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Abstract

With the global epidemic of obesity, the incidence of non-alcoholic fatty liver disease is increasing
year by year, bringing a huge clinical and economic burden to the world and seriously endanger-
ing public health. So far, there are no approved specific drugs for the treatment of non-alcoholic
fatty liver disease. At present, only a new drug called Obeticholic acid is in a large clinical phase 3
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trial based on histological research. The latest research found that Obeticholic acid showed supe-
rior treatment effect, which can significantly improve the degree of liver fibrosis in fatty liver pa-
tients. But, the drug also showed certain side effects. The current status of Obeticholic acid for
non-alcoholic fatty liver disease is reviewed as follows.
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1. 518

ST, AETEHS P G 95 2 9% (nonalcoholic fatty liver, NAFLD) /& 4 BR i ) F R s, 4Bk S
2K 25.24% (95% Cl: 22.10~28.65), AETEHE 14 i 5 14 JHF %% (non-alcoholic steatohepatitis, NASH) ¥ £F- 41 i
Ji& LU RN - 35 3k e 2243 i) R 40.76%F0 9%, Bl 4= BRAERESE 0047 I 1 ARHRIL, NAFLD (i R A1
L5 ARG AR EUR[1] A, AT 10 NAFLD I 16 347 1 18 2 5 7t . 5 DI EZ (Obeticholic acid, OCA)
R TR 7 ARRE YRR 107 PR 1) 3 B3 RS, FLoR o TG e 2 3R F iR 7 A T 7 2 JH
Ji[2]. FET OCA A S A Al 56 [E B R 259 % B R (FDA)ELAE A T-7697 NAFLD RIz5%, 1 Hik JL&
H K OCA JRJ7 NAFLD A58 O # AL, Bt 88 DU ERYATT NAFLD HIBLIR B 450 T .

2. eSS R M AT RO ELAR

AETPRE T AR D i o 5 T2 AR S A 0%, 5 AR DG & i G B IR R | 2 2RO JR S
SR ILE LRSS, FLRFAE A2 R0 A A R 0RO 4B N AR, I8 MR A HE D AR M 4, A I DA
T, 2B DR AR TR T ERT 25, SR S H A R ONRT AR 4Eh . FPREAC AT T 40 B [3]. BT
KR, DREAETRS Y i 5 2t — 25 A S O R A . T 30l 8 5 75 BT RS AR 1 23 1 o0 LR OE & 7t
AT RETE AR LA4E P RO AR B IR B RS A 0 2 LR R [4] [5]. & ™ E e A LR, Rk, xf
ARG i i e P ) BV S TE SR R o 38 DA R P R 7 P PR 1) R T TR 5 R A G, {H fils—
TG, ERKLE 40%H) NAFLD A TFUAHERERE AR, BEZIEH 52— NB2 W% [6].
TEVRIT 7 TH, R A PR AR B S5 A 0 7 U T H RT3 1H 2 NASH/NAFLD 897 3R, (HRRZ &
EHELNRSRE, HEH, XTIRZ AR REEAR R 1 S X BT HARE A, R R T 2 iE
JYIEE Y R. EBLSEE T, ¥BJT NAFLDINASH [ Hbn 2 b7 bt e AT aifk, 18 /b iR i 75 22,
PEEAEIER, BFAF4Ef @ NASH B Tiljs i EZEYUE R F, BT ARG RAE G I 2F 4 b 8 5 Bl AT 2930
J7[7]. &4 ik, WIS 356 E B 2548 BRI (FDA) B KK 24 5 & B RN (EMA)ILVE (19697 NAFLD B,
NASH [25%), BL3)— #8724 B J1IE R (Obeticholic acid, OCA) il 1, NAFLD FIZ5#iGy7 g 1e Bl 7 %%
M, BT UGIER 7 — A 58 2590 mT DAE RIS 6 5 14 A998 7% 31 92 (NAFLD activity score, NAS) FI4F 4
A7 TH S R 2H S B2, T A 2 AE B~ T — 2% 7R 1 6 [8]

