4588 X# R 785 I i B (MAFLD)Z 4% it & o

Fd - 4% S 2 F 24 MAFLD 5%

ARG 2 =N

# & : 2L 1279 95 9 (Non-alcoholic fatty liver disease, NAFLD) » & fL 5 & % i Fhetdp B 0q 9795
(metabolic dysfunction-associated steatotic liver disease, MASLD)&_~ #& % ﬁ:_’rﬁ’”—:fr% » JEH g s BT
ZLIFYHE 1475 3% 125 X (non-alcoholic steatohepatitis, NASH) » & 4 § S M1t ~ 394 I foiFim %y o 1345
B3t NAFLD 2 G5 B4 51 273% 3 hiphl #= RF]o & 55 § 8 5(25-43%) » 2055
B ALAE5(19-28%) 57504 B A 5 (9-15%) = % B AR B TRACI I~ 32 4 BT pE S 0k 2 2
Pihse s 2R che P F R EHRDEE DR R FIHR o @ 7 (2 NASH {eiFgh it g g 48 4202 7
fricham B2V EL - HT  ZX T%REP ROk o i L NASH 25§ 3 ¥ ahicd - &%
NAFLD s » P H 2 L fade > ¢ 351 0 1 60 » 48388 ~ £ 8404~ 4 W4 8 5
Fopdo p G AR PR EDES LR b 4e semaglutide ~ pioglitazone ~ vitamin E ~ angiotensin II receptor
blocker % o pais § H i Bhioh g8 HawTy o G £ 20 FrehigBiFLR o

e 437 - ;L;gﬁ:ﬂgs;‘ LIPS g%g&%ﬁ;ﬁ

(% %5 % Formosan J Med 2024;28:468-76) DOI:10.6320/FIM.202407_28(4).0010

P 1.2 53+ (NAFLD)
RERE BRI R

JE ) F5 M He B BT (non-alcoholic fatty liver
disease, NAFLD) & —f&5 @A - BAAEHAE fy (L
I REEEEAHRARYRERATP (metabolic dysfunction-
associated steatotic liver disease, MASLD) » fi¢ EE4fi M4
Fis 77 888 14 21 JR JERS 14 Bis 77 14 B 3% (non-alcoholic
steatohepatitis, NASH) » 1% & A BUETT IR AL
HTH5E{ BRI T4 (Hepatocellular carcinoma, HCC) »

RIBSET - IR ER R AL 2 e & 3 4R
FRE 27.3% » EFEE KA TL) 40%F NAFLD » K
o E N IEIRS A B R ~ BRI ~ AEPERERT
B AR IRVELA > %0 - PNPLA3 k2 TM6SF2 »
HpH 4 552 1 89 Ngitiak NASH - NASH & 700
AT AL AL - EE R HHE - R THRE
FEC TR RE & LA R (25-43%) ~ FRHTFHYE MRS
TA(19-28%) ~ FFBelAH BRI R TR (9-15%) - 528 FAYPKER
BIFE © RGE TR B RLRIEIE ~ Gh= 5 2ERY
RIFF 284 R A= Pfad (biomarker) ~ AR [EIHALE
= MUEERESALT i A2 B & 1] -

1% Sanyal AJ S£ ABFE[2]> 1773 LIREREERT
T B HI BT A R S 58 2 - BB A (LB
I AnER—) -

;:g_-;f_s]ﬁ: 14 7g 353+ 1 (NASH) 2
goai g pipg

SRR AR A 38 (NASH) Je B4 B AT 389
T AT 10 52 HARED K 2ot A
F o JEIETE FHARE e RE I HERE (O AT AR - i
A ARRESE T ~ 45 R AHRE I S AR 2 AR 4R S
b= THE NASH HIFFEAE LTSRS 2
AR IR E EE3] -

Ho% o =laHE e S E T E B SR BEHER 2
M o B2 iz BREEIEUREER R - tRIPRME
WIRFRI AL — « HAt RN A RS ZRHPT ~ RIFE
C RIBRZRE o BB e &8 48 45 7S D) BE PR s
(mitochondrial dysfunction) > A& 4L JJ (endoplasmic
reticulum stress) > fEWE{EA (lipophagy) @ ‘B i&&E
# ) 8 (3 9% i 1% (hedgehog-osteopontin, Hh-
OPN) » &/bBEE ] (oxidative stress) » 4MfEYMNEE

