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Abstract: Inflammatory bowel disease (IBD) is a disease characterized by chronic and progressive inflamma-

tion of the intestinal tract, which seriously affects the quality of life of patients because it is difficult to cure and

easy to recur. As the main organ of substance absorption, the changes of intestinal drug transporters will lead to

changes in the behavior of endogenous and exogenous substances in vivo. Changes in the expression and function

of a variety of drug transporters have also been observed in intestinal inflammatory tissues of patients with IBD.

This paper reviews the changes of intestinal drug transporters in IBD and its related mechanisms, which provides a

theoretical basis for finding new strategies for the treatment of IBD and clinical rational drug use.
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SMIEPEY B A, AR 2 25 25 5 (multi-
drug resistance proteins, MDRs). % %] ifif 2 #H 2% & H
(multidrug resistance-associated proteins, MRPs). . I
JEM 24 25 9 (breast cancer resistance protein, BCRP) %%,
SLC iz 1A ) 3= L2 A T AHMOGE P 2R 4 o 1 15
EEAFEE YL S F #2414 (organic anion transporters,
OATs) i HLIH & 7#%1i2 £ ik (organic anion transporting
polypeptides, OATPs). Jii F i 5 5 ik ¥% iz {& (proton-
coupled oligopeptide transporters, POTs) % . J7iE/E A
W 3 B, TE W bR g R 2 R 2
BIRRIE, 03 T 2PN SNEEY R S, X 4ERE
ERASMNEA T B EEEA.

B 5C 3 W JAE W] LA 15 22 b 245 W) 16 38 AR 1) 2 A
DaE, 76 1 BUHE PR 28 KGR M 5 57 % AR R AL AL
Fpph 22 3R AT VRS h B EE B | 2 is iR e W 3R
15V, IBD & — Mg Pk SORE PR, TER PR S 2 Fh
i T 25 ) e i AR 1R 2R IR AN T e R AR B, T S e 22
Tl A SIS PR A AT N
2 HEIR

7E IBD RS T, Wi h 2 T 25 )i is iR i) R ik k.
AT AR (3R 1P, H AR D) (0 VR AL v A 5 AT
2, HATN A R 40 B PR 1~ 32 S A S0 1 RAEAS 5

T B R YT R SR IR T AR 2 AR S M R B R I R A . IBD
RE T B2 R R R L L 1
2.1 ABCH#iEK

ABC ¥ 12 R TE I 1 v (1 R IE R 7V 2 D IREG

Table 1 Changes in the expression of intestinal drug transporters

in inflammatory bowel disease (IBD)

Gene UC patient CD patient

Transporter Ref.
symbol  mRNA Protein mRNA Protein
P-gp ABCBI ! ! - ! [8-11]
BCRP ABCG?2 ! | ! [9,12]
MRP1 ABCCI T or— 1 1 [13,14]
MRP2 ABCC2 - [13]
MRP3 ABCC3 - - [13]
MRP4 ABCC4 Torl Torl [12,13]
ENT1 SLC2941 1 [15]
ENT2 SLC2942 1 [15]
CNT2 SLC2842 1 [15]
PEPTI SLCI1541 1 1 [15]
PHTI SLC1544 1 1 [16]
OCTN2 SLC2245 ! Torl ! tor—  [17-19]
OCTN1 SLC2244 - - - Tor—  [17,18]
MCT4 SLCI643 1 1 [20]
MCT1 SLCI641 ! l ! } [21]
ASBT SLC1042 ! ! L [12,22,23]
OATP2B1  SLCO2BI 1 1 [15]
OATP4A1  SLCO4AI 1 1 [15]
OSTaw/f  SLC514/B - ! [12]
OCT3 SLC2243 ! [13]

Figure 1 Regulatory mechanism of intestinal drug transporters in inflammatory bowel disease. Nrf2: Nuclear factor erythroid-2 related

factor 2; COX-2: Cyclooxygenase-2; mROS: Mitochondrial reactive oxygen species; UPR: Unfolded protein response; PPARy: Peroxisome

proliferators-activated receptor y; CAR: Constitutive androstane receptor; CysLTC,: Cysteinyl-leukotriene C,; A2BR: Adenosine A2B

receptor; HIF-1a: Hypoxia-inducible factor-1a; TNF-a: Tumor necrosis factor-a; IFN-y: Interferon-y; TLR9: Toll like receptor 9; NOD1:

