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Research progress on the regulation of the Nrf2 signaling pathway by traditional Chinese medicine in
ameliorating cholestatic liver disease
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ABSTRACT Cholestatic liver disease (CLD) is closely associated with bile acid homeostasis imbalance, oxidative stress,
inflammatory responses, mitochondrial damage, and hepatic fibrosis. Nuclear factor-erythroid 2-related factor 2 (Nrf2) can regulate
molecules related to antioxidation, detoxification, and bile acid transport, and together with signaling pathways such as farnesoid X
receptor (FXR), silent information regulator 1/AMP-activated protein kinase, and nuclear factor-«B, participates in the development
and progression of CLD. This review summarizes the role of Nrf2 in the development and progression of CLD, as well as the
research progress on traditional Chinese medicine (TCM) active constituents and formulas/Chinese patent medicine in regulating
Nrf2 for the intervention of CLD. The results indicate that TCM active constituents such as terpenoids, saponins, flavonoids, and
polysaccharides, as well as formulas/Chinese patent medicine with the effects of heat-clearing and dampness-draining, liver-
soothing and choleretic-promoting, and body-strengthening and liver-protecting, can improve bile acid metabolism and transport
and alleviate oxidative stress, inflammatory responses, and hepatic fibrosis by regulating Nrf2-related signaling pathways.
However, existing studies still primarily judge based on Nrf2 expression, nuclear translocation, and downstream molecular
expression changes, and the understanding of the regulatory relationship between Nrf2 and signaling pathways such as FXR, as
well as the synergistic mechanisms of multiple constituents in formulas, remains insufficient. Future studies can strengthen gene
intervention and functional validation, utilize liver or bile duct organoids, co-culture systems, and other approaches, and combine
bile acid profiling and multi-omics analysis to further elucidate the mechanism by which TCM regulates Nrf2 to ameliorate CLD.
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P25 ABATSA B 53 F8 8 0 LR W AN B 52 PR 22 5 TR
DUIBRRAUAFFERERE SR AN RO s PR, i — 242
i AR CLD VAT 254 B F 21 R Lo

B S I 21 & 2 A & A F 2 (nuclear factor-
erythroid 2-related factor 2, Nrf2 ) S WAL E AL 185 1
r ) S SR TR FEZE R SR IR AR S R AR AT
IR 4 AORE SN B A R 20 A 365 A T R 4 AR
FAY, Nrf2 SRRy RG IS  SAEJATE (LR 473 B 240 B
FET- A B YR, S i 4 A B 5 AR R AR 2= ALy
HES T, B MO CLD IR F SUs I BF e s 2 —

FR A CLD I PR B, H B 2B LA A e <
i AR , R P 2 5 IR IR A T IEg O A O
H 2R ARG Iy SR AR, HAT T TR | i AT IR
R IEAP AR i AR A B, Z2 b 245 15 PR o3
55 75 AL A R Nrf2 S LT Ui {5 30 3% D e Ae g
ORI SO, 755 AR BRAR , Bl SR iR T RE -4
TR 44k, AT CLD, S 1, 4% SC 148 Nref2 £
5 P A CLD A R S Ve, £k v 25 T M g
53 B85 38 o AR Nref2 1§ CLD a9t g, DL
T 24Bi iR CLD AR RIS i B B AE G2 i R AR it 57
1 Nri2 {5518 a8kt K= E

Nrf2 J& F Cap’ n’ Collar MV 5% Ji& ik 14 5 22 R 55 i
SENF o AEFRIRA T Nrf2 £ %47 Kelch B ECH 562
I 1 (Kelch-like ECH-associated protein 1, Keapl) JH#%,
Keapl AJfiE ik Nrf2 17 22 A6 28 2 R IARE A , DA 24
0 M N Nref2 B K P 2635 o S 20 i 52 21035 74 %8 (reac-
tive oxygen species, ROS) | I P A B A AE JI LI , Keapl
[ B e 2R R AL FT A SR AL B R M B, 5 A
LU, ST U85 Keapl X1 Nrf2 11972 2 1k S B A A 5
B f5 , Nrf2 7 5T AR BT L A #, 5/ Maf 8 B
S RAK i — 2 45 G BT Ak BN DT (antioxidant
response element, ARE) , Jii 211 T I 21 B ORA7 AH DG I (K iy
Bl SR Nrf2 W] R Z2 Rt S8 A0 A A R AT DG SR R ) e
S, HUR U S B S LT 2 4 A T 1 (heme oxygena-
se-1, HO-1) \NAD (P) H: /it %& fk it J5{ /i 1[NAD (P) H:
quinone oxidoreductase 1,NQO1] 4 % g -2 It 2 i i 22
if f# 4L 7. 3E (glutamate-cysteine ligase catalytic subunit,
GCLC) FlI4+ 2 IR -1 It 22 R % 22 BHIE 1 W7 & ( glutamate-
cysteine ligase modifier subunit, GCLM) %%, DA |43 il
Tk MR A BT AN AR R B ) R D T RS S A
TR MR P A S R A, S R B A X AT I A i 52
HESI",
2 Nri2{5S@ERECLDZ4E4X%RBHIIER

