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[Abstract] The American Association for the Study of Liver Diseases (AASLD) updated and published
the Practice Guidance for the Diagnosis and Management of Nonalcoholic Fatty Liver Disease (NAFLD) in
July 2017, which provides recommendations for the accurate diagnosis, treatment, and effective prevention of
NAFLD. Related metabolic diseases should be considered during the initial evaluation of patients suspected of
NAFLD. Noninvasive diagnostic techniques including transient elastography, magnetic resonance elastography,
and serum biochemical models should be used to evaluate the development and progression of liver fibrosis in
patients with NAFLD. Clinical liver pathology report should clearly differentiate between nonalcoholic fatty liver
(NAFL), NAFL with inflammation, and nonalccholic steatohepatitis (NASH) and identify the presence or absence
of liver fibrosis and its degree. Early medication for NAFLD can only be used in patients with pathologically
confirned NASH and liver fibrosis, and it is not recomumended to use pioglitazone and vitamin E as the first-
line drugs for patients with NASH which has not been proven by biopsy or non-diabetic NASH patients. Foregut
bariatric surgery can be considered for obese patients with NAFLD/NASH who meet related indications. It is
emphasized that the risk factors for cardiovascular disease should be eliminated for NAFLD patients. Statins can
be used for the treatment of dyslipidemia in patients with NAFLD/NASH, but they cannot be used in patients with

decompensated liver cirrhosis. Routine screening or hepatocellular carcinoma surveillance is not recommended
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for NASH patients without liver cirrhosis. Cardiovascular disease should be taken seriously during liver
transplantation evaluation. There is still no adequate clinical evidence for the treatment of NAFLD in children and

adolescents, and intensive lifestyle intervention is recommended as the first-line therapy for such patients.
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4k 0 %5 ¥ fE B ¥ FF %% (nonalcoholic fatty liver
disease, NAFLD) B AEMEHE RIFHK. 20174 7 A
XEFRH RS (the American Association for the
Study of Liver Diseases, AASLD) %7 (IEWERHEIRR
MRS S EBiarEY Y, %N 2012 48 AASLD
SEEEBRENA R EEE BHREH R s Y E
#1, S NAFLD #iZ W, AT MBRRHtHE SR

—. HEEHEL

1. f£ NAFLD Wi i R A A EANE, B
VB R, REILIRMM B (magnetic resonance
elastography, MRE) RET 4 BHTFHL8e{b8% (fibrosis
index based on the 4 factors, FIB-4) %is¥rERITERE T
HERFA AR B BRI R A .

2. R T BEML NAFLD B8 VIR WA 5 2% oAl AR A
PSRRI,

3. 38 0 X i PR RS HE VA B R R B R, K R B
ENEERAEBEHIERT (nonalcoholic fatty liver,
NAFL). & RE KN 59 NAFL #1358 X5 4% B8 B 4 T &
(nonalcoholic steatohepatitis, NASH), 3P &R AE =%
¥, W[V B IES RS, W NAFLD &3 E# 4 (NAFLD
activity score, NAS) KFFIERGAE. #4E. £F4E1L (steatosis
activity fibrosis, SAF) ¥4y, WKRAERFE4E1L, RN
E. BERFEESHERENL.

4. LA NAFLD 3G¥T 78 « (1) B NAFLD Rz
YIGIF IR TR M2 BY NASH RAT&r4efbBE 5 2) R
BT R TR S E S RAESTA NASH 8%
(3) 44K E RNE/ENEMRP NASH BE N —RIGTEY,
(4) REHFRE w-3 JEBIERN NAFLD B2 = H il =85 L5E
H—&I87T 5 (5) 381 NAFLD 2 RN O MR
HIXSHE 5 (6) WRIMTT 2259 Pk s B T R R 2R RE
LBE ; (7) BIERRE SRS ROHEZR, BAE
FHR BRI B H T NASH 1897, (8) HMFBHENAZ,
B NASH BEEBAMAERESD, MREOMERRE.

