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384 ANELIE-S1, He 256HA N SLC MK 1% 45> 4 55
MR, BEED>362 MR . SLC KKK 64 M
WE: “SLC” + “—AREBFXENEF” + “—
PRXFR” + “—IMREZRAEFEFT RS
M F”, L SLC3A1 RH LB RHEEAR
SLC KK 3 MKIEME 1 MR Y.

SLC #1255 H A 12 R e mT DU e A 28 1
AFEBIH, 1 SLC12A1 R & A 5740 mT LS 8Os I
F. SLC26A4 EF KA RAFA LI GFHHE, SLCTAT
R R LS ER A S ER A . SLC37A4
R R L RV W (glycogen storage
disease). SLC40A1 ZEF R AT LS Bl A RITE
J#i(hemochromatosis) 5™, K, SLC i 5 H K
FXERIGR WY RE EER L. &35
SLC10 FIKmK R ik Thie. JRWF R H
HRERM—INEENA.

1 SLC10Z%E B FRIAFATIEE
AESLC10 KIKAFE 7T MR, ENSHR
SLC10A1. SLC10A2. SLC10A3. SLC10A4.
SLC10AS. SLC10A6 1 SLC10A7 @, WHFLzh4H)4H i
PIXEHRIKRIE. KDAMREE—MHAEL.
SLC10A1FISLCI0A2/E T4H Mufise b BB s itz

£ H(sodium-coupled cotransporter), SLC10A1 #i#5 4
Na*/-i#HER L4 12 2 ik (Na*/taurocholate cotransporting
polypeptide, NTCP) ), Tfij SLC10A2 4 FR A Tl B4
it AR+ R 412 5 A (apical sodium-dependent bile acid
transporter, ASBT) 5k [FIf#Na*/fH i1 BR L4512 2 H (ileal
Nat/bile acid cotransporter, ISBT, IBAT) #, SLC10A6
BEFR KBS T A WL & 7 ¥ 12 5 H (sodium-
dependent organic anion transporter, SOAT) 1,
1.1 NTCP #yFREFTh 8

A NTCP & 349 MEEMIEE, KE /DR
) NTCP & H 362 MR ZEMIRIE, B Z 1A P31 [E]
BHER 13% . 535k, N RAPEAFLE T S —Fi el 317 4
REMRFEL T NTCP, iZ&E 2 REM TS & 811
T B C KA IE & Y NTCP #H Eb i, ki
Rmidi%E A RN AR R Bl 5 — ey
P77 KGRI . BHIANTAK NTCP R AE 40 2
{5 (basolateral membrane)Z& A0, {H J& i K th 7 K
Fi, i I 943 (pancreatic acinar) & EE KL 2] T NTCP
FIZRIAN, A NTCP [)RIESZ PR BUE 32 1A (0 K
JTUICER 52 R RN 4 B RS2 A4 on) A4t A s BT 7 (A
fit% B F HNFlo.. HNF4o. HNF3B. /N R —
RAKIKAEER B SHP- 1)KL R R0,

FE LB F 59 NTCP LA Nat/ 4-iEER 2 © 1

Table 1 Sources, sizes and expression distribution of SLC10 family members in mammalian cells

