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[Abstract] Non-alcoholic fatty liver disease (NAFLD) is the most common chronic liver disease worldwide with an increasing rate of

morbidity year by year, affecting 25% of the global adult population. Its disease spectrum covers non-alcoholic fatty liver (NAFL), non-

alcoholic steatohepatitis (NASH), NASH-related fibrosis, cirrhosis and hepatocellular carcinoma. Liver biopsy, as the "gold standard" for

the diagnosis and staging of NAFLD, could not be widely used because of its limitations such as invasiveness, sampling variability and

interobservers/intraobservers variability. With the increasing number of NASH patients, there is an urgent need for effective therapeutic

agents, and a more urgent need to develop non-invasive markers to screen, diagnose and monitor patients, and evaluate the efficacy. This

article reviews the research progress in non-invasive diagnosis of non-alcoholic fatty liver disease, including assessment of steatosis,

diagnosis of NASH, and assessment of liver fibrosis.
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disease, MAFLD ) ” B {H Jy 7 )5 (e S 1 ) 15,
A SCA M IH 967 4 NAFLD. NAFLD A 45 IR
1EERE T FF (non-alcoholic fatty liver, NAFL) | Jf
A P I8 5 % BF & (non-alcoholic steatohepatitis,

% HH: 2020-02-20

“EREE: +ad, 3k, HEA5
HRFFE: FFEA;

Tel: 0431-81875101; E-mail: junginiu@aliyun.com

PPS

NASH ) . NASH HCLF2Efk . FFRE AL A 40
NASH J& NAFLD it ie =, 7 — B AR A
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% 2019 4F 12 H 30 H, 7% ClinicalTrials.gov 7/t
() H Ak & A2 i NAFLD 5 NASH 2591l PRIR 5 A
160 i, Hy, B UIIHAR (obeticholic acid ) /&5 1
ATEIRYT NASH 9 i RIS b s A 25 1R Y7
SCRZ5Y), AU 1 AR NASH 14972
Y. M5 FDA FORCHH 24 5 A8 38 s H AT RS 20K, Xt
TRYT I AL NASH 2594 S At O pF e 24¢ 1 2
NASH ZZf#f [ R bR g, I/ st Ak 35 )
BF NASH At Jg, HUILH e TGRSR, I
TR — PR APETAR A & A i A5 R AU
R T AT TR A A I PRI v T A2 1, (RAE
H 7l R S5 e PR B R i AR S K AT e
Lz, WA, ERIF AR B IE M &R, TR
FRAAAR Z PR FRLAY 1/50 000, NASH (414127
WS AEIT S BTN AR AN, BRI, PRI A RO 15
AT ERIS R A RS o I R L aE D) Bk R
TR K PR NAFLD J3 . o8Iy i A UAEDE
g ™ AR | BERRIRYT AR L WD
SURITRCR G A B R X, ARG R
T A B L ARk, EETHE T HAl
A FHEEAE T R 0 TP BRI 22 . 1287 NASH .
PEAE NASH AHOCEF4EAL S WA R RE AL 8 TC B 58
B T AR RS AR AR SRS 1 it bk |
FEM AL AR AL B T SE A B b
A, IR TR R HERYE | AT AR R

1 RRRAE RS BT

NAFLD i Wil A H4UF s 5 AR AR
i o AR S, RO A 22540 4 7R > 5% T
20 60 JI 175 728 S AR A I 5 1) S5 %8 B g 07 0
( proton density fat fraction, PDFF) = 5.5%"",
NAFLD #EJ& AR, JEZE T LUK 2R
1.1 MFEEVHFEENIES RS

NG 5 48 8 ( fatty liver index, FLI) M B4
EAREC (BMIL) | R 03 = I b A y- 25 2k
FERSME (GGT) My ™. FLI XA 75 H0 52 (9 g i I
BHA SR Wi s 1k [ 321808 TARRAE T2 T
FLCAUROC ) H 0.84], 1E=IHI—ITREABTE
15 4R RS 7R FLI 5 BEE RAGPOHOC, Jf T il 4
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A LR G R 2 BRI PRR . 25 IR T s &
WRE . IS AST 1 AST: ALT HfEM L, HA2Wilg
05 T 2 SCA P I B> 5.56% ) 1 i ff P s