Nonalcoholic fatty liver disease;

Interpretation of

5. WIFRFHEMNNE, FEUIT NASH JEFELE
FH B B I T

. NAFLD X

NAFLD & X Ch# B ¥ M AR FIEC AT IS, FH
SNEERTIER M HARE, WRKEYE, KENAREY
R R B EREREZASE (R 1), NAFLD KIEEFHR
54k % NAFL & NASH (3 2) : (1) NAFL ; F4iH
FefiAE > 5%, FLAF4HMESBREEZE, (2) NASH . 4
BAE > 5%, PRF SO KPR (I REE), AR
oAk, FRE4EALsrH (stage, S) b S3 (Mriggrditk) M
S4 (fFRELL) & SChBHRBIF A 44,

|1 AR RER R IR E

KRIHEATRERTE /NIRRT

SERE Reye A& 1E

AU (BE 38 7Y (R, TulsRREsY)
Wilson 3% R EREIRT

HERACIA R HELLP £&4E

LR SeRMEAREWEE (ANSIBEAEARERSE
WshER EERSEGCTIE, IREREEETERE,
x B FEEHIMIE RIRE)

Y mRiAsRE, H%
IR, U, REeS.
LI, BEEME)

=. NAFLD 7E¥E AR F R R ERRATR

R TEE L@ AR NAFLD K534 28.01/1 000 A
4 ~ 52.34/1 000 A4 4, ERHH7 2Bk NAFLD FifT %
2920 25.24%, PHRHXER, i%31.79%, BIE 30.45%,
JEMRAE, 9 13.48%,

/4. NAFLD BRREE ,

EHESEH) NAFLD #6 XS E R AFEALAE, 2 BIRE R .
B, MiERESEY, FiETEZANGREEaEE
IRIFIREE . SEME. BRRNE. BER. NMNER
MEBIPHLEOMEY (% 3),

T2 AR TR BAR K E X

RSB (NAFLD)
JEE YRR AT (NAFL)
IEERE AR AT & (NASH)
Jise I
SNSRI HEAT 2 FFRE 4L (NASH ATRE1L)
BT RE L
TSI TR SRS (NAS)
FFeF A BeTitar
FFERRAAE . RIE. FFF4(L (SAF) #4

BUEETRRIBGRTIENTREORTE, BOEEARIAT. TRAFIA R TS, TS
IFARBRERTAE > 5%, ToRTARRR TERRFASSTAF4EML, HER R AT EIRE BRI KRR N
FFARBARERIAE > S%. HER JOIERMITAIM TERRE , RN el U ITRE L, FT3608,

FrREAK AR R B MBI AT 2 P RS AR
TR ERATEEL, FERBERAR, MEHMRESEAE ‘
RHAE. /INHRAE B TERRPERIEYY, —FhllE NAFLD BB RRE AT RSB TR,

—FELERFRENTE., SAEESIE (DHAE + SEREE) MTRE LT BB R
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+3 NAFLD HHXfEREZE

HERERAE NAFLD fiXEABREE
ARRE HRIRTH RERRAE
2 BBERAR FHSEE HRHRIP Er
Mg TATIREBERAE
RIgHFEEIE* MR RERURAE
ZEIELF A i gt 7.2 [ 3

SRIBIH

B HART/ M TS A IRIERE X, A = 3T TG A

(1) FBE : BH>102cm, LME>88an; (2) MEHHB=E (TG)
> 150mg/ml « (3) BEEALEEMEER (HDL) : B <40mg/ml,
2otk <50mg/ml; (4) WEEE> 130 mmHg BR4F5E > 85 mmHg; (5)
ZSPEIMEE> 110 mg/ml

Fi. NAFLD BRE 545

NASH BEF I FEHBRA 9%, HBIITL
Yefp B3 10 AT R 81.5%7, NAFLD % B 40 i 52
(HCC) 4ERFEH 0.44% (0.29% ~ 0.66% ) “. FEFFHE
{t. NAFLD B#& &85 HCC MRIE S/,

NAFLD B B AR RS THEAN, BENFECE
BALNERK. FREXETSFAERIRES 1241,
NAFLD B & R X FET-BE S 2 ~ 342 ", NASH &3,
REFAH LR ETHBEEL, REFREXETY, &
A NAFLD WIARF, B R FEL RIS AABEE 22—,

. HKilES5 NAFLD #yE X

NAFLD W& LFEBRSEERE., SEXERKERA
SIGERER RS 2 F, BESRAKER > 21 IR,
L > LAARERR D, | SRR 14 g SIZ. R,

RERRD

(1) *F 324 NAFLD &%, P S40A & EAfE
F o BMEERENERSEE > 21 ARAR, k> 144
BAR.

