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W F Sl FATP2 il FATPS, AR5 %W, ¥
B FATP2 7T LN BN BUFIE TG 7KF BEAR LA SO
R PERE R HRHT s CD36 T2 — it 5 2 11 L 76 i
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B2 (hyodeoxycholic acid, HDCA) 7K -7 MAFLD
S B/ BUMLTE AR, 5 4 58 HDCA U fE % LA
WS TP IE PP ARG 38 % 40O 4 19 75 =X 2 35 1 40 i
FAO, W I ¥ /N B MAFLD, i 3 J2& 8 2 3 i
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i ( mitochondria-associatedendoplasmic reticulum
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Ji &% =22 1] A 22 46, 24 MAMs 3% 32 H B B, A 56 92
R R (7 SN 3 YA (N 1 S ol =
(mitofusion 2, Mfn2) 5 MAMs & 3] 3= 4 # %
BAERME N Z — . it MAFLD 3% &2 HFD
MEFR KB, RN Min2 B3R IB A B2 T 0 JFIE
RS PERER Min2 22 J5 /0y U JUE 40 A 98 7= el 5
B BR o JF S 80T B AN FFIIE B 2 E S 1 A FH B s
TR IE Min2 ZJ5 A K X UL MAMs K&
HOA G B3 % 4 85 1 BA /E 9 MAFLD iR 97 #E
FRYE I3 Micl9 J& 4R MR 42 fish 07 o5 F 05 2 20 R 4%
S5 W)Y DG BT B | JHF R S R R Micl9 S BUh
i 200 v R J5 R 55 e A A 2 ) ) 4 M ik 2>, 2k
AR JBT A 36 25 L LA K Ui BC A, 450 35 I 40 4 kL Ak iR
iR B4 Ak LA R B B AR M, T iE S B Ok
NAFLD &4 i Micl9 {5 57 % 5 W T LLAR 4F b
T X — SRR o 3 Ak ) 2 ko A R — IR Bk = 1K
& (methionine-choline deficient diet, MCD) X} /]y Fi
MAFLD #5558 B HTAE Y . &2, MEMs fE
N —AH 2% MAFLD 82 50 & R MAFLD
IBIT Iy R A B 22 0 AR X g AT 42 48
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B8l DL KT 7 R R AR e AR Y
MAFLD & 77 F- Bt . 5 25 9§ 1] J1F JE A 5 1 35 30 %
D i 3 = W WA N S R P gy [ R L8 R € N L2 3
M Hf} 2 (diacylglycerol acyltransferase 2,DGAT2) %
5 TG & Wi — A, HRR S 1 10 500 7 1 IR it
5 b 2 28 W H X BT U B 20 7 28 R Y R BT R
H Al e A wFsE ) F B, DGAT2 i 57 o] LA %500
/b SREBP1c # 1119 22 fi# M\ i s 20 i B2 9 M3k &
I BT HE TG B9 R R A iF . DGAT2 40 il 551
AR N R PE K SF L il il SREBPLe 1) %R i
LS J2 W DGAT2 (1 1 32 35 W) 7] & Ik ER
PE #¢ B, 14 i SREBP1c 19 2 fi , D\ i 5 BUIF IE (1
PRACHZE AL, A BT R W], m) HED MR5% 19 K