( AUROC #7 0.86~0.87) ", —Iiixf 3E [H 9 200 ]
JER T R A IR (RO ECh 23.3 4F) 1
WF5E @R, 75 NAFLD LFS 5 T A 5 58 T XU A
5 W E AL R 5 KPR AN S A A B
P12 Ny T EA SR R

R I LE P47 R BT ITAE 5 a2 R 105 9 3
AERAF, (H—I0URIFST s ok SE PR 7E B WA 1 =X
TG AT B sh A28k L APEREABR , NAFLD Jif
I V43 ) 25 A5 I i P 1 28 Ak T AH S, 1T HIST
1 FLL AR H 55 3 AR S 1

NAFLD-ridge PF- 43 J2& % FL it 5 1 s B0Hl 6 17
A AR U A A TR E S
W ALT, S% EIE&E M (HDL) -JHFE B, =@t H
W, M EE (HbAlc) F1E 40 i35 ] Andk
FEREYORE (B IiE ) o UL 'H-MRS N&FFRiE, %
MW ERE LI ( AUROC 2 0.87~0.88) , HER&
NAFLD fPERE R 4F (FIPERIIE 96% ) ",

SteatoTest ( % [¥ Biopredictive /A 7] ) H FibroTest-
ActiTest (% [® Biopredictive 23 & ) E Y 6 4~
[f4% MAHLT & . GGT. o2-HERE M (a2m) | 45
A ¥ (haptoglobin, WHKMLERE ) . ALT Al
B Al (apolipoprotein AT ) 1. L7 Ak JH & |
SEEH R AR PR AR R BMI R U
FE TIN5 A IR S ) A D5 48 5 T, SteatoTest HLAG
oS B HERAPE (AUROC 4 0.79~0.80) M. B/
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ke, A BTG/ A2 32 (IL-32)
M ALT., AST X 412 W NAFLD B9 ¥ fEf T ALT-
AST ( AUROC: 0.92 vs 0.81) ",
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PIWE K A S 2 bR, RS AU o B R D A T
HA @ AERE (AUROC 4 0.93, HUSRME 85%, HF
S 94% ) U8 fHUE, 7E NASH 2 bl i iy 2s
(1 BE 1 32 B LT AE AL R 2, 75 e B 2T 4 b
() NASH F8 2 OGE I 5 75 1) B0 B A0 T E e S0 2T 4
ey U, RIS WK T HRAEE 2 WK,
TEEAR—E, IR R 7R AR
L 2 A2 ¥R 3E 9 2 8L (controlled
attenuation parameter, CAP ) J& — P 2 I & JH-JiE
I 73 1 P o U R R S AR W AR (R T, %
FETFWRRE L, 455 LL dB/m by B E AT R,
JL A 100~400 dB/m. H AT, M Al XL #£ 3k #fJ
DU CAP, {H M K ME (A 38T XL #45k,
L R B LR (A 2 N 0 i
/N, CAP ZWHEAT AR A8 (AHXT IR 48 ) 1
AUROC # 0.82, 12Wr 2 9% 3 HgNiAs (AHXTT 0
2l 1 4% ) i) AUROC K 0.87%, CAP i2Wifs . .
R IZER AUROC #RYKH 0.96., 0.82 1 0.70",
A RESRAY TR, CAPEAT LU IS
ETRE Y,
103 WL A MRS AT LA FACHT K S e
TR B AR BRSO R R o B PP A
Bl & a0 “EARiE” o {H MRS X H 50 fd
AREAEZR B, PR, B4R (region
of interest, ROI) yEIEFEZ IR, JAAHERIER 4%,
HLARIG R )2 g FHAZ R

il 26 I AR H AR A T B 5T % B R 43 E
( MRI-PDFF ) & —Ff a2 5 PEA7 W G U A2 1) 5245
Ghn, HILTREILIRAEGR KN B A,
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TR W ERAE SR R R, SRk
PR HFIE T 725 BE MR G 8. %3 AR BRI S — R B
LR Bh N 52 B 55 42 iF Y PDFF 1158, [RIB7E
R2* BUE LA REMAS A4k & i, — TN A 6 TffF5

(n=635) BYZ5% 7 #1 i 7Rk MRI-PDFF Xf NAFLD
S AR 7 5 2 (0 VAR A AL 222 BR AR 1 4r 9
BAFHIZW A, X453 0/1~3, 0~1/2~3 Fl10~2/3
f) AUROC #& X}y 0.98. 0.91 F10.90%, 5 CAP

