FE7 IV — JUMBBRERT (S X 9 2 EiR A A
—kEBHEICE D < NPCI1L1 inhibitor IZ Kk 2 BEDZNE—

BEATY REFHRAEDEERT BREEL> 2 -2EM
HEHER = W FR &

(HRAFRE)
EimEEAMNERE 54— HESERARER F F# H M

XU

FET a3 — RGN (nonalcoholic fatty liver disease: NAFLD) 1%, JHi&rEFEE
DJFERE & L THEDOEWEETH Y, FET L a— LPERIPENF 2 (nonalcoholic
steatohepatitis: NASH) % & CHFEEZE-CHF Ml ~ & AT T 2 fERA Z A TV 5.
W 2 RBERUC L DIEMB LR X R Y v 7 JEGERE, A AU G2 &
NAFLD O E# 2K & & 2 5TV 508, B &2 £ 720 NAFLD B3 407220
OIFEET 5. Fex1d, NAFLD OFAEZER 2 8 FRIBLE ) IRETT 2 BRI T,
B F L OFEART NAFLD B3, @ F 2B 2 REBEBIRN, BmAFRIZoW
THELL M LT (1,2). T ORER, BB IR B [ U CBRIEN &,
wAam Y — -« RAKMCDBREIZIAECRHETHY, 2 ARGUEIZERREE
TOHRHALNTH -T2, BT R E LT, 2L AT o— 8 lET [fEFE<
W B <FENEW ] DIRICABICEMTH Y, 2~ gafnfigliiE (PUFA)
iy (s > e s > I i ] OIRCARICRETH 7. mfar
AT m— U liE, B - RIS & I EEREANTH 7=, oF0, H
o U — RS B NIRRT 1 X DM NAFLD 27584 570, Zhbz2fkbia< T
Ha L AT a—/LOIREHEI (55X O PUFA #EEURE) 73 NAFLD OJFA & 725
Z &, L RATu— LiBEREED R S B NAFLD O TH 5 [ GEMED /R
ST, Fox BT - T NSIHITF B OFFIRIC 38T 2 155 351 B8 i 5 7 6 B AR
Fricksnw<b, FMiiaCoRENEREEETIHE - HHEEERICa L AT o — Ll
FINBEET DA REMEZME LTS (3-8). ZNOORERERE 2 THxI1x, £
NGTOa L AT v — LRI & B3 % Niemann-Pick C1 like 1 (NPCIL1) inhibitor
Td % ezetimibe & FHUZ NAFLD OVEFIZIGH L, £ O, A AMEAE L.

b5
AWFEIE, MOFEEEZBRIN S, EiEFTRIZT NAFLD & 22Hr S 7= FEAEH
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(BMI <25 kg/m®) &5 8 5l (F/c=6/2 44, 49.50 £10.76 i)
A —AL Rarkvy h&/HEET, mEEE

A A ARPIE

ZBAkIZ72 <, BMILIZZENTIR Do 7- (K 1A).
mg/day OF% O£ 503086 S, 12 » AR Sz, B 8 Bl 4 4
o> 4 il

722 <HIERERETH Y,

L RAGRD T AT,
TEED 5 (HOMA-IR < 2.5),

X LT, 17
ETOHRET

TV a3 — VAR HUET 20 g/day
qu%ok.%E%%¢;ﬁ$ﬁﬁ%@ﬁﬁﬁiﬁbe,?47%&4»&

S OBFIT ezetimibe 10

EEEE i

UV T A F v a—/VlE (UDCA) 600 mg/day

Z B H S TWIZ, ezetimibe (228 B S L7z O FAIAMLTT STV D BE I

F 38 amlodipine Z fIRFHF D 1 HlOHTH > 7-.
b5, ZEREREA v A U 2 AN E R

#iat I, Wilcoxon signed rank-sum test |

HESh, EREEEE
THEBZERE (p<0.05) 211-7-.

