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i FE . AP YEAR I YET 9 (non-alcoholic fatty liver disease, NAFLD) & ¥ WA ME i A,  7E—RA
T () RO R4 09 20%~30%, {HAE 2 BB (type 2 diabetes mellitus, T2DM) & A H] 55%. [FEHE24
WA B A SE 2 950 b JE TP S B F . I XUNTAE T2DM (KA TT TR i R 254, ot T2 44k Ak LB 5
s, {HATFHF NAFLD fal R R MRy, wikE., . IEE. fi e s aKer, HRBRG SR
BT RS o WM E SR 2D CE I SRR AR L /NI SRE AN AT AL D7 T AT O o R s LR AR -1
AR R i AR FIRLE IR, R PRI M KT SGE AR SRR AR I A 1 . T
TIREEARG -4 AR - H A RIS R -2 HEIRIE R TR D . R R S SR R, G A
Jf e (R R AE AT REAH O BT TR B 24 4 2 T LA 22 4 b S FH AR B H@%%%,ﬁ%%%mmﬁﬁm%ﬁ
I R 250 . A SCHLEREZG IR TT NAFLD 43 Rt e vt AT 23k
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Selection of antidiabetic drugs for nonalcoholic fatty

liver with type 2 diabetes mellitus
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Abstract: Non-alcoholic fatty liver disease (NAFLD) is the most common cause of chronic liver disease,
accounting for 20%~30% of general population and reaching a prevalence of 55% in patients with type 2 diabetes
mellitus (T2DM). Antidiabetic drugs could have a role in the progression reduction of the disease. Metformin is the
most frequently used drug in the treatment of T2DM. It has no significant improvement in liver fibrosis, but it can
be used for the treatment of co-factors of NAFLD such as body weight, transaminase, cholesterol and HbAlc levels.
A possible protective role in hepatocellular carcinoma has been reported for metformin. Thiazolidinediones show an
improvement in ballooning, lobular inflammation and fibrosis in the liver. The most commonly used drug of
glucagonlike peptide-1 receptor agonists is liraglutide, which significantly improves transaminase levels, hepatocyte
ballooning and steatosis. Little information is available on the effects of dipeptidyl peptidase-4 (DPP-4) and sodium-
glucose cotransporter (SGLT)-2 inhibitors. The use of insulin may be associated with the development of solid
tumors, especially hepatocellular carcinoma (HCC). All antidiabetic drugs can be safely used in patients with
compensated cirrhosis, while insulin is the preferred drug in decompensated Child-Pugh C cirrhosis. The aim of this
review is to summarize evidence on efficacy and safety of antidiabetic drugs in patients with NAFLD.
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W S AR EIR T R 22 PR ) R 25 Wk 1% 857

A 05 K £ B W7 7% 93 (non-alcoholic fatty liver
disease, NAFLD) #2& flit I 4 3 5 LR ms IR, 44 B
g i 07 A8 M AR RG VRIS 7 P I 28 (non-alcoholic
steatohepatitis, NASH) FATi# L %5 ', NAFLD 7E—
e N R I B R 2 20%~30%"), (HTE 2 A
B K7 (type 2 diabetes mellitus, T2DM) i 1A 2
55% . —7Jj T, NAFLD & T2DM & £ [ 30 7. 7
M9 S —J51H, 5 EIEDT (insulin resistance,
IR) Fl T2DM i 4MA& 5 & NAFLD FIA 5% 3 A P
ALK B, NAFLD [ 3 Z 805 AL 2 I 5 5 R B
ZPEC IR, A2 AR AR P a) A R RE AL
B I O RORE R R I fik R T R . BARTE BT A
NAFLD &, sUB A 77 2. i R £ R A
EHIB) oA E AR, T (23 NE 7 k> Hosksz
NAFLD % F2 i3k & 17, (E 0 kb T 3t Je 1 sl 3t 3 1 1)
NASH 25697 5 5R & R A i R R 9T 75 3K o 72
PRI B 296 TT T RS, PR NAFLD J7 30AMY
BRI 07 S R, B RO AR 4T
3% . A SCHE NAFLD & JF T2DM 1% FEFEHE 2454
(A RCPE R 22 M7 THTEAT 2508

