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Research progress on Chinese materia medica in treatment of intrahepatic
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Abstract: Intrahepatic cholestasis is a common disease and the formation mechanisms of this disease are complex. Until now, only two
drugs (ursodeoxycholic acid and obeticholic acid) were approved by FDA for the treatment of cholestasis. Farnesoid X receptor (FXR)
in cholestasis is an intriguing approach since this receptor is critically involved in the regulation of bile acid homeostasis. FXR serves as
a sensor for bile acid and promotes enterohepatic clearance of bile acid by controlling the expression of genes involved in their transport
and metabolism. Chinese materia medica (CMM) gained a significant effect in the treatment of intrahepatic cholestasis through
multi-target, multi-channel effects, which aimed at major pathogenesis and secondary pathogenesis. Recently, a variety of CMM have
been proved to activate FXR targets for the treatment of cholestasis, which has attracted widespread attention at home and abroad. In
this paper, we reviewed the metabolism of bile acid, the potential of pharmacological modulators of FXR as novel therapies for
cholestatic disorders, and summarized CMM for the treatment of cholestasis based on FXR targets. This paper may provide some
theoretical guidance for the development of new drugs and CMM.
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PROTRINGIREE . P57 IREMIRFIEES, FIH
HOER ORI L B R A Calkaline
phosphatase, ALP) Fl y-% 2 Bti% Ikl (gamma-
glutamyl transferase, GGT) /KF-Ft, #H ALK T
T, o tE R 5 T B IE LD 3 AR, 40 JH 4
MIZHEA, FHZ AR A IAEAG . D Re S v L 2
FEU HET, T BRI R R AL ST
FELY A RS A AR JE I 50 B i LA ) 2 R
2P, AR RIIAR Bk S L
KRR, S0 e AR R R S
B AE YRR,

%K (nuclear receptors, NRs) ;& —RAgfA
WAL e R B o, d e YU B AR T A
Y BOE S SRR R e 5%, FENVIRAE KRB B
WA T LA K5 B2 P A v % 4 5 E R P
%2 A0 R R AR ZS B TR A BT FE AN 8 B T R e
Z IR A s AR 5 538 J7 TH 1) 431 IR A L],
[7) Eof 9 A 753 — S A% 2 AR A S i S5 PR R R
BIT RS, Horh AR I Z AR 2 JE B X
AR (farnesoid X receptor, FXR).

HR 25697 RV AR D S AR o B i T H R B
JE” PYaRE, LR, HiE. AMEBEAIAE, I
HHE mANRHE. REEZINRIER. H. . 8JAh
AR B R, HOmLE AR 2 fiR B2, 204G
JHRE, R RH 4%, Bk AN TSR A G HE; 85
RIFAEEANIR, FEE ML, B, MRS T
ik, RoAEOEC. mEgu L@ 2N 2R
F EoxF T BRI AL R, S S Am L,
FHE WA, AT AT DR A R AR (196 TT 77 THTEX
13302597 o AR SO T 4% FXR M 259697 A
HET AR A Tk R AT 2508, DU 258 25 1)
TFRRMIES %,

1 BEHBERRIE . FiEfngtt

AEITIR (bile acids) FEAHVFHIEZEM Sy, &
UL 3] P JUE o 1) — R SRR e R 1) bR, 5 A
R ER S AE . IRIRS 5T RN 2
AR, AFE R IR 5 WA AR i3k /N i TR
W T BRI AR 2R, I8 I WS R e M S AR S
Rep ik a R R e I I BN B o S R O S e ]
S8 HY TR AR 2 B A R I AR W B s
5 A 32 R0 i FE AT 0