Gene Protein Species Size (aa) Expression distribution
SLC10A1 NTCP Human 349 - Liver, pancreas
Rat 362
Mouse 362
SLC10A2 ISBT, Human 348 Ileum, liver, kidney
IBAT, Rat 348 Cholangiocytes
ASBT Mouse 348
SLC10A3 P3 Human 4717 Placenta, small intestine, pancreas, cervix, kidney,
uterus, brain neuroblastomac
Mouse 473 Pineal gland, ear, female genital tract, mammary gland,
thymus, kidney
Rat 473 Heart, ovary, pituitary gland
SLC10A4 P4 Human 437 Brain, eye, soft tissues
Rat 437 Adrenal gland
Mouse 437 Vascular system, ganglia, stomach, diencephalon,
cortex, brain stem, eyeball, sympathetic ganglion
SLC10AS P5 Human 438 Brain, liver
Rat 434 Brain, eye, small intestine
Mouse 434 Liver, kidney, pancreas, thymus, kidney, liver
SLC10A6 SOAT Human 377 Testis, placenta
Rat 370 Pancreas, brain
Mouse 373 _Heart, kidney
SLC10A7 Human 340 Liver, testis, placenta
Mouse 340 Heart, brain, colon, small intestine, lung, liver, adrenal gland
Rat 340 Same as above
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T A5 A5 Nav (BB A 2 JIE 8 R A AE v 188 ) Wi
s, FEEXT NTCP B R HBRBEAT R RIA K
K2R ¥ NTCP 2 i 40 i P & = Z (AR Btk 4 i
R R 4, % JHF i e FE 0 IR v RO R
GE0, B IR A o P A AR YR RO P AR e A A
A2 RSP B+ B A A 4 B R 1 1) Neep iz 1t R4
i, BAERARYT A E B 2 — 8o T, &
FAELE - FFEE - HAE, AN+ S mEL,;
TE/Ng R T4 R L (B ASBT $ATIX —DIRE),
R 1ER KT, 58 R — M /BFF (enterohepatic
circulation ). IXFEEE{RIE T REVHER AU B 3G in T AH
TTERIFIFH 2, 7] W NTCP ZE I EHA R IEEER
YEFHUS, F35h, ZERBI TR (cholestatic) 1 {7 T, NTCP
FLRFRIE KT T B, A 40 o AR BR AR Svslizl>, A
MR F, EWHEHEAHT NTCP 2 55kt
I B B IR 4% v AR . (terminal acini) FIREYVTER, (B2
I fi 2% v P 4L 4 L% 495 K R ) e 25 L T Y R A
2347 1A B JiR i AR v A0 g o 0
1.2 ASBT HYRIiZFATNRE

AFE. KR~ BTM/PRAE ASBT £ d1 348 4
HEMBREABGR 1), EMNZEFIREE KT
80% . ASBT 7EK i [0 iy L 2 4 Mot T s R AR 25 i
(apical brush border membrane) & & &A1), 3 HF1
[ul fi i - Rz 440 P 40 B R B RV BR 45 & R B ILBP
(ileal-lipid-binding protein)45 4. mRNA Fl& H)i7K
SEHIRIERI S5 F R, ASBTHIE B /)& (renal
proximal convoluted tubule) f Th i FEFI AR A 3 b B
(bile duct epithelium) F AHE |- 57 41 ffd(cholangiocyte)
Tivm B ¥ 218, AMIIAEREE b iz 4 Hfa FE e (it
R T —FA 154 N E R R EE A ASBTHY
Fikuen, ASBT H:BE 13RiE 2 40 ik K 7 HNFlo
42, HNFlo Gk 2% B/ BUE B A B8 78 mRNA 7K
b AR R H BUK S EARR A2 Asbt RIS,
®F . ADRFALE SRR S A R AT
Asbt IRIE, BT TEREEM S51%32JE B X 524 (farnesoid
X receptor, FXR) & & RS HaEtE, BUGH FXR 5
ASBT a8 F KIS FRYEH) 1 (liver receptor homo-
logue 1, LRH-D¥ k45600 4 &, 1] ASBT 2
IFRIE, K Asbt J33) 7% A LRH-1 x4 &
£/, NS FXR 456 H2Z %, Bk X E B+
RHYT BRIV FE ) AR A A RE TR T1T Asbt BIRIAR,