CLD 1% A= 8 KBTI AR A R A AR
RAERNL ERL A5 05 S T AL 55 2 A7 . Nef2 fE
Ry BB AN O s PR, R R A BT S A B
BB PR s K rE it AR R R IR AR S A
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{08 R vI] S ERE 7% e R | I o/ 5V N e € Y1 E R R 7 i
WE R, AT BRI ROS S S A 1. Nrf2 %
Jei PR R e H R S A A IR RSN G 53
YK , TR IR VPR & AR T it ™ 7 h9E s,
FEA MRS 5 0 IR DR AR A 403 /0 BB RL vr , Nief2 5k
J AT R AR A 7 LIRS 45 4L (bile duct ligation,
BDL ) 37 (AR IR VN R h | Keap I T 301
Nrf2 FEEL S v 38 IR AR A AR B2 RE ) , IR 2
U™, MR AR 5 7% 18 B i & CLD & 2B K iy
HEWRT . 7E 1-Z5 765 ER 95 (1-naphthyl isothiocya-
nate, ANIT) 75 5 AU IR VIR B A rh  Nrf2 7] 521 22 24 Tif
24 A ¢ 85 H 2 (multidrug resistance-associated protein 2,
Mrp2) 55 JIF B iz (A i e 3R 16 e B X 52 4K (farne-
soid X receptor, FXR ) N 3= 238 12 18 5 JJH 6115 7 - B2 AL i
(cholesterol 7a-hydroxylase, X # CYP7A1) AHER 4 it 72
(bile salt export pump, BSEP ) &5 IH V112 & AN §% 1z AH %
Ir T BIRDORGER I IRTRAS" . Nrf2 fIFXR 2 5/H
THRRARASTA Y AH =35 ) 1 DG 2R M A 58 2 W

SN SN [FIAE 5 CLD i J A G . MR HIRFUF B
ROS 1 5t A= il Al {2 #E 4% X kB (nuclear factor kB, NF-
kB) M AT IR ES & 45l s & e AR 2 79 3 A
[ 25 #4) 3% 3Z {A 3 (nucleotide-binding domain leucine-rich
repeat and pyrin domain-containing receptor 3, NLRP3) %
i /IMARTE AR, , T ER JFE I 280 453407 5 Nef2 8005 J AT 3 w4t
AL FEAIR ROS 7K, I JRAE B 7™ A I8 5 VR T 5
WA IR & BUA PTG 2R b A, i — 2L i i ROS A=
B, Nrf2 75 CLD H i/ E T EA — o i 2 2%tk e
A2 B PRI BB Y opy | 3220 Nrf2/HO- 1155
368 A T R IR AT 28 5 A R 5 AR I i s 3

SR Nrf2 25 CLD H (9t 8 4L B H iR
AR HAE SN S B FRASTT o 7EZBUIR TR AR
AU Nrf2 00 2 90 R34 T 5 (E7E A 2 A MR
THRBUBRL Y, Nrf2/HO-1 #5-Z230005 T e R IR 21 3 AR
IR E G T = 5 . PR, Nef2 72 CLD 4
FH W fig 52 150 A0 28 A0 Ko LR BIDIR S B9 52 e . Nref2 7
CLD v 1380 i 7 S F2 B2 A AT 3 i A SO i —
At A Hg R R BB 1
3 HHEMM S HENMR2ESERKE CLD
3.1 WEZE