(AUROC 4 0.85) ALk, 7EHIE NAFLD & I8N
AR THEAE S S I ER I ( AUROC 4 0.99) B9, il
it MRI-PDFF it iy ARG & i Sl ik MRS & 1)
IR 7 & ARG, FLAE S AT IR A 7 5 o Bk ] )
ARAR T T, e HOZH B R A I A A5 2 T Ak 7

ZHOR S Y& ROT Y Z W E, {H ROI 1Y
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WK, ¥ MRI-PDFF 92 AR VE A PR 7R 2
TR D7 43 A R4 500, 1 SR JS 7 AR
A IR B XA T A o /NS DR IS A Y
FT g SR A 1R 105 3h A5 A 5 s BRI 1 i 5 722 2
A HA AR SCE B, (RN BE S B At T
I AU B R A5t (U NASH & it [ i £F e fb AN
HERAE ) B0 R R R — e e,
AP RINBFST, LATEAS 722 05025 00 S 0 0 /0 S 15
2 PR YA E | AL R XU Y R AT A AL
IR FET XU R R AIR o

1.3 MEFEIN

i FS A 7 R H I R S5 B 2 W i 7 TS

i 745, 5 MRI-PDFF fil MRS M tt, HA % KMk
AR A S, (HSZ R B A AW, xR
FERR AR AR Tt PR A i % ( FibroScan )
CAP {2 —F R & W ik, BA h Sk,
MRI-PDFF HA & an i P el 42 v, AT
YERBRZZ VAL B “axbnifE” Al U TGRS,
AR A RIS PRSI B v 04 o7 FH 32 31 AR T m K P 1
BRI A bR S AT R GRS WSRE R T
FAGPREY), (HX ST Bl IR 25 5) Mo v Fi - [l st
PER YA TR F I GE At A B A X
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5 NAFL M, NASH 274kt git, NASH
S T R BB R R N AR AL, BB 0 4 RN AR
KPR, YIRS EZ HbR, X4 NASH fl
NAFL & Y i il (19—~ 22 m 8, WPkl BT,
NASH (2 Wi & pr AR & G Fe 3. NASH 5
NAFL (2 Wi i85 2 N8 i 28 ik, X #E T NASH
W B AR e, B2~ 1A /N 9
FF AN S BRFEAERRAE, Aok L 4Efb ™ R IR
PREEAE PPN AAAE2E 5, RAIAPEM R A S A
[7]. 2012 4F, Bedossa a5 #2H T Bl 22 - i sl -
21 4E 4k ( steatosis-activity-fibrosis, SAF ) 43¢ 43
P RGE AT SAF W41 NASH 2537, R
Jii - 33E R BHBT ( fatty liver inhibition of progression,
FLIP) 83k PV 58 MR S8 s B I A 547 L b
WA TISW, W TS —uE P
2.1 hiEEMHREDITES RS