ASBT UL Na* {7 iz 5iZE A R4 &
FIRRYT AR, Na*/ RV BRRMBEAL# i B A 2 11 2,

ANEHBH BRI 3 3h Rl 2@t /Mg 9 ASBT i
1T, ASBT RER Dh g & A ik 2k S AR EAE 5 | & YT BRVK
AN K (primary bile acid malabsorption), i fiH i1
{147 B P78 A o BT 0 160 2 6 2% IS 2 1 R ] B K P
FEAIS, 1X— m7E ASBT BRK#K(Slc10a27)/I U SE 5
PAER TP RIEE®, - TFEE R REE
40 PR T - ASBT RERSH53z AR Y RRHE HH AR |z 4
A, TRRAE b R 40 M T0iom A ASBT RESS (2 A AH Y+ BRWK
WO N 40, IXAETE R " IR BE ML " BRI R
RV, 38 ABRE AT LR W th AR, 45 B
F i B R AR OT,
1.3 SLC10 RixH b5 R A9 FRIEFATHBE
SLC10A6 Zrfid i1 84 &5 WA ML B iz
% Fl(sodium-dependent organic anion transporter,
SOAT) HH# 370~377 N FERRIRFELH (3K 1), SOAT
BB ISRV RRIITh e, ‘B FFEZ Nar FIGRER IS [H
fiZ 2K 4> - (steroid sulfate), H2 3- B BRME R (oestrone-
3-sulfate). i R (% HERR (DHEAS) FAR Ak 22435 BE
Bl (pregnenolone sulfate) !, SOAT 7E A=A FE
KK B &, AR KRz, (HE R A4 TR
MATE R, SLCI10A3 B—ANH 477 NE IR
YR R, %3 R ) cDNA J2& WA 2 BB T 588 41
il (teratocarcinoma) Y] cDNA X FE AR 4 B3 B[, 7 A2
HRRMB A NE T P3EAKNRE(ELD.
SLC10A4 14K cDNA &5 & M A4 B 40 i
B D REIZ ML T (sympathetic ganglion) i)
cDNA CFEH 45115 21/, ‘AR 387 N E E 5k
T RS, KK SLC10A4 B 437 NEIEFRIR IE 41 X,
FEEMSAZNPBREPREED.
SLC10A4KH ¥z IR T BRI DI R, (HR A ] LAME
J A FRAH RS SLC #ia 4 (S R sl A 2 v
S FATE R, SLC10AS B 434~438 M LRI
FEA RN, FEEE,. BN hEAKFREGE
. A2, KREFM/DNRE SLC10A7 .3 340~343

- AMNRERBIE, AREALPEARIEEK D, AHR

F KT 94% 29, SLC10A7 & SLC10 & & 4
A Bl A AR, NMUFE TS+, s
EEMSY . Y. BEREMAE ). SLC10A7 ]
RERH B EARDMPAR, ZEALM/NRFEHE
A FE 8 RNA BI9) 5 2 S BN F K/ & H R,
H#if A%t SLC10A1. SLC10A2 F1 SLC10A6 fI4H
MIhieCLF T/, BRI FERIRENE, R
%f SLC10A3. SLC10A4. SLCI10AS5 F1 SLC10A7 K
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AR AED S HREE ANE 28, XL 24 Ja 1% AU
BF R E R

2 SLCIOREHFEREMINEER X F

A B2 T AN SEBG B % B, NTCP. ASBT
F1 SOAT ) N s fE4 R AN R I, 7 MBS o BRTIE,
C s E4H f BT 72326281, — R M RABR G REHK
BUNTCP M55 560, 55 11 LA R A B FEFI AR
ASBT %5 10 AL R & Wikt KA T HEHAL 22, JE
LTXEEARKN GEARBERSIRT. 55T
NTCP C i I HLAR LS & LIAAESE T %5 B B Cin
LT A0, SLC10A7 H N 5l C s AL T4 o
R, BT M, 10 MBS RRA MR, X —5F A%
FIEHAD 6 MR AR, (ERMIALEHE S R ILH
SLC10A7 A E HAHI!, SLC10 FR&EAE AR
)8 R A A T P A7 7 5 TRIVR I R R X 3, X
SERENEERX SN SLC10 MRS EF
(signature motif) ', #JFh2 [8] 1 [FUF SLC10 K2R
BRT 5 A7 4E B35 RIVEYE, (EJ SLC10 KR 74N B
Z ) EERRT 5 RYEHEREE 2).

SRR BFABRK T KRB ASBT C AT 40 MR
FR R 3 JL 7] LMEH 58 4 5k T 72 Bl i L B2 40 i T
Ui 40 L FEE H 43 RABY T BR A T RER, i3 — 5 IBF R R B
ASBT 7E T 40 M o i) 8 Rk E B ke T EH
JREE 335 v 2 IRIR S AN ER 339 {7 75 B BRI IE (I B AR
e, Fi, ASBT C AR 87 5T & B JRUE AL T T b 40
FRRE, T2 B T IE 8 A B 2 SRRV BRI T g

SLC10A7
>20%

Fig.2 The phylogenetic relationships of SBF (sodium bile
acid cotranspoter family) superfamily members 25

EHEE, KB NTCPC K4 307 A% 321 47
EE A IR ZE AR e M TR R M A R R E
2 IR MLENBEREAERENASEREN
NTCP A~ 5 {7 T2 e 00 48 B R 17 2 25380 e 0 44 P
T X 45k, AN REAT 3 3L AR IZ ARV HRR I IE ¥ Th e, 1B
R R T AFEX AL S C R FE AR % E B R
7 35 R A 40 P FEE =P #0870 2 4R RELT R 1 T i 0321
X a2k B3R B NTCP 1€ ) R FJE AN E BRI
ELFTULE, {8 BN EE MR R AL 0 AR AT LA B R
T hE .