@EEH&LT,%E,@W%
WA b EIT ST,

* 1. AR

Baseline 6 months 12 months
Body mass index (kg/m?) 23.03+£2.04 22.81+£2.34 22.84+2.17
ALT (IU/L) 70.134£24.61 36.64+19.41%* 34.25+12.61*
GGT (IU/L) 115.0+£62.28 69.50+28.49 68.38+28.28
Total cholesterol (mg/dL) 212.0+£49.01 192.3+£30.68%* 191.4£28.61%*
Triglyceride (mg/dL) 98.88+34.22 89.88+31.56 94.88+30.62
HDL-cholesterol (mg/dL) 59.13+11.81 58.25+12.09 61.50+12.51
LDL-cholesterol (mg/dL) 137.5+£34.59 113.1£29.68* 111.0£29.65%*
HOMA-IR 2.31+0.25 2.24+0.14 2.17+0.31

ALT, alanine aminotransferase; GGT, y-glutamyl transpeptidase; HOMA-IR, homeostasis
model assessment-insulin resistance

*p < 0.05 compared with baseline

S

MAE R OB 2K 1 IR T, UDCA 25 STV 4 B TH ezetimibe flhh
HITlZ alanine aminotransferase (ALT) IR ST, £ TORFTS0IU/L LLET
boto. MiGa L A7 e — /U EIZEF CIRIFIEF N TH 572, ezetimibe {4k
%D ALT fEOR %IlB_,MIfkLmﬁmmwmwﬁ9$%E2K%¢.
ALT EOIE TIIIERBAMGE 6 » A, 12 7 H L bBMBANCHTHETH Y, 441
TITIEFFPHNE TR L7z, M9R72235 LDL-cholesterol & A EIZIHA L7223,
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oA IRE (y-glutamyl transpeptidase, triglyceride, HDL-cholesterol, HOMA-IR)
(ZITABERENIZO ol BIEEEE AT T, Bo 0 RIENFO
WENRED A LNTZDIL 2 HOHTH -7 FERFEERET) . REOIER OESEKRR
W2 X 312~

30

A 1. Ezetimibe {&#HIEH D Body

- 7 e e |
T .| . 3 mass index (A) & ALTfE (B). 1A%
-— - S
E 15 Al 6 7 Hi% « 12 » AR O Z 727,
% 10 *p < 0.05 compared with baseline
3
0
140 -
120 L= | B

ALT (IU/L)
z B
S

20 1 L

0
0 6 12 (mo)
ALT LDL-C

[X] 2. Ezetimibe {6 HHIH D ALT
6mo 12mo 6mo 12mo I+ L OV LDL-cholesterol {EH D JE/ K.

0 : ' 6, 12 r A% OFRERR,
40— *p < 0.05 compared with baseline

? "Iu .

<, 1

g,

9 40— "

Q

5 -30

-60

=10

-0
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Ezetimibee (10 mg'day ) |

:

- —— ALT 190

!d 150 -+ @ - - OOT 150 ==

== = —

et e LD +C E

= 120 120 =

= -

— .90 B

© L) &

d e

= &0 L 60 E

-

s a

- 30 0 =

41:

L 0
3 )] 3 ] 9 12 (mo)

HDL-C 74 65 75 T4 72 75 (mg'dL)
TG 127 131 107 120 125 115  (mg'dL)
JILE 1] 225 21.5 222 (kg'm®)
HOMA-IR o e 21