I RSB AR,  fL 77 AT K ST 8% 212 B NASH
R R S8 SR, 25 BoR AU H
ALT. AST. GGT 5 ALP £ Wi NASH A4 25 & sk
PR 63.5%~76.9%, LEAFEFIE R 61.9%~74.4%",
RUHE— M. NASH JE UG LI S 4%, W %
Fhamf . Z4am MR FRIEEL Y KEETE
05 e PSR e (AR 7k ant 7/ il IRk iy e ) (ot
T, RAE. EALRIE . AR A DG 2 Fg s H
T4, XTGP RED BT &4 LS
ZERPEET T g,
D00 W b S NASH By B, 4 i 0
ToECIR B ., 40 M A R 18 (CKI8, R
KRT18) J& M40 N 20 b (Rl 22 85 1, 7 40 i
T2 AR U o 2 P o] 8 Caspase-3 Z4M# WA B, B
i B i /R CK18 R Befn 4 CK18
B9 7K S AT 3 51 M30 i1 M65 47 14 il 356 H 738 1% Bt 52
¥ (ELISA) 5. M30 7/KF5 NAFLD # # 1 if
JIE A AE RS IRFEAR AR OG, Bl B AR, H414
FUEEA AT, AH SRR BT R I
PR R M o, I /INL3E M30 12 B NASH
() AUROC Jy 0.821", ff/EME 66%~75%, 4§51k
77%~82%, JFisn M65 5 M30 HA LKL
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fig M ORIl BT E R S A AR 5
HLVERNE S W NASH B 52—
U, VFZ M AR BT A T AR
HEAT TR . AR AR A5 mT AR AN 2 I IIE 5 i o 5
. VFZWE R RAEFREY C I 1 (CRP),
fit 983 3K 8 I T o ( TNF-a) F1 IL-6 7E NASH 8 %
SCE R g SN, (H A —Se Y ORI 22
S B A TIS WO R P B AR b — TR/
BT 5% 5 78 IL-6 12 W NASH[NAFLD 7 3 ¥ 3T 43
(NAS) = 5] i) AUROC Jy 0.73™1, 5545 2 T /N HL AR
Wk 7% . 78 TNF-a i2 Wi NASH () AUROC 4 0.81 ~
0.91%*1, TL-1Ra J&—Fl REK MY IL-1 5 T 45507,
TERAEACEES R P2 . A TL-1Ra MEAKCE TR 5
JFHESREF ALT ZK-F-A 5%, J& NASH A ARS8
IL-1Ra 7£ NASH £ A7k i 2 55 T NAFL 411
fi FREXT 8 ESP S — TN 9T R H X 4 NASH
F1 NAFL iy AUROC & 0.89™", CXCL10 & — 4
FENAE R KT, AE 25 P AR M 52 0 & g AL
il ook FE VR, NASH 8 I i U E CXCL10
IR 2 Tk PO A I R Bl i A AR A
NASH B 75 K- Z i T m, AH X5 P 1)
AUROC ¥ 3k #] 0.68 ~0.725°1 ) 2017 4 — T 44 A
648 15 1 K& 1 52 A NAFLD 83 19 F KRBT 5T,
R T 32 Al 2R A bR R (AR 2 R R
V), R E AR IL-8, A E IL-1R-1,
B2 U I RIS W0 3 i 9 1 (total plasminogen
activator inhibitor 1, PAI1) #17% fk PAIl (activated
PAIl, aPAIl) /KF-5 NASH #i¢, ZRESHr (I
PRAVR S ZAE PR &) J5 A aPATL A5 RE HLM
NASHP2, /INFUASERIF 52 45 J A — B0 75 22 5 KR
BRI A IR & T T2 W (.
AN R BRI AL, J& NASH 1Y FZ80%
Bl Z —. 5 NASH £ W Bg it &L= P s 16k
PURIR B AL ) (11-HETE ) AR AL (9-
HODE, 13-HODE, 9-Ox0oODE #/I 13-Ox0ODE ) 4 1|
WY AR 5 13-HODE [ AE, fin B4R . BMI Al AST
41 1% oxNASH 1 43, 12 Wi NASH i # 1 1 4%
( AUROC 4 0.74~0.83 ) ¥, 8R1fi, T & Miks& (kK
TEAR) . A A B R R AR BRI TR R AR
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VE A 4 HT2 W NASH AR i) 32 i
7E NASH W, 2515 F 4 i — 251
HWERAEZG, EREKE (adiponectin ) | J&E 2
(leptin) . #LHLE (resistin) . WJEZE (visfatin,
1 7% S NAMPT ) | # % B2 45 & 25 1 4 (retinol-
binding protein4, RBP4 ) FIRIITFRSS G 4 (fatty
acid-binding proteind, FABP4 ) 258N [H ¥, HL4F 4k
A KR T 21 (FGF21) TIPSR ™ LU
TEPE PR AT A i A K P 19 (FGF19) B %%,
X L) 5T S 5 IR0 0 &AL, H AR i
KO-t T RE R AR S 1 —Fh k. FGF21 3
B, B 2RISR, IR TR T
WA R T SR/ R A, HOKF
SRR & A OG . ZEFHE AT R A2 W NASH (1)
U (62% ) FIFESEIE (78% ) AN AL T8 Hhk - B
FGF19 F2FE s b e diffnsRik, Lt e 2
Z 5 RRICHH SR T RE, 7E NASH B 1% h 2 3
HMIXHER L B, FGF19 2WiRLRER B AL . JT4E,
FGF21 Fil FGF19 251 & i Al RIS, Z5 5 R
FGF21 25U n] LA 508/ NASH & 1 lg i o it o,
FGF19 2519 ml LA/ NASH S22 B FFERS I . Ik
BRI AN JAE PO,
—TRZER R, % NAFLD &R T &
AL CRP. TNF-a FSEZE A U7,
2012 AEIBEEIT A8 AARREIS W NASH Y
HEME AR, DA DML T, CKI8 S5 M
AP Fas BK A BRI T (REBCE FILHLE ) .
FGF21 s 1M 4121 1B D (cathepsin, CTSD) 458k
&, LWELEE B4R E (AUROC H 0.91~0.998) 411,
B A (ferritin) & —Fp 20 N Y, 8 F 7E
NAFLD AR EZE A IR B E T . NAFLD B 11
AR INAE 5 ok R T2 4 Ak 22 [ A AE G I3
HHYS AST. BMI, /MR, Al RIR S
JE45 4 )5, 2 W NASH ) AUROC Hi 0.62 3 il
£ 0.81. NAFIC ¥4 ( Ik M. 25 16 R 5
F VAR JF 7S 401 ) 2 Wi NASH ) AUROC A
0.78~0.85", NASHTest ( Biopredictive ) & — Fl
LR, B . YR B, IRBRE A
=WEH . BHEEE . «2-HERER . BIEEA AL
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GEAERE . GGT. ALT, AST FlEAHLT /K F
R, ME G E R4S (AUROC 9 0.69~0.79 ) B9,