1 ZHXAL

T HUICE — RIS FE R 2, /&2 T2DM [
MR IT W B L 25 . %2l i ek b IR 2R A B
JYr TE A T BE ST A HE PR VR R o tidh, —HIXL
T Bk ERE, ki o g 5 2R s

W RN, ZHOOUIRE G IR, BRARAR T 2R
A Oy LA 0 B & AR U B 2017 4, Feng
25 OV T T K 2 R 2 B B B B R B N 87 44
NAFLD &3 T2DM W AT 1 3 24 %L
BT, 3L ARIFE KA. — W RUIRZLARE 21 55 45
M, diRER, ZHKRE, HERA LB
114 &R ¥ %
(aspertate aminotransferase, AST) ¥J%5¢ /i Bk, 1H 2
AR Z W XU AN R s & IR 2H rh 22 e A 0 2548
(P <0.01), @it HFERE P PRSI e T & &, i
TR =ANBIT AT IR & B3R E T R (Flh
SKA - (13.11 = 1.84) % EE (36.70 + 3.65)% ; #&%4
FHRH (1959 £ 2.12) % bk (32.99 £ 3.51)% ; —H
XU« (18.44 £2.20)% Lt (35.13+£2.34)% ), {H=
H2 B BEZES (P=0717). XEH FHFXUIAE
Y697 NAFLD (1 /E H Al Ge sl P Hok, H2 A BT
B 141677 NAFLD KGR R & .

WFFt 228, NAFLD A1 IR PAKJEAE i R A 55

(alanine amiotransferase, ALT)-

= FRRUMICER) A5 P ACA T et i A 8 28 1 g i A T s 1
R, R, DLUACALE. dilpie. 908w, R
Fide e A AT 2 R R 45 U, A A R XU
() 53 LR N AT 2

BT EL 3 NAFLD/NASH 1 g5 — F XU
MM HZ W EAEHA S, FLlh, =
IR RE T S5 e s & e g =42 T
Mdh (—FEBERITR )", MEEHRARESA)E,
I EOE AMPK 177 U3k A5 7 70 i s 107 1R A
BRI A, Db pERE R Y. phAh, N £ g
EMAEYRER A, MAREE.

XTI E, Ak, 2 mREAHE
> T2DM & H AL 38 25 7 — SN 97 2= 3 i
FUIR PRI b 2 AH 5 0 B U, A I ELE = AE 2T
JHAEAR 5 45 F Z . SR, — TR AL BA A B 5T
WoR, AL JE Ak 2R A HOBUICAT DL 3 42
e AL & B B AR A 22, 4o — FUNION AR
WIRFIEAL 2 1) 22 A PE AN 32 1 A 1 BARE S
BETFBEHLXS {36 (randomized controlled trial, RCT)
SRAIE S OB e W R 5 I IR AL 28 2 AR A7 1Y
BOR, ARIEA Nk, B UM R AL B8 3 T S 4
WA 24 Bt 32 RUF M. (H2, B8 ZHOIA
RAFIRMER HER XK, B LEARIZ A T Child-
Pugh C 2 JIFHEAL, 835 FA7AE 7™ 21 DO e 55 1 A
2 T

IEMAE 5 — i 2S (thiazolidinediones, TZDs), itk
6 5 B A 2 A% B, e e O I AR A A e A 1S T )
P 32 4 (peroxisome proliferator-activated receptor,
PPAR)-y 175 id2 5 R BUs M . PPAR-y SZARLE NG D41
LArhRiEHE, ENENGE. B AN
KD . TZDs W NI 235540, 9> W IE T DT
AFEFFEAG T, AR e m A R .

