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T MR IG R AR AT 1) 2 R 22 69T B N TR PR SRS IR 1) 25 T A2 P B 22 24T 24 1 (multidrug resistance,
MDR). XFlIZ 21 251k 3 B i — 2888 ABC(ATP-binding cassette) 3% 12 14 2 [ SR MBS (I 5 IR, E 1146 R H
IKAf ATP $ LM RE R B 244, FEUNRAI M 2Pk, BT RiEHE A ABCG2 M4 KA KIMTTIHT ABC #iz
RRFEEA AN, A FE AR v 5f e 5 5B A K R aRIE, 540 FHI28E AWl P-gp (P-glycoprotein)fl £ 24 il
257K [ (multi-drug resistance protein, MRP)AHL, 1] P 3= B M3 B A5 AR 4k 2 45 0 FVE T 40 B o9 AS ) REAE A5 Ak )7 29 4
LAl AT 5 RS IR 0 22 Feh s 245 ) (CBLAE B FF R (W 25 0) ™ e it . Bl i) — L6+ 2p F RINT JTIE R W], ABCG2 W RS
T2 RS TIOR8 M & 2 v S 52 S R RS i g 06, i ELIE R IR, B AR AU B R0 A0 22 - 40 i ) K B A2 TR
Bk, ABCG2 W HerER VA7 iR A e B R 2 1 B ic IE 2 B S8 N 1A OO, [, ABCG2 F AL 1R 2 A 1 5%
W H &5 G I B AN F R / i), % T ABCG2 76 I8 Bt HE BT b (W 2V DU E I — S0 D Re A P P 2 W, F
ABCG2 [ AEW 2 ) e FE FATLRE DL A0 B2 27 S B i B FH BT S0 b 8 32 B JE K k. EE IR T 7 ABC ¥ i &1
ABCG2 [ FE A AR A RE I R AE 38 Dy e B FLAH DG (e St Joe i ) JE.

KXW ABCG2, ABC#iz&H, 22k, by

ZR9ES R, Q279

AR, AT Ao, R T
AT 7R, (2 b6 40 M 1 2 241 24 1k
(multidrug resistance, MDR), B[ 41 Jfu 5] isf 5o 2 Fof
2 g R E LB [ 259 A ik, U5—1H
ST G R MR A7 SR M) B e 22—, 3 30 4F
K, HRZAM AT IR E LRI, RINAE
a0 o i b s R GA 5 MDR A O 1) — 28 ABC
(ATP-binding cassette) #% iz £ [ (transporter), ‘&A1
W AT 2595 A I A0 AT 2 B0 8 40 1 AR i 24
PE. BdnAE 20 AL 70 EAP ALK P- BB &
I1(P-glycoprotein, P-gp), 7i 90 FFARHI IR I £
241} 24 2% 1 (multidrug resistance protein, MRP)%.
XL TR 2 AN Ek 3 AN 45 44 48 (trans-membrane
domain, TMD)F1 2 MMEZTF R4S & 448 (nucleotide
binding domain, NBD)#4 % [1] 4> 4> ¥ ABC % iz 1k
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(full ABC transporter). 1fi{t 20 tH4 90 LK, A
MISORILT ABC %32 4488 2K v I — AN R A
ABCG2 B b1, AH'E EE i —A TMD fil—/
NBD 4 i (1) BT 18 - 73 1 ABC %% 12 & (half ABC
transporter), ‘ts&—25 MDR % VIAH X £ 24
AR, MM —P KW, ©BAH
(A TR DIRE, RS R BTIE ARR DS AN

* o ERNE G CH AR TH (07165111ZX), 25 ek BH: & 15
Il H (2008DFA01510) F1 [ 5 T 55 2 fih #F 50 & & it & (973)
(2009CB930200)% BT H .
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Ridi, BN T ABC Beis kgt S ise LIS £