Nucleotide-binding oligomerisation domain 1; MDP: Muramyl dipeptide; NF-«B: Nuclear factor-«B; L-car: L-Carnitine; RXR-a: Retinoid X
receptor a; RUNX1: Runt-related transcription factor; IL-6: Interleukin-6; ERK1/2: Extracellular-regulated kinase 1/2; CYP7A1: Cholesterol

7Ta-hydroxylase; FXR: Farnesoid X receptor; SHP: Small heterodimer partner; GR: Glucocoriticoid receptor
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ML, Wi ABC Fia RIS T IR 45 2 52 B & Fh
Y, JUHZ P-FEE A (P-glycoprotein, P-gp)~Y,
£ IBD 35 2 I 1 8 5 v, W52 31 22 Bl 98 40 i B8] 1
KPR AR, X e AR AY, T B8 22 520 95 9 A (8] ABC #% 12
R RIE T Fe,
2.1.1 P-$EEH (P-gp) P-gp HEZAM 255K 1 (A
FH 1) MDR 1 AR5 15 2040 1 (1) 15 3R ) Mdr1a F1 Mdr1b)
it & ABC ¥ iz 7R 8 X R I R o, 16 B W 18 iy
RKIK, &g 18 b i B A B 43P BN —F ATP
WO S 2 T, P-gp MV Z SR IR MERH S T 2459
A AT F 0 7 ¥eia R, 72 ORI A 25 2 A b
VS IR AR 2 5 Tk R B R E

IBD % P-gp Fik (15200 = B AR UC, 2 T 7L
g R ¥R AL UC B 1 45 W i A T P-gp & H AN
MDRI mRNA f) 315 % 2~ ™. 1ECD && K4
FEA H, P-gp 35 52 35 FEAIC, 170 517 H 1) P-gp 5 {2
XA KA BEE R, BHEHA KN
MDRI1E CD & G5 FE At 1 RIB %A 252,

Wt 5 % B P-gp 2R I8 7K 7 14 2048 LA S MDR1 1) 38
16745 5% 5 1BD f K, P-gp SMHETE PEF# K T BE R 13 3%
9 5 I A, T A/ HE TS VR BS InRT B 2> 52 0e IBD AH S 24
FI I o Mdrla 5 DRI B /N B 25 L b £ &5 )17 96
I, FAH 0 B R AE R AL T N UC . A B R4t
Jf A K DR -2 g AR B RT BAS 3 L B 4 i P-gp
M FRIE, AT 22 ff 3 98 ER s /N BE Bl g 08\ 2 Dk
120 BT ER 4 (dextran sodium sulfate, DSS) 75 5 [t
S5 9RE, I 08 P-gp /5 B BE BRI R, HOX P-gp R
TR 1 ) 5 T R 2 O WA A% R 404 B 2 A OC
¥~ 2 (nuclear factor erythroid-2 related factor 2, Nrf2)
N FIE 5 BRI A -2 (cyclooxy-
genase-2, COX-2) & B 7E % i 41 ffg #3235, /£ IBD &
AR A COX-2 3 B, Ak P Ak sEEG I 3R
B COX-2 H1i) 771 B 8% 4100 1) = i 22 2R il 1R 5 5 1) P-gp
IR R T EIBD W COX-2 W it 3 5 1 P-gp I
. B w R I TE RS BA EEAER, AT IAE UC
3 P-gp RIK M I 5 7 1 B R A A A OGP,
T A WEFE R I MDRI 5k I 2% 5 BUEORL A T e B A%, T
286 K AR 75 P4 %0 (mitochondrial reactive oxygen species,
mROS) Ft =2 RN 45 7 98 (1) K Y. th4h, P-gp Rk
)b 2 5 25 0 1 A HE, B R R IR T R )
IBD & # [f1 41 & ik B2 40 g P-gp Rk AK-F T =7,
KFVERE R B R 452 F 3 UC 35 MDRI mRNA %
IR IEINCY, #ER IR T P-gp 75 IBD H T 25 74 A ) B
fER. 5T MDRI WL 22 7, C4f 2 W T i
T N2 MDRI K 2 35 ¥ 5 1BD 5 I8 VE 1) 98 £ %