FEMG TR 26 i, G 107 20 23 D e R A A IR 1)
e RIEZURIER, Ak, TZDs fTH TR X REH .
WEFERET, RS 2 HR A0 2 A% S B A o AR L G
i g 75 T EAT B AR, AR AT 4R ) s R W
g M, Cusi U F 2016 AT IR IE LGN
T 101 £ HFREAIE S NASH 8 R A ek 2 2
W IR, A XTI (n = S1). WA 51 R 41
(n = 50) PZH, MEAEZIEHZH L 45 mg/d & 4524 18
MNH, WHFLR F 2 H AR & NAFLD 500 3% 307 7 2
g 2 53 F B EA IR A EA, I H R
T o R AR 1) D T D 5 = 2 (MRI-PDFF)



858 AR

ERIESS

W5 TR 9 =8 (serum triglyceride, TG) & &= Al
R SH, 2R B R 4 58 %6 185 22 H Ax
A 51% I LF4Etb e, IFIE TG S8 M 19%
B2 7% MOk, XRIEA N IEME——IX{EH TZDs
I —F AL . Rk, JRYTES A AT REXS NASH [
YL I S

% F TZDs % NASH & 41 23 % % 3L 1 JL 35
Meta 7 #T 45 BRI AR 52 &M FE 7 BARFTE 1
Meta 73 # # {2 7x TZDs i /N J85E & 3846 25 1F
HE BT MR AEE . A 40 R ERRE AR 1 208 AN
HIE. HA4ENEA RERE, HIE TZDs 57+
N oA A% 77 RE, TZDs 1697 A W B ik .
B4, 4 T Meta 43 A1 A R 79 T2 7 IR s A 1 RS
BREEAR A e 1Y

TZDs ) 3 ZEA B R N AR 0 7 3 v F1 40 JE PR 7K
o BFFE RN, $E5% TZDs 697 I otk s kA8
PR B E N, BB EER P 51
F 5% BIER 697 F S AR L, {3 i A 27 i 7 F
BB R R XU 3G I P, e A, i &R 6 R
TZDs ¥ 97 SR EE NG 5. WS 51 B 21X R4
Wt — 1] H T NAFLD #2549, (B ZA7aik
W, JEIHRAEHRRR O /v B A AR RO S, AR
A NASH 1 T2DM 35 H 5 47 #iffi H TZDs.

3 o-EEPEEERHNEI

Bl Ry EAE B i N ORIEE R, 5821t B i
PIARIST, LR s 4 S AR BEAIG Y WF TN,
KA FIEEATE N A AR, I L DLJE B8 i ik HE
WHERR P DRk, o B AT BE T S0 5 AT A R
T 8 I PR R T o

o ] 0 W TR ) ) R T T = i W SR
AU, —LESCERIRAE T R 4 (T 52 14 LA SO ik
WHTRMHEER. FiHTXERE, ZR25Y5H8
PR B8 25 1A AT KRBT LU 9. SR, IR
WEFRZRI, BRI AT DL 22 Ao F T A 1 1k
JHI0 TR P AY A2 S0 P S L R 2 T 1 i
973 PR B SR R 1,

Komatsu %5 2 5t 17 {57 4 FI KA 1 B 11 25 3 3k
AT 12 4 H B9 IR 2 IR R 2 Mg, Kag 4l
F 96977 35 2 B AR 7 6 2L (body mass index, BMI),
JIFBE AT RELL 21 25 5 (glycosylated hemoglobin, HbA1c)
(P <0.001), Hrb 11 18 EIT 5 s R S g DT
AP T (1.5 £ 0.7) B (2.2 £ 0.6), P =0.001),
INHJOREIR (1.3 £ 0.5) EE (1.8 £ 0.8), P=0.014),

I K R E PR (0.1 £03) H (06+05), P=0025) 1
NAFLD 7 PEVES ((3.9 + 1.4) Eb (5.5 £1.5), P=0.012)
5 A, A R A AT 20 M AROBR R AR R R AR AR AL,
v N 718 G DR R R =1 s e L R Ny S TIED N
M k3% NASH v e, ARSI A UESE, A o- # %
R Il 00 ) ) AR R 2 A, FEAR PR R R
TC 5 VAR B B R . o R A B O 1 R AE
Child-Pugh A 241 B et 241, {Hig, EAME
Child-Pugh C g B # R AR ik

