica, Chinese Academy of Sciences, Shanghai 201203, China;
2 University of Chinese Academy of Sciences, Beijing 100049, China)

Abstract: Non-alcoholic fatty liver disease (NAFLD) is a type of progressive chronic liver diseases that
encompasses non-alcoholic fatty liver (NAFL), non-alcoholic steatohepatitis (NASH), fibrosis, cirrhosis, and
hepatocellular carcinoma (HCC). NAFLD is characterized by complicated pathogenesis, progressivity, high
incidence, risk of complications and no specific drugs, which highlights the importance of NAFLD pathogenesis
understanding, screening, diagnosis and monitoring. Therefore, we aim to review NAFLD and emphatically
summarize its diagnostic techniques including liver biopsy, imaging and blood biomarkers, in order to provide
reference for the research and clinical diagnosis of NAFLD.
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1980 4F, Ludwig %5 " 76 XF 20 5] I WA 2 ¥ ks
NN FCAh 45 R 28 P AN A 5 AT T 2L 2R A B R TR,
L5 PRE PR 2 MR AL AR AE, A& /NI SO L PR 2%
IR 8 J5 I PE PR FE AN Mallory /MAZE, Fdn4s ol
RISV % (NASH). 1986 4F, Schaffner F1 Thaler”™
< 6 U7 JFF 5838 10 2 355 A AR E AT 01 U %
A, T URHE AR AR I BF 9 (NAFLD) 1R .
TEIX 2 J&, NAFLD FFUR oy — ST (0 I
FRBHTHAT R Z BT FC. NAFLD 1] LAE SCH -
280k I H 2 Bl LR 5T % FE JIg 19773 # (magnetic

resonance imaging proton density fat fraction, MRI-

PDFF) 2 Wi & 8 i 5% F JF 40 B o A7 76 g i 22
HHEA T ER (B> 30 g/d, Zi>20 g/d) 5
LAt 2k e 1k BT IR IR f — i e BAR R X
NAFLD & X IR BAAAE 2S5, (HREHET —4 3t
1, BV o3 TN T AR S At 4 e J5 R ) A g A 44
NAFLD bl =4, BA R, {H2& NAFLD
AR S 3R TR PE R RE MRS SR S
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BOKE NAFLD 55 44 oy A B8 A5 AH 5C P IR 197 44 9
(metabolic dysfunction associated fatty liver disease,
MAFLD), L SE kS ff b S e S50 BIL i) 5 355 B0t
BRI FE R BRI D A BEASAE B K
AR R EEAE . HiE, MAFLD 5 NAFLD
AR Bt R, HizWibadE EEEER, W
AU, FEARFTAE I NAFLD #n] LLE #9288
MAFLD, JxZ 7548 B NAFLD 58 g A% it e i 25
IR, LERAE A« MR & AT e L A i AR <5
BN E A% B AR A KBS, 40 2 LB PRI
O ML 55 O IR A B JIE P 5, BT AR
R—TE RGN FI‘E%“EFEEEE, NAFLD
AL LAG3 RS 14 i 7 I (NAFL). 53798 14 5 17
PEJ 9 (NASH). 3 J& 1 19 2R 4E 4L (fibrosis). T
fifitk, (cirrhosis) AHT-4H T2 (HCC)™™,

2 NAFLDHIRITRFESIATT

H NAFLD {Ey— 8T i Lok, HLAE:

LG A B R R R ILEAE T, I HEE
ERERE . AR = 35 BN S AR A TS 7 ARk,
F%ﬁ%iﬁ?ﬁco ok H— TR W i 25 SR R,
A BR A BET NAFLD [#& % R 2490 34.2%", H
H ) LB A BEF BRI R LN 3%~10%""", iRi&HH,
ENEIEES AR PN =) r e S e R I B )
B R, O WYHN 32% 5 31%, 1 I ATRK
IMFGHAR, (H A BIERIZ) 27% 523%™, fEdhE,
NASH (#] #55 BAE 2.4%~6.1% 2 ], 5015 5w
TR ZEANDEEHX ™, fE3EE, NASH
AN R RS T BT 6 2 5 TR SR A 28 — K
JLFEAE ““c BE% NAFLD 55T FF+, NAFLD
NEEH [ NASH 235 5 EL T A 2015 £E 1) 20%
THEZE 2030 £/ 27%, 3 H A4 20% 3 & g