1 ABCG2 B9&I}

ABC #3248 1 ZO0AE N R4 b
FEMZIA 50 Mz %, MG IR Fe 41 1 [R) U5 1
X R AR PN R R 3 0 7 AR ABCA
£ ABCG. ABCG2 24t Jm i = MFFi/ N 47 i
FEAN R 4H LR TP R IR I € A ABC ¥eia i 1
FIEH I — AN B 5. Doyle S5 Jo e BE AR X
P-gp tH AL MRP1 £, HXZFIA. F4a
B 3 PR A 2R 2 A AR E o v 16 3L 4 i R
MCF-7/Adr-Vp3000 ™ % BLE 1M Fk 2 A S5 it 24
K 1 (breast cancer resistance protein, BCRP), 1
J& . Allikmets ZFERILVE /LR T KBRS, B2
4 ABCP (ABC transporter in placenta); %% Brangi

ouT

P-gp/MDR1/ABCBI

IN
NH,

OouT
MRP1/ABCC1
IN

BCRP/ABCP/MXR/ABCG1
NH,

SEWLE HTK FE BB (mitoxantrone) 1 45 17 3 41 o kK
S1-M1-80 F1 & 8L ABCG2, JITLL'e X AR A HTKIT
%W i 25 2 11 (mitoxantrone resistance protein,
MXR). ABCG2 1 655 DML, H&A 14
P ZE RIS 1 A ATP &5 838, BRI BERR b 214y
T ABC #1211, A ABCG2 3K &4 16 A4k
B, BKA66kb, 7T 4q22 Jettih L, j2ies
NIEAE 4 55k FRBLME— ABC #4188 1P
ABCG2 fE 45 ¥ I 5 P-gp i MRP1 W] AN [A], I
ATP 455807 T N o, 1125 I 45 /4 A7 T C i
(B, EANEERNA T, Hurc#fief ABCGL,
ABCG2, ABCG4, ABCGS 1 ABCGS 253t 5 M
. ABCG2 5 P-gp 5, MRP1 (¥ [ 5 ¥ X B T
NBD, i ABCG ¥ 5% o Ath i 57 11 < 1 ) Pl
T TMD. ‘&5 gk R 5 2 4 5 (1) White,
Brown LA & Scarlet %5 85 )5 H AT i 5 R YR

COOH

ATP  ATP

ATP

Fig. 1 Diagrams of predicted topology of P-gp» MRP1 and ABCG2
E 1 P-gp, MRP1 #1 ABCG2 B9 F & +[E
PSR o WBIE LURIRER R, BT IR A 3067 LA ATP 3R,

2 ABCG2HYFKIEFNTNEE

2.1 ABCG2 WIRE5H%H

HENARIE# A 2URAEH ABCG2 H&is, £
M2l 2RI 100 £5, TAERG S ATFIIRS /N
S GWEAAFE PR . (HAEOE L R
WLy B TR ML IR RN A L 0 i A
KA RIS, Allikmets ST 50N R, ABCG2 7E

Jif B F A e R AR 2 B ME SR MY, X R
ABCG2 {EPPENLIR A 28 EAR AT BEA7 AL 2257

Bt 5 Merino ZEFRIHF 5 AR W] ABCG2 7/ Bl %
W E R IERAE S LA Bl ) AR AE P 5
Rz R BRI RIEAT R BT, X
ABCG2 FRIE MWL L B AR oK1, WFFUR
L, A7AET ABCG2 Ja 81X A P A I oA B e
PR NGRS B e A KA T ABCG2 2k
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DAL 3 e 510 1 Jok A 40 I 0TS 52 4 g (peroxisome
proliferator-activated receptor g, PPARg) < . 7T 3%
¥ ABCG2 ZERR [RIL1. 5545, Wang 557k
SIS G PINCI B BUN S b R P b R NGNS o
W ABCG2 JEH [ KIE. —seq i KN AT 5%
Wi 2 ABCG2 JEPH )41k, W1 Yin S8R FH #4714
KB 74k B ABCG2 4k D] v A 34 1) MCF-7 41 i,
KILAT LB ABCG2 FE[H 4635, Evseenko 450
I R IR PE IR 18K TL-18 A B 2% 77 J2 40 B mT B A
ABCG2 ] mRNA 7KV F g H it &k K, A1 R
R A AR DR T AR B v 3 i LR IE . IRAT
5% ABCG2 RIS FFERAT B T3k P s H D) g
MO S R I PRV T S B s 145 .
2.2 ABCG2 HIZG¥5MNHESR T BE