il 2SS TP 25 BTV IR AR 5 rh i 3 22 1 — 2
WA RO B i i Ao S G N = R N e e N N L 0
FHE 1 AT LA ANIT 375 5 049 I 3 98 R 38 /) B M
HepG2 4 Nrf2 [FXR H1 BSEP ) #e3k , S dE AR 241
HE 5 AR Nif2 B FXR I, A2 51 X BSEP (9 945 45 1 sk
55, 2 W] Nrf2/FXR/BSEP {5 Sl 25 1% xR
R i R AT T R T 2, WIS ANIT 15
SR AR PR A R BRI/ N BRUFF 7, 0T EIRDTERE B
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YE77 A 1 (silent information regulator 1, SIRT1) \FXR .
Nrf2 FTHO-1 &35, i Toll #5214 4 (Toll-like receptor 4,
TLR4)/NF-«B {5 538 % } NLRP3 4 hE/MATE AL ; Nif2 i
B/ INBR L N2 3o 2k sl AT 19 LO2 4 e 52 36 E— 25 0F
S22 AR IVE 5 Nef2 25 DA O, R0 N
BIE HEZSNES , AT UREE ANIT 5 S A0 AH 7T IR AU ARG
B 403, CAE AL 5 38005 SIRT1/Nrf2 15 538 fi |
HasmPr AL RE 1 SN NF-« B/ A 2 (cyclooxygena-
se-2, COX-2) {5 5 B A F Y JAE i A o™, HIF =
WA BRI R | PR R AN H B R o B BT
BUEHT . RESRRAME ANIT 755 (9K BRUBERY & HepG2 4 i
PR TS Nrf2 {550 1, LR PR AT IR A5 2 M I TR e
I 2 F it 2 K BT (UDP glucuronosyltransferase 2 fam-
ily peptide B7, UGT2B7) .BSEP 1 Mrp2 %35 ; Nif2 rif {1k
Ja EIRERES" . FFEORMRTE ANIT 755 19 K B Y
S Nirf 2 B PR AR R B A AT el st R R A3 25 L 5 7E FXR
8% Nryf2 w0 R B A 40 I & LO2 4 it v, LX)
FXR.BSEP . £} 4 fiff /I i 3t %% iz Z ik (Sodium taurocho-
late cotransporting polypeptide, NTCP) .UGT1A1 f1CYP7A1
S5 N TE R AR | e iz AH OC 3 1 R 45 AR B A 32 B 52
Mg TG T i 2 B T R S, Wang SEU R
1, 7F ANIT 7553 B IR IR FUOR BB A rh 35 R IR g mT
WO D AR AR i it R AL 8 0, O 2o A
Pk JULES 3 34 i (phosphoinositide 3-kinase , PI3K)/4E 34
fif B(protein kinase B, 3L FK Akt)/Nrf2 {55518 B8 55 IHT
B i iz R 3Rk, s IRy R AR 2oL . H Rk 7
ANIT 755 1 /)8 BR3P B AL rp m] 80 FXR/Nf2 {5
53 I, R R IR IR AMHE Wl A% ARE SN I AR AR
AT 188- H Bk M2 7F BDL M ANIT 355 i K BUIE T
JAFRAE R ep ] 545 SIRT1/FXR/Nrf2 {55 M B, Mo ey
FRAMIE . A MEDIREZETL A
3.2 BEHE
BHRENS BA —E WP ERER . ASHE
HTE ANIT 35 T (4978 U TR RS Y K HepG2 44 i Hh vl
VB SR A L AR A5, TR T SIRT1/AMP {6 4k 235 1 34 il
(AMP-activated protein kinase, AMPK )/Nrf2 {5 5 i jif ;
SIRTI {UERBURE S 1k B R4 VR FH B d il 5™
NS RAT R X 28 H R ME — BSI5E A5 VORI 75 5 ) 4 R 0
R PR R R BB AR | ANTT 75 3 119 /)N BUTH - A FRASE 78U A%
HepG2 40 il 34 BA 4P 4E H L 35 2 3R B 0% SIRT1/
Nrf2/ARE {5 %5 38 [ 98 5% 9 i 52 1 A 4R A 0 3 STRTT
R E LARVERBES . AS AT F2 Al L ANIT i
SRR BRI B P Nrf2 \HO-1 (NQO1 3k, JF- )
il TLR4/%8 2 73 AW 94 5 v 25 11 /52 88 (myeloid differen-
tiation primary response protein 88, MyD88)/NF-kB M f%
14 K A F B, (transforming growth factor-B,, TGF-B,)/
Smad A5 Sl B ISR . SRR
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A AE ANIT 5 53 1) Wistar K i . C57BL/6J /MR
R T IR B Y K ANTT b B Y Wistar K RIS = 1A 1S
FENFARAE A, AT 1A S5 NTCP \BSEP \Mrp2 5518 (R F5k
Jf I 98 Nrf2 e H R i $i %A 4k 4 F GCLC. GCLM,
NQO1 HO-1 ik , Bl ANy iR iz i fig S A A4 3™
3.3 HEERk