IRCE4O 33 o VTl 2 9 4% B 2 5 ) 245 0 IR vk e TR
HEEEM.
2.1.2 FLEREMZ5%E A (BCRP) BCRP 1 ABCG2 %
DRI 4 i, 75 /)N i A &5 iy b R 1F) TOURSE LA B JHF 240 i 1) /N 7
JE bR R IAMY, Y T HAE AR R R s i E
AR . 5 P-gp—Ff, BCRP L G IEH T Z MKW
FHM R 50, 76 4L UM AR 57 DL e A T AE B
YIS J7 T B AT B2 E A, BCRP & 51 IBD AH
RUWIRNAT NI — A BB IS E A, 7/E0F5 P-gp
XFIBD IR A T 25 1 254K 3) 71 27 I, BCRP 48 % tH
*@Eﬁﬁ[g*“]o

5 R E M LG, VE BT UC 38 1) 9 hE 2 21
H BCRP K1k 2 3 F#1X, BCRP BHE kb, [F i
18 bR -3l B 454 2 BRI, 75 CD g, [A]
J¥ 9 E 21 43 1) ABCG2 mRNA ik 5 & 52 5200 (1) 5
JEAR b 22 Y. G0 R ILTE P IBD &
BCRP M S B MR B G R &  TEAFRIT & ZH T
B, T8 ROREWOE T AR YT S 8 A TR L, 3 i s IR
BCRP (1) 15 F1 Dy BE T B 1 % 53 Y8 A= 4 Bk ) By
RE 14, HhAb, it h BCRP 52 35 S8 A0 10 1l 1 14 5 4
0% 324K y (peroxisome proliferators-activated receptor y,
PPARy) F14H i T4 i & 4t 52 /& (constitutive androstane
receptor, CAR) [P 1™, £ UC &3 " th M 22 51 PPARy
HICAR Rk T, (H IR A 256 IE B H AR 1
213 ZAMHAERXER (MRPs) MRPs & T ABC
AR KRN C %, HABCC RN %t . HAETC &
i€ 7 MRP K& (1 9 A, {2 A MRP1 3 5 B
ilE B 7E 25 W as b BRI AR Y. R
MRP2 7F fify 41 Hd 19 T g £ 325, A R 25 WA ) Bt e,
MRP1.MRP3.MRP4 #1 MRP5 7. - i 4H i 1) 422 J&& M)
i, A2 33E 25 M)k N 1B R, MRPs fg 8 3 iz 4 HLIA &
T, A F 2R AR R #1850,

UC #1738 RAEAH 21 MRP1 B (I RIL B3
W, {5 mRNA £ IE %A B E B 78 Mrpl FEH i
B (Mrpl1 ") /INBRR, T6 A8 DU R 155 5 1) 9% i T I o
2 PRAKEY, B Mrp /N BN DSS 5 5 1 45 W 4% i
5 B I E . X R Mrpl 7F JRE L 72 P AT RER
PE 7 XCEAEA, BETT DA T 980 R B, AT AR [ 1
FRz . #E— SR B Mrpl S8R R BRI A = A
AWE BOS AR T A YR AR g bR At
TE45 IR A Fh ) MRP2 25 [ H 9 B R EG oA e A i 1),
H mRNA 3R IATE UC 35 45 ) 1) 9 E Al 98 i 2 41
WA B EZER, 5 MRP2 K, UC B+ MRP3 )
mRNA FEFEH K S5EFEHME ", MRP4 mRNA
AR (M ERIATE UC B R AETE G "), W Rg 2 B T
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BFERMEZE RGO TR ISR W WAL R 2 1k
H 82 5 MRPs 11125, (H7£ IBD IRZS T MRPs (111
PR A RAE, A 15— 207
2.2 REREUE (SLC) ik