FUERJE 3 WL TS 1 000 U/kg 4E4: 2 D3 Al LR
E = NI N R E R AN I SOE o P = A S 5
SREBPIc P J2 32 5 PPARa MY 3k IES: T 44 &
D3 i 9 /> SREBP1c % ik 3k 2 % MAFLD #)
WIPAAR . ke B X & {& (farnesoid X receptor,
FXR) & —F IH 2 (bile acid, BA) LI 19 1% 52 14
KWL 5L AE R SREBPLc B9 R U8 1 . 7 i i
JH R v g BE 2R GE L NS 5 1 5t B o6 B 1 DL R B B
HRFRASNME . A2 5EE R RS IS
A= F G AR A5 A Ok B L AR B L 2015
AT Z il FXR SZ AR FC A B DL R (obeticholic
acid, OCA)JAYY NAFLD (9 FLINT iR 45 S iE 52,
FXR #3071 OCA gt i & 3 NAFLD 41414
I BRRRAE A 458 I J0E i 7 28 M DA B I 2 e 45 —
WA A 931 ) i NAFLD JiF 51 2 i JiF 2F 4 1k 8 %
(F2.F3 D) 9 RCT Z o ifi R R0 6 2
KH LA AT BEZ OCA 10 mg/d 4 LA & OCA
30 mg/d 4,47 R 18 A~ A W 1. R GBI
M (non-invasive test, NIT) B4 5 2 X B & #1757 1F
i 25 BB IR B2 OCA BT 0B 5 % 1R 4 41
LE o 1L T TN 22 R e 2 g R A% 2 IR e s g 3 38 LA ML
LAV I3 R 2k B BRR AR, 7255 18 > H i, OCA
30 mg T T4 5F FoF 2 4 5P 1500 4 0 U A RE R
W, Of HAE 3 45 4 A A2 B2 8™ 8, OCA IR IT 2L
Fhi R, kAl W, OCA A 7 B — R A8
) MAFLD 71,

Jig v 1l W ZR AR K 1 32 1A 3 ) (glucagon-like
peptide-1 receptoragonists, GLP1-RAs) {8l “F %}
MAFLD W67 KA . GLP1-RAs Bl 4 B
GLP1 AR F o ) ) e 155 28 0 00 4100 o Jk vy 1t A
5 W S W) oy 0 RN R I B L 3 e Y o T ROk
WD B AR RS . R RO R R R R K
0.1 mg.0.2 mg 5% 0.4 mg 7E 3% K iESZ ) NAFLD Al
F1~ F3 M JiF 25 4 4k 8 55 v e 47 003k, 45 2R BoR
0.l mgRGHRTHAPH 00 MBEHELHT
NAFLD 81 M £F 4E b 4555 ,0.2 mg A1 0.4 mg 2
4350 36 %6 .59 V6, IR WAA 17 %,
HMEE 0.4 mg A b, BESF R E W R T 13%,
HARBIE =5 TG FIBE 7 B2 A 0 9815, B 256 &%
B 2 — 0 o) JE I ) R AR R Bz AR BB A —
I RCT I IR 5E 2 B K 966 il NAFLD LA K& F1,
F2.F3 W BT 4e A0 i B 4% 1 1 108 o 1] Bt AL 23 FiC
AR IR (n =321) K 245 % 80 mgd (n =322) LU
FHiEBEE 100 mg 4 (n =323), % & NAFLD Jf
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NAS PFAFAREAL N 2 A L 7 0 ) 52
JEBIATT - 45 W TR L 45 LA 98 1 R B W F2 B
80 mg A Y 25.9 00 B E M 100 mg A 306 B H
o335 #) NAFLD SE AR 22 i B 25 4 Ak 5 %Ay &£
B TR 9.7 % (P<C0. 001) 380 mg 4
1100 mg A5 A 24.2% 259V BE LB T 2/
— B BB AR e A ok . B NAS W50 %A e, i
RN 14.2% (P<<0. 00DV, Hi £8P
R A FDA it T 36 97 vh 5B A 4 Ak
MAFLD BB & 19259, T X 6 58 J& MAFLD 24
Y1697 Bk 9 40038 A B R HLRE AL

5 INESRE

JHEE 9 B 5T AR 33 78 MAFLD & 9 J5t 5 o ir
B 10y 3 LA 2 /N L R BL A BT 4o g LA K
KL R AR T B2 4 B LR A A B 4 1 s
FRACH AR E AN SZ AR 5 10 55 — T 1 AT EE A J5 X34 35
ALAYAMEBLTR AR 22 75+ BT Bl Rl A1 B0 R L B i
B A AU R R AT A AR R 22 57 L R U R
F AR A IESE R UF 58 MAFLD (9 &4 kK JEE AR
A AE R SR D 5 I 22 B S IR IR T RS S BHIIESE LA
RN — e — BUOPR BT 22 1 22 1] i F B, DL %
AP 24 iV A R A N TR BE AT 24 W) B4 T e A Ak
A5 o DA T B il 4 SE IR
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