t. BAKIRIIRN I

WA TTRFREER . AAERFIEER &L, fTHHME
Wy BmER, BIKRTRIE, 1% G REHBITS
AL RS U,

BEEER

(2) $RERTHEH L., AERBREAER / HRIEXR
Bk A AT R F 69 84, B4R 8RL NAFLD #it 47
TAE ST, T RL— A,

(3) $EFBALAFIEEE, (2R 50 £ R KR
AE, FFAMAFRFEFTOES T RERBRERE (S
B AR REFE) ABRFEHELALREE, X
THRBRIRF AR,

AN, VIR, BERARFERAS BT P i E NAFLD

NAFLD B AR RN BB E N R G,
JFF RFE A 7 B R P U IR B AR ATV R I A v o

EEER

(4) B FTEMBEASEFFEORATN, FREZFHE
837 ) B o B AR B AR K 4R, B AT RSO R AR
¥ kAR R ey & /o & F MLEEAT NAFLD &,

(5) 2% 48 & % % & % NAFLD #= NASH & /£ A #,
NAFLD # #169% 4~ FIB-4 X B0t #4 R A& T A T34
NAFLD &# 4 % S3 ~ 4 /LA,

. REMAFE

NAFLD B A Rk REM Ri#{&H, 18% NASH —
FEBEBRFAK", 18% NAFLD LES£EFERAR
FHIREGHF,

HEER

(6) B#T R H2t NAFLD B Z KR AR BT A B,

+. EEl NAFLD BEH¥I5 4G

Befl NAFLD BEHIHE, SHRLMEBEITRE, a5
mew. BRREMR. BEREEIL. ol EER
REERZiE. MR RGYHEFRGE, HREERE
s RERARBHER, SRR OEERE. BIUER, MiES
. BRASRSERI. PRIRTERE. SBIESS
i K% P ZE R BRI R B A 2 . IS 2AAG I B AN BE R SN Atk
A .

EEEL

(7) st84L NAFLD & F #4700, &2 MRMASH
T fAem BAE RGRMAT &,

(8) T HEThFREY. KHUFEAAG. BEM
NAFLD &4, LHERAEEMSALSTH AT C282YHFE B
HIELT, B¥EBEAmERE,

(9) BRMAERE G FRAREH L0 § LB BRITRIEIE
HEE, BRITH G RAHATRAOEE.

(10) 5844 NAFLD & & t4#a0 &%, BiFmL BT R
FEGRMFLMAER, dolest. of§FF. REFIRAR
oA, TREARAE. §EPRESEFERTRYIF
¥, (#3#)

+—. BEEFHERT 450 NAFLD 388 BAT 4 4 b g T 0l b
i

FEARFRERWERT RSN
F, HETHEAE, MEEENHAXANRI SRR, 0E
HEMKENBRFRENETRERBFENHRZELR,
Hitk, BiHE NAFLD GRS I7HTE Bt R B0 ey e A
RITRIEAE YRS MY,

(—) NAFLD B i LA B 4#r

WL R B SR TR B AR I 4 R AT B AL AT AR
FERAMERW A, BRI RS AR T BT g
AP ) O,

(Z) NAFLD 2% Re R T4 1 Jo A T

RBGAIER NAFLD BEFIERY T R EZmN
HEM, BERES. 2 B08RM, BILUER. =58 MER
P RUBREENI T NAFLD B, FFrEZASRIEE
Ean 2 BRI A ILERNEE, FERARIRNERS.
BEAPHRAMLED (cytokeratin-18) Jy Bk Fal 4 s
B4 U, B EiM kB TR,

(Z) NAFLD BE BRI AL TR R I

NAFLD B&EHRHAFAENMMN TS M TEDHE : (1)

$
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e KSR BN T2 : NAFLD #48bi¥4-. FIB-4 8% (2)
MEE YR . BT 244k (enhanced liver fibrosis,
ELF) #4&# %  Fibrometer, Fibrotest. Hepascore ; (3)
FRENE . BEEMERS. MRE, FEH 1K EA.
FEFE BT R R 1,

NAFLD A4 PoET 6 MR [ F#. HHEEHRK
(body mass index, BMI), Ifi#F. M/MRitE. BEH.
REEAREEEBE (AST) / AEREEHEBEE (ALT) |,
BURME 67%, 4551 97%", FIB-4 #5%0E T M/ 5.
Wy, AST # ALT, W4 < 1.45 BE BRI EERT %ML,
4y > 3.25 BE LW EREIAEL ",