JHWE S & BRIV B O ME— 288, 2 LT it
By ERk, I SR R B OB, B R

JHV B o & B A B HE E [ B 70-F2 46 cholesterol
7a-hydroxylase, CYP7A1) /& HIEA AN (S B
270 FZ2ALHE (sterol 27a-hydroxylase, CYP27A1).
S 120 F21LEF (sterol 12a-hydroxylase, CYP7B1)
TSR ERERE. @MRTFE LS RHR (cholic
acid, CA) FIEHiENHER (chenodeoxycholic acid,
CDCA) 2 Fi#]ZHYTER (primary bile acids), 57
BT EE CDCA. HiTREE, FEidiE/)
EMRE L 4MEZE (bile salt export pump, BSEP). #t
JR 2 Zj it 2540 % & 1 2 (multidrug resistance-
associated protein 2, MRP2) FIZZjiz4tEE A 3
(multidrug resistance protein 3, MDR3) Z57= AJH/
B, BEABAHEN NP, Hoh BSEP EELEH R
YriEAH R, MRP2 F:#iz%m 2 firflHVT#E, MDR3 X
B KRR S5 IH B RE R SRR . fE N,
Hz iR (glycine, G) BA-fifilE (taurine, T) &5i&
[¥] CA (G/T-CA) Hl CDCA (G/T-CDCA) #ffiE
WA, TEWREEREIAEH N iRE 1 A 70k
e — 0% (secondary bile acids), 1 s JH R
(deoxycholic acid; DCA) . 1 IHZ (lithocholic acid,
LCA) FIfd %A HER (ketone lithocholic acid,
KLCA) Mo JER g ik e A= A5 [ i il i 2
J&i s KRBT AR BRIk /)N 7 Rl PR 55 4 226 A S P
JHTER 1285 (apical sodium-dependent bile acid
transporter, ASBT) MMl 2 i Beguppt™, 78
2, RHYTER T Ress & T R R 45 & B
(ileum bile acid binding protein, IBABP), X5 M
A JEC A MR £ 388 i A LA 5 % 12 85 ) o/BCorganic
solute transporter alpha and beta, OSTa/p) HEMEA ]
FiK o EJH AR, HF 4 A 3 SRS b P A
AR PH R 3L 4% 1244 (Na'-taurocholate co-transporter,
NTCP) LABAMH 1 77 s A BB B 7 ¥ is s A
(organic anion transporting protein, OATP) 413
AN A 7 X TR DU I 52 if i b B IE IR
58 MR R 1 i AR AU . i I 08 B0 v B R
95% A IR, 5%REFEMEHEN 2K, ZRIMMHIR
FRE IR R & AR BN 7S BR T AR ER AN
IRGNR RSN, =2 JHITTR (tertiary bile acids) 11
FEREEAIHER (sulfonated lithocholic acid, SLCA)
FIRE NS IHER (ursodeoxycholic acid, UDCA), &
RGN TR 28 1k BRI R ST 8 FFF I 2 i ) A
Yo MR R S E A 1.
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Fig. 1 Schematic diagram of bile acids metabolism
SRR SR RS MIIRER e Bk, X
P EvE R BIEm, BIHEE T H AR — A3
IS #8 T BE 51 S — FR A 4K A S - BUIE AR AR
HOBRERS, AN H BIE AR o
2 FXR ERFAREHHRIRET R RER

FXR BA MR Z RS0, T Repo L P
WL (R e, M 44, FXR [0 A fE
IE B M SRS T, EOlE. S

TR, M DA RS B 4t 30 T FXR (14
fE. FXR HA MBI ZIRGER), AR
[ELRSF 4545 X (DBD). ﬁﬁx%mm%g
(LBD). 23 AR i [0 P74 = 0 At 1 2t S i T e
MEnﬁﬁﬁﬁlﬁm%mﬁﬁﬁﬁw%Bmpn
& FIFASE I8 30 7 A1 mRNA $EFMEETY], FXR
L4 4 A FXRo WA, B FXRal. FXRo2.
FXRa3 Fl FXRo4!", FXR MIECAAZE & 5 7] LA
T S, AT (i 3 T I3 2 TR ) o 2R B T U
RERAMFRZE, BHACNIE, BF7EEHE FXR 2&2—4
LIRS, SLAE4E R R B AR O g IR
RS P T EEA A, AN, FXR M
— I RE AW R I, B B 1 B R AR
FA~ R KA G e T, DA RCTE R 2B R i i
T,