NTCP. ASBT #iz fH+ MR i 72 2 B
(electrogenic)[¥], fH5ia —MHEVTER 3 Tl 7 Ei% iz
P Na, X4 T RS AL E R, BT
JRiss, WE Tz E 4L S Ak Nar 320, 4]
P Hofth Na (B L8618 B B AR e 2 BT 7L
W, 32 5 1 M S 43 7 7R R o R R R AR
A e IE B I Nat IS &6 a1, TRAK R NTCP
PLF RSN BT R R R Bk AL D24, DS M
E27 5878 g 77 1E FL AT B & SR MRk 25 (D24N, D115N,
E257Q)FE NTCP k£ ¥4z B BRI DhE, KX L
L ps b B R ) S RN RN 4 A Al A Nat
BRI, $EAZK ASBT 5 282 fLAERRRE S
FFAR Ay I HLAAT ) S B BRI FE AN H LA T BRI
BRI 46 Rt — PAESE T 77 IE B fr i) Na* BB 5 %%
12 HE E AN 4 e R IR IR A
12 B AR IE H AT I lHIT R R ThRE 2.

Geyer PVERHR R HAE MEREACSHHFH
HUARF AT BAA K B 41 i NTCP o [ 2 b R B ik 2
WIS I E G ST K S-S 8, WTF M NTCP /)
IEH TR, RPN BHETK BT 40 NTCP ¥z 1T R
X8 A B &P (AR DTT
I R NTCP il _EiRH ALK (5] /) S-S 8 f#
ZE A IR R IEH, RGeS FHX Fhig iz
Wroa, TP EIZ TR ASBT EXFEN
AR, BA] WX ANV R 12 B A P 1 R R
BRIEX RV G S MEERIEFEEMN. AE
NTCP. ASBT LAK/Ni NTCP. ASBT &M
FREE A N E B AL A LR L T X — K, H H
FHA NTCP 2 it & BR ik AL C2% il ASBT it &=’k
Tk C¥0 R 3 AR AW I ARV BR S 12 ThRE G AL
gp3s36l, - M SEEG 25 BUHET, NTCP f) C%6 §l ASBT K
CO K 5 RNV BRFF IS P b 7, W REE AL B SEiR
BRI THzRAS TR DR E, Bzl
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FIK SR TR R E R A A&, AR
AFIZRAT AR, JEVT BRI R,

3 SLCIOREZEANEMFRIERAFF

A

B R AL 1% ASBT FNTCP 045 7 MR R
I RAFECTE 2, H 2 X SLC10 KK HALE 1 1)
YA > ASBT X EHIZIHVTER, NTCP MY
FAZRTTIR, Iz B BRI [P B 1 3- T FRME A (estrone
3-sulfate) 1 Y ¥R B} BLF# BR 4% (bromosul fophthalein) i
% I 2 R NI (DHEAS) LR K T REUT - A iAH g
(chlorambucil-taurocholate) ', #F 23 MAHVFERZE
AN 17 AN EERIASE G Asbt FHIHBEH Asbt —
4k QSAR Zo A RIIAT A MR B, (X2 5
AD-FF, JHITERIEES 21 ARERE. 7F 120
FHTo AL BERFRIIE . JEIHER I SE BT T B S B
XPUA R R Asbt IRBIH LB R EE R ML,

R AT BRI & i R B2 0k B F R I B 2R
FIAET R 0 B 35 . ZE/NG T B ASBT IRkt
A G REVHRRACT TR, & S8R A
38 42 o PR B - TR AR B EE 7 o R E AL B
(CYP7TADHIRIE & A, TR (A8 1B & p 1
Jneey, BE v ERER A A R [ e A v AR R, (R
174 ARARII AN 4338, AT PRI 1l 2R o H [ B K S, 3X
S A B AR . RS T RN R e
JHES Y1 ASBT #4137 BIBF 5148 16 97 v E &) 9 I i
(hypercholesterolaemia) fl 5l ik # £ i fh (coronary
atherosclerosis) JFRE T — & F 11242