'BUNIRIIROE R R R R T o P R E A BIR - C eIl RN AT IER
M EREIE - TR GILRRAREEEBATIER - SICH RS k2 201 5% - E-mail: kclee2@vghtpe.gov.tw
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T JEPRE AT R A AT AR R O S ik 5% 28 4 25 A B AV B T 38

F0 % F2 F3 F4
A ol 0.00 0.06 0.70
HE7K 0.04 0.52 1.20
PR 0.02 0.75 2.39
P 4REs e 0.04 0.34 0.14
RUE— R RISE T 0.32 0.89 1.76

AR =Ry Ty

(extracellular vesicles) {&&r2¢fE f NASH -

if BT 4 B AE 4% i A5 3 14 18 5 (lipotoxic
damage) & & AR ZE FIRE LA+ - BUELRME
e KM e dife - BIEEVEAHRE - fBiZeR4HR -
IR AR AIE PR AR BB R IE - [FIRF
ARHIRF AR SRR & M EE ~ Sk ~ T/ NEg
HIZHRES ML - MYV E FE S (LIFE B AR
s AR SR 5 5 SR FIABAEAL -

br b 4h » SeEZ it E# 2 NASH f1H
I G4 (LY #E R o {51401 B5 - B il (gut-liver axis) >
NAFLD B &8 F [ EE P (Firmicutes) Y EL L TE
B O o I AR B T (Bacteroidetes) ~ B5 15 B B
(Enterobacteriaceae) ~ 7 &5 B F} (Ruminococcaceae
families) AH¥H#/D - BFEEAFH (dysbiosis) FTREEHEEL
W B R A AR SR B AR R B TR A
PRt - T LA R o S E - fnEE SEAIARAEA L -

- 2 RILR

ISR EE o I E e
B S BB BYPZEH] - ARIBUSC SR  ZEE] 7% JEH
T EEREE NASH 4H4E FEEZERNE - 8
o Mg B 88 % (steatosis) ~ /N TE &% 3% (lobular
inflammation) ~ /U385 (ballooning injury) [4] °
A —Rt B W hnRs S EE o] RAsi i B
R A - (H B AS B B LERALS] -

Hansen CD % A [6]%F 3% — = Bf S 1 R 9 B
NAFLD &% - 7 hitbi s Re /K L& YE & K
SR CEYERAGENE - SR EI4H B3 HDL 85
H TG (& - {H¥> NAFLD ;4558 - {F5ch1—
REE R - SEEU Y EE A E NAFLD Yy -
HZ R A IGIYERY £ RR (relative risk) 0.71

EIEBEEL 2024 £F 28 % 4 1]

(95% CI, 0.60-0.85) » H L& HFaiae(bay E s T+
{& RR 0.70 (95% CI, 0.60-0.82) [7] °

HHE R B AR K NAFLD 1y & iEis o
2H : 168 EXE(time restricted eating, TRE) 2 iERFIZ,
8 (daily calorie restriction, DCR)3t: 12 | H » 1F 6 {i
HE TRE ¢HHYHF AN =B H AR 2 &K T 8.3%:
DCR ZHHAIFE(E T 8.1%  £F 12 il HEF - TRE 4HHY
A= H RS EMFE T 6.9% » DCR 4HRAI[F(K
T 7.9% o FUEHBVATBERERS - feEE A e bR T
s HARESR D - (I - BEWF9E52FF T1F TRE &
5 NAFLD i DCR fiHAth 455 - (HZE8 1 FRAEL
ERAYETEME8] - %5 168 ERA I HEkEa A -
RIIAT DLBRE R (KA EE ~ FE&E ~ fAS(TG ~ CHOL -
LDL) - H-Ijae S AHaE(bo] -

H RiTtl A HAt T 5 A USRS A R EAH R
{EAYBASE » Horf curcumin (B552%) fILL piperine (#H
i) FESCERT (L - (H T DAKGE NAFLD B
MR ~ ot ~ MAEAIRFEHRE[10] « FfHEEEC T 2L
Y% NAFLD WY AdAYREsC(ALT ~ AST ~ GGT
fetuin-A ~ FGF-21 ~ IL-6)[11] » ZJRUHFHIEZE G -
AIARIEEETIRER (p = 0.031) K AEREERT =% A
EHREER(p = 0.039)[12] - HEATEE) ALT - BiE
ZIEPT - W BRGSO T HaRGRT A (13] -

z. BHF A
HRIAETREZ 585 NAFLD B89 K
I o

ARUST

- ERAREE
Pemafibrate 2 HFEIIARHT4E - FEiBRIRME:
4 ¢ PPARw 2 MBS TE o U 8 8% 75 (8
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pemafibrate 55 48 MG & (AT ARASR > (HFFEE
FE LS 22 R A 4H b E A - JBR A R-5.7%, p =
0.036 » [F]H ALT B LDL-C BEZ[4(K[14] »