FXR 1E AT R Z %%, CDCA. LCA. DCA
AT CA #f72 FXR A3 2 Wil Rc 4, Bl CDCA
HIOEVE F o 5 . EXR GRS RS — R 51 H 1)
Fak, WORRIT R RN, Uk R A IR R 1
G HG HIISEAR AR g M, 6 IR R Y
R EAT A, E4ERFIHVTRFAS A % 2R
EERMY. W 2 BoR, ERTTRRIRA . AR
AN AR S iz fE R, FXR B 2 5 T AE A .
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Fig.2 FXR regulating bile acid synthesis, transport, and metabolism'®!
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KEMEREFEACHIRITRR S, BUE FXR, 410
7SN FIR RIS (small heterodimer partner,
SHP) MRk, Wil IH T BR A Al PR 1K
CYPTAL &, AR BRI — 5 AP &
SHP &4, TS KL FXR s & il S
N AT 4EGH il A4 K [ 7~ 19 (fibroblast growth factor,
FGF19) [13£iA, FGF19 " ¥EAT FGF %1k 4
(FGFR4), J33) c-Jun & &K (c-Jun N-
terminal kinase, JNK) F14H [ 4k 35 & (1 ¥k
(extracellular regulated protein kinases, ERK) {55
g, FECCYPTAL EHFRIA W, MiHpHAEt
BRI Ar R

#od FXR, fefis i BSEP fl MRP2 %1k,
T NTCP K&, ety ER &M HE, Ffi iR
(g R, FXR I fRiERE E I MDR3 1€ ik
K I MAE/NE MR B HE (phosphatidylcholine, PC)
ANHERY, {2 IBABP 13635, SUmiHVT IR b
F AR IR 3SR, F AT 4R A% H T 4 (hepatocyte
nuclear factor 4, HNF4), J#/b> OATP FKikirKik,
T 601 AL R R 20, FXR T A i
T AL 28 25 AN A S5 LR BRI /N B OSTo/B 1Y
Kk, BCAPAE R AT B8 2 20 B RE S AR AR BRHE
R — R e 2T, R AR B VL (R A
frr R A AR IRV BRI A . BRER SR AL AN AL,
e S BER E Un 40 it (1 2 P450 3A4 (cytochrome P450
3A4, CYP3A4) . iR 5L 4% % I 2A1 (sulfotransferase
2A1, SULT2A1) A %] HilE R e 72 i 2B4 (UDP-
glucuronyl transferases, UGT2B4) S5#5 /& FXR f#
FEBR, AT DR R R S A AR T A B IE R 23wk
PNEA R

WOE ) FXR W06 5 — %528, 22058 X 524k
(pregnane X receptor, PXR) [P 5%, PXR g
FIGRIRVT R PR AR R A, LORY I 32 iK1
REYTER 4540, [RIESE FXR S REAHI 2H ple 20 A foe 52 A4
(constitutive androstane receptor, CAR) &Ik, [
i B R R, FXR B0EE, 7T LSS
WE B U 2 A& (glucocorticoid receptor, GR), GR
REME it — R4 AR RR 24, 4 NTCP. OSTo/B
[PFRIE; GR B 5, 1 Re s A Z AR 1 Dy Re,
infg £ PXR mRNA BLRER AR GR R
BRI 5y — S E BN O P S A e
(anion exchanger 2, AE2) HIFKik, MM MEE -
BB IR S L (HCOs ) fy7mimB,

RNE XN 2] 2 M2 HYEF IR IR AH K fEia
PR DR 38 BRI S5 R T R 7 O R IB A& 1, FXR
e % i 3 1 A A W B R K T Y BT AR
(peroxisome proliferator-activated receptor gamma,
PPARy) [JFRIE, Il EIRAM (hepatic stellate
cell, HSC) My #5462, il 19 40 Mg A % -6
Cinterleukin-6 , IL-6). i T M — & b & & AL
(inducible nitric oxide synthase, iNOS). #%# %A
F-xB (nuclear factor-xB, NF-kB). ¥} FHAfLHF 2
(cyclooxygenase 2, COX-2) %5ZFh 7 E N T %R
EP, AR S RN, SRR M S B R R i
Yo JHET YAl 2 2 PS8 It w1 L R R B AR, /2
JH RS fE B A SRR SN, 22 Rl E0w R 2R
WA R R ARG R P S BUR AR 4EAL I R A2 . R A
W I, 0% FXR BEU]E AR LT 4R bn G R A
o~ WLLEN 5 1 Ca-smooth muscle actin, 0-SMA ).
ALK KT Bl (transforming growth factor Pl1,
TGF-B1) MIFKIE, [F) I e IE A 25 FL K B 4
Aip =i N

g EPriR, FXR AL ZAEIL A CYP3A4.
SHP. NTCP. BSEP. MRP2. MDR3. ASBT. IBABP.
SULT2A1. UGT2B4. UGT2B7. OATP1B3. OSTo/B
. IS FIRSCBERE AR R R IL, FXR 2
SRR Gk AR AR SRHE R,
e HE IR & BN % 32 1) SC B 19 B 5, st
THEFF IR AR EERRAS . A E I BRK JHF U 1)
B RAHEEE L. Ft, FXRBEAEBNEIT
JEF PR LS AR 5 ) 24 e PO,
3 ET FXR 8P A IAT A AR TR B R
3.1 ET FXR B 25477 A AR RIR B R