BRI W TE TP BT R S h i A X, &=
B B Nrf2 A 3 1 B A A O R T R e 32 T 98 9 1A
o BB AL H R AE ANIT 355 59/ R VTR
FE %0 ep A] 380 SIRT1/FXR/Nf2 {5 53 5%, 42 ik Nrf2 4%
i, 3F I8 BSEP NTCP Mrp3 .Mrp4 % BT lis iz &
TR VB 8 A 7 SR 9 e ™ S B A2 A
B AT JCE ANIT 75 5 09 HH - JR RN BB R Hhn] 37
FXR J PI3K/Akt/Nrf2 {553 #% , 123 BSEP Mrp2 . HO-1,
NQO1,GCLC.GCLM %y &1k , el 36 AR T PR AR i 25 6L
FAACBA™ [ A 8 A 2 38 B AT 7E 1Ta- £
TS B K BB UR R R K HepG2 40 At Hh o] 3455
SIRT1/Nrf2 {5 53 % , 42 i Nrf2 # 5% 4 9 L8 HO-1,
GCLC .GCLM NQO1 448 k43T 1y 23k ; SIRTI #i Ak
Je , FLAN M AR Ve B s R S A S 3R
FE ANIT 755 19 R BUIE T i RS 78 v AT 8 95 Nrf2/ARE
=5 %, FR M| TLR4/NF-kB M NLRP3/H 4 Jig /- 2=
1B (interleukin-1@, IL-18 ) {5518 #% /1T A S AE 52 0 2
Mg,
34 HHELX

T BRE ZMEAE ANIT 7553 09/ BRUE T IR B AL o mp
PEHENrf2 A7, E VR AR T BRI MRS 2 8 1 M i
FiE , GE MR R RS 0 AR B A0 5 Nrf2 B
Je HAF AR VE FH R s 55 sl k™, i — 2B e R B,
B R 22 mT vl A IR R N U AR AL L (e
B T R A TR A TR T R N Gl A W SR R A TR A A 2
FRHSEE R, TR 665 HFIE Nrf2 3406 DL K ARy T
PR ANHERI R B A, B8 104 MR 18 22 B A B Ry IR R E
AT RES A TE G RE R T R AR AR B Nef2 6 A O™, 1E
ANIT i75 510 K BT IR U A v | 5T B8 S 9 & B
AL £ R i SIRT1 FINrf2 il 263k , $2 i M b 1 i
fL 1 (superoxide dismutase, SOD) 4 B H kit & LW
fit} (glutathione peroxidase, GSH-Px) I 14 , P& K 79— Ji%
(malondialdehyde, MDA ) 7K, [w] if 41 il TLR4/MyD88/
NF-kB {5 53 fif B AH 5C A AE PR -1 2238 , AT 4 441
LURRAE NN 1 A R T AT AR
35 FZEEEZE

AT AR GBS 1E 3, 5- L A A1,
4- M BE (3, B-diethoxycarbonyl-1, 4-dihydrocollidine,
DDC )75 5 1718 BRI T IR BB AY ]y 6 405 IR
Wk RAER I BT Ak 76 4 IRR S T IR A L
YU AR b TR A N B A M T AR
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5 8 4 FXR/BSEP M Brahma #H 3¢ 3& [H 1 (Brahma-
related gene 1, BRG1)/Nrf2/HO-1 {553 A4 3¢ , Al i vk
ERA N &R 3o S ik =R A A
3.6 ERZKE

FAEPHER A ZEIRIS S , 78 BDL 75 S R BRUIH 3
iy B Sl B Y S WUd AN B =S AN =R A AR OB
YAk, JFEGE AT AR, AR 5 45 FXR/NIf2/4% 5
“F EB (transcription factor EB, TFEB) {5 5 i i | fi¢ 1/
JRIHRRAMIEA O, KB R N BB ZE 5T, 76 ANIT 55
SR BUIE T RS RL AT 98 FXR B H: i BSEP
NTCP 3Rk R IRV R F: iz FAMHE . i — 2B 5E &
B, 7E Nef2 S S mi B 2540 T, R R B2 10 FXR 3% 5%
T P E— 2 1458 BSEP \NTCP 45 I | iR 4 32 M1 & 26
W) 2RIk Bl 2 T+ ik B 5 AMP 36 AR B B
(AMP-activated protein kinase, AMPK )/ J5U 3 [R] % 22 iR
1% Sre(proto-oncogene tyrosine-protein kinase Src,
Sre) 5 B AR A AT OC™, BREE IR, KRR
O IR E FH I E A6 Nef2 055 , $7R8 Nrf2 X JJH 2
R A5 1 R T i A7 FL A JHUIR 2 BORE DG AF 5 38 K 1Y
AT
3.7 BEEX