4 BRESMEERRER-1Z

ik = UK X FERK -1 (glucagon-like pepide-1, GLP-1)
AR )L — AL E TR T T2DM 259,
GLP-1 Hi [5] i F045 fizp 36 W65 2 () L 4 i o b, 1E R
GLP-1 ZZAR RIS 77, R B 20 0 53- Wil Jie i 3%
i) JR v L 2R O 4 R A R AR S . e A
DLRRAR B AR, IEZE B HEZ . B IRE. 558 O
hee It X ARt A 24k P70 GLP-1 38U ]
CLIg /D JHF BT i I 48 4 A 2% NAFLD/NASH, ik A]
DA BRAR HIBE AN IR S RORE, 5035 0o IE T e A0 97 1E
B ThARERRAS, AT ZEZZ NAFLD [1] NASH [fiF /g 2.

AT TR A I S ] K B i e 94 B v 5
— MR A BE A, R A T
T2DM [ 254, Patel 25 P 5 57 &5 7 & 2 AR ik B
S B R A, S ] /N BRI S s 2 14
LFUEALAHERE . Diaz 25 %t 58 5] NAFLD 43 T2DM
(P EE AT A 6 AN HBIMEE, A BT
EE, EAFREYT A I N NAFLD
MR LB - BB 33.3%, AR AR 37.5%,
Vakg FIT 45.5%, SLFEMLIK 80%, Hlhr & ik 33%
(P =0.28). Shao %% P g4\ 60 4 NAFLD 4 T2DM
B, FEBEAL N TR RRIEIT 2 (n = 30) 32
AR AN HAE B & RGIT. BmAER KRBT H (=
30) FHIT& BB RS RIGT 12 8, iRk
L smAR 5 RIG T AR b, SCEEIIKIR T A
M R R JH Bl S 2 PR AR (P < 0.01), BEAR, X
BT A i AT I R 7 s S ZE TR KR T AL 1
NAFLD ¥ 4% 26 B {2 /5 T 5 Ak ok 15 227697 20 (93.3 %
t: 66.7%, P<0.01).

FIPLE Bk —Fh K 2 GLP-1 324K 4 sh 7, Al
PABRERASE FH— ko FIh7 & T T 2H 2R 2 i 52 il 1
Jeft LEAN {58 th g7 174li, LEAN {462 — 0%
HLLBENLOUE 22 B I TIPS, 9N T 52
1] 28 355 A6 UIE 52 NASH (¥ 5803 15 B $7 &K (1.8
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mg/d) 5 % B LR B, B 2R i R AL 26
ANFH 9 N (39% ) B NASH [ 145 (8 XN F
RSB R ) H A A4 i (P = 0.019),
RN 26 NFH 2 N (8% ) SZBLT AT 4
o, RS KR B MR AR, (BRI
RAEH NAFLD W& o i A & %2 7. W
W, R & IKAT g2 B [ 22 DR 25 ARLAE S 1
., A=A A R E SO, IR R E, TR
NASH ™ B F2 BE U], Rl bz & IR AE A 4k i 2 o
WP B2 41 P, Khoo %5 B 44 N\ 24 4l
B NAFLD MR B &3, s A A EIE34H (4
200 min/w, n=12) FIFF G (3 mg/d, n=12),
FrELi6 97 26 JA J5 W 52 B 413 B Ak E ek R
((-3.5 £33) b (-3.5 £ 2.1) kg, P=0.72), [
ALT ((-42 £46) tt (-34£27) U/L, P=0.52) il AST
((-23 £24) Lt (-18 £ 15) U/L, P = 0.53) 45 T p&i#& 3,
PR BB 5 AR AR g 7 N — R AL

BT — TPl B 43 JBE 6t RIS £ NAFLD Al
T2DM 3 (1) A o4 o, 2B K P Fl
IR BB EAL, kAN, HbAlc AT, REH
X et B, HE FF D A SR VAN B b K
FNFA GLP-1 524 iash 751 1) 2 A A i 45 5 B

5 ZBRERKEE-4HNHI5

T JIKFESKRG -4 (dipeptidyl peptidase-4, DPP-4) f2&
YRR T 2 AR BRI, AR PR PR GLP-1,
181 FL S0, BELIT I o i 1) 25 P 4 FH 3R 97 B R B
FEAR N R SR E B 55, DPP-4 #1715 NAFLD
HORE T mAEH .