AT AR R AR AR LR R 2%, ARG YT 2
Pt 7l 22 9%, UDCA Fl Ocaliva (obeticholic
acid, B UUIHER) 42 H §T FDA #L#AERIIA 1 2 N H
FIRITARITRA 254, UDCA /& FXR [k,
AR CYPTAL FRZEI% AT IER P YA 5 s
Eif BSEP 1 MRP {133k, Ja42H M HRR f4H,
[7) IR 38 e EL 0P T AN gtk /R BT (B T
UDCA 5 FXR HIZRMIEAR, fEIRK A 30%~
50%FI AT TR £ 0 UDCA ¥6 97 TR 2 Vo B
B 20 4EJ5, FDA T 2016 4 5 H 27 HHtt#E 7%
Intercept ZjNVA A Ocaliva H T-697 AR K
PEAH YT JHE %6 (primary biliary cholangitis, PBC).
Ocaliva 1] 5 UDCA Bk 245, &M Xt UDCA
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NAS R, R B EXT UDCA A5z, LA
B ZG. T 0 A ARREG 1 45 R, 1B
T FXR #sh7, Ocaliva ilid s FXR, R
B, UMIREVTRRI G R e R,
UDCA Afe5e i 52 3%, it kA Ocaliva fg
WU G ALP MUMLTE LR 7K, Ocaliva 1]
RES BN AR RIATY PBC AR RS 4 A i T A o ik
42'4\@[@‘][38—39]o

TRE R 2R K, B e 2Rk g
NFTNTT, [ AR TAESE 5 A 25 it 7878 Bom
TR DLER L AR FXR X — 1697 FF P9 B H- AR
Pl A T SE 2GR, AR LS R o-28 57
i FEREE (alpha-naphthylisothiocyanate, ANIT) i
REJHE L5 (bile-duct ligation, BDL) &l HIH
FERUPE R A 0 sh 8L, R IR o FAE M F B
W50 T IE P9 BR VTR T 1) R 2 e LRI
Ry, [ A FLAE ML RIEE 55, AR 25967 AN
AR R R LR AR, o 2537 25 I R S it
T SRR AL

AT AIE T B VRN 4 MG B 10 AR T A Rk A S
FiE (7€) PEEEZ, HERE. BT &
WA, wE 4 Rrh2GH R, BATER R FIE.
IR BE AR E B ER, I6R B2 TR
FEAEAO B 2 IR R AT Y BRI R AR
AR RIS, ERERATETERRERT
TRAGERFE N, PR AR IRIR AW, 25
— M ig ANIT i B2 250 1 I A RE TR AR 3
RS, 30 I P A B A B VR SRR I P IR AR A
WERR MG IR FPITAZRE 1L, LK
Xf FXR. BSEP. NTCP J&[F Al 85 A& 520, B
B 7 DAAE B S 7 FXR, 1 BESP 3
IEHRIEIT TP REAE R . T e 2T i i 72 % B
PR T K SEPIXT ANIT SR 15 5 FHI TR/
EAWRITIER, TRt SN2k NTCP,
BSEP. MRP2. MRP4 ik DL} 5 #4512 & OATP2 #i
OATP3 [RIRIEA Ko BbAh, RIS T i hE o
WHE T B4 81 R R (chlorogenic acid) M8 T
( geniposide ) « 3% % 1 (baicalin ) FlIE & P I
(wogonoside) &5X%f ANIT 75 5 [ I AR K AR Y
(136 97 VB B DL Bk BB v R AR T A oG B is ik
CYP7Al. CYP8B1. CYP27A1. MRP2. MRP3.
MRP4. BSEP. OATPI1 1 OATP2 FikMIgem, K
I TR G 3 R ) 4 S IR RN T B A AR R

P FDRE S IE R BB, IR ANIT 515
AN FRAC A DS L R mRNA 724k, AT e 2
TRIPVER]