Elafibranor ‘Z7& PPAR /5 {[EHER] » 2R & M
B4 MERTRE{ L(primary biliary cirrhosis, PBC) K
RUSGHREEY) o Genfit 4 9)8U5E )\ SR 72 H 7Y
NASH £%# 7 19.2%HJ A\ {# [ elafibranor 1% NASH
EERIEE > FFEEASEZR  BRSZIE b sEE
WESEOCHBEES(L > HIFEEEEER (high
density cholesterol, HDL)A1 =% H A5 » LA ALT ~
GGT WA T HE A=A -

Lanifibranor j255f& 4 PPAR BE7 25(EH#ER © 1
iEYE NASH BE0Y 2b Hiatbad » 1200 mg
lanifibranor 5§ » SAF-A 5572 /DIK 2 43 HE4EL
KRN BEEE SN LR > (H1EH22 800 mg
lanifibranor ;& % 1Y 58 b Qe B 0 - (H
lanifibranor FBENIFFAEFSEUKE T - HARZEHE
B 8% 3R AR B ISR K A P 15] -

S E AR EF

Pioglitazone & —fd 1R HLiEPR I EEY) - &
thiazolidinediones % - . 3= {F F 2 [F KRS ZH
bi o BERISUEEE B DANGEAILA K AaRrdH 4t
FE S VBRI » 3 H A e b e A=A
(gluconeogenesis) o BIZZRIFHAHLL » pioglitazone &4
EINASEE - (2 AT PR ~ (L faZs - insulin
C peptide ~ ALT - ferritin Z¢ ; [{E4HERENSE E >
A FLFFFAHAEIAES - Mallory-Denk body 144k
HEEZE R [16] - 75 NASH BYREFRE B 1 525
2 AUMERR B - EHIE A pioglitazone » 51%HY
NASH EEGEIGEE - HZ2HR[16] -

SGLT2 #IHIA¥EE 2 BUERP O NAFLD HY
Bt IRy 4R & 0T - SGLT2 HIHIFIRZ [
{& ALT> WMD -5.36 (95% CI: -8.86, -1.85) > p=0.003
i1 AST » WMD -2.56 (95% CI: -3.83, <129 ) » p <
0.0001 ; {EERGAHR T > FHBE T % E ARG EL B
WMD -2.20 » (95% CI: -3.67, -0.74) » p= 0.003 ~ [y
RS E & > WMD -20.71 (95% CI: -28.19, -13.23) »
p <0.00001 » F7 FHSE » WMD -14.68 (95% CI: -
26.96, -2.40) » p=0.02 thEEZE R/ [17] -

Liraglutide J&55—fEHUfEIKIHEEY) - J& GLP-1

470

analogues JH - fE—R 2%ty - BEH - EEHEERT
NASH J#5 A& H F7 T 15 1.8 mg liraglutide 3 48 34 »
T 39%15-FI 45 - FHEE i (relative risk) 4.3 (95% CI
1.0-17.7, p=0.019) ; H 9% IR4E4E(L » FHEHAZERT
2H 36% FEIE E%: 0.2 (0.1-1.0, p=0.04)[18] -

Semaglutide t7./& GLP-1 analogues * J& ST
AyZEY) » HELEE liraglutide AY/EFI 5 % ° Newsome
PN % \Z$3HAE 320 #4 NASH HAMEAELE 1 2
% 3 WIRVEE - BEROECEER 1 R 1 RS
(0.1 mg, 0.2 mg, 0.4 mg BGZRA) » 0.1 mg 4HHA
40% NASH &g H 44 B AREAL - 0.2 mg 2
36% > 0.4 mg 455y 59% > ZERIFI4H By 17% (0.4 mg
EAZZRIRIAHEE - p <0.001) - {H&ME(LFEELATE
EREEH TS AEENHEMER (04 mg 41
43% ML REIE 33% HYBEHEAELIGE - MK
= p=048)[19] -