SLC ¥ ia i R AL & 400 Z ML iz 8 A, el
T L B AR S B R A IS . BT T
RIS 80 Filt SLC ¥e iz ik 5 N BB 5%, ELIE T BE
IE R 2 BB PR 5 45, SLC #2128 & C#IA A & va o7 AR
PRI () — N AE AR Y, 7R IBD B SOEHLUh £
Pl SLC iz A HE R ¥ 2208 2. 25 R, i~ 4 B A% 1
1214 1 (equilibrative nucleoside transporter 1, ENTT)~ &
5 A% #5324 2 (concentration nucleoside transporter
2, CNT2) k#5125 (A 1 (peptide transporter 1, PEPTI).
OATP2BI A1 OATP4AI 5, B T5 3 A 4 i 1k JIEL &6 5% 12
& (apical sodium dependent bile acid transporter, ASBT)
AT A B/ A AL BH BS - %% 3 44 2 (carnitine/organic cation
transporter 2, OCTN2) f] mRNA Fik /KT &3 FiE",
2.2.1 #HEITHE (CNTS/ENTs) gtk £ 25
NP FJEE, CNTs #TENTs. CNTs Hi SLC28 FE K] 4 i,
WA T NS T A B 755 B IR RS L, BA ok
P R B ) B A S LR 4 s ENTs | SLC29
LR Jihid, N A% SRR N
WIZE B A T # R AR A, 8 w5 I 15 %
T, Z 5 MR AR N2 AP AR RN, (A
o B A% RN, FE SR VR T A B B IR T TR
P BRI,

£ IBD & # 45 i 4 43 ENT1. ENT2 A1 CNT2 []
mRNA 52 3% F U, A0 A U 1 R 0 AR R R
ik XUMEIA L& —Fh ENT1 I ENT2 BEF 77, % DSS 5
T/ B G5 i ROAE B A TR E L, BE ST BLENTI %
FRY R SR I A BE IRV &5 W R W BE R, 11T ENT2 JE A Y
RSN i IE ROE B DRI E R, R W] ENT2 75 [ 38 RAE
B H AR H], ENT2 #0015k = 1470 R A 1 7 e
BLHE T4 AT K B T, Hlid A,B 2445
W RFERAPVE R, (B2 B RTIE AT X T ENT2 B 2531
S AE Ho Al IBD /N SRS AL b A 28 AR Bk, X
ENT2 7E /18 9 E o 1 D 80b A it — D e . IR R
R G CHIE B R AE IR TT S e/ 3 0 SOREVE B ) —
A2 B 2 B, R RS AR D RS R AR G ) T
RS 73, A F7 9 IBD IR IT SR BT I 7 % . hAh,
TERA AT, B 7% T A 7 -1a (hypoxia-inducible
factor-1a, HIF-1a) % ENT2 {2 15 /¥ f = ZA{EH,
HIF- 1o AR () ENT2 D 4 1 i T8 R U300 18 0
JEEJAREP . {H CD & KA 2 HIF-1a Rk 2.3
RS, 5 ENT2 1 2 B ARG frit— B 7T .

222 RTIBEKEEEE (POTs) POTs HiSLCI54
FER Gt S — 2RI T 4 o e s 200 g 28 Ao L 1y i et
s, KR 4 R ALK, PEPTL (SLCISAD)-
PEPT2 (SLC15A42)~ JIk/4 & 1 %% iz & 1 (peptide/histi-
dine transporter 1, PHT1/SLC1544) F1PHT2 (SLC1543),
BT FH 0T - B R A7 R A A 3/ = KRV 2 40
Jok 2 o 1 i B A s, K R AT W] POTSs 7E IBD
H B B EER .

PepT1 &R F-HKILHEIZE A, M5 /= KMz
Jes 3] b R 40 M R i 5 . PepT1 76 /N AT A+ 45 1% <
25 i A0 [ iy RO 240 B T FSE B K B 3R 08, 7E 25 W 3R ik 7K
BAR, (HAE IBD RS AL g h Rk B2 L, B
B AT X R E IR, B ERE T2 A
R . fE 08, 76 1BD #1048 i 41 i X 1 A &
IK P (A 4k 2 52 Wi PepT1 [ % 35 A I B, il J83 K 48
“F -a (tumor necrosis factor-a, TNF-a) Fl T 4L % -y
(interferon-y, IFN-y) 7K ¥ [#) 11 5 8k PepT1 3R 1A LA,
I 18 Caco2-BBE 4 Jfd 1t — Jok 0 = Jok 5 38 e,
i B 200 1 43 3 P 35 2% 8 2Rt ] #E Caco2-BBE 41 it A7
A PepT1 (3T IF RAEAEH, 38 3 A T 1 PepT1 J3
) DX 0SB T sk K F CREB I CDX2 1) 3%
K, PepT2 1E #1122 R 48 I i S 4 B A2 210 7 B
W 21 B rp 320K {H Pep T2 /1 5 MR AN K ] BE 5 K%
B miE ) a Az

