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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

PG, ARG P G 95 4 9% (nonalcoholic fatty liver, NAFLD) & 4 BR i ) F R i, 4Bk S
%K) 25.24% (95% Cl: 22.10~28.65), AETEHE 14 i 5 14 I %% (non-alcoholic steatohepatitis, NASH) ¥ £F- 414 i
Ji& LU RN - 35 3 e 2243 ) R 40.76%F0 9%, Bl 4= BRAERESE (04T I 1 ARHRIL, NAFLD (il AR A1
L5 ARG AR EUOR[ 1] A, AT 10 NAFLD I 16 347 1 18 2 5 7t . 5 DI ER (Obeticholic acid, OCA)
CLH TR 7 ARRE YRR 107 PR (1) 3 B3 R Ser s FLAR i TG e RO 3R F iR 7 A VT 7 2 JH
Jii[2]. FET OCA A S N Al 56 [E B R 2459 B R (FDA)LHE A T-7697 NAFLD HIz5%, 1 Hik JL&
H K OCA JRJ7 NAFLD (A58 R L, Bt 88 DU ERYA YT NAFLD HIBLIR B 450 T .

2. eSS R M AT RO ELAR

AETPRE T AR D I e o 5 Tz AR S A 0%, 5 AR DG & i CL B IR R | 2 2RO JR S
R IAE « LRSS, FURFAE 2 40 B A R B 4B i N ORI TR D7 AR MR 46, AN in AT
W, bt AR RS PERE I AT 28, s e B E A O AR h . AR AL R 40 B (3] BT
W, [RIAETE RS PR AR W s 2t — 0 Ak S B REL . 3l L 2 75 B RS AL ) S5 3 1 40 L IE & T,
FHATREAE AR L4 N BN AR I SO AR 1 32 B R R [4] [5]. B ™ fa A LR, Rk, Xt
A TPRE T4 M 7 A FEE o3 PRI B0 ST S W o 3 A SR AR RS PR R I 1 PP 10 A D D) 5 R PR %, Rl —
TG40 R I, EFRKLH 40%[1 NAFLD A FAFEAEREARE, B2 firz— NS & r[6].
TEVRYIT J7 1, R B B AN ek 22 55 AR 35 5 AT Pl H A9 IH 2 NASH/NAFLD Y897 A, (HRR 2 &
THMECLIREE, JEH, X TR Z ARARERUIR D A B S X VAL ARG, R BT X 2
JTHAYITE R, fEBSEATE T, JAJ7 NAFLD/NASH 9 H br 2B it N AT REAL, o80T RS il ) 75 28,
PEEAEEZ, A 4eilg NASH BB TG EE e R R, I DURIRA G 4 44k B3 R 2T 490R
J7[7]e &5 M1k, MTEA 335 F BT 2598 F1 R (FDA) BRI 25 5 5 B (EMAYRETE 157 NAFLD 5§
NASH {1254, ELF|—#H24 5 1 fJHEZ (Obeticholic acid, OCA) K i, NAFLD HIZ54iayr 818 h il 1 i
Bl ET RUEB T — Pt 50 250 mT DALE JET00RS 14 i 107 12 3 35 3 74 (NAFLD activity score, NAS) 44
A7 TH S R 2H S B2, T A 2 AE B~ T — 2% TR B 26 [8]

3. IR AR A M AT IR & S AL
NAFLD /& % i [K] 3 HE 7 R FH 045 5L 24061745 A 9 R AL B A WL 2 P07/ AT s 2 2 i
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72, NAFLD F BRI g “ =77 oI f8, BRI, MR tEMRAE[9]. —Mildy, FHIE
JE T RO RS CLFE B B BN IR 7 2L N R U £ I 77 TR B L SRR PO A A i A e (51 4 P A
WK S AL ARITIR), 4 ARG T YA N6 S i R Z TR AE AT, it R A e R
JAZ M, Horh R B R ARBUE NAFLD 18100 T IR0 A2 i) S IR Eh R 2R, Bbdh, A 35 R 5T B B AR 3T A
fin A MR SR R L S B A AR R G » B 2% 3 BURPAE SOIE AN T4 AL 1) % [ 10]- NAFLD
(RIS 6 PR 2R L AR B IR B8 TR R AR 5 5 S 2 B R B B 2) 119 IR 4 s o A o 2 P A4
BRI M 5 R S 50 BU B U PR DR DL AR R M 2T AL I R R S A [11] o A mT DA M n ok
PR IR A, ok IR M A P8, DA A3 T 00 L IR AR 8 2 I 2 13 PO TS 3 e I 0 S5 L o D e AU A
AR TE . BB FOR I, MR IRIE NG 500 1 5 S AR AE G AE AR YER W VE T A2k L 2 R AN IR i
OO E s TR PGS A% B A (X s A oD T A A B 3R 1) — 2 B L5 93842 [12]