Loomba R 2 A AYIF92 8-~ semaglutide 1F
NASH FHBHFFIE(L H BMI>27 (Y 47 285 - #52
FZ NS 2.4mg HY semaglutide » B2 IRIZHAHEL -
I HBEZE (LB NASH #E25 » NASH 77
BIE{# F semaglutide &HHY 11% > LUKz {8 FH 22 R0
gHHY 29% ; odds ratio 0.28 (95% CI 0.06-1.24;
p=0.087)[20] -

HEIESE 2 AUMELRE B E NV EBE  Knop
FK FNEEGHER I FCE R semaglutide > 1
50mg » 4EEEURESE 68 IS > IR semaglutide
50 mg #HBLFAA LA PHERGESER -15.1%
M ZZRHIA Ry -2.4%(p <0.0001) bR - F£72
HEE 2 BUNEFRIRHIE E LR R A - Bl
FIMHEL - ATEIE TR EAS I AR R FR(21] -

FA R AIE S AU PP FH 4 - B4 tirzepatide
(GIP #1 GLP1 receptor agonist) ~ HM 15211 (GLP-
1/GIP/glucagon triple-receptor co-agonist) ~ licogliflozin
(dual SGLT1/2 inhibitor) ~ resmetirom (MGL-3196) ~
TVB-2640 (FASN inhibitor) ~ NGM282 (an engineered
FGF19 analogue) ~ aldafermin, an engineered FGF19
pegbelfermin (BMS-986036, PEGylated
fibroblast growth factor 21 analogue) ~ efruxifermin (Fc-
FGF 21) - pegozafermin (glycoPEGylated FGF21
analogue) Al EEEIREEE T - H L resmetirom
ABT > TH#EAS 3 HAERPRGES -

analog -
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FR

- . Vitamin E
WE Ry iC EENE PR %5 H A NASH myE%E - [/
pioglitazone ~ #Efifidy E K 22174 96 38 » S5 4

43 E Bl NASH HYSZEREER43% F119%:
p=0.001) [Zfij pioglitazone K452 Bl 22 IAE EL
RIZE BARZE (9 7 By 34%7H1 19% » p=0.04) - {i#
JEFELL R 2 R B 7T DU (R AST F1 ALT (p
<0.001) ~ Jak/DRFAEREME (4842 E 45 p=0.005 -
pioglitazone 4H p<0.001) ~ Jik/D/NEESE % (44 Z E
4H p=0.02 - pioglitazone 4H p=0.004) ; {HEAMZHT
B I E B F(22] -

= . Selonsertib (selective inhibitor of ASK1)

ASK1 7 NASH HYRF4HREAEE ~ 38 R A48
b S A 2 {F A - Selonsertib 2 —f LR HY
ASKI1 BEFERMEHNFIEISEY) - EAREE% 5 P
B> (i 48 A EE— selonsertib G #7> NASH
B HIREIR G 4E(L(bridging fibrosis) - BUZETE
FHE LA B s b23] -

=. Emricasan

1F NASH #y#Ef2ES > B M (lipotoxicity) & /&
{ERER & H B (caspases) » HEAAEH TR IL-1P ~
TL-18 (Y%L - [fl] emricasan j&—fH R KR HHGH
HIE > FIFE{E NASH B HY ALT FIREK & A EgHY
JE b (caspase activation) o {7 % 5 2RI S HERFZE
> HHARE NASH (R [EIREE AR (L(F1-F3)
JHA 72 dBH AR FOEHET » emricasan M)A SR
{EHARIIE] NASH f2ER 2 HE (emricasan 5
mg : 11.2% ; emricasan 50 mg : 12.3% ; 2RI ¢
19.0% ; odds ratios B2 AHEE B 0.530 A1 0.588
p=0.972 F10.972)=% NASH 3 » [fi 5 b4i4tE L
FYZ EE H {8 (emricasan 5 mg © 3.7% ; emricasan 50
mg : 6.6% ; ZEIE] 1 10.5% ; odds ratios ERZZFIH]
0.334 #10.613 > p = 0.070 F1 0.335) - HFELEER
emricasan [ R NASH @54 ( LB E AT B &H A%
£[24] -