3. IR AR A M AT IR & S AL
NAFLD /& % o [K] 3 FE 7 /R FH 045 5L, 24060745 A 9 R AL B A WL 2 P00 AT 2 R 2 i
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72 . NAFLD F5 BRI g “ =77 o f%, BRI ME, MR tEMRAE[9]. —MihJy, FHIE
JiE T R RS CLFE A B BN IR 7 2L 4 N RO £ I 77 R B L SRR PO A e i A e (51 4 P P A
WK S AL N ARITIR), 4 TF ARG T YA N6 S i PR Z TR AE AT, it R A I R
AR, b R B R ARBUE NAFLD 18100 T IR0 A2 i) S RN R 2R, Bk, A 35 R 5 B B AR 3T A
fi A MR SR R A L S BE A A AR R ARG » B 2% 3 BURPAE SOIE AN T 4 AL 1) % [ 10]- NAFLD
(R f 6 PR 2R AR LA IR B8 TR R AR 5 5 S 2 B R e B 2) 119 IR 4 it s o A o 2 P A
BRI M 5 R S 50 BU B U PR DR DL R AR R M 2T AL I R R S A [11] o A mT DA M n ok
FRITRR A, kb IR M A P8, DA AR T 200 L IR AR 85 2 I 2 1 PO TS X e I 07 S5 L o D e AU A
AR YE . BB FOR I, MR RIE NS 500 1 5 S AR AE G AE AR VEAR W VE T A2k L 2 R AN IR i
OO E s TR PGS A% B2 A (R i A oD T U A B 3R 1) — 2 B B 93842 [12]

4. BRDIREER AR AT HLH

OCA (6a- £ 55 - &£ S IR & R SRV BR 8 2 A I B 1K & AR AR, & — Pl B EI% JB 28 -X- 32 44
(FXR)ENF. AR ER(BA)H N E S 5 8 o WK ISR AL [ s R A5 (R BRI FIREAL 510, OCA 202 I
Bt A &S 2= SUIH FZ (Chenodeoxycholic acid, CDCA) A 100 f[13]. FXR & —Fh e JFF A1 iz e 280 A% 3%
A&, FEIB VBRI AN I A vk B B I [14]. FXR S2ARISEN 57 C7F 22 WIF 7 b ik S it 875 e
R R S AR ROE SR o A, DA R T R SUVLRT i iy 4L 2 H 110 4/ G 5 2 e ol 42 1) ] 28 AREAR I [15] [16]
[17] [18], FHRIEFLRABLL A [19]. FXR BEhF P 4 E LT A 2 BEE T B R4 M, 1
ST I I YD R A0 BN T S PR 4 i %) SRE A o (127 E FH [20] . OCA T8 et FXR 8 71 JIH [ i A A -
FR AR R IEPUIR VR ATAE A, ZERFAE A, FXR BE@d N R4 E P450 7A1 (CYPTAL)FI
CYP8BL (Z 5 IRyt & B 32 BEG) >Rt/ A [ B 1 I A BR (% Ak, FERSIIARZT 20 H A= ik, 7ER %
B, FXR SZARIIBOE I8 N AR I IR e 1o 8 R B A R O B, I Hoad ik #) CYP7AL
S0 FE O e R A 2 B A A DR I 2 A 4 2 B AR K R 1 19 (FGFL9) (130 SR gak s JIH v+ BR 1A = AR [21]
2 FGF-19 M4t 7 b 201 15E K g i, eidd 520 EAEER) FGF %244 4 (FGFR4)/BKLTOHO
S5 RANH] BA 8 1, X BRAH BAE FOE 1 4 A #0H] BA & B PR EBE - JH[E BE 7-0- 3240 B (CYPTAL)
S S Eg[22]. FGF19 #I] BA & Al 7 A= B, [F) f (2 3t Ji y  el AL AR i e AR [20] [23] AERR VIR
TR, OCA Y/ HEIRA A R, RO HAHRH, AT PR3 20 A S 52 IR BRI 23 14 45145 [24], OCA
AT B AR AR AR AR S, N R BURE, IRER . BRI = A R BRI FXR MaE KIE
PLRFIPLA A E I [14]. OCA X BE AR AR Il 2 JF I 98 5 (1A 2 45 FH A L B8 97 VIR 14 s ol M T
P (NASH) I TEA ai (L2459 .

5. BRDUABRG XS EAE 1B A M AT R0iaTTAER

R B SR ARPUAE 2 ZUBE R A NAFLD H A L rhid s EAE, Rl e NASH KA
B SCHREIR 2R [25] N VPATT OCA SXof ARG M i i 1k I R 2 280 PR 65 1 2 3% S (1) 521, Mudlaliare
S N[26]0 A NAFLD RS R B & 30T 1 — DU 6 J8 1) 2a IR RS, %567 OCA 25 mg.
OCA 50 mg Fil 2z /@74l 3 41, &K 1, SR A, 457 OCA 25 mg 5 50 mg ¥ H S 7 BT
RO, BEME S R BURMERS I R E R, y- R S BRE R T A IR S R R KT A PRI, OCA
P T 2 BRURE R RN AT RS P R 107 S R AT SORE DA A bR 6, (R T AE 64 2 %S, H
RO (R, 7R B A B[R] N BE AR AN & 1 5T