ELF A &#Ad 3 MERAMERD (BHERKR. €R
EABASIE R -1 Fo B R & B ik ) M3 KA
B, BWEEFSF%L (FEagstitsii) meusisy
80%. #5tER 90%",

BEAE W% o3 M B 8 % R (vibration-controlled
transient elastography, VCTE) Fibroscan i B NAFLD
BEA S EEIFER (liver stiffness measurement,
LSM) 4 9.9 kPa, 1 % 95%, 4% 5F H K 77%"%,
MRE ¥ 2 Z R VA FBFA 440 T VCTE, BZEDH 3
FEU R FRAL (BIFEggil) TREER Y,

A B A X BB R W PNPLA3 B E R4 5 NAFLD
BERABHEFEMEEFEA*, EREFHT
577 ioail

HEEL

(11) A Rt 2244249 NAFLD &2 % 4 £ 05 5 AT
X, BH LERATAERLEE.

(12) NAFLD 4 #4¢ 374 3, FIB-4 45808 Bh Tl A B JF
FWr R T R A AR L (S3) RATEL (S4).

(13) VCTE #= MRE £ 15 & LT 4 2 ¥| 7 NAFLD &%
HEEEL Sk, (F738)

+Z. NAFLD B R EmERL

FFE SR AT AW AR R AE R AL SinE, H
HHEBAR, FAEPRFRERMEXHKIE, FESKTRE
Eislr, Hik, E2WAE, FRFETRHETENE
&, BEBITHEASKNE,

EEER

(14) HEARBHMA £ (R) TAFRLEAEH
NAFLD &4 B # Bt EEsibE.

(15) AT A KB5S 4E A & NAFLD 4 % L3 4.
FIB-4. VCTE 3 MRE #} & AT £ 4 84 T 55 A Rg 5 K A=( &)
& LT A B R AR,

(16) TH NAFLD &5 A AR X MK EHRE, HiE
WA RAEVA B E T RIS, B4 RAATIRAARLS.

T=. A NAFLD HZpE~

JE B vE F 2% W BR W1 55 W 4% (NASH CRN) R AR
NAFLD 8 ® . 4k NAFLD (< 5% FF4RIIASHEAE) ; NAFL
(> 5% FFEMBBsRTAE, A BT/ R TR BRI RAE) 5 327
BRFTERT 48, BRI 3 TR 1 AR B TERT 4 B2 BRI HERT 22 (4F

G WIIRE, LIRSS, FFAM BRI RAE) .
SRS : 34 (PREikEE) . ERSITRKEE
YAk 523 TR TR KR B AP 4L - S3 : MR A AL RIS
S4 . fFRELL,

JLES AN NAFLD FFAERERIAG, HEgRHRE™
Z, 1RE, RIE. FRMACERNE, SEEERD
=,

NAFLD #fEdfif521 E B P4 RS 35 NASH CRN #y
NAS® J Wk g B B FIF 400 46 #1342 B9 SAF 384> P9, NAS AF
R AR E R R, SOMIRHETL X, SAF B
& A TR IR T TR SHT

HEERL

(17) W BRATLLLR 5 32 4R 4 S 8% 45 5] NAFL. NAFL
WA KA NASH (SR AR bt ARILE X K. B
WMAHME); TEAPES (8. F. €) 34, &
B R A4 R4 NAS e () SAF. (#73#)

(18) AP HEE ZWA R THLEH B0, FHE,
B¥#EALE, REARERELFA, ()

/4. NAFLD BEHER

NAFLD §7457 G35 1877 I RAH X BB,
WAERE, ERRIMAE. BRSEMHIK 2 BERR. £TIEE
HRRMFAELEE LTS RE, NAFLD 259477 (UR
THRIIESEH NASH RAF4 44k,

BEER

(19) NAFLD 2474 55 12 F& F 5% B4E 52 49 NASH B AT
et A, ($7%%)