IHEAh > emricasan $+¥FFFRE(L LU B B FIRFAR =
FE(HVPG>12 mmHg) 83 - 7w Al [T IRER

BB 2024 28 B 4 |

77 > {H emricasan B4 NASH s LA & EE F AR = ER
FBEHY HVPG B PRES f5 Y S e [25] -

= . Cenicriviroc

Cenicriviroc & —f# ¥ 4 (iR (LA T2 4
(chemokine receptor) &5 2 UK 5 RUAYFEEHIH -
AURORA W72 2—T8 111 Hf - BEts - &g - 28
FISHRHIAST - $13 NASH i 2/ 3 HARF&E( I:Ei’]
B H cenicriviroc © 5 12 ([ H 0¥ -
cenicriviroc BGZZRIMIHY B - 2 5| T BA BRI LRI
FEL(22.3% vs 25.5% ; odds ratio 0.84 ; 95%(ZFE&
> 0.63-1.10; p=0.21)> H4r R 23.0% F127.2%
HYREE ST R R ARAERERT X H@ A INE S (L@
=0.21)[26] -

I . Belapectin

GR-MD-02 (belapectin) Z—FfE-FH EEER
3 {5 1 HARHST R DK BT e LA TS
AR R - 2 HIRERTE NASH ~ FFBE(EFIPTAHIR = B
162 LEEDEE HABEHR K ES 2 Bt
2mg/kg belapectin ~ 8 mg/kg belapectin TCZRIH| 52
#H - Belapectin BLZRIFIMHEL - HVPG s (biry
TRk ERE  ZATT » AE S B AR R R S Y EEAE oy
e > 2 mg/kg belapectin ¥EE /D' T HVPG flE#
Ak R [27] -

- . Pirfenidone

Pirfenidone /& H Aij—7& LIk b4k (088 » 7]
TEREN R AT AL o HARIERTHIG] NF-«-B #Y
JE{E o Poo JL 25 A [28] A WHZERT A4 L EETTE
PRI » S50 35% 520 pirfenidone A48 4E(L
AR ~ 29.7% 1y Child-Pugh Ry #EE ~ 43
R 40.6% % 43.3%MEE ALT 5 AST % MifE
FHEEY) BE TGFP1 (pg/mL)HY AR I -

= . Obeticholic acid (# E *%fk)

Obeticholic acid Z&—7& farnesoid X receptor {i¢
HE > LA T DAMEE NASH HY4HAREE - T8
L - BB - S - ZRIEIEIEAY 3 BRslE
75 NASH ~ NAFLD P53 % /Dky 4 > H 8R4 LISES
By F2-F3 = F1 pEEE > FZE/0—EHmEnE
o T 12% #EF] T 484 L > Obeticholic
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acid 10 mg 4H#A 18% (p=0.045) > Obeticholic acid
25mg 4H 23%ZE| T #HE L= (p=0.0002)[29] -

~. Vonafexor

LIVIFY (B vonafexor (VONA, —f& A,
JEERESEAERT X =288 (farnesoid X receptor, FXR)
{3E7] » VONA-100mg QD 4B VONA-200mg QD
A5 RIAE 50.0% F1 39.3% HIEA>30% A
¥ LFC [F(& - (HZRIBIAR HA 12.5% HIEEE
HAFH$ LFC [E(K - [ME/NRIEEZE VONA 431,
BATE » ABEZERBIH 2 A(30] -

1. FMT(¥ H# 1)

WG B A VIR B B A RE R B S EHUE A
B BATA 2 HERN A B HENE Y
5% o SoHi Vrieze A 5 A\ [31107C 4RI Z HIRGE Y
&) EABEENEERN A ERA - B2H
AR SRR i G 2 2 2 E IR
55 2 BURUME B B0 (p <0.05) -+ [E] B E AR T R
(butyrate) iy E T AYIEFE I - Allegretti JR 5
AB2HFEEDT - FMT BECKEEEEE)EZ®
1Y BN G EALRE R IS B R R -

Yu EW 55 A [3315 AR R A EARF FMT 2
WE/D 12 48 (ERRHIR A B R L
HIREHECE FMT 4HIVIRS 2RI ¢ A 422
IS (p = 0.16) < EIEABRIZ AR - 4
AR B AR SR RS Z DT » FRERAE—F
IR -

L LRt A

— . Lysyl oxidases inhibitor: Simtuzumab

MRS EEEEE I 2 (Lysyl oxidase-like 2)
2B AR E L YA SR (cross-linkage) {2 #E
TR - Simtuzumab E—FEERGTEGE T lysyl
oxidase-like 2 » 7F¥f NASH HH A& REA A L ECAUE
PERFEEC B HETTHY 2b HIEES T - simtuzumab fi
EARE R & & SATERIREE IR &0
&% 1k[34] -