ABCG2 7E4H M I8 7KK sE i e ATP il s
P5EY ) 298 nitis, ten, 76 R SR sL g
B ABCG2 MR IEAEH B AT ATP B 7K fift 3% 11 A
MW ATP 1] 1) 1 18 SV B 2 W A HESR DI RE.
Ah, EETAENGE PR 1Y ABCG2 {EBHARIIR
U MBI A 18] T B 1) A4 o B v IR B AT A HE 22 D
Ae. AHFCERM, HErEmR LA A b et
fit T (Topo I )F1 1T (Topo I ) HLds 24 2 fr AR IR HY
PritJrs ABCG2 #HCM. 78 2R fEME N 1 10099
BB ORI, ABCG2 RiX&EMFE R 5T 2
Ve 0 P SR AR ) BRI B2 IEAH DG T Pae 24
) SN-38 I CPT fiT LW Hi R 7R ABCG2
HIHAMEEEAG.  FRIX LI uE P K 1,
ABCG2 & Z 24t 25 ABC #%ia 8 [ KK NHT A .
23 ABCG2 MBEEZHERE SUMRERSEEN
FTAYMBYFIENEEREZ

1t ABC iz A Dhe w5, AR IR
% # £ (single nucleotide polymorphisms, SNPs) [t]
WAL ANATTNS ABC iz 85 I Pr 2tk > T LA
TR RIAGR. 0 FHAS [R) 2599 5 12 1) 48 ke b
v FE ) ABCG2 JE P R4 7y KTk W], 1 ABCG2 ()
55 482 A7 s RIRE SR T B T R B A 2 R I s 4
TERERXA RARRE T A4 ABCG2 A] LA I
HIE AR Z5Y)EY). Robey 25U FAN A 254 ik
P HEK-293 (AN 'H) 48 M & B, & P K& 1
ABCG2 £ Won AN A I 2903, 1K 28 KA W] 2590 1T
H AR R AR TR B — A7 5 58 A8 & R482G 1l R482T,
) LU M AR B KT K i T (mitoxantrone) BY [ 7 2
(doxorubicin) I HH T my Pk, 1 H %12 B
i 123(rhodamine123) ¥ & JJ 0 I ik, K4 1%t 5E

Wi, IR R Dy e 3049 1 58 42 44 (gain-of-function).
Bosch S50 41T 100 4 B A IAE DNA 751,
RILAE ABCG2 HERI AELE 19 4~ SNPs, JLrpr 7 4~
JEARM RN, XU FE A ABCG2 RiE 1k
55 SNPs ) 2 FEVE & HHEAH G . ABCG2 2 K1)
ARk L R B A0 G DU 29 0 ANERE T, A
I AR R R 29I U . E SNPs 111 VI2M
5 Q41K H—A7 s 548 2 54 ABCG2 (1R 15 FF
G ATP BEIE J7, o Q141K s AR [H
NHAE AN A IR S, AME— HH I R
FRAF, oA ABCG2 4N RS2 BIBR S, AT ff
OO U 29D U B =, Li SRR, A
L QIA1K F7AR 5 N A4 P 11 1% 2 I W 41 ) 57 =5
% JE (gefitinib) [FFR BRI 18 i 1 R R 2B L5 AR 1) 9
N Uk BH R S AR B AT SE M BT 2540 IR T ROk
KPR, JWREXT SNPs IR ABEFUKAT B T B A 4R
Tt B AN 22 S PO B X 26T IR S, DA
ML IR RTS8, A X 7 A 7008 TN
TR IR
24 ABCG2 HiDge 5 HEZMRIKFR