W7 LA N TR B LR SRR L), 7 ANIT 353 (1)
/N ERIE - BRSS9 2 P £ 0 I

TR . WEFE R, I 2 N IR R] 0 FXR, E 9
BSEP % NI R 2 A G R 35K , G IH T IR % 12 ; [+
i, HonT 5 i FXR A 51 NF-kB/Nrf2 {5538 %, 32 %
i S FHARAR I
3.8 EEKE

TN MR T 2025 4 b 2 i R BRI R ), 78
DDC 75 5 19 /08 BRUH 71 98 AR R v g 1 8 Nirf2 \HO-1
SOD ik, I Janus J#f# 2 (Janus kinase 2,JAK2)/(E
S5 S K 154 R F 3 (signal transducer and activator
of transcription 3, STAT3) {5 7 6 , i 4 S 1k N AU
gL IE S TR

25 b MR RS RS rh 2 T M ) T E
A Nrf2 S AR SCAF 538 s, s U Ae B, s I
THRR AR 12, 400 ) ST S LA £F 21k , DA T U
T CLD #5050 v 28 0% M i 43 T 955 Nrf2 {7 5 3 % 2l 35
CLD FIfEIBLAI L2 1.
4 HAEFHEAEN2{ESERKE CLD

CLD 7E B2 b 22 JH & “ BOJE” I " S50, e L
FHEP R A R SR o 45 E T R PR IR
B4R A5 B AT 2 BRATE 5T, A SO AR DG I 7 IR 40 A i AR
1 BT RIS E A =2 R e 5 G e 4R
Nrf2 HOCAH i 1 9 CLD AYFE FHAL]

R PEFEERSEENR S 51# BKIE CLD H{ERLE
% ) BRI RS TR 5%V
% e ANIT S/ R HepG2 41 LN 2/FXR/BSEP {5 Bl %, 2k BSEP SR HERIMIE N2 o, FAR I 1 sl 12
BET ANITHRSABEUNERA N2 B DR RN TSR LO2 A M SIRTI FXR Nef2 HO-1 35, 1 TLRANF-BNLRP3 £ BT N U SR ER R ER  [13—14]
FOENE  ANITEFAREAR A SIRTINH2 AT B LA B, A5 NF-BICOX-2 4 S R AE 2L [15]
R ANITESARER HepGL A4l BENAL A 588, L UGT2BT BSEP Mrpd b RIS HRR M UM N R TERIRS  [16]
FHER ANITIE SRR Nef2 SRR FXR S N2 B R RURICAFATN s Nef2EXR ML S0 MR ISRV Nef2 5 FXR T TS PR [17-18]
L1024
EREEH  ANITESARER T PIIK/AKYN2 {5 5 R TR S A AR MR AL [19]
HERER ANITIFS/NER A FXRNCE 5 BB SRR FRAME , JFRAER A B A A 20]
1861 BDL L ANITHA Sk SR FIRSIRTUFXRN {5 5355 PR AR AR SMIE, 3t e S AL MRS HA L APt (21-22]
ik ASET ANITES/D AR HepG2 Al TR SIRTUAMPK/NH 55786, A M R AL kb A i 23]
NBEFRg KM BEA R R SO IREA S ANITA SN SBE HepGa 2 RS SIRTUNTY/ARE {55385, WA A S AN B LG SIRT I P ol [24-29]
0 SIRTI BN
ABEHR ANITHASRER AN HO-T NQOT 4 AL A0 F 05 H TLR4MyDSS/NF-KB Il TGE-B,/Smad [ 5% [26]
L ANIT ISR RUERL /NGERR = RSP PR S N AL B0, S e T 7]
EE HEF ANIT /SR [ SIRTFXRNH) [ 58 PRI R 12 RS S AR At (28]
BRI ANITIFS/NER TR EXRATPI3KIAKUNI 5 5 RSN BB 9]
B Va-C B~ R K R B HepG 41T T SIRTI/NGE2 {5 5 A Nef2 BB, 1R HO-1,GCLC (GCLM NQOI 4 LA P ROS & [30]
il e i
fill% ANIT SRR % Nif2/ARE, TLR4/NF-xB HINLRP3/IL-1 55 S0 A R A [31]
A HBEESE ANTHESMRERL N AR TR IR TR AR, PEol N2 805, L IRRI RS M S AR R N BRI IR [32)
T SR
ifiiEAid ANITR SR RUBEA! T SIRT N M A3k 0 TLR4/MyDSS/NF-xB {5 7 33]
ROEHE A DDCIAS/ ML A MRRAFIMAE L f Ak 1R FXR/BSEP J BRGINEY/HO-1 {5 5 BUFA N L AA E f st [34]
(2 HiEE LEIN TR FXRINY/ TREB (55 53 S B AR (Rl A e RLRAT A 2 3]
Kili% ANITEF AR N2 i kR 5 FXR/BSEPINTCP {5 5 eI RS 12 SN N IR T 2 AMPK See [ 5. [36]
FXREE I
FUgk  BHEAE  ANTHESRER TS FXR-ARFR-NF-K BN 50, DR RS R A A S A 37
AR WIENEL  DDCIERNRER AN HO-1.S0D %k A TAKD STAT3 Bt WR AL p i AT 4t [38]
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4.1 FHRABRRERH