=~ . Resmetiron

f£ NASH JEBRFIFF e b 20—l

472

EET71HI 80 ZFHIER 100 ZrelErThiEEY
(resmetiron)(EFYZZEIA[35] -

=. Angiotesin II receptor antagonist

RAA 77875 AL AT 2 IR 4 AR O it o 3 A 4
SE{LAHAR) 2 BRT AR AL - ERARERITHEE - &
A i B R AR A LA R T B
(L4 ERT-- Bl - RS g (methionine-choline)
=Y NASH KEAIFITZE T ARB (olmesartan)
TEBRIEENHI AL~ SHBREE A IR LFE AR VB A
70 S5 ARB B[R ALT BYBSH0 - B2 R 4HHE
HYEL - EALEES) LA R 7B BYEERIRER -
BB R B BRI R BRI 4B [36] - 52 1 RAS [H
BTRERHT NAFLD & f1UBR B8 e B AT A
{LAZ RS > RAS [HERR%f NAFLD A75[37] ©

T, H#RIFUIH H¥EH> ¢ 32 BMS-986263,
HSP47 siRNA[38]ARO-HSD[39]F # % %=
TRE -

HEieR

NAFLD 2—f#%RZER » N [EEEYHE S
VR FIRELEEE A AT SR o afif ACC ]
HIEAAT DGA2 HIHIR P A RAs =& » 1R
B ME = f A = BRI E F - B4 R R B B 4%
FHEL » Cilofexor (—f& FXR {E#%) 1 _F firsocostat
(ACC IR - A s ta e (LA L B
9 NASH JEE » & 0F (2 5 & ik (semaglutide) B2
firsocostat F1/5\, cilofexor » B B8 S (s HZ E &AL
ST RERE A ~ RS AR (LA SR -

¥

#+%f NAFLD/MASLD #J;aHE » m] {8 K AR
B - fiEEEED 1 Y 60 Sr5EEE) - 2
P ~ i EIRHI R YEE | BRIt 24 - BRIA
S BRI EEY) A - (2 B RiMHRASEY) TR B R A
—IIWTE - A RER %2 H ARG a5 -

L

AWFEZ MIzafEze « i - JEFEE « 8 - 26l
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Abstract: Non-alcoholic fatty liver disease (NAFLD) or metabolic dysfunction-associated steatotic liver disease
(MASLD) is a prevalent liver disease, comprises a spectrum of hepatic pathologies, ranging from simple steatosis
to non-alcoholic steatohepatitis (NASH). It leads to fibrosis, cirrhosis and hepatocellular carcinoma development.
The incidence rate of NAFLD in Asia is approximately 27.3%. Relevant causes of death include cardiovascular
disease (25-43%), non-hepatic malignancy (19-28%), and liver-related diseases (9-15%). Low awareness of the
disease, lack of accurate and immediate diagnostic methods and biomarkers, and different cultural backgrounds
make diagnosis and treatment more difficult. Understanding the pathogenesis of NASH and liver fibrosis is very
important for the development of diagnosis and treatment. Studies have shown that patients who achieve a 7%
weight loss goal can experience significant histological improvement in NASH. Treatment for NAFLD/MASLD
can start with exercise and diet, including minimum of 60 minutes of exercise in a week, calorie control, and
appropriate restriction of food. In addition, there are some evidence-based medicines for treatment, such as
hypolipidemic agents, antidiabetic agents, vitamin E, angiotensin I receptor blockers, resmetiron etc. Furthermore,
other drugs in ongoing trials require further study to safely treat the liver disease.

Key Words: non-alcoholic fatty liver disease, treatment, emerging drugs

(Full text in Chinese: Formosan J Med 2024;28:468-76) DOI:10.6320/FIM.202407 28(4).0010

ISchool of Medicine, National Yang Ming Chiao Tung University, Taipei; 2Department of Internal Medicine, En Chu Kong
Hospital, New Taipei city; *Division of Gastroenterology and Hepatology, Department of Medicine, Taipei Veterans General
Hospital, Taipei, Taiwan

Address correspondence to: Kuei-Chuan Lee, Division of Gastroenterology and Hepatology, Department of Medicine, Taipei
Veterans General Hospital, No.201, Sec. 2, Shipai Rd., Beitou District, Taipei, Taiwan.

E-mail: kclee2@vghtpe.gov.tw

476 Formosan J Med 2024 Vol.28 No.4