R EHE ABCG2 1t 1) ABC # iz AR /AT
FLIhRER 55 3L IR A B DY SR A a5 2R A4 TR 3UAH G
AT ER. — BN 501 ABC #iz i F LA
) S I AR B U LT g, R TY White
5 Brown 5Y, Scarlet [ ABC ¥z 2% [ T2 R Bl e s
TR AEE AR RY). AN ABCGS Ml
ABCGS 0200 o 1 56 5 4B 1 T 1 S SR AR
SN P T IA EE 1v) 40 B b A IE (R . AERIE R
%A% R ) SDS-PAGE | 2 B — ZAK (KR W2 1 it
H, MR JRAAE N B R AR 1 R 51 i,
KR BT RES S R R NE R, ER AT
UEHE 32 78 ABCG2 JR ) BA Y 2R 44 5 55 2 A4 T A A7
FEUS, AEAT O PR R R I e W 2 5 R Ak sk Y
TARZE T I LA S AT 15 H A i v P R AH LG R 45
) A Rp D IR, R AT RE L SR R AR
TEXAEAEANANTE 2. 102, B Ry
FAR P-gp TN BEAR AT A8 P ILRIF M AN . 17 MRP
(19 228 73 P =g ldeoR, ErRe ALl R
PRTERAEAE, (HEAERIRME P75 R 2 A M
ANHAE. 4K ABC #is RFIEATTAS [R] 45 M Sk 1y 45
BT HERI g G Bz > AR, AR
ABCG2 7EW ] ABC #5ia fR7E RIRIE FAFAETEA
TR AT A BAME AR G (I ), (R 2
— AR
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3 i ABCG2 ¥E AW MIERMIAR

3.1 ABCG2 ¥z R/ Z5YHFE

ABC i R g (1) P-gp T 2218 & Fhrh
PSS 25970 7, MRP E B IS4 bt H KAt
BoZiW)(GS-X) 5ok 294 5 458 DEH IKSL R ARk, T
ABCG2 W E B Ia 58 K PE B 56 K M4 7. X
15 ABCQ2 # [11f) MCF-7 Il MDA-MB-231 41l s
()2 BOR I I 9T o, T 25 40 I BRAIR T R AL &R
(daunorubicin) 1 %' F} H 123 (rhodamine 123)1 /ity Py X
2, JFH XFk ATP 7] 1% thodamine 123 4 2 11 f¢:
ik 19, 3 i sulforhodamine B 4 Jifd ) 7 £ Ml &
ABCG2 & 3 15 40 H %J K FT % B (mitoxantrone)
daunorubicin. Fil £ 2 (doxorubicin) fl #i ¥ &
(topotecan) ‘it i1 BE MR 2504, 17 X4 (cisplatin) %€
I (paclitaxel)s 3 P 25 NLL AR 7 0 11 (etoposide) A
KA Hrik(vineristine ) 455 ) FUPRAH LE TG 1235 A8 i
25, {EAIEAN N ABCG2 (1 i 2618 ¥ 11 bl A %)
mitoxantrone. daunorubicin. XX % ‘£ (bisantrone).
topotecan. WK M BE (prazosin). lysotracker Al
thodamine 123 XA 5 1 25 BRI i 25 40 B T
J P B 2 0 SR D (R NE A L P 250 1 23 A
WRAAA, A% NPT R, AR
Topo IT 35 P W2 M BE. IrE ok &I Topo IT #1415
topotecan. fJt FLi# 4K (irinotecan) 1 SN-38 %541 fig
R 5T ABCG2 w2k, HAr, b TR
90 ABCG2 M 2¥5%5i28)) 1%, W W R %G
JES 4 Hoechst 33342 {1 2k il s FLAMHEZR Dh g (1) Fs i
Y. H BODIPY %¢ ) br ic If] prazosin >k 45 Il
ABCG2 M SRz 214k