JRUAE SR TP A R 9 IS A A S A4y R
i, (HEZPhSTBEUE, RS AEAS R SRR
JEFARABERHEIE, FFE, XFRAAELHEIEE
TEAEARHA ENE, X T 0] RESE MR RS I 500 A ol M 2%
BZ T . B CKI8 AL, HZ A bR (A5 1k 5
L L2 B S [R) A4S AU A DGR I AIF S, W D92 3 1 e
TRITRCRRAE AR 2 -
2.2 BREEY

VT — TN 7 TESE (207 {5 SR At i 1 A2 F
278 {9l NASH ) [WZ5# 501 i, 'H-MRS X 43Haf
JIE 25 F1 NASH 975 AUROC 4 0.89, $/Rgdt
P& X T2 Wt NASH A # B (6 ™ 5k g AR
78 NASH 544 6 B2 o A e s, #F — i 58
il NAFLD 5 # i 47 0 4 5500 i 1% ( magnetic
resonance elastography, MRE ) B 5% # % B, MRE
XiF AL AL B R R T 46 HAa RIS W e 7
2019 4F 1 Wi Zg ik WoR, 3 T BRd sovk i % (TE).
75 48 B 3 Bk wh Cacoustic radiation force impulse,
ARFI) . MRE #l # /& & & £ R 2 W NASH 1Y
AUROC 43 1 2 0.82, 0.90. 0.93 F10.82°1, {H #f
FEUFHEA A JE LSRR RS 242 B NASH ™,
2.3 NEFEIN

CK18 j& NASH 2 Wi h P i) 12 bR i),
HEMETE R 2 R A, R A YR S El
T RGTREA A, HREZHEMAM I, H
A, A —Fh NASH A WprE Pl UH TR, 48
T, 3K — ST R AT K — 25 X I AR ™ 2B 5
ANTR] NASH A= Prbm s W 7E e PRI v 4 g FH e
W25 A E ML . Rk, RIStk . PR T sl
JFET . SAE SLET HE T BUAH G I AR Wb s LA B
HEME X,

3 A YL FnATEEIL BY IS B

— BUFREARTE AL, R A Tl e R SR ] Ik s
JE . FRAREEFFA0MRE HCC, 2017 4R & 320 1 10
LRI — UL, RIET I 5 4 e fb 9%
e, IR YL B B8 S Fe B, KU
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BN e FIAE L 4k F2 G Ry R . KT
AEALSF IR RS R Z M A%V R, NASH A7
BURYT WA 2T A sk 22 /DBy 1 Lk

3.1 FFENBIREREDIITEL RS

MG R PIARE YR IZ W R RE C A LR Srak ik
17 ags B3 R EBEARLT 4 b s AR SR
BRI AR YA AT YRR A . e AT R AR A
MRSfER AR, BEiTehs, Mrismaxt. HILE
DT 204 I 08 3 L T N 2T 4 A S T A A e P s
WEAR. TN PR REAR, ZBRA G —
HIr BT RS

AST 5 ALT [t {5 ', AST 5 PLT [t {H 15 %

( APRI) “Y Fil Fibrosis-4 ( FIB-4) ' &% ) 3t T 18
PER T 98 JR B BEA . O TR, (RAE
NAFLD 8 iz W iff Ji A I 2 24 Ak A -6 14 174 o
WA (121 F3 £- 4546/ AUROC 4351124 0.66 ~
0.74 F10.74) . FIB-4 #§ %t i 4F iy . AST. ALT I
/R S, LR AE (207 F3 2R 4ifki
AUROC 4 0.83) .