1R 5 Rabdosia serra (Maxim.) Hara NS F}
EARCJEEY . BT TR R, BEE R A R,
FIE, SE5RAE . HIRETIR FRE G B X ) fE
B 2 3 B 1 1 A R a7 T R A A 4510,
15 1] 0 T3 st W 0 R IR 3 B KA S L 3
T PE R 7 1% A R (rosmarinic acid, RosA) AEHIHH
RHLEE ANIT 5 PR IR R AR B 453 45 K B LY
i DhRe AR bR [N R IR 2B (ALT). KRR
WA (AST). BRIEBERRES (ALP). GIH[E
(TC). HEMHAZE (DBIL). HMAHLE (TBIL).
SIBAHTR (TBA) 1, B A b e bs LA
— % (MDA, EEAYIEALEE (SOD). At H ik
AR (GSH-Px) ], S HT s (TBIL.
TBA) 8. MHVF 09500, [RIIsb) - 58 R
A, RIS ) CINZeR iR Ss H Z AN A8, 1M
HAXFR R RIIE B4 L AT B i bl 2 4
FXR WEERFEMEARE, R —»L Ei|
BSEP 1 MRP2 {112 [K 3% 55 Rl 8 [ R M0 A 4% R IT
FIRE S PO AR A o

AT Taraxaci Hebra 9% FHE Y A 9%
Taraxacum mongolicum Hand. -Mazz.. BEHbTE A3
Taraxacum borealisinense Kitam. Y [A] & ZFh )
Mt WANRE SR, ZHE. AR
R IEIERY, AR, 905, 1REE. FHE
ikt BIE AR T A DR R 2 R SR B
(TEE) J 5 E R MRS Ccaffeic acid) i FXR
JHHEJER CYPTAL.BSEP Xf ANIT % T (1) 2 AT
P JIE S AR Y K B 4 SR LA D B LA
TEE FIWNMERR GE A [F)F2FE H 28/ ANIT S 2R
S B PUNIRIRA ML AL, TR BE, %
JHIhfE; R FXR A0 B, RAstEm i e ig
&l CYPTAL HIZRIE, IR BRI &G Bos
JH4HMIfE - BSEP (%65, Ind AR A -4t 1w
JR/NE MRS, DRI ORIFAIIE . BT
AL IE

JeNH Gentianae Radix et Rhizoma NIEIERHEYI 2%
M JRE Gentiana manshurica Kitag.. JeHH Gentiana
scabra Bge.. Z{¢JtJH Gentiana triflora Pall. 5" JzHH
Gewhawa rigescens Franch. [ TEARAIMZE. 7E&Fh
KT JERIB T &, JefHEA 2R E R, n



> 4082 -

¢ % Chinese Traditional and Herbal Drugs 35 48 % 25 19 # 20174 10 A

TRAF FUEL PUds. PORRESE, RN M E =Y.
PRSI MBI R 1 5 S 40 R e K $R
Pridid FXR J HHEEER SHP. NTCP. MRP2. BSEP
A CYPTAL X ANIT 753 (0 SUEF AR AR K
AP FRIIEEER, RS T FXR PREEARVT BRI A
A HR R B AL 2 —

K& Rhei Radix et Rhizoma =3 E & 9 FH M

e 2 —, RS KE A 800 2.
(P EZG0) 2015 SR RRBILE /K B2 DL K 3R
Rheum palmatum L.. JE R K3 R. tanguticum
Maxim. ex Balf. %4 FH K34 R. officinale Baill. ¥+
PR AR ZENZ . R BT IR R 1 E
R LA % ) 2 s P dk E R TR A s B
HERE Cethinylestradiol, EE) #57 K 5 AT I AHV 5 AR
A, RIKIERE R 22 EE 53 K BRI
i, HEE N R 4HuA% 21k CAR RIA, HXF FXR
FIFRIATCHE M. KR (emodin) &M KT HEHL
) — MR RATAEY), R A AR, A
BT Z MR, Wik, b, E. %
PEVAT AT AR 2508 F 7 20575 A RT-PCR #&
il BSEP. MRP2. MRP3. NTCP. MDR2. MDRI1a.
MDRI1b #1 FXR mRNA f#J7KF-, Western blotting %
K AT AE P-#EEE 9 (P-glycoprotein, P-gp) HIAE1L .
R EREE LI S5 RE A BRACEIAH K i
HH MRP3 Al P-gp 1)1k LA/ IR S A A
LGP R B, X TR NGB KE
JFRE S RE AR ML Z — . TS UE 7t
PR R A B E PR ANIT 35 S A9 HE LT 46 KR
3% TB. DBy ALT. TBA /K°F, FHAEHHLH AT
e St FXR RIEH . thah, MiRFHOSRAA
IEH HF4Rftk LO2 X KFE RN FXR-BSEP JEH T
TRBLEZEAT T 8 55