3.2 ABCG2 FHEFIMMR RS MELTERD
KEIMARARE

TN R BT MDR (185 A e AT
SRR B2 —, & ET IR I 24 P A )
FIRIETT . X ABCG2 [IFHL/E st &M,
A G5 1) 036 350 i A 37 B K (verapamil). SR R A
(cyclosporin A). P-gp [¥I5@ I il 71 PR FI 1R 22 A 284U
Y)(PSC-833) LA A B R H5 BT 7] XR9576 1 LY335979
SEXT ABCG2 52 2 i 25 VeSS AR . 1
/& fumitremorgin C (FTC), — Pl %52 & Aspergillus
Sumigatus JKEEF PN SEBUAL A 085y, AIRERE
S b 0 KR ) v ik ABCG2 4 o Ak 1 TR 24
P, IF AT AR AR RN 482 A7 5 RAZ K ABCG2 (1)
ATP [ 35 M. A FE ) % 28 (coumermycin) A1 8T
" %7 % (novobiocin) 5 315 ABCG2 [T 24 140 i 4t
[RRE TR0, A7 LAIE I B daunorubicin 26 £ P 11
oy iisE ABCG2 NS Z A 25, ek, 5=
X P-gp 1 # 7] GF120918. acridone carboxamide,
PL Az ErbB1 P 2 PR ¥ M #111 i) 57 (tyrosine kinase
inhibitors, TKIs) CI1033. SN-38 K1 $iT Mf ¥ &
(antiestrogens) ) A] X} ik ABCG2 41 B (11 24 115
B S (R0 R R (6 1), Shi 208 550 (O IF 9T 6 B
R AR A TR 1 52 AR T 2 PR TR AT 761 771 (EGFR-TKI)
AG1478. 1% %% JE (erlotinib) Fll Shukla 251 1 1)
&7 JE s JE 3 BIR £h(SU11248) 78 43 4l i) ABCG2 (1)
Dhfig, I HXT g0 i eetE . S AMRA E SN,
Shukla FERLL K BT A, F Gk Ak
O 1P 9D 40T i kL E (sulfasalazine) fF 4 ABCG2 #4512
MY, YRR LIESE T £ K &K
(curcumin) 1] LA 24 ABCG2 /2 (1 4MEDIRE,

Table 1 Substrates transport and modulators of ABCG2
&1 ABCG2 BRI RYFN LT

U254 RINHRE) pUEE S
Kt B (Mitoxantrone) JHIR LT B 33342(Hoechst 33342) 4t & S50 61 77 (Fumitremorgin C)
K FLIF T (Etoposide) Z'FFW] 123(Rhodamine 123) 2 0 FE M I (K0 143)
FEIAH B (Topotecan) WK B2 (BODIPY -prazosin) Y g AT AEYI(GF120918)

% JBTH 1T (Teniposide)

7574 B (Irinotecan, CPT-11)
] £ 2% (Doxorubicin)
#0825 (Flavopirido)
41 7 #(Daunorubicin)

F Lt (Epirubicin)

Lt A= #¥(Bisantrene)

FH I (Methotrexate)

7% JE (Zidovudine, AZT)
$7 K I 5E (Lamivudine)

W AAFRE 4 (Lysotracker)
A% - B M (Aza-anthrapyrazole, BBR-3390)

WEH (Estrone)
PUMERL %25 (Antiestrogens)
CU7 M3 (Diethylstilbesterol)
14 # (Novobiocin)

# JE % JE (Gefitinib)

7 5% JE (Imatinib)

iR I AT ) 77 (CT1033)
ABCG2 H. 5 P #A(5D3)
$1M17% JE (Lapatinib)
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MR BT Y ER R B . X EEREIE 7855
KW, 10 SRS BEARACY I R I
B MDR W A, (HFET NS, A
ABCG2 fE NI Z 2T iR 1, fEIE R A2t
HARISH R IEHE ARG, KPR, NYEFE
I R A AR S A A2 5 2 A 2 DRI FH 1) 1)
AL AL S 2R B JE 1 Hi A JE (erlotinib/
lapatinib). 7% AF %5 JE (gefitinib) 25 14 7] 16 #£ ABCG2
/S MDR. &%} ABCG2 #5571 #E £ 25 4 It
RN BT PR 254 mAE F 252 BRI 4
M. Bk, L mROREER /N #H 48 MDR
T TR RIAIE A D6 A B E R IR RV T 7 R R e it
THRAEAT, 2 MDR BFFEH DA 20 78 43 B AN G
FR K RE DT ).