NAFLD £F 4 1k 3 4 ( NAFLD fibrosis score,
NFS) J&7E G A UESE ) NAFLD 9 & e S HJF
HEAT T B UERPESy, HARIE . BMI. 25 IR 32 46
sOBEPRS . AST 5 ALT HUfE . i/ THECRIIALE
EUKFLUR . R F3 1 46L )T, 5 FIB-4
A4 (AUROC 4y 0.82) , If 1] fiiill NAFLD H# #
(AR RIBET

BARD 143 ( #R 4 BMI. AST 5 ALT [t {4 il
EEA R T ok H —4> KA 3EE NAFLD
BAFI (827 A) , H B F3 25 4 4k iy o o 1k b 45

( AUROC H 0.69~0.81) 7

BT A — TR 25041 (113 046 45 NAFLD 3,
64 W HF 5% ) 7, FIB-4 Il NFS A kb F APRI Al
BARD TE2 ik IR 44k )7 T BA S4BT EE
AUROC 4354 0.84., 0.84., 0.77 F10.76'",

MACK-3 1543 R A BRI DEAG [ 5 2 HChHE 2L

(HOMA-IR ) . AST Il CK18 4 i, & T & [ 1
FE A3 3 S8 0y 846 4 IF 28 12 NAFLD (&4
#, 12 Wr “fibrotic NASH” (NASH, NAS =>4 jf
HEF g 59=2) fEGE (AUROC 4 0.85) fIi

PPS

F BARD. NFS il FIB-4'"', J5 %24 W53 4E Do vl
WA AT T ANEERTE, 58] T ALY 2 W R
(AUROC 4 0.80) , 5 FIB-4 Il NAFLD £[-4ifL ¥

AR, LT BARD IT-43 Al CK18", MACK-3 £
B A PR v i v Fngl A, I BY Tk
24— HARHORE IR 7 h ks i B

Hepamet ZF 4E46 0V 7> R 48 (HFS) , i b&T
BARA, WEEL WA E R 2 452 4 NAFLD f#
BT FIEIE, HFS WG], 4Fi% . HOMA-IR
BEIRIE . AST FH 8 FKCE LA Rl it 45 . HFS
Sk I T 4T 4E L AUROC 4 0.85, 5T NFS
57 FIB-4 ( AUROC ¥} 0.80 ) . HFS #f4bFHra][X.
B, ToVE A 4y S50 R B M FIB-4 FI NFS &40
14 30% W/ 51 20% , P 22 14 3 2 PG 4G

DL B VE Oy 440 5 B A, (H 5 = OE
NAFLD &AM — A=A 5 iz h
NASH. ZF#EfbEL 2 iifh, d 7 AU K8 43 FF
REA TR Y, Gawrieh 45 V4 HT 534 44 ALT Hl
AST IE# . 16 KIESE A NAFLD AR A & (i
NASH F2~F3 FURE Ak i LA 19% F1 7% ), FIH
I R FH AL ISR AR AN 1 85 457 287 NASH F2~
F3 FIREAL IR, FARBUSIERAR, (AEA RN
BRAPEF(E S HERR F2~F3 (88% ) Ffififk (98% ) .

U 1 B PE o vE A MR B 2T i A S M b
Yy, HETEA T S e, Rk S s
XN PR B AR U AR B o e AR, X SEPE A FEHE
I3 328 JR JU P 24 A AR PR G = 0 T EL A AR s 1 9]
PEFRIIAE, PR n] fE N T T H.
3.2 FHLBRRS