W7, DPP-4 Ji i S0 2 IR 41 M M 7
JFFWIE P9 R 2T ¢ 40 ff vi% Ak o 72 2 = Z2/E A, DPP-4
ST 750 3 A 1) P 2 DR 200 P 98 R e oA S A T 4D
HIK AT LT defb it g BT, fE/NRBEAL 5541
T PO B AT L AR AT L pEAR AT Y A
FkE FIT ™ B kA2 AT AR R WG AR 1. JORE. HFME
RE WA R BA K IR o AR X SR 45 R, V2 A 7t
B 1 DPP-4 il 551 ( 2 % H PR AT ) 7E N A
Ve . £ —TA i, 50 44 NAFLD 351
BERLATAC 232 FE R 5177 (100 mg/d) 8L 22 B FIETT 24
JA, ALT. AST. {R#EEEH A (low-density lipoprotein,
LDL) ¥R B~ 25, i#id MRI-PDFF ( 7E4& 51T
HEZEFNHZ BRI ER : -13%, P=04),
P K FUTT LE B AR A5 197 77 T % A B A T e
e HILLAHLL, PEIEHIT (18.1% % 16.9%, P=

0.27) BZ ] (16.6% & 14.0%, P =0.07) BIT 45
WA MRI-PDFF ¢ & 2% % 7 ¥, 2017 SE R £ 5
I AL B AR P A% FIVT VR TT 24 w J5 NAFLD
HMHAFEMAEH I LA, 5REML, Tiik5)
TTHH B HbAlc ((6.7 = 0.4)% EL (7.9 £ 1.0)%, P =
0.02). HREEZER (4.7 +3.5) K (3.9+2.7) ugmL, P=
0.06). TG ((1.26 + 0.43) t& (2.80 + 1.64) mmol/L,
P=0.08), S5%RFIHMLIL, PafhzyT47E HbAlc
(P =0.19). IEEEE (P =0.095) F1 TG (P = 0.19) J5
A 35 B, (HASEA BGE S, £ RN
B FFEG. R4 R AR A B VS A
LYV 4) 7 T AT L AR B 2018 4,
N — T RCT R A8 FH 76 k% 51071 B & A 4 0% 2454)
BT 5 B F PR ZITT AR LA, B I 4 R
5 NAFLD & s H P& 5T AR b, PEAS AT
55 A 24 B FH 2 B S B A 25 I LB (fasting plasma
glucose, FPG) (P < 0.01). AST (P = 0.018). JH [
(total cholesterol, TC) (P = 0.029) A1 LDL (P < 0.01)"*,
2016 (1) —I0 RCT 315 7 S50 5T AR 25 R,
FHorb 58 44 i Wl BE ML 4 e 422 52 2 B TR B4R % ST
(50 mg/ %, 2 ¥k /d) ¥GIT IR 12 w, BFIT R BL4ERS A1)
TTHE PR BMI (27 £ 5) L (30 £ 4) kg/m®, P = 0.005)+
TG ((115 £ 22) H (190 + 24) mg/dl, P =0.005). TC
((220+20) Lt (252 +24) mg/dl, P=0.031). ALT ((48+
14) tt (78 £ 17) IU/L, P =0.036). AST ((41 £ 11)
kL (63.3 £ 13) IU/L, P =0.002), A& 7 5 i
5 BTV 0 R B SR B 5 TE 65.5% W, b4k, 2015 4
Macauley 5 " 75— 5 A i 6 AN 1A IfBE 42 1) B 4
(R0 R g B 1) RCT rh i, (8 FH4Ei8 57T 5 &
TG AKFIEIK T 27%, 3 H ALT /KPR Bk