4 ABCG2 flgefE AT ILBIERIE

TE i B 24t L 4 — U (side population,
SP) T4 ffl, £y ST 4MHE 0.05%. SKIEA[FIH
T4 M B AT RS AR 2R, I RE 1) AN ) 228
BANE R JE 4L 2340 e 7346, FH Hoechst 33342 (1)
SR DR PE IS SRR B, AN [R] St g ]
BT 4134 ABCG2 S sk, i ek
IR 5 T4 M () R AL B DA G, Zhou S5 PRI,
ABCG2 5 D5 il b 11 /15 BP0 i SP 3R AL 58 4 &
XK, KR HBEAN M ABCG2 v] fg 20T 41
MR P R %, BT IRl e & A it
P BB ) ki Be, S5 T A1 2 38 BB
B AT YRS DIAHSC, i ABCG2 R B IL41 & &
rB AR, Wk FRE. Wik,
ABCG2 7] R Ik 4 F5 40 i 1) i SRS B ) i
I FE S T 2 5 i i R G R B L FE. Apati
S LA ABCG2 6 NI NIA T40 i Hp 1) 2R
R, AEAR 54 I AE R i T4 B2 (human embryo
stem cell, HuES)™ =315 ABCG2, 7L H #1701k
(40 i Hp e 0k B S B AIG, X E—2P K] ABCG2 1]
BEAE A S 5 R /-4 ) HUES FOARIE. 9K, AT
¢ ABCG2 FIX MRS 5 T 41 fg 434k 7 AL
IR OCER, DRkl T-40 M IR IR V6 97 Y. FH B A8
MfE S R, HRFFUERM, 75 B RIA ABCG2
- anrh, @it ABCG2 % H 7 5 4i 44k 11
VIR 5T AR E . T s
R R R e JL B B ¥ #0255 1 ABCG2/BCRP1
SKSZILI, IR ABCG2 5 DA 493 10 /0 UK A i
BRI 20 R DU Ry T 20 i S HEVE

IS

WEAITTEN], FEhRg A b B Ar 4 R
T4 f 5 ABC #eiafk, £15¢ ABC #ia R 4E
iR T R ) B AN AR oA H B E VR T 5%
VERI AR AL ST R e LU BR (10 st X 22— 2 JR 1
240 60 R e F 00 (SP) 41 Jf 4% 55 ABCG2 [T T B
BTy, SEAIT IR BORANEIAR. WA,
FEGEIR 7 9% 41 o (squamous cell carcinomas, SCCs)
A AR IR 2T A R 40 (stem cell-like side
population, SP) H 7 Hf B Hoechst 33342 ] HE JJ,
AL 5 ) SCC-SP EAR SN 7 HoAT JE IR A I fié
FHAES PR A AR SR BORER I, 1002498 I ABC
IS ARHNHIFINT,  SCC-SP XMEIT 254 R I HH flUsk
PERL PR, A7 AT REAE I A ABCG2 A1 iR T4
I P R DA 25 IR T 40 B ATk 806 S8 1)
HIf, LBl EEHE RN, WARER ABCG2
10 223 55 40 0 oo A A B O T JRa T 2 1P 1) 5%
o 0 T IRAT R OB VR ST T I A At
ERP Y=

5 ABCG2 ZEE R BT AN

TR IR, K2 Hhum 25 LA S
PR R, AN E B G RNZ
R B, R SR> T 250 B R
Bl VE A TT 6 BH oD 18 B B R e B 1 R
RRFHET-Z. Schiedlmeier ZEI PR AN T — 5
SIS DMA R, A FH 0 S5 54 SFO1m3 45
A7 NI MDRI % 3% 2] 38 40 o b, FP L
BB EAAN. ELd @A EM E2ERIT G,
R I A Bt 5 DR 3 10 40 PR AR, S ) e B A 2 LE A
AU B, T ABCG2 & —Flf o T2 A
A&, 3L cDNA FHXTELN, A 2 kb, PG4 4%
P ABCG2 [MAHUN 2 T s Rk I Wosidte, mk
KM ABCG2 AT LA P i LR A7 52 54 Y (1) B A8 4
PTG AR N - ST 254, RIS ABCG2 [ ik
FEANTE M B A 0 P 2 DA B A DG 7 35 BRI
Dhhe. Pk, ABCG2 7EMfGIARIE G 7 n] LA £
PR m A LA 2 IR £k, 5 O AR IR IR LA
TBIT ) IZ N IR P-gp AL, ABCG2 A 5
BRI, HAET, ABCG2 JE P A R I7
IR AL TR AR B, BT MR