(—) EEFXTH

AEFRARRABREENRED, BREWRHEEAT
NAFLD {457, MXHAEREREMMTER, BE> 5% BH
TR R, = 7% # NAS 4 WE, > 10% # NASH
B P, KRS A T R AP AR A SR R L L 2
BRE, BEET AR 30% DA LB 750 ~ 1 000 kcal/d, B
SERMIUAFTIE NI i *, %% NAFLD W& 1£iE
SRR M ARE, BREZE3> 150 min B FE
BN ]34 1 60 min A | T L% EBK FROMRIE 2, i
SREIZEZ 5K /A, BERAMEE), REEERATE.
FTMERZE D 10 min, BEFHKRERP B ME NAFLD™,

WEEHSKAE EENGTAENRENRES X, T
BERGEHTRBEAFTELHE 1. 14 kg™, 1 FHHER
# (750 kcal/d) BEA4TE 200 min/ &, AIARMBEHK
EITHGURES R (RIE, <HREEE. F44)

BEER

(20) B ETABAKITRS B TR, TF Lk
RBEAE ), KM ELE (H 8 500 ~ 1000 keal ) BEA- &
FRAEHTIHAREILE T,

(21) REHBEHEEEZRE LY 3%5%, RRE
NASH ( L3554 440 ) BB AREFERE 7%~10%.

(22) %4638 3 7T H % KK 82 & A NAFLD AFBS b5 &,
{ast H AT L L8 F 9% T 69 B5vhr i REA A,
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(Z) BB RHEHR

1. ZRXK : ZFe E mESERRE RS
I, BFHEME NAFLD fl NASH B fF A 4R B¥
A54L P,

wEERD

(23) R S F A NASH 38 57 .

2. mEme — K s B MESH PPAR- v EhR,
A RIARERE. EREE 2EBRREENESE
MY, BRIIATTSEFRNE, FRRELERFSF
4k, WEHEFUER (45 mg/d) A ECE NASH & 18 R &
EHBRGERMBERIFIENE, REMTHREL Y, B
B AR AR FIBGST 18 ~ 36 7H ,NAS BRIEE /24y,
FREFEALRINE, Y697 36 D HBRR B R A LRE
—3 ok B, TR NASH 5% SIS 518 (30 mg/d)
BIT 120 H, TREAT ARG R 4L P, PIVENS BF
FM SN M5, %4 K E RLEFH NASH &
FRFAGHREFEN, TEEHANASHE > 24, +F
FREABE SEREEE R BERAE SRS B 1 4, a4
InE, FERMAESIE, #45EE AZHAARRERKK
9 34%. 43% 1 19%°, AR BRI R MARS IR E B R R,
B, BEBBE RATNTIR XA, LtERZ B
TR B S KR BT RS A

WEER

(24) w65 BT 2 & NASH 4E R 4% 2 A48 o 34
HIFAEREF R, FHEFNELHBEADSEAOKE
Fa A K,

(25) B RARLIE LB 5] 560 £ oM Ak KM
AT, UBFFARFEATALHEARAFIEL Y
NASH &4 . (#3%)

3. R MBERAFRK -1 004 . NASH B AAlHE
Bk (R TFHST,1.8 mg/d) JRYT 48 &, R B AERHERT R,
FHEILFELERDS, ARNESREDNTHE, BEESH
EARRIL,

BEER

(26) HREFEE A MG LB EAAK-1LMMAER
NAFLD 3 NASH. (#73%)

4. fEEE . SN EBCR NASH B HRAMER
BHXENS, DEAAEEEENHT NASH BT : (1)
A &A% NASH BESEBKT ; (2) WHERSERHRA
NASH SE I, 407  SEREAE : (3) MHAFA 4T,

HEER

(27) A% E (800 IU/d) T EMEMRELEIEE
8 JE MR AR AA NASH &3 AT %, THAREEL
e f A, RSB ERNSRKA.

(28) R F LA X E A Ti6 54 4k o) NASH.
KB E LR FAE FIE 69 NAFLD. NASH A8 £ A 1040
f8 B LRTAR AL,

(Z) BREFAR

WA FARA B NAFLD BEWIIRIE, BREKHE

%, BEOLERRKICSERRESENELR, STHR
WESE, XFEERE. FOSKL ) NASH KWEE, BE
FAUTBEREFASRFRG, BT NASH FiEES,
BAEF AR ML 2 HERIA R R E

BEED

(29) #-4-i5 B iE 49 NAFLD/NASH FEB¥ & 5 5T A% &
AT HEFR.