2F Y b Re S A AR ) i £F A A BRI B 2 A
K ff . 27 44k 7 )1 4 i 40 3L 5t (extracellular
matrix, ECM ) FJTTERIMIE A, & ER ( hyaluronic
acid, HA) J2—FPdE R 20, J2 /T4 b5t
I RSy, PR ILE HA KE 2 WieT 4 ik
> F2 AT 4 4k 5 AUROC 43 91 4y 0.87 F1 0.927,
165 —WF 58 TP i2 B F3 ~F4 1) AUROC H 0.827%,
TEA & E AR 2067 1 (tissue inhibitor of
metalloproteinases 1, TIMP1) J& — /> 5 2 (1) ifg 4b
BE 5T 4 e B 1l Y ARl 5 AT DG A P i R %o i
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M L, TIMP1 2 WAL NASH £ # 1Y AUROC
K5 0.977, (LA 2N, = 5E. X396
& W 251612 19 NAFLD (83, HR) ok e 0] i £F
4E 4k 1) AUROC 2 07874, T 289 i Jie Ji 40 66 S iy
K ( N-terminal propeptide of type III procollagen,
PIIINP ) 4T 4 A pliad B2 o i —Fp ko), BEIX 40
alifig [l A5 F1 NASH sl it Jie 127 4k 4k, AUROC
0.85~0.87", YEFH /L4 NAFLD AR, BoRHHE
IR i £F 4L IZ Wisk e . 7F 204 B 2836 KRS
NAFLD (% JLZ F1#5 >4, PIIINP 2 K= F2 45 4
fLi AUROC 2 0.92, 281 F3 £F-4E4ki) AUROC
099", TP AT FR AU i SR AE AT
BRI N-vi 85 1 AL B NoRus A AR (BP
PIIINP ) . PIIINP 7K~V Bk 5z e T 26 fi J5 () 45 B . S5
M H %A . Nielsen 25 U JF & T —Fh A 5z ke 1T 78 fig
JRA BT, BT N-ity B (A A 57 0 il 5 Lo
REHTIR, KT 354 ELISA, MEYFiE X h
PRO-C3, PRO-C3 7% 5| F3~F4 (#HHLTF FO~F2)
L EA AR 2 M (AUROC 4 0.74, #UME R
57%, FESYEN 84% ) , JIF HAEGh I BAFIAE ST R
HOKPHE LAk A temiAstk 7

— SRR X SR PR, B I R BRI S
B ZE GORMB S EE 2 W . 2019 4F 2 M2
RUBE B RS IE, — 256 F PRO-C3 15—
ADAPT P43 FET 431 A TE R UESC ) NAFLD 3 ),
rAERS . BEPRHG . PRO-C3 ZKE AL/ MRk,
LWt R LT 41k ) AUROC 2 0.86, B&HLT
HAb T BIIE4r (NFS, FIB-4 Fil APRI) ™ 5 —A4>
BT 1036 A IGKIUESLAY NAFLD & g7 Jf
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TIMP1, HiZWr F3~F4 244k (MHLLT FO~F2) 1Y
AUROC #J°} 0.86, F{i T FIB-4 Fll NFS"Y, J i
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AR AT SR bR U7

I am BT 45 4 4k ( enhanced liver fibrosis, ELF )
MW, B3 YR AR R ——
PIINP. % B i ik 1 TIMP1 41 )&% ", ELF W 7 i
T R AL 3 NAFLD 3% 1 o R 300 T 2 4k 1k
( AUROC 43412 0.93 #10.99) **_ FibroTest ( H
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1 [# Biopredictive 28 7] &, %15 R G0 1E 36 E FR
A Fibrosure ) 5 M 8FrgH Rk IME GGT. MAHLZL
. 2-EEREA. HIEEN AL AHRER ",
FibroTest 7£ #ilil] NAFLD & £F 4k 7 1fifi T BARD
HIFIB-4 ( AUROC 4 0.88, £4iAk vs T 4l ) ™,
FibroMeter NAFLD ( 3 [E Echosens /] ) & H {45
HEOBEIMEEEAE R, MIE ALT. AST. #EHMZ
AR K P 2B A A ZE IR I 47 11 2 33
W5EH, FibroMeter NAFLD 7Ei2WreF 4i4b )5 LT
A it 3 S B,

Hepascore H4F# . M5, MIEMHOE . GGT.
HA il 02-F BREE FUKFALR,  7Ei2 Wik R T 27 4
b b 55 A 3 T i 9 A 142 2 EL A R LA TS
( AUROC 7 0.82) ™,