LR efifl . BIOSRYE, TEARREREN KA 1012
N 322 NAFLD 520, I I PR A4 2 # il 7
EDNiDREiE RN

NAFLD M0 K s W E 2%, B T2 &0 ml i
ZEREILFEEHTE. ik, AREFRZEERE
TARMBOEAHEEE ", S8 « Z0dTEH” F#i
A« @ETH 7 B U, NAFLD KRB K&
JE S AT ARG &AL S B 2R A
DiReRhG %L_Iﬁﬁﬁ@{ﬂlxr gfrEES ", H
Hi %) NAFLD a7 i BB AR, FEAIFEIELY
WBWITS it MFEARET Y, 3 B AERVuE N M
TRz P AEZMiR T 3 B A 7 2T TR

AR, AR NAFLD B ik iiar 7 ™. 24
VIR T 3 B A TRE B AT 1 s 1) R R A
ThEE, 035k S 10 A I Ak 384 B 4 s v =2 R B R e
(PPARs) HI sl 7). % Je B 32 4k (FXR) #3077
R4 A KR F (FGF-21). ZHtAfilG A R0
(ACC). i flaMt4ils A K BAIE (SCD) LA L JH4E 7]
LRRT R AR BB BT, g, AR 2T DG R i Y
ol R PRV R AR . g BT A A s DL K
i % 2% BUBME S5 18 AR R FE TP AYE T NAFLD (11
FI P9, AR, AR MR B, T
ARIGTT , M AR AL T ARG YT RFREAL e — 7 ik P2

3 NAFLDHJiZET/53%

NAFLD 12 Wr 52 AR T B nl U] 53 43 9= A\
AR AT R, HP RN RHE 7 fl 2R
R, AERARN OFE R F MR SR .
3.1 MFEFERIALER

FF 28 B2 2355 46 /& NAFLD 2 Wi 1) “ S hrifk”,
%ﬁﬂ%ﬁ%ﬁﬁ@@%]iﬂﬁﬁﬂfﬁ’g Tz
FG3 I P PERIA B3N, 2 455 3 2 A 5 1 P 2%
FEOFENRN RN SO 40 B S ERFE AR A2
YEACAFAE 7, I ELAT CASR A g B 6 BT /N e i 40 AT
5L, DAUSK g A8 1 A R Al 2 s R B

1999 4, Brunt 2 VAR ¥ B 9 0 fig 15 28 1
JH 20 ASBRAE AR 1 /N I SO S8 10 T 25 SR VP Ak
ﬂ%ﬁ i, HEEGAMNM BERIRH T NASH

SEAFME SR R GE, ¥ NASH 2 5 (Mild).
EF‘FF (Moderate) ;™ & (Severe) —N254 .

2005 4F, 3% [H [H 32 T A A 5t B NASH Il R
5T M 4% (NIH NASH Clinical Research Network, NIH
NASH CRN) &y 1 3 Btk FEWE A2, IF R VFAE I
RS h AT G o b, BT IR T AT R
TR NN LI 53 Gk 2 98 ——NAFLD & BRFE 43
# (NAFLD activity score, NAS)**, NAS )\ =/ 2
AT 73 R VF58, ARG XS 73 v 3 AT AR IMBUH n
1330555 (0-8), 43l 2 MW7 AR PS5 2 (0-3). /it
RAE (0-3) FHFAH M SERFEAR 1 (0-2). KN NAS 1A
A HEATR IR ) — AN BOIRES, A 552,
[A itk NAS 73 BOF A48 A 4EAURHE