ASBT il FZEAPYK(E 3). B —KRHM
A BB Y BRSS AL 38 ik 18] B X AT A B — SR 4k, 4
S0960, X AW r] HEE S 4 R H KP4 ASBT
S FRIRMEE B Mg E, FHLIXT BT FCT,
IR IR A4 BE[A] (benzothiozepine) T AEW), 10
2164090, H1F 2164U90 f)F @S R ERR S, HAT7E
R b O 28 HATEY 264W94 %, J5H X AR
ASBT (0% % (K)4 0.2 umol/L, 3 K [71 iz =+ fE
R &I B L 2164090 FH 500 506387,
Benzothiepine fi744) SC-435 EHMNHE /1, ©*F
ASBT HI-3HIR B (ICs) 4 1.5 nmol/L, Tfi H& AR
KR IO, 28 =28 2 25 B (naphtho) AT AY), W
S8921, ‘B LA S ML &I A4 &Py R
%1l Asbt 351, IC,, A7 2.5 umol/L. S8921 7 KRR 44
P ISEEG R B, 1250901 T Asbt B3, BEMT T IR

OH
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Fig.3 Chemical inhibitors of the ABST ¥

THRRI I FEAEER, A5 23] T i R ] A RE ) R A
HIRE T RS AR SRR AL = AR, S UK
i 4-H -1- K -1,4- ZEEWATEY 21e), IC, A
1 umol/L, A] LA PR FERE Rl (chowfed) MR 77 i AUF) I
SERPIEFEFREEEFBRKFO, B4l b
FANLYIRIBFFTAT LA HOX b 22 25 AR R) R ASBT
53076 B A Y T e P T I EE P 4% 3% 2940

4 RBE

SLC10 KRB AR T - IV RILHiEE
[4 % J%(sodium bile acid cotransporter family, SBF), /&
B FX He 8 [ A REEE ) SBF 514938, NTCP
(SLC10A 1)1 ASBT (SLC10A2) ) = E D fig J& v i fE
T ERE i AE(NTCP) A /N7 (ASBT) H (1 15 7 Bt LA £
FEHE VTR 1t B2 1 25 (enterohepatic circulation), {H &,
SZI6AF B SOAT (SLC10A6)F1 SLC10A7 34 BRI
FRELIZ INRE, BN BT A SLC105 ik il 2 #0 HLA iE
HHEREEIZINREES), Bl EWME B2 # BRI SBF 72
A E o PR e, BB TF SLC10A7 iR
(B 2) @51, FATHFR A A 20 R v % 6 40 fu 4 1
YMRO34c 5K & HAE 5 &R R RIR 5 F # i
SLC10A7 iR, BN ST IEE AT (S5 R R
KK). SLCI10AT FEAEMI IO IZF74E, FFRIRAELE
TEZ A R AR R R, XN ThiE
Wl B T EE T RS, FEEXEEAR
(40 M Th Bk TC 88 X Zh 40 B SLC10 MIZh et R &
HEERMLHEER, A SLCI0RIThEERT T AT RE N TT R
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T6 9T R RE [ B IR L ELY R ARUAE BT 2 B L 1
CHHEEERIREX.
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Cellular Functions of the Solute Carrier Family 10 (SLC10)

Ji-Hong Wang!, Xi-Chuan Li? Ling-Huo Jiang"2*
('School of Pharmaceutical Science and Technology, Tianjin University, Tianjin 300072, China;
*Tianjin Research Center of Basic Medical Sciences, Tianjin Medical University, Tianjin 300070, China)

Abstract The solute carrier (SLC) superfamily is the largest class of cellular transporters and could be
divided into 55 families with at least 362 members. Here, we reviewed the research progresses in the identification,
expression and functions of the solute carrier family 10 (SLC10) members. In addition, the substrate specificity as
well as the inhibitors and their potentials as pharmaceutical drugs of apical sodium-dependent bile acid transporter
and Na*/taurocholate cotransporting polypeptide, two members of the SLC10 family, is briefly discussed. Func-
tional studies on the SLC10 carriers would provide a basis for drug development against human diseases related to
the SLC10 family members.

Key words solute carrier; SLC10; Na*/taurocholate cotransporting polypeptide; apical sodium-dependent
bile acid transporter; bile acid transport
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