FibroMeter"” S 41 X 18 P P 8 JIF 9 71 2 1,
T2 Wi IR 4EAe ™, R 4 S IFEFgifhral
Y (AST. JRE. I/, B I A ) ) A2
N EEREY GEWFRBR. o2- BERE M) 4.
FibroMeter"*® 7£12 Wi NAFLD 2 % ik & A 1T 27 4 1k
J7 15 ELF AT [R5 A #ERI I ( AUROC £ 0.80 )™,
1T APRI, FIB4. NFS. BARD. FibroTest. FibroMeter
(NAFLD ) #il Hepascore ™",

JUE SR A AL S L W bs A M A2 W v
BHREMGAT $Em, (H 3 BT 4L TP FR S W A TR
A AR AR BR T2 N
3.3 RBEMEEY

B L ¥ M NAFLD 5214 = 4= Wb i 9 i
gk s
3.3.1 FibroScan FibroScan F il T AIEAL 15 it 5
BYUIUE AR Rh R A S A G, i
R NSRRI A G AL R, 5Y
Yl AG3E e . i FibroScan M #1 XL #:3ki2 Wik
Jr W IFLT4E1L Y AUROC {E 4371 0.88 1 0.85 1%,
XL 453k 2 I RE B0, e Wik g 59k
FIELJi s 2R MR Sk A 25 SR AR AL B0 R A 4
F3 X HE B3 2 Ji A P 27 A A AT AR e 1 [ 42 0
B, AE LT i 1 P2 24 £k s e A g BE 2 S0 ¢
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shear wave elastography, pSWE ) F|fH ARFI, 74 A}
V) 75 ok e R U0t 1 1o A1, X2 A TRl
i ZUrb = R OR A RS ), A BT LAk
PRV A B D) 07 B FRAT I (. pSWE ) — > F %2
PR E T IR ZE ) M A e A (s s, — R
TLER T W, R HAS Wik e 0T 4Rk i i
Wik H 84%~98%., FH pSWE FRAFAYMEIA m-s™
~, JEHEEAE (05~44m-s') , FHMETHEX
Iy AL S G B AR Y. B AT, pSWE 8%
AFE)Z P N
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(2D shear wave elastography, 2D-SWE ) F| /7 4&
Sk AR SV R AR, R IR Bl A R 1 Y U
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Y 5 A] LI+ ROL, 2D-SWE [i] pSWE —#f, 7]
FEAE AR e, HZ5RAT I m-s” 8K kPa
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4k Ak 1Y UE B 75 55 T pSWE (AUROC H 0.85~0.92
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R T H 1,
3.4 pEMEIW

JE TR A S PE R B R (40 FibroScan 1 HY
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THEEFE.
4.1 BEHERESM

O % &% B £ 1 5 NAFLD M ¢ 19 B 4% 1
% % 1 (SNP) , {3 4§ PNPLA3 rs738409 "%
TM6SF2rs58542926 ") GCKRrs780094 "7
MBOAT1 rs641738 "™ FIHSD17B13 1572613567,
PNPLA3 rs738409 W55 i M) 1z, AHCHE M. A
WF5E .75 PNPLA3 1148M 15 27 446 M B 4H
KAET- A M HANA SNP BB 5 BLA 1K I
PRANH RS 2 4G A A8 F 2 77 A W A WA i 4T
S BA MRS WIREE Y. 2019 4F , — 2L SNP 117
SRR, A FNDCS 153480 RSN (G)
Y NAFLD H 0™ E A g AR AR5 20 X 7 48
FFFR (ZBAMMK39 N, 40 % J5F M T NAFLD F1/
SRR S8 ) EFT A TR BRI Y, R
5 ABHDS b —AM s fiAs seAoe U, ge iz
Wrsihe, et —2a5E.
4.2 microRNAs

microRNAs (miRNAs) B £ Mgt 2 5
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41 miR-122, miR-33. miR-34a fll miR-21 %%, Il ¥
miR-192-5p 7£ X} A 4. NAFL 41 fil NASH 41 £ #
Bt maE. —WUE B, JEH T miR-122,
miR-21 Fl miR-192 B¢ & X 43 NASH fl NAFL 1Y
AUROC 2 0.81"", 55 —I0iffF 538 i BE A 1L 7% miR-
122-5p. miR-1290, miR-27b-3p 1 miR-192-5p, £
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FISEDL, B TIEH A miRNAs EH R E, R
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FESE 5 45 4% A0 2 g BARL R 0 1
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5t T NASH ClinLipMet score ¥F-43. % PF43 4L 51l
NASH (% ) AUROC H 0.86~0.88, &k figs >,
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