2012 4E, Bedossa 25 PV 25 BF 58 955 745 E JBE 5B 3%
SRVR P28 R LU A 2t L, $RH TR AR
5 AL £ 4 1k, (steatosis activity fibrosis, SAF) ¥ 7 %
Gto ARG MMNRNIANE WS TE R A
BRAEAR 1 5 /N JOE AR MBS 43 I ) FALF 4L =
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H35%:

AN Y FE SR S 25 I T 4 208 B 24 4007, 6 S 4 43 7
FEREAT i a2 W (B 1), ZJETE 2014 45 X
PEH TNk R 59 (fatty liver inhibition of
progression, FLIP), FLIP 5 SAF ()3 [m]f# F AT DA%
00 B 22 o () (M v 22 57, 4 v 12 BT v g R B,
NAS F1 SAF & H miii2 W NAFLD fff i & ) iz if4H
SURHLAEY RS (F 1). 4T NASH B 2 I,
H IR NAS I SAF 174 R 45 3 B H AR 5 16— Bk,
{H /25 SAF iP5 KRG ML, NAS iP5 R G A7 EMK
i NASH XU, 29 50% 1) NAS “ih it g
Z3) SAF #i2  NASH 3 P,

JFF 28 flEAR R R N B F B, BT 2
K. SRHE . BUREfIE M 22 . HURREE R R, i
A M v DA R A7 DR 2H 3 2 3R 1T S S50 e af A
JRYLEE IR RORE MG, HEATRE S HET: P, BhAh,
JF 2 A SAE AT R B TN TR 22 I, T e
TETFAR R 4 43 FEAth 7 F 98 BRARFAE B IRt
JFF 8 AR R R FH 37 S ARG R, T 0T 2512 5 14 AH
X AR A 2 A 2 ) 8 A R T DR 2= A % R 1)
BW. 4 BRI sh A .

32 HEERE

I R 125 £E 75 % 58 1L NAFLD 88 212 Wi i A 1 A
ME TN - () FFIERM =4k s (2) RAEMLF 4
K 5 (3) AT LUK B 1) 20 1) 30 0 ) A Ak B,

BT, AR EAAE AR RN TR, M
G e 2 AT DA G b 2 I R R I 75 3K o 5214
SR A 32 B0 I IR DT S 2 AR, B AVRAG
NAFLD [r] £F 4EAb 1 J i B2 b R FE . 9 . EVE.
RPN R SO S5 B FRAE 1) 28k, Hh o E
L) RFARRE RS (3R ) HRAE B,
321 EAEMKE

8 75 k6 2925 (ultrasonography, US) #& — i ] ]
A NEHLA N AT, BAARE AR
REVE I ZH Z08 7= A S R 1 P 3 SO P AR R A, PR
PV ) T B 4 T IR B, DA sk At 42t
T ERE R UL, A4 AE R sy, A2 R,
TS e 7R P VA B (10) A A o AR bR o A5 e
FLRH T NAFLD 2B 28 HoR . W A 12
Wy 3= B =5 A A (1) B 37 S5 [m] s
s VER SR (ST, ST B RS ; (2) I
W TE G0 R NI 5 (3) I 3 S5 [ 7 8
T e B UL 2 T AT S R SRS T i AT

i B 58P B A% (transient elastography, TE, SCFR
Fibroscan) f& — Fft i T 75 4% 5 5 22 112 W BOR
ASCES FRTER S AR P Ik e [ e Sk PR s P Ve 8 U84 JHE O
MW AL, 18I D& 3 AL R (m/s) R
P2 (AL PP Ok A6 P P B, DR RS Bl AR % 2 i e
2l U, BAR TE AT DUER TR AT T 440 K2 H 05 301,