Z J&i , Neuschwander-Tetri &5 N #EAT 17— TUFEAC B B R 2b HIXCE X HR FLINT 056, 4F itk NASH
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B 101 FENL B 22 B4 (n = 142) A1 25 mg OCA #H(n = 141), BRIk, Frgk 72 F[27], %A%
R, OCA AL A A5%IMIHFIEAL 24 Fircl 3% (NAFLD W3l vF 7 s 2 p el 2, il i %
k), TMZEFIANA 21%, HHIGEITHI, OCA 4Lk NAREILEBEFA R X R IRE L L B EHR T
RHEFEC, JRTME OCA BT R A IR FE I EIVE R 23%, 27408 6%, OCA 1697 & 1 B3 1)
e UL ] R 25 P55 I 2 1 (LDIL) 389 m, 1 00375 o 85 FEE I 2 1 (HDIL) K-S R B, 122 S8 i — CHE S 1 B DLE
5 T DA S A 1 I I T % P 2 23 SRR

NTHE—2WEE OCA X NASH MIIEIREBER, Sl T T —HEFR 2 H0 3 HIRUE RGN R
REGENATE Ilfi RAREE[2], iZ 8 7045 931 12 9 NASH H A 22 ™ 5 AT 47 440 ) /3 BE L 2 i = 4,
R OCA 10 mg (FEA & 312), OCA 25 mg (FEAE: 308) sl 22 & FI(FEAC & 311), #5291 18 AN H I
OCA B2 BFNAYT, Tl 75 BRI AT 78 (1 2 24 2, RIRF£F 4 b st (=1 #0) H NASH %3 %14k, 85
NASH 4B H A 4atb & Ak . RI45 B 5o, OCA 25 mg 1697 S fe A e T 208, R IF RS2
NASH 751, {H OCA 25 mg 4+ 35% M G /15 T H A 0GE, elhdGE 744k, H NASH %A
B, B REE . IS TR R A E A . AT, IR R R T OCA fEIR YT B
RIVER, BlansEsEE. M R (R EE . LDL K-FFhE . HDL FR)%F, IXUefE i B2 75 2 S ELL i
R REAN A e . A UARAR T DU I 51N Sn s fth VT 28 245 Wil 4 BB 28K, Pockrosl %5 A
TE LG RAJEFE A 48 H BT FEAR AR YT AT 8% OCA 753 1) NASH #35 LDL J+15[28].

DA Bl RIS 248 T OCA fEI6YT EIREIE, Hrf OCA S Z R RIVEH &, JF HbEEfI=
{10 1R TR 3 P A A 2 0k R o 43 AT OCA FRIIX I3 3 17w J I R R B0 4 His [ 2], 3 % i AE 28 OCA 25 mg 414 51%,
OCA 10 mg 445 28%, ZHEFHA 19%, 7£ OCA25mg 4, EEH 9%M NIRRT IE M7, 1M
AP T, R %0 B TIXTHF5T; thsh, OCA ¥a¥7 5 LDL JHEEE 3 N4 5%, LDL
BEREERZ LA e e, BE TR, 2058 18 AN A Han 2K, S H [ B b i (] 48465 LDL JH[H
BEAAAL: T HDL HE BEKSF ES 1A H AR B AR MM N 0%, JERrSE 25 18 A, P33 HDL fEfTH
I ) SRR IEH VO 4k, %56 Bon OCA 25 mg 41 5 2RI EL, FES A R A, &
SRANHIE SE LRI AT 2 /0 B O RS A AATE . 22U, Samer 25 A [29] 1) AR SR AT 5 thFie H B8 DL AH G v]
RE 2 1S 0 2 8 8 IG5 A T R R, o B TR0 X B 25101 22 4, FDA 38R A it OCA H-T- NASH
[30]. REEHKEIER, 1H ERIERRK R Y OCA il LURZEAT LT 44 (it . T REIE K H 2= 1kt
IFEEAL,  DRIEAT T2 H T AL T S e R B 258, ARk TR T FSE—Fhht NASH 254 .

6. /&g

22, NAFLD & — il S ANF 4 FIALH 09 2 R 30500, OCA FE 2Ll Juk FXR 32 4R 4K M L2 Fh
BB AAF G AA GRATE T o BL B IR 2 W], OCA BEMSIG N & ZBURNE, X & R R PR (14
NAFLD E3& BA—EirEH, HARSEE NASH HZSRHE. BHIFA 4tk g, Rk
T RCRAEMS OCA A AL EONIRTT NASH G 225 {B4E OCA HImFRIE 7T, iRt 7 A EIfE
H, Bl S IR . LA S8 (R AEIE B2 . LDL 7K-FFhi . HDL FEAR) AT REIS InAE &5 40 71 pUXUR:
o R, IXLRREIVE AT Sl A S AR B B, AR AT RERE R BT U RIR AN, ROR BT
5 OCA I T HLARLR FAt FXR Sl 77 SR Bt S 4 (76718 0 K E g5 i EE IR OCA.
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