FE 4% 52 DPP-4 $ | 776 97 B b, i
PIAS B B2 EIPIRE Y, S 58 PR BRI YLl
Sk W WEFTIRIE, AE 48 R RIBEYT A, TEg A
TTZH AN HB ZH [ AST Al ALT 7K & #3854k, i
G % ZT 697 5 HCV A1 T2DM 3 2 21
Az A1), $RORVUREFITT AT %2 4 R 45 7 95 R I
BB MR R, AR

DA EHR AN R TR 3RS 1), S5 RATIRR
VS, T BT O R A B RN A K i U T ) PRI A
PLVEAL DPP-4 #1516 77 [FRIE 45 T2DM F1 NAFLD/
NASH 4 &

6 N-BEPEHETER- 24

BN - A FEILE R -2 (sodium-glucose cotrans-
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porter 2, SGLT-2) il 771 368 iz gk /> ' U %] 7 % =2
WSO 5 B A FH o SGLT-2 #1571 O A A L 6 o
AR | AT I S AR K PO ARG KL SRR

F R 47 16 LI PR AT AR 5T 36 0, B
SR JIRE NSy <Y 7IPECNE ¥ 37 FE NI ¢ /7| FE LN s b 8
H G FIFERS 51 15 0] B 5 oGE G 7 A2 1 0%, 1
FAefE LR 5 e AT A 4 25 BV, BIHET A
1k, 2% T SGLT-2 4141 7] /£ NAFLD/NASH & & Ji
JE 2R 23 27 24 vh R FH BRI 9 1 R ARG

75 Tto % " T 7L, 66 44 T2DM Al NAFLD
SR RN B4 2 R 51 (n = 32) B AE 41
il (n = 34), 24 J& Jaid vh EALEE g i/ R
% ikt (liver-to-spleen attenuation ratio, L/S . 1H )
FHE I 26 (1) A AL VP4l IR D7 &5 & B AR 4H 1)
ALT. AST. HbAlc 1 FPG % 25, HELERE
Ny AR AR R AR T I B R R R
B AR IR B (P < 0.0001 F1 P =0.0013).
Shibuya 45 PV ¥ 32 f] NAFLD & Jf T2DM (] B &
I NERSHIEH (2.5 mg/d, n=16) F1 - H WATLH
(1500 mg/d, n=16), HA7 R 6 A~ F KU 5T
Jii I A v 2L AE B AR HbA 1 AT BMI Jy [ &5 2
T HXUARZ (P = 0.015. 0.031), {HAPLAAEL
# ALT. FPG /7 LW EZ R (P =0.064. 0.583),
W7 I L/S BB AR 35 66 2k 0 A8 A VA% AR s 0 5
o HELAML, SEHGH. XA R LS
FL A AR A S35 (P = 0.0008. 0.017), H. & %5354
(1) L/S LuAE A fh A5 — HOBUIMZH B8 23 (P < 0.01). [F]
FEAE Kuchay % “ [y ¢, J#id MRI-PDFF {5
BRS04 2H o B O T s P i N > (SRS A i
FIxt B 40 2 A f#)°F- %) MRI-PDFF % 5%} -4.0%, P <
0.0001), 5328 A7 L, A% F1 14 4 iG 97 45 oI
MRI-PDFF &2 F#{% (11.3% [k 16.2%, P <0.0001),
BIRUEB T B 5115 0] PAek 3% ALT /KF (P = 0.005),
{2 AST 5 GGT /K F B EA41k (P=0.212. 0.057).
Eriksson £ " 347 7 A 12 92 H 0 XUE RCT,
F A I AR S AT 0-3 R TR (omega-3 carboxylic
acids, OM-3CA) #.0h 5 I F %f NAFLD 4 3 T2DM
SN 17 R )5, 84 4 52 E L DU AH
KA 84 (10 mg/d, n=21). OM-3CA 4] (4 g/d,
n=20). WZEHL (n = 22) MZEFNH (n = 21).
W 75 i@ sk MRI-PDFF PFAS I AR T 5 /. 5264
L, BT EIRIT 7R EFEREAL T FFERE B & &
(OM-3CA 4 : -15% ; iLk&HIFAH < -13% 5 2B
A : 21% ). SBFIHMEE, WABAIRT T