PHT1 A1 PHT?2 3= ZE7E 40 g 9 v B AR B3R a8, A
SHEAMARRNEIZE. 555 RAEHLZHHLL, 1IBD
BB JORE A S SLCI5A4 mRNA () %k B 3% F i,
{E7E CD F& 35 1 8] 1l 2R i A W0 %% 31 . 3 22 S U, )
F SLC15447 /NERAF 78 & B, Phtl 383 Toll £ 52 4 9 I
W B4 A R A5 381 (nucleotide-binding oligo-
merisation domain 1, NOD1) 4K 1 56 < e 2 I NARE 3E
g 7, Rk, B 7 PEPTI, PHT1 1 7] fig £ IBD
AEZEMEM. Pht2 ZEREENM MRS, BEE
W 20 P b ek R 2 A A JIE £ BE (lipopolysaccharide,
LPS) % 51 2 E 40 M A Y, & I LPS i@ it #% [H -1 -xB
(nuclear factor-«B, NF-xB) {& 5 il #% I ] Pht2 mRNA
ALY, 75 DSS 175 3 145 W 28 /N i, 45 i 230
Yo 2 A0 W Phel B R 3R GK R T Phe2 BRI Gk EIE,
E— B 5T R I 4 TR i BE 5 JIK (muramyl dipeptide,
MDP) 1 ik 25 4L 7= ¥ L-Ala-y-D-Glu-meso-diaminopi-
melic acid (tri-DAP) #& Pht2 i %), MDP /& NOD2 ¥
Bt 4%, tri-DAP 42 NOD1 HJ B 44, Pht2 W] e il il 2 5
MDP Fl tri-DAP F) 4% 32 K 1 15 /)N B 25 W [ 2 S A% 4m
JI AT RAW264.7 541 g H NOD 4 i 1) 9 9% ) B, 42
/N 18 Phi2 1 4 IBD 697 ¥0 bR 1138 71 (H 2, 7RI
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PRIEA o % A 408 5 PHT2 AH S 50, i PHT2 76 A\
JRIBD H IE A itk — D 7L
2.2.3 ARAENIBEEFEER (OCTNs) OCTNs/&E T
SLC22A ZK i, B4 NFIEIYIE N 11 OCTN1 (SLC2244)
1 OCTN2 (SLC2245) FLAE /N B A4 4 2234 1 Octn3
(Slc22a21). OCTN1 1 OCTN2 23k T iz 4H ffa T i,
W18 J2 i B, (L-carnitine, L-Car) A1 H Al BH B 746 &
W, TE4EFENLAR P3P A6 A 0 16 o A P 1 R0 BE B 1k
B VTEAR N 2R3N )1 e & EEAE R,