(30) % RpHE AT K4 H NASH 694 7178 57

(31) #F NAFLD ¥ R AT A1) R e 4 iE ey et &
#, BAeFAREE., ol RS THH, FTFRIED
NASH S R RMTFRAHF-ENEESL, WHRRT AR
AEARE, RETHBEHARFRNTRRD,

() REREANRES. o-3 PeRnBRfEdzsdy

WEER

(32) T4 5 R £ RA284 55 NAFLD X NASH.

(33) T B ©-3 AERFEYE # NAFLD % NASH £#
EHE ML ST, 12TH KR F NAFLD £ 3 b = 8 do
7657 .

(F.) NAFLD F1 NASH S EH KB .

NAFLD/NASH BE R KERKE., XEEVHE
MRS R R E X EFESEGEKIEN BHEET 4 45
W /d S 14 FRERS / J, ZotERESE 3 ARHERT /4 X T ARHERR
/ . BREIMENRBFRIER NAFLD 5 NASH B & #4t
WS R R E B R HM R,

EEER

(34) NAFLD &4 R K408,

(35) % A ARHIE L HIRF NAFLD &4 0 F4UHK
#.

() DIMAER (cardiovascular Disease, CVD) #i
TAE R HERLE

NAFLD &M Mg 7%, "{essiopnreiEi, Bk
HCVD EHABMETNERE Y, miTEea0ys
NAFLD &N EMKTRN CVD 4R, HABRR, Bk
& LR T R | R SR R HF A, TR
B S 1 A . E R T REAIL I R AR SRR B AR VT 2650
NASH B4 %k

HEER

(36) NAFLD £% % CVD A& A A TAH, B
3. P74 NAFLD & # 4R A4 B CVD s RFe B £ . (3738)

(37) #.3T £ 2 4 K438 hm NAFLD/NASH &4 = €57
Rf5 4R, Bk, STH T NAFLD/NASH &4 fhs 3% 69
&, REWITRSMTUAR T NASH FFRAEH, 28
B850 TFAREPIFRALEE (3739),

(b)) WRRBHHZY (F)

B IR (obeticholic acid, OCA) #i Elafibranor #
2 NS T G R BT SE 259 . BDLIBER B —Fh A B
JEEL X ZiREER, Z908 2 b BiRERIGIEE, BIE
B2 25 mg/d W97 T2 A, FIBCERSAFERF RRT A 4L, K
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7 B R 7T 5| 5 H- ik = g AR A g5 7, Elafibranor
& — M X EPPAR o /3 B 3h #, I3 s IR & % 1iF 55
Elafibranor 120 mg/d i&77 12 ™ H, W& %% E NASH,
FReFeAb RANE, 225 A s O M AH AR EHEBR , BT
3| AR A W I LA

HEERL

(38) A£H R 44 NASH &4 2o WAH FHMIEE,
RAEFA NP2 sg 42500 45 B F NASH 4976 77 .

() NASH, MEREEFIFFREAE (F1i)

1. [FEETEEE . NASH BE 5 E BMI i
BB E Z AR R X, TR T HBHE
FARMBEARRE, BMIAFE LR, BRABEEREFRIA
FEAREH4RNRTE, FEEFBHE, T NASH fRIE
MATELERE, HERABE CT. MEE X KTLNEE.
BHE=SNEREEES T, #HTEIFRRESHNZ ZEWE.
He#F NASH FFREH B H #ET RO, mERRE
B, BUTERKEEAR. MT BN,
B/NRIET R BN E C W ER MBS A,

2. PRSI B SN . NASH BEEZHRHEES
RgE, L ILE NASH E R SBRLCMBEYEE., T
A & A EE T HAFRBRHE SRS, FASKREFIESEA
& 2 BB AS & A RTT5K 60%, T NASH feit itk e
Y fh b LW, NASH FRafk 82 T A8 5 7 4k S5 4 15 12
R E,

HEER

(39) NASH frafv &4 CVD & R ERF. BT
fFiEAEF, LG RERZTHR, HREIZNEIXIELRS
CVD.