4. BRDIREER AR AT HLH

OCA (6a- £ 55 - &£ S HIR) & R IRV BR 3 2 A IHBR 1K & AR AR, & — Pl % JB 28 -X- 32 44
(FXR)ENF . AR ER(BA)H I E S 5 i o W ISR AEL [ 5 R A5 (R BRI FIREAL 510, OCA 202 i
Bt A &S 2= U1 FZ (Chenodeoxycholic acid, CDCA) A 100 f5[13]. FXR & —Fh e JFF 5 A1 iz e 280 A% 32
A, FEIB VBRI AN I a0 vk B B4 I [14]. FXR S2ARISEN 57 C7F 22 WIF 7 b ik S it 85 e
R R S AR RORE SR o A, DA R T R SUVLRT i iy 4L 2 H 1) 4/ i 5 2 et ol 42 1) ] 28 AREAR I [15] [16]
[17] [18], FHREFLRAPLA A [19]. FXR BahF P 4 E LT A & BEE R T B R4 M, 1
S I I D R A0 AR AN T S PR 4 i %) SRE A ot (A1 /E FH [20] . OCA T8 e FXR 8 71 JIH [ i A A -
FR AR AR FEPUIR VTR BRI AR AT AR A, ZERFAE A, FXR BE@E N R4 E P450 7A1 (CYPTAL)FI
CYP8BL (Z 5 IRyt B & B 32 BEG) >R yat /D A [ B 1 I A BR (1% Ak, FERINARZT 20 H A= ik, 7ER %
B, FXR SRS 8IS T R AR PE IR IR e 12 B R A R BR B, I Fad @ #) CYP7AL
S0 FE U R A 2 B A A DR I 2 A 4 2 B AR K R 19 (FGFL9) 1) SRk I Y BR 1A = AR [21]
2 FGF-19 M2t 7 uh 201 1#E K i i, eidd 5400 EAEER) FGF %44 4 (FGFR4)/BKLTOHO
S5 RANH] BA 18 1, X BRAH BAE FOE 1 4 N #0H] BA & B PR IEBE - JE[E BE 7-0- 3240 B (CYPTAL)
S S EE[22]. FGF19 #I] BA & ANl 7 A= B, [ (2 3t g iy W el AL AR i e AR [20] [23] AERH VIR
TR, OCA Y/ HEIRA A R, RO HARH, AT PR3 20 B S 52 IR BRI 23 14 45145 [24], OCA
AT B AR AR AR AR S, N R B, IRER . BRI = A R BRI FXR MEE KIE
PLRFIPLA A E[14]. OCA X BE AR AR Il 2 JF I 98 5 (1A 2 4 FH A JFE BRI VIR 14 s ol VT
P (NASH) I TEA ai L 259 .

5. BRDUABRG XS EAE 1B A M AT R0iaTTAER

BT g S R ARPUAE 2 AUBE R A NAFLD B AmALHI s 2R, JF80A 2 NASH KA FIHF
BRI D 2R [25], FVTAL OCA Mot SETFGAR 1 i Ji7 P 73 BT 2 R PR £ 3k 5 22 UK (1) 52, Mudlaliare
S5 N[26]%0 A NAFLD [18% R0 &3 34T 17 — D0 HA 6 J8 1Y) 2a B IR IRES, 1%ik56 4>y OCA 25 mg.
OCA 50 mg @74 3 41, RFR 1k, SR KM, 45T OCA 25 mg B 50 mg ¥ # HUS T BEAERIGEST
RO, BEMES R EURMERS I R E N, - S B R T A IR S R R KT A PRI, OCA
WD T 2 BURE R AN AR P AR I S R I S S AR AR 59, (HZIF A 64 252, A
FRGER )00, 75 2 B A A ()R B KR A I AL