BER T MER FAESIKRETHE
(S0, S1, Sz, S3) 24(0,1,2)
So 0,1,2
0
S1, Sz, S 1
2
1R piviiciliy

1N R E K
PHER
©,1,2)
0.1,2 No NAFLD
0 NAFLD
1 NAFLD
2 NAFLD
0 NAFLD
1 NASH
2 NASH
0 NAFLD
1 NASH
2 NASH
FIRAT

Bl {FRASAFIES RGiZBINAFLDHRIE R =&



1351

i R 2 W 5 A Tt

o ARRE RS

P, A5

103

NG Y I LMEN 2 AVS F YN Y HS YN Y 0 T2 [F 36 *NID HSYN HIN 7 HIT B E *HSVYN X5 L0 Y S HI ) LA BT S kdE *SYN

R AR g5 NG AL M TS T Y AT
| L
o N lZ7
d VWA YH N7 RO LIk
I U o1 LA MER L B AT e el Ly R XIE
°q o' BNz
4 WX 0TH R T < §< HSVNZ
I WX 0TI E T > ¢ G THSVNE T2 [0
0 T A%3fz [ > HSVN 4k pAYG 2 K
4 (\J R HH 54 TR T < B 43 R I G TR0 A 1 Bl 4 T HZ ol e e o s i M 2 R
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'V (D FEEH sl G kR Bl ) I EHX 00THS N 55 T >
v (0) F 547 T 2L 0 g A%3f [
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EAREVEA IR & &, HF B BUONIERE RSN
FIRE K S5 TP 8 R A7 AE — R AR e 7

SR R R (point shear wave elastography,
pSWE) R Ky 76 48 5 J1 ik 4% (acoustic radiation
force impulse imaging, ARFT), H:F| F %6 8 i) 7= ik
X2 Z3 N R DX AT IO, Ik B e A i A 2
R 0 2H 23 f e v R B 1T R AR I L R oK 4%
BrA%,  CAIERAS 2 HF I R AR AE ™. {H & pSWE
{O&EH T AA 44k, FEAEH T NASH 2 H.

JEE 5 (quantitative ultrasound, QUS) /N —
T fgc BT IRTER P A, R S [ O 22 0k I &=
f AFREAR W A2 . Lin 25 ¥ (R 50 0H, 24 A 5o
ARBURE B E N 0.0038 B, QUS A& I fr R A5 5 Al
RSP AIER] T 93% 5 98%, £k 1A (area
under curve, AUC) 1% %1 0.98.

R 75 1) R AREE 2 i A I 7 7 R 8 A
The B R R ARG R TR & 55 B AT LA
Rt 12 Wiy H o R R T A, AT B AR
FHIAG S, DR bl 47 R PE A B8 AL NAFLD f8 35 I
A5 1 ) — £k 7R P B, S WA B A 2 3
B R E:F5 50 (body mass index, BMI) {540, f£4E
BMI >40 kg/m® FrH 46 (1) 2 5B A0 (8 2 W B T
B B SZPRT US RS, T e biAs kA
<20% WSS Bk A T aE B
322 BILARREE

i3 9R (magnetic resonance, MR) I 52 5 5 28
L g & B IR R AL . HOR R KA
JIg 107 F 5T - 2 TR R A AR ) 22 S oK E = IR D
SEUES N (B T E R . MR AREOE
(magnetic resonance elastrography, MRE) Al #H:4R ik
1% (magnetic resonance imaging, MRI) #& i Fl 5 N
FH BT MR 2R Ji 3R DAk 0 g 77 28 P A FE 1)
FBo