3. KF ORI,

A,

=z %=

NAFLD OERICIEH v U —i@ BRI, £ 6IZERT A F LA
RA AN ARFWER T 5 L WO EEDN I Z T AN LILTN D, D
728 NAFLD OIE#IZIL, PR LIERSCA v A Y U dcEs BEEEN E L
LONHAWHENTE., B ITBRAEIGOE D NAFLD BEEZfrL, 2L AT
= — /LI EHE S PUFA (FFIC ©-3) ORI EAY NAFLD O HER 1 & 72> T
HTEERLTER (1,2). 2LATr—LORHWTH D oxysterol H355[KF
Toh 5D LXRa @D ligand & 720, REWIEEGHEL, FPERRRIZEHE, BB A b L 2HC
ORMMBHZ EEEZNE, L AT a—LARN NAFLD OFKR 252 2139
7230 5. F£7z, NAFLD JFICET 2 IEERH BEE s 1 DL profile & F 4 1%
WELC&72 (3-8). 2%V, NAFLD HTix, a2l Ax7u—/LiBgEIiz bbb 53
AL AT o —LARITEESNTEY, =L AT a— LR g 2
TLELTWDLZENREZ LI, EOREE LXRo—SREBP-1c # & DOTEMAL, NEliFE
AREEZ X7 LT\ 4. NAFLD (2815 LXRa FELE, MEMHEE L0 LI
BETIVITTEL TV (7,8). LD b, a L AT a— /LOBINHI
NAFLD B OFHIEN E LTHEETH Y, /MMEERTOa L AT a8 — LIS
i T L AT v — L BRI A I % ezetimibe 723 ZAUIZHE L 7oA & L
THEHFRETH 5.
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SEIOHFEDORGRIT, REMENOIEWMEE LV a L 2T 0 —)LORENR KL
&z LD I NAFLD B35 & L7223, ezetimibe DN A EHIRIC 7= v EHE
R 2 72121, toFER (F 2 TR FOEE)IC L HIRELE), RHHopE
THMOIAELR L) RN TH2MLERHD, TOEHNDL L, MOREEZE
BRIV D 2 & OREEZ JERG NAFLD B 1345 R ORREE & L o7z,
RELC BRI —EREBLIVPZRX L —HEEIIBMI AARETHDL Z &
BBV EEZ BN, MFEE (ALT 1) 1L ezetimibe BRLAT: 1-2 » HInDAH
BEIZETL, PHOBECHEFFANICHERESN. 2F0, hul—FEE
BH SR Thab 27— VB BREMANE, TFEELIHTE L2 E0RS
iz, SEOBIERHIFETIE, BB EERED SR LIMTA R 7. BEK
AT A E2RUGET 2 BIOARTR LT, BV O IEME 2 FHEIZF AR CT
ETHET L2 THA O L, AEREHEILIL Y RHIFNLE S LR,

TIEIE 2 £ 9 NAFLD 28 T ezetimibe lZARNR D725 9 A, B BE Ofa
FCIE, WIBAEI &0/ v U — 1B, A EDEIRESHA O NICEETH Y,
TTARIDA A A ANEZMEDHELRENTHAH. ZODERI 1
U—=IZZn 2 hiE, a b 27 e — L BRoAzMma T, FEHEEIEEIE
DEITESNRNIE LRV, L La L 27 o — L EBREFEEEE L E
WEICHRTHBEICHEM L TWD Z EIZHEETHY, HDRRE RS
T CE L EEXTVAD.

2R

Fx 134 ETIIHET Vv a— A MEAENIIF (NAFLD) B ORI 240, REE
B, Mg S 2 et L C& 7228, FEEN NAFLD BE TlEA AU v
BEHESLT T 4 BAOA LV ORFEITIEE A ERLNT, Bhn U —EEITEE <2
WHOD A L AT v — /UEIED R NAFLD B35 L0 b ABICRETHDL 2 &
rarlLlc. Zhvdx, L A7 o—/LETGEED NAFLD RO FERK 1 Th
LBz, alb AT o — /LRI A Il % 34 Niemann-Pick C1 like 1 inhibitor
(ezetimibe, 10 mg/day) % FEJEJi NAFLD £ (8 f5l) (o5 L, TOREDEE
12 7 AiCbhlc o CiMili L7 (BRFRE, EERE, MmANERIIIT> Thien).
TRIEWIR o BMI (22 ki3 <, i ALT BX 0o L 27 o0 — U lIdA BEITIET
L, 189 6 » ALIKE, 46Tk ALT fEIZIEF FPEAN THERE S vz, D7 & b3k
fESE NAFLD B 1238V TiE, ezetimibe IZAFFEEMHNCAZITH U, Hriz/eikik
B LUSHTE %.
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