Z % /D FFIE MRI-PDEF (P = 0.046) F1 - g 7 4 &
(-24%, P =0.037)o — T [ml B A Feadk— P uEsE |
ZAE, 2 FCIRAL T SGLT-2 $I7I4E N —£kh
74T HA5 T2DM (1) NAFLD B3 4 2k, A
WG B35 7] 5525 K ALT (38:62 TU/L, P <0.01) F1
TR £F 44k 48 %8 (1.39:1.75, P =0.04), [&] 4k &
(81.7:84.8 kg, P <0.01). HbAlc (7.6% :8.4%, P<
0.01) % 4 I B & F % 2, Takase 25 ) 34T 7 — 15
AUMETE M ZEm 9T, I e 07 45 28 (fatty liver index,
FLI) 34l 4K ¥ %1) 75 %F T2DM 223 I8 i 16 4 35 2
H, 21 5] T2DM i 35 4 F A4 5156 97 16 J8 J5
FLI &2 FF%((60.3 £25.5) . (70.1 + 19.4), P=0.0009).

SGLT-2 il 351 7 i 1 71 5 0 MR VBCHE A
T 3800 06 R A B T e A 400 T R B U g R RS
WAIER, XA Fe 2 B0 R ) s, G
FE SRR BB B, (EE A BIF FEUE S Rl mT gt Y
FoAh AT BEAIAS R 5 A 8 AR 1R P L AR I 2 R
FIEL ] P 7K T v

7 RBE

BB IR T 2 T2DM 5 FFBE AT (40 Child-
Pugh C AL ) I EEIGITIIE, 5 HALREREZ
WA, TCIR TR 3 ™ AR A, R RS
T A AL R o A SR A 52 ) 2 S 3R R
By ZAB YT I T I 8] A 55 40 JBR 5 3BT 0 &
R ) A TR R, R A R Y 24 ) (A R SUBIR
GLP-1 %2 7R3/ 77 80 SGLT-2 1 il 7] ) BLAS i A8 44
HAZ5) (4 DPP-4 7] ) 3% Rk i JF B
3 DA Ay L JBR I 2% At 18 o 4 B B 254 (A
HIMAE ) e 4 . (H2, B WA TR,
P B8 2 A8 P R 5 3R R EE R 1 2 W IR
T I R T R e 3 A R e

BeAb, R FR R AR, B AR A
FIBUEE XU 3532 SN I & 3R VAT HOBE PR 8
[ s Z AT, IF HIX M T2DM 4 ffE &
25 B R 7 W FUR L, ST R M
By 2077 K B R T X B . R B A AT
2 PG BEATRR B AR AR R A, IR RS
BT MK RIZHI AL S, XA
AT RE SRR R A K

B B R R B A R NI . S51E5E0
SN B R AN B 2 AL, 1B i 2 R Re S
AR bR R, RN AR g ettt REER
UAE AT 2 O AR IR P 2B AU o A SR AR A
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W S AR EIR T R 22 PR ) R 25 Wk 1% 861

JHAEA g, RS R TR REANE

Rk, H BT R & 2 IF A 2 ¥ 9T NAFLD & Jf
T2DM Wy ERARZGY), BRI T AN g 422 52 Ho A %
BEZIW 6 TT 1 6 1A JHA5E A A8 2 B 2 1 IR B b 24
FHIAR R T2DM &3,

8 Hfh

T RS 245 B i AE — HOBUIT B 24536 97 SR MU 1
SENN T RIGIT 2. 5 H U 8T i B b T
AR, e B R AR R g KU T R Y B AR OR,
P B A R A3 2 FE W (2~10 by, (HAEMIRN K
ERHIARNRAH L, 48 515545 B 002K R A ek 2>
2150% 5 KEAIEE BB, % A
AR IR 77 A AR TR (7T i 5 /N

BRI (BFEEE F 5 ) DU S 3R BRI
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