I, HkHE AASLD LR, HALMHXHEREE L

(40) NASH AL EH & 7 & § AR E #Hokth KAF AL,

(41) 5&4U NAFLD P8 ATREAL & 5 % B BT M 075

(42) B AT H9E3E R L% NASH 4E AR 1L & & 4L 76
& XA AR, (H)

(43) B A7T#4E4% 1 L 3 NAFLD/NASH £ 5 ¥ M4 %
A#ARFAE, BERREERGVAE,

5. JLEfMEFESE NAFLD

JLE NAFLD R 5i#fE, AHEARMEX, HE SChE
RS AME. NAFLD MAETTRE 2 %, NASH XA
WL RE 8, ILEHE KA NAFLD M AR ES K4
FEFEE ™,

(—) JLEE NAFLD MiEE 51545

JLENAFID WA E, BERZHHAHEEBE
M, AERERLSEBY - 10 % ALK AEREF BMI {7 T 5
85 ~ M FAMUBH R EMBEREEWILE, | EVH#T
2 WRHGIME ALT F1 AST #:9, %2 NAFLD™,

EEER

(44) FHR R EGIEHITILE S L iZARE LR
REBEEHIT R, Pliofs i fALshrs . ISR
Fait BB,

(45 ) NAFLD £JLH th RARAKF 6 i f) B 4k, {240
HEREG, LAGEaFiEa8. K893 EE9/4%a
VAR H &, BRATHEEE FA TR A § SR KL
BB b AL ER.

(46) BR A A AR ERBHLERERRHEILEFS
NAFLD.

() BEI NAFLD BJLAHE AL

HEER

(47) B W TBAF. THALS T RBARE R HE
R 354087, FsTEE( NAFLD LS #4TAFEmata &,

(48)NASH L& F 4 b8 F A B RS TR EAE
AL BT,

(=) JLE NAFLD #AZ%

JLE NAFLD FF4H VR MR EA B A Fr 4Bt imd
SEAFAESL, WEAHHARHE, R WHRMKIEHARE
B 1R K R R AT AR REAR R AR, I R RAE R A 44k, (HEE
B SEkEEAE Y, #UJLE NAFLD WEEZE £ RHLE. BB
BBTTHRPHFEESR.

EEER

(49) A2 E VA M1E L& NAFLD FR AN, HiE
B R A A

(/) JLE NAFLD &7

XFILEBTHRIRER LN ATS . BRIST B
EATERE, BRKLIR.C M TAR X BR 0 B R
SRR, RHARTUR R AR REN T REER, M
KRB BRI PR B L,

1. AJEHREEE . S8 NAFLD JLE &SI BRE,
BREr, KREEBREBILIFENZ. RIE. SKEBHREEM
NAS BEK#E ™, hEEBHR 20% A L#d 1245 8%
BEWRIE ALT K FEREEFEHEY  SERRE12
BEMBAE N XA BT HENFE D FRERE.

B RA X RBENERE. BT ARERERE
RENHTJLE NAFLD WhiG. BB ED NAFLD JLE
MEWEFRMF AR ENREMRERA, HRAZEOE
FE WK AR R A iz,

2. Z9YIETT « JLE NAFLD WA Sk
HHL. EALE, MRIME ALT A s g r &a ',
THEMZI R R DAL, 44K E, EEEIRBRAEMER
SR, AREAZ LRSI IR (TONIC) ¥, %#4k
AR EM_FIOEE ALT BELBEER, #4EEHT
96 &l NAS #1 NASH BRR B, i _F R (500mg, 2K /d)
FARUEFIAE DT TR LUR IR, B—IRE PO
FEAR ™, KBEREREN T 52 Bl BEWRILIE ALT /K
F, BREENE NASHSY, o-3JEiERIS T )LE NAFLD
HIFR B, — R/ SEER (docosahexaenoic acid, DHA) (250
mg/d) 561 A RERE B BT AR BT H WA U KUBS 7,

BEER

(50) ®ILEFH X T, #HHKHELE NAFLD &
FH B F AT SR, HFHAM S — B8 7 3%,
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(51) =% 2B( 500 mg, 2 K /d)*FJL& NAFLD A%k 4,
R FH A F NAFLD & NASH L& E#690457 ; ST =
W8 AT Bl RIE R

(52) FFiE4ARR BIEE NASH HLEEE BT HAE R
E (RRR o- £ F&, 8001U/Md) 47 B RENALFE, &
HNEREFEHILEELOAIEAUHREL. $42EE
TR F %95 )LE NASH, A2/ 74676 57 T AL IA R An ik 4.
RigEnR X%
1eEEREY EAE AL, BESSE, BEOCE, M, 230, A
PEE, FEEM. AW, IR, BT, ERE . 3
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