MRI-PDFF A] DU i v 55 4 5 T B v H ik =
B (1) 0] 2 30 o -85 B2 5 H i = R A0 7K H ) R 7% 30
T I S I POAB SR X AR 2E 23 () R 7 B AT e
o B, BT B 4H SRR T A A b v
MRI-PDFF 7£ L 6.4% 1E 5 BB, 2 W 1 216 1
AR (<33% 155 o1 A M4 AG g v 3 ) 1 2 A0 B8 Ay
T4 AR 86% F 83%, 5 4H 45 HIL A 4 I 45
HA RIS B, 5 — T8 1100 411814
JH9 S BRI R 23, {8 MRI-PDFF i & ik
REfi & &, Xorgioh Gl G2 G3 5201 A i A2
PEHEAT TN, AUC 3A 3 0.91~0.98, 15 T 2 il 3 &

HA BZERASeM P 78— NASH s AR5+,
L S5 3 2= A 5 AH L, MRI-PDFF 1] LLSE 47 3
il JFF U i 105 2 48 4k B9, gk 4h, MRI-PDFF o7
PEEEGR, ANZAER. PEH. BMI SR %K, LA BR
993 R RD At AR B35 fry i %571,

MRE U & 38 5 51 N AR I8 5 00 8 HG A% 9 1 i >k
PEAG IFE A BE ) AR AR, (H 2 75 BERR R T 2 DA
AT Bt Kim 25 B 76 % 325 451 28 (O 70
i 2 S0 BRT AR AN TF B, MRERE RN
4.15 kPa I, MRE 1] PA7E NAFLD 2% H il iff h %5
A F3~F4 20 F 4E 4 38, B 85% () R
PEFN 92.5% ffs 1, AUC IAH] T 0.954.,

33 EYREMEE

FHEC I REA AR R, AW S0
o EAA T S ESE A ] Rk, I BRI 2 R
W AR, XK iEAA N s AR
A NS0 = R AR AR B R R AT DA
MR VEAL,  AEEE T 2 B B R A
330 fRGhREY

NIH NASH CRN Jy | #¥4iti NAFLD 8% th i) 2f
YEACREE G, 32 T NAFLD 2144070 % (NAFLD
Fibrosis Score, NFS), i & H) FH A\ A ) & 27 048 A
SIS A E SRR 1 6 N AR R AT INBTE Sy, A
EWY . BMIL = / BRI 4 S S (aspartate
aminotransferase, AST) 54 N2 Hf (alanine amino-
transferase, ALT) LUAH « I/ K I3 H & H
LI K X 20 W6 A 2T 2 4% (F3~F4) F03E i 3 2T 41k
(FO~F2)™,

AST/Platelet LU {E 4741 (AST and platelet ratio, APRI)
B UE B 0] DAL T v A5 48 P I R T B A 44k
W&, JEHEERFMEIHE . (B2, fEHAMK
W 58 7 &% B APRI f9 AUC 8% H. 3 3 36 B ek
FibroTest-FibroSURE & — 4 IfiL {5 2E 4 b & 4 1 42
A, B - MEREA. SGAEA. BIEEA AL
SHZLZA y- 222 % K (v-glutamy] transpeptidase,
GGT), 0 LAE R vP Al & Mg v s £F 4E 4 1 3R 1=
NHERREY . 1E TR L 7t , 35 BMIL
AST. ALT FUBE IR AFAEREAT AT S BARD
5375, H 5 NFS VR4 B & AH A e Wige 7, wf
DA b F000 e S £ Ak, 12

Bedogni 25 ' 3£ 7 BMI. JE . Huh = fs
(triglycerides, TG) F1 GGT f&tx, F 2  [A 3 57%,
& T R W7 B 48 24 (fatty liver index, FLI), 4 FLI
<< 30 B AT AHERR FFIE AR B 28 1, FLI > 60 M| 24
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W N AR B AR 4 . FLI J7 vt i 15 FF 12 W ) v
i AUC n] LLIAF) 0.84,

FIB-4 15 8 W12 VE A —F g R R A2
WrB, AR ks A R AR RS . ALT. AST BL
SN EEBR R PP Al HIV 1 HCV ek Gy s
B 45K 7 Y. 2 J5 Shah £ 1% FIB-4 B ] T
NAFLD K 3Efti v, FIB-4 2 Wi £ 4 1k () AUC ik 3
0.8, L% 7E NAFLD & 3 [ 2F 4 fL P Al A Lt NFS
FIAAR Z5HAR 7 AR A2 TR E R