Z J&i , Neuschwander-Tetri &5 N #EAT 7 — TUFEAC B B ORH 2b HIXCE X R FLINT 05, 4F itk NASH
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BE 11 BN OB 2287 4H (n = 142)F0 25 mg OCA 4i(n = 141), FFK—Ik, F8: 72 FH[27], %R
7R, OCA YL 1 45%I T A 4143 244G AT (NAFLD 5 shiF 4 iist 2 0 alE £, Mer4Ebis &
k), MZEFIANA 21%, HHIGITH, OCA 4Lk HAREILEBEA R KX AR E L L B KT
RAERK, JRIMLE OCA VYT IR H IR FE 1 mIAE F R 23%, 22714y 6%, OCA 697 Ja I 1
e UL ] R 25 P55 IR B 1 (LDIL) 389, 17 00375 o 85 P I 2 1 (HDIL) K R B, 122 S8 i — CHE S 1 B DL
i P DA S SRR 1 I I T % P 2 23 SRR

NTRE—PWEE OCA X NASH MIIEIREBER, il T T —HEFR 2 H0 3 HIRUE RGN
REGENATE I FRIREG [2], % HF 708 931 &4 612 8 NASH H A {5 25 5l™ 58 T 21 4R AL ) Fe BE ML 70 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, VAl 75 BRI AT 72 1 2 2L, R £F 4Efb it (=1 #0) B NASH % %1k, 8%
NASH 4B H A 4afb %A Ak . RI645 B 5o, OCA 25 mg 1697 S fe A e T 28, R I RS2l
NASH 7HiE, {H OCA 25 mg 4+ 35%[ E# KA T HL Y08, © Mot 174484k, H NASH &H
DA, R RE . IS ARG 2R ARG . A, IR FIFEFE T OCA TEVRYT B
BUEA, BlaErE. misR s (B HE . LDL K&, HDL FRK)EE, IXUefig i A i 5 2 S8 i
R REAN A 2 . A AR AR o] DU I 51N Sin s fth VT 28 25 Wil 4 BB 28K,  Pockrosl 5 A
FE LI PR 78 g tH BT FE A 7T v] ke OCA 155 1) NASH & LDL Ft51[28].

PRI AR EG 4R T OCA TE¥RYT RIEIER, Hrh OCA mE B EIME &R FE, JF HbE 7=
{10144 TR 3 P A A 2 R o 43T OC A FRIIX T3 3 1T Hh J I R 6 s [ 2], 3 % i A 28 OCA 25 mg 414 51%,
OCA 10 mg 4145 28%, ZHFHA 19%, 7£ OCA25mg 4, EEH 9%M N KRB 7T, 1M
EHAMPHA S, HEAR] 1% NGB H TIXWFF; th4h, OCA JRYTH LDL JHEEE 3904 5¢, LDL fH
BEEERZ LA e, BE TR, 2058 18 AN A Ham 4K, S IH [ B b i (] 48405 LDL JH[H
BEAAAL: T HDL JHE BEKSF ES 1A H 4R RS MM N 0%, JERrSE 25 18 M H, P33 HDL fEfTH
I ) SRR IEH VO S 4h, 1% 5EIE Eor OCA 25 mg 41 5 2R 4T, RES A R AR, &
IRANHIBIL LRI G 2 /0 B O A AAAE . LY, Samer 25 A [29]H I AR R 36T 78 th 45 Hi B8 DUIHER nT
RE 2> 140 5 B 8 2 AR S5 A T R R, o B TR0 X PR 2501 22 4, FDA 38R A #it i OCA H-T- NASH
[30]. JRAEHEHREIEM, 1H BRIk RK 2 OCA T LURZERT L 4EAb it e . W RS E K E 2B 1kt
AL, RIEAT T2 H BT AL T S e R B 258, AR TR i FSE—Fhht NASH 2549 .

6. /&g

2, NAFLD & — il S ANF I 1E FIALH 19 2 R 30500, OCA FE 2Ll Jak FXR 32 4R 4K M L2 Fh
BB AAF G BRI R o BL BRI R W], OCA BEMSIG IR & ZBURNE, X & FF R PRI (14
NAFLD & BA— e EH, HARSEE NASH HZRHE. BHIFA 4t kg, Rk
7T RCRAEMF OCA A A EONIRTT NASH G 225 {B4E OCA HImFRIE 7T, Bt 7 A EIfE
H, Bl S IR . LRSS G AEE B2 . LDL 7K-FFhiE . HDL FEAR) AT REIS InAE &5 40 T BRI
o R, IXERREIVE AT Sl A S ORI BN R, AR W RERE R BT U RIR AN, ROR BT
5 OCA a7 HLARMLR FAt FXR Sl 77 SR Bt S 4 (76718 0 S E g5 i EE IR OCA.
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