6 FE ==
iR, ABCG2 & ABC ¥z KFK K
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HRE KB, EAMY S MDR S04, 1 HFr
(LR RYIL R, E8 P-gp B MRP i 5, &
AT Sy Rt — IR R e W ) Dhse. Lot
ABCG2 TETA MM 6K & T IER, & mfE
A oA RE AR A, AT B TR
0 R AL 32 4R 3 11 T A0 A W DR I FH -4l v
Fr P e, DL R T4 B (i 25 1 5 I IR AT
TR RS, ABCG2 MZ TR &k M Hoe
A 5 S IR S U 29— T ) 0GR S LAY,
RGO R 2, 2T ABCG2 JERZES I AAFE
HE DRIYE 7 B b (A R A B 2 ) AL )
i, H AT e GRS AR ) TKIs 28 254,
DAL S 8 40 B A KA R R B A 0 3 (e
PEFIHIAE FH 10 8 40 A Je AT BT I& AT T 254, (H il
DU 29T R R, ABCG2 XtE TKIs 28 (1)
WK 254 Gleevec/Imatinib HLG 1R & ISERM 11, M
1M BAR TKIs 2825476 F T I S e sk, &2
W ARSI R, Ik, Wile P-gp A MRP [FIRFFUIR
W—FE, TSN ABCG2 B HAR Sk 2445 A
(RBAmIFR,  AT 2 2 25 PRI T s R o il
1 AR 552 o J8 FH PRI 22 B TGS R 38 ) il . 38 WA
ML, % T ABCG2 X —4> NBDAI—/
TMD Z5ISAE 1) 21501 ABC #5iath, JLE5 kA
X} T P-gp A1 MRP B fj 81, PRk, FIH X 9 2efiT
S5 03 AT IR, P B R ARG LR 5 20 W I = 4k 25
PR afafs B, 6T W) ABCG #4328 k78 JE Pk 24
WS R A B AR, X TiE— PR
NBD /K fi#t ATP Jr #2411 e 7 T ABC ¥ iz 14k 1]
WAL IR 254, 1K 3 ThREZ TR AR IEC &
KA PR, JRE ABC #32% 115 MDR A H
K RWFITH T URANIR T A PR3 R 1)
HEHFFOAE.

2 % x M
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Multidrug Resistance Mediated by Half ABC Transporter ABCG2®
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Abstract Cancers are often intrinsically resistant or become resistant to treatment with conventional
chemotherapy. This broad-spectrum resistance results in large part, but not solely, from overexpression of a variety
of members of the ATP-binding cassette (ABC) superfamily of transport proteins. ABCG2 (ABCP/MXR/BCRP),
as a half ABC transporter, is a novel member of the ABC membrane transporters, which can actively transport a
wide spectrum of drugs with varying chemical structures or cellular targets. ABCG2 is overexpressed in the
intestine, liver, placenta, and the blood-brain barrier, where it plays a role in protecting the organs from potentially
harmful ingested toxins. Moreover, ABCG?2 is also highly expressed in hematopoietic stem cells, it seems that
ABCG2 has a key function in stem cell regulation or protection from a variety of xenobiotics. Multiple of SNP
(single nucleotide polymorphisms) in ABCG2 may affect absorption and distribution, altering the effectiveness and
toxicity of drugs in patients. Like other members of the ABC transporter superfamily, such as MDR1 and MRP1,
ABCGQG?2 is expressed in a variety of malignancies. Overexpression of ABCG2 in tumor cells confers cancer
multidrug resistance to a variety of newly developed anticancer drugs including mitoxantrone, topotecan,
epirubicin, anthracyclines and camptothecins. Furthermore, ABCG2 are advocated for use as potentially selectable
markers in stem cell based gene therapy. Given the profound impact of ABCG2 on multidrug resistance in tumor
cells and on in vivo pharmacology and toxicology, a complete understanding of the mechanism and biological
function of ABCG2 will be important for understanding its normal physiology as well as potentially for the
development of novel chemotherapeutic treatment strategies. The discovery, the biochemistry, the normal
physiology and the current insight of human ABCG2 were introduced.
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