Kotronen 25 ) Fi| B A0 35 fC i 22 & 4F. 2 AU b
JRI~ 2 HE LT R 5 2K (fS-insulin), %5 11L7E AST
(fS-AST). AST/ALT WA K] HLTifRR, &0t %0
HEA 34, HEH T NAFLD FFE AR 5 2> 30 (NAFLD
liver fat score, NLFS), 1] DL H-F NAFLD 2 ¥ fl
JHE G 05 25 2 A b, R BV AN RE R M 40 il Dl 86%
5 71%, AUCA#]0.87, Lee %5 3T NAFLD ff)
M7 KK 2 AST/ALT LUl BMIL ##JRFIRA,
HATZERNE AT, $EH T HSLAr 4, H R S
RS 5N 66% 5 69%, AUC A4 0.81, {HTEHE
PRI 5 TR B R I A 2

£4, X1 NAFLD AR AN Lbr &2 W7
EHERR R, BT U BB RGN, B
Fi5 14 55 I 1 4 4k 73 30 (enhanced liver fibrosis, ELF).
N JIFE JIE 17 48 %X (visceral adiposity index, VAI) F1Ig
Ji & AR 7= 4§85 2 (lipid accumulation product, LAP)
A OO0 R, IR YR AT bR B R R B B
T I AERA 1 B ANF] (3R 2), HZAER WG 5 22 14
J7 T RO AR I — M, AT AR R 7 & &
HIERSH.

3.32 EAMREY

AWFLRY], NAFLD &# A7 e ] R i i
AR IR, DRI AT DA ek i 3 A A R R 3 AT R T
I NAFLD 1933 e B Bt £ NAFLD A\ fij 5. 1) Jig /iy
AR Ve M A A R, TE g 2 IR
B AR 1 SE R B0, R A A M B (Proteus) s
Loomba %5 "7 fF — T RTHEVERF 70, XA i 2%
TRbR AN 37 M IE E B, A R BELAR AR 2 2K
#51 (Random Forest classifier model), 1] DL M Hf HA
JHAEAL 3 TP X R TIORT Hh B2 NAFLD 8%, 2
{2 T G ST AL, AUC 3£ %) 0.936, Oh %5 79
) FH i 3 A 4 2 25 R A 2 AR U A 4 2 B 4 1
AT M, W RF 22 2808, ] DUAE A Hh 7t
HFAEAL B, A A& A fhir e 5, B
W R AR TR, AUC 091, JfHEER

WiEH T E A#E, AUC 4 0.95,

MIRNA J& —K N EERIERID RNA, |25
HiRBIER & DU mES . ARG KI
miRNA ZHLR 32 2 3 5 il T M S . T
INBEAE TR R SR N2 R R e 35 ki
HiE B miRNA IFEEBUR T A2 070N D AR
IR ERZ W TS MR IE T SN 38 B A b R
Y2, %5 NAFLD. Pirola 25 ") 75§ %% if1 %
Uit 2 miRNA 7E NAFLD H (1) R IEFFERT 2 HL, miR-
122, miR-192, miR-19a, miR-19b, miR-125b
miR-375 ] % iA 7E NAFL Al NASH %) & 2% F i,
Horf miR-122 7£ NASH i & AR EL X IR i 7.2
%, 1 Eb NAFL 28 0 13 3.1 f%. Kim %5 U fd f
/N K% B I 43 Bt NAFLD A1 NASH R A I % 31,
miR-21-5p. miR-151a-3p. miR-192-5p FI miR-4449
X NASH ¥ HABAF 2 Wie 11, BRAE X 4 4
AN R ) R o H AR R ) 2 W g 1, AUC SN 0.875
(95% CI10.676~ 0.973), FH HAEKUEL FHAFE] 1 [H
BER4EH . Harrison 25 U7 78 — TR0 RTIE M A1 K A6
UERE 70 R 2R B, A AL $5 miR-34a-5p /£ P 4 T
I35 2 45 bR A4 2 1) NIS4 B2y% ] DAHEff Hb 6t NASH
i 12 W, AUC 2N 0.80 (95% CI 0.73~0.85), Jf H.
WAL R AN Z . 1. BMI AT AST 1 5
Lopez-Riera 25 " ZE 5% 135 miRNA 1E Jy NAFLD
kR ER R IL, miR-34a 5 miR-197 H {4 A1 miR-
27b 5 miR-30c LA )% NASH BA R I fi2 itk
e, AUC 4 0.81.