TR E I 2 TR s IR S
. BBRE 7 BGFER) , B BR BT R E AR .
5T 1E CLD M AE R R i & B, 04 R i85 1 ] el
FFDyREF IR T AR 2954455 , HoAE 5 )45 Keap 1/Nrf2
{553l % . Nrf2 F1 SOD % 1k Kl 4 S Ak B oA
KN P MR LSO B R RS S IR AR R
FELH AT, 7F ANIT 1755 B 4l R BT P IRy D B 8 vp
AT AR, R 493 , O T W Keapl . 198 Nrf2 |
NQO1 FIHO-1 ik, Masm b AL aE 1", TH A FIMH R &
P 250 R B R AR L A B2 FE ANTT 531
NG LER e AL S N R Y A R S E =R A IR v
HAUN2 B0, I FE NOOT . GCLC Il GCLM %3148,
FBIEFIh . PE—RE R, 2803 H R 3 T
TAFRAE F A0 S A 5 2500 38 PN TR RGBT 25500 32 PN T ] Dk
IR NG 22 B RAW264.7 40 i 48 5E B o7, Hovb 28 00 3
P TigA TR 1 ARE $i 15 35 PRI FE 4L 1) LO2 41 i v Nef2 119
WG ATEAL , i — S Nef2 M S Sl i 2 5 T H
YERIR &5, = 4RI 78 ANIT 755 1 K RS R
THR B A AT [ 8 Nif2 .SOD1.,SOD2 .SOD3 . CAT 3
PR 2R3k, L Nef2 £ (13835 )3 55 SOD . GSH-Px Filid
H AL A (catalase, CAT) 154, DA 1T 38 i A Bt B AL e
T S
42 HHFFMBEXEH

B FIRRZE & Jr 22 T AR IR AN i 45
R PO ECH A (%), 7E ANIT i 51 K U I
DR FRURR Y r T g A A A5 - B I ARy o, LA AL
5500 Nrf2/HO-1 {5 5 38 % 3 5 b1 &AL rE 1 A3 ™,
SEHAE I HCAE ANTT 755 04 R BRI T IR ARS8 o m 344 i
R, 0 AT T RE I U T AL 2 4G 5 SR A 1)
FXR %5 % J¢ RNA ULER FXR ik, HAR PV FHV
7% W] FXR/Nrf2/ARE 15 5 3 [ o] /v T H IR T iR B
FAM, ARRFRTH A G2 13) 76 ANIT 3551 K EUIR
T IR AR A AT e AR IR 5 LT 25 Ak I 4 2l B
22 SR AL A ST R, HAE ML T BB 5 PIBK/AkY
Nrf2 {75538 % S A I H A R 1 2,
43 IKIEPRFEER

FRIE IR E T 2 H TR R IE 4L | IF B AR AR 55 E
. BEEE AT R RS R CH AL,

AT 25 A R BHA IR A TR, 7 ANIT 5 510/ R,
R AR p | B v TR I Nrf2 A 557, T B 4 e
HkRa A, HHE 740 (0 &K P450 2B10 . UGT1A1 Mrp2.,
Mrp3 Mrp4 SRR AR S 5% 12 A1 5o T Rk, Dl
RV R & LS ks 2 DDC 75 51 /N BRI M IR T
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