75~j Paeoniae Rubra Radix NEERHEYIAT %
Paeonia lactiflora Pall. ()I| 7525 Paeonia veitchii
Lynch HJFHEAR. 258 RIGIRIT AL 4h BN, 75A)
BARM. Pt . P, gk 2@ 5
5 % IR NEE 2 PGB, R IR TR YT R
TR AR BT 26 0 B2 B R SOy sk R E O
P T T AR IR AR AT R ANIT 35 (0 A BE
AR BSR4 B 2 1 NTCP. BSEP (520,
Zhao 25OV RIRIE 7 B AIE S0t BE VR B 32 A 1 T
FEARAT R AR IR RE AR (0 a] GEMLA o A 20T
K Autodock FRAFAALL T 75AT 1 4 Fh 2 R A3 AT

ZH (paeoniflorin) AjZ5NBRH (albiflorin) ~j
ZiftH (paeonin). FFEZEY (paeonol) 5 FXR HIAH
HAEH, $ORAFATIRITREVT AR 28 B4 AL
AREARFER S FXR ZAEEAEFRKRLES
fER, Bl FXR 15 H AR R R )R8, AT
AR R (1 & SOFIAR S, DA IR IFRIIE 7R A

VEVS  Alismatis Rhizoma NS FLHFE W) 315
Alisma orientate (Sam.) Juzep. W THLZE, B4
iz —. IAERFFIRI, VS B EAA B B R A
AL, EEB PR, R $Hshikie ke
WAL BEHIE AR AT 048« s 4% 2 b A,
W2 ELP AR TIHIFWREE R L. FEZ. N
WRHLEE AL S SRS . FEISRE B 23- 41
fig (alisol B 23-acetate, AB23A) j&—FFELETFE
MREEF IR =R ED, BB AT % .
EINE D R Pk (oA e A ) W = 1 i
B RUONELRY, B8 AB23A FIMEATEAVER; R
F ANIT #1 EE Fr&HHH sy, #5987 AB23A
PUIRA AR ORI E LS LL CCL S HIE
PERTH B RIER T T AB23A AT E/ERNLH]. 45
REH, AB23A I HGE FXR 558, (21 71k
TN A T RET R AR S, AT R AE
TR PR RA IR 1ER -

JI PG %8 4 3 Swertia mussotii Franch. &4 KT
mEHL X 2 gy, REIHEDEFSEEEY), B
AIEMRIE . RGBT 2 I3, R ER T SR T
WL R 2 o s B i DAL S5 Y8 97 AR
LR, IR B2 H 7 & ks U,
72 o)1) G g o SR B AR BU R AM R HepG2
ZHBE, VLI X MRP3 Al BSEP (5401, K31 P4
W SERE SR U AT R HepG2 41 fiFi 4% iz B A
MRP3 7E mRNA FlE /KPS, HHRIAKF
THe G S5 T SP1 M#%3Z 1k PXR. CAR
Fik BB DI, m R B 9 o SRR
Hnae i @2 N 5 % (lipopolysaccharide, LPS)
SR R AR A A4, X PRy AT R
5 FIAF AR 2 5 3 BSEP MIRIEA L, 1M
H BSEP FRiAH) b1 AT #2180 % 5% 5 7K P s
F) o FE RT3 B 7E mRNA AR (3 7K P46 04 i
JHES #4542 85 1 MRP3. MRP4. MRP2. MDRI.
MDR2. OSTa. OSTB, i F[H T NRF2. LRHI1
K% A4k RXRa. RARa. VDR. PXR. CAR %]
FIBBA, BT PEHE A Sl %) BDL
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K SRR AR AR ORGP FH () 201 B ] fe A2 dl i
I S R F- NRF2 1715 MRP4 (1534 B, MK
PP R AR R BRI 453493 PO FH
32 EF FXR WHARFEHEHRR

WAL AN E AR I =R A
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Fig. 3 Hepatoprotective effects and protection mechanisms of TFA against ANIT-induced liver injury and cholestasis in rats
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