b IR ALHIRT T RN, Bk 2 (1 B 1
P IRIE 2 5 8 NAFLD (R B HLE F, X3R4T
SR AL EM . Corey &5 7 R LLIE
B A Ay S itk J5 HE 0 B R 2L 2 4 b T AN RN R
4783 NMEH, KL ADAMTSL?2 (the protein A disintegrin
and metalloproteinase with thrombospondin motifs like
2) A LAE A ) B R AR 4 A R (F2~4) R IX 4
B A7 Ak (FO~1) i3, AUC M 0.86, [AH 4]
HRIALFE ACY]l. ADAMTSL2, ADH4. ALDOC,
ASL. ENPP7. FBP1 1 FTCD 7£ N ) 8 MM & AR A
(NFPP, the NAFLD fibrosis panel) #5545 AHALH2 B
PERE, AUC A~ 0.867. .z, 37 D% 7 4 Wb
B NAFLD 2 Wit 13 ikt o 2%

4 RESRE

NAFLD fEN— KR GMERIm, BERARLEKE
FERER — RBV I RE, SId K052 212 5 X A
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Y LTV CEEM Y

LSV CIREFE Y E

NG R cT1<

(96'0~¥8°0 1D %S6)

(VH)Zi ¥
HrZe (INTITd)YH IH Ma N

NG HEAHLL> %06 %08 060 Y IHREI S(I-dNLL) T8 E 5 (AT ) 3747 HH -H G iy
ATAVNE 2 m0'9€ < (28°0~08°0 1D %S6) (T+He
CATIVNIH00E> %6 %St 18°0 THETE) TN + (LSV/LTV) X 8 MM CTNG CLSV/ALTV (TSH) X B 4 35 L{ SH HH -1
LIV/LSV X 60 -
(1/N) LSVE = X $0°0 + (T/Nw)
EOHEL XST0+(0=8
ATIVNEL I ZL [8079°0-< (06'0~€8°0 1D %S6)  ‘T=3) MY x sy o+ (0=8 LTV/LSY “LSVE(L ¥
CATIVNYIOY9 0> %IL %98 L8O =) WELGHN X 8T T + 68T~ MHEHL “MOMERRT LGN (STINDIZ WEHIHAHATIVN
ATAVNE A ST E< (8°0~9L°0 1D %S6) AN%S\BE«& xS\mo:
CATIVNEHST 1> %86 %E€ 98°0 M)/ ((T/NILSY x LIS y) WP T LIV LSV ‘3l X Bbp-d1d
ol 5 L BH-HH B M 24 [1.09< (L8°0~18°0 1D %S6)
T3 B HSH0E > %98 %19 ¥8°0 P B ul g g LOD “HM=HLH CEE SN (1D X B4 L Bl
{1 = Mo LT =80<EHN
MM R G2 I op~T 8L I I L8°0~L90 LTV/LSV {41 =87 < ING [ & iyl MO CF)LIV/ISY  ING adavd
ML Z ML 0< (98°0~¥L"0 1D %S6) ElEw8ys “IVEIEAE
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