7EHTF 7% IBD 1 iz OCTNs 5538t 4% £ 25 MEAH 5% 1
IRERT & B, OCTNI A1 OCTN2 & [ /K “F-#£ CD & 45
A 4R B R 3 2 S, (HAE R A A e &
FER A CD & 1, OCTNI FRIA T & A, £CD
£ A g JE B 8] i b L-Car 633 Th RE ML 0L, (R 7E
B OCTNI R OCTN2 J: K RAF ) 52 iR & P M 3] T
B ) L-Car iz & 307 R 2 A B 58 K B UC &
& 4 B T OCTNT A OCTN2 1] mRNA ik ¥ i 2
P!, IBD &35 /N BRUR R I 45 4 2% OCTN2 &
K 7K AT L-Car & & 3 BRAR, FOHLH] 2 02 2 74 240 fifa [A]
i ik PPAR-y/2E A0 35 ¥ X 52 A -a (retinoid X receptor
a, RXR-a) #1278 IBD H1 I OCTN2 (1) 35, M B
K7 L-Car [ B, 331 51 k2 IBD [17°8%4k, $&7~ OCTN2
Al PAAE 5 IBD (178 £ 36 97 #0451, 5 OCTN2 AN A,
OCTNI1 A& PRS2 85 1, JF 28 AR 2 1 o DR 7
AR FPEPH B T CBEAR AR 2 e R I R . WFARK
L OCTN1 3£ K 5878 (L503F) ) CD & v 2 B AH 5l 4
HeDh B8 SR BT, 16 Octnl /N8, K600 21 20 43 rp 22 £
T A K- 9 2 325 PRI, RS sh A7 0 HLs A B B R
RS, AH Octn ] ™ /IS RO iy 38 58010 R B i 52 4 3 =5
BEARDY, X — R I AT B Bh T pE N 28 CD i3 v gt
R 738 2R . 96T OCTNI H %, 45 0 7T ki
TR IR L1 & Runt M 86 S [T L W E S 5
OCTNI (1) %% s i 417, {H 75 IBD H OCTNI [ 1 #2 Hl
il 1 A HRIE -
224 BHREEEIEER (MCTs) HRIEEIZ{E (mono-
carboxylte transporters, MCTs) J& T SLC16A V. 5 % %
B, RS RIZ KRG 14 M85 . MCTs /15 14 i
1 LR T A D K% R % T 7 TR 55 SRR TR AL S W ) e
18, fELRIERR KA W) IR BT B S8 B 1 o AR R 8
HEMERY". MCTITE4S g b Rz 1 THURSE A i A1 i) s
H8 AT R IA, T MCT4 75 2 IS AMU S AR5 3 MR IA,
TN NTE RS e s R EEAERTY,

BT 78R 3N IBD B4 I B 5 E Rz 40l vh MCT4 R34
i, MCT4 A 5 LR 5T T 41 9 21 20 i 40 38 5%,
MCT4 [k E i 5 IBD B3 i LR K CF T —

2, #&78 MCT4 1E IBD H 1E N bs &9 1437 76 FH s
MALHE E i, MCT4 45 Bl T NF-xB p65 #% % {7 H 3 Jn
H 5 40 M A -6 (interleukin-6, 1L-6) J& 1~ [X 15 1)
gh4, i d Zo-1 F15 F IL-6 {2k IBD 1 & g™
BE— 5 W 06 K B MCT4 () 7 %35 2 S 8
20 B (1) 40 B8 £ T2, MCT4 38 i ERK1/2 (extracellular-
regulated kinase 1/2)-NF-«B /1 5 () %5 #£ NLRP3 i
k., S5 caspase-1 30, {2 IL-18F1 TL-18 B 534, M
M0 0 26 i 3 28 8E, #00#1] ERK1/2-NF-xB ¥ 14 7] LA o i
MCT4 XF 4 A T R s M, X SR BLK ] T MCT4
75 IBD 1 (138 7E H, vT B AE N IBD ¥6 97 98 7E 4847 .
Ak, W58 2R B AE B A 25 A8 T HIF-1a /3 MCT4 | |
WS IX 5 CD 3 #OE 4 40 HIF-1a 215 E A
&, B F R TAH A Rt — P iE k.

T B T TR A0 TR B TR R SRR TR AR R 4RI
RSN EEREY, Hh TR MCTIHEY) R
A A T I, WA R BLIBD B AT DSS
TSR R KRR MCTI mRNA M H
J KV 5 0 5 4L b B 2 BRI, A IFN-y A1 TNF-a $i
Wiy b R 4R, MCTI mRNA A2 (AR & R, FINT
Fig b SR DY IR = TR )T EE UC R,
W 75 R B AT DA 1A i 1 % 4l o MCTT mRNA [ 3%
K, MG 0T R £ MO AR, AR &5 i 4™, 3R T
MCTI1 {EIBD H I EBEAE A . 75\ 45 9 40 i Nrf2
REf% 15 5 MCT1 RIA 1, 75 IBD B & 45 i H 2k
MCT1 I Nrf2 1 3 H 55 328 778 IBD KA T Nrf2
AlRES 5 MCTI1 K% .
2.2.5 Thum Nk B4 BE L35 1548 (ASBT) ASBT H
SLC10A2 B[R 4h5, = B3Rk T 18] [l b 57 40 B 1 T,
DB RIE TR 0 b R, 7 52 E 18] i R i W SR v
F% (bile acids, BAs)™. ASBT 42 i€ BAs W J¥ ) 3 5
DRI 2%, A 75 8 45 i o R R o] e s v L S R A,

1EUC B & 45 h ASBT & A I 3K0A 23 T, 1M
JHF E o BE [ B 70- $2 AL B (cholesterol 7a-hydroxylase,
CYP7AL) /KPR T, Bb4h, V5B BEZ & (farne-
soid X receptor, FXR) F#AIK, J& R UL RE R/ e — B Ak
££18 (small heterodimer partner, SHP) t T~ i, ¥ T
g6 fig 9% I IR TS 5 IRV IR e 02 B 1 R0 2 B R A DR
PR, fE CD B3 & E 4L 404 i) ASBT mRNA ik i
ECT RN, 3 BAE B H R ASBT R IE W T,
B Ky BAs 81 1% 76 24 52 2] ASBT BRI 4141t
WS T 2B, 5 B2 I R 4 R, 2
K", 1BD H ASBT I~ YR AL 5 % 5E K 1 17K F I+
= E R, SOE R F @I c-jun/c-fos 7 R ARFISE TS A
KK -1 (death-associated protein-1, DAP-1) ¥ 2H & #1
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il ASBT [ 1A . A th 23 4 2 — P HLAG Bl S i B &
YRR 3259, v e e MR 0 % CD i35 R ASBT Rk
(A, 22/ ASBT FEAIK 51 & 1) JE v BR W i b 15, HLAL
i 2 1 17 ASBT | 3 ¥~ BB P GC S 7t fF IR3-A
AIIR3-B, 58 Bz Ji i &= %2 4& (glucocoriticoid receptor,
GR) 454 LU WS ASBT RIEP . [Alk, T Lk &
], LA ASBT 9 #E £, 7£ IBD M [A]1& 24 15 '3 ASBT 3%
ik, Wb BAs £E 25 i W AR X5 IBD HVE YT =2 A 2 i o
2.2.6 HMSLCEEEH CD M UC E A I [Hl g
45 i 4H 41 (f) OATP2B1 i OATP4A1 ik 1™, 7F
UC & 55 45 W o A WL I % 18 78 a/B (organic solute
transporter a/f, OST a/B) H] mRNA £ & T, H1E
CD B H AR KIY 2 7", A HLH S T84k 3
(organic cation transporter 3, OCT3) mRNA 7E UC & 3
gl 2Rk N M, RS AR WA B I R B L
RS AT RES 5 AR IBD [ ELL 2. OCT17E A
Jip 8 v /b B Rk, H FLAE i b R 2 i T i R e A
L TR 240 M 5 A7 A7 78 G B, T B 5 i e 18 4K (plasma
membrane monoamine transporter, PMAT) 7E A 25 i 18
R 1157 =0 =T N < AN VA 1 S A w11 DN DR R
JEEP X e B3z AR TR IBD s BUIRZS T 19 AR 4 I8 3 A 1
iE, At — 2.

3 REMRE

IBD IR T Z R 2t ia R K R M T ee K 4 T
B, XA | 2 R 25K AT, T B 2
Fh RIS AR R . [ B 2 Y e IS AR TE IBD R AS
AR AL AR SS AL, 0 T 4R 7697 IBD [ 37 52 08 A il
IREHZARBEEERZ L. HX 24952k 7 IBD
RE T AR 2 3815 AR ISR I RIE B, BAERNL
i34 v A [ B, WAORT 24 ) % 38 AR AE IBDUIRZS R IR i 4%
BL AT B 02 ™ — 2B 07 1A), X5 SR I6 97 IBD (1)
R RS SR AL B BEA . Ak, SORE 1 I AN AN R
Jgid, i BAE A T4 5, AR IBD RS N AU IE F1 1)
B R R AR T B, A AL ) A s AR R R
A BUAR BT AT H A A A% 38 AR £E IBD ARAS T i 45 4
A REXS IBD RS A —E1EH] .

YE& TUlk: #0E  5TE  SCEk IR SRS B T
SCA B AZ N R A T SOEAT AR I 4R SR E B &
PR TR SR B R B

TG ASCTA 1 E 35 75 B AR 25 0P 2
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