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TETE A R v ply T L S L TR 9 3RR TR S  flT L X {E 7 245 )
ifit 3% , B SRR MR 24 5 T A 00 g e 3697 i AR rp AT X AT
2T 7 RO RAF T 2

MDR 7= A= BLii i A 56 4 B, B wTA A Iivgd 67 MDR
AN A B AT AE 2 ENLR - (1) B R %8 85171 ABC
Z % (ATP-binding cassette subfamily ) ##1k.37 2449 Iz 21 i
HREE AT D P 25 e A R R R R E
50 FhEE (151, #55 ABC H%512 25 1 BB B s 25 HEH dn s,
F 2 LG ABCBL (P A1, P-gP) \ABCC1 (£ 24T 25 AH ¢ 2k
1 MRP1) LA K ABCG2 (LR AH G AL 11 BCRPL) 45, (2) 4 g
N5 AU BRI i 54T SC I Bl R G0 R AR s, N 2 0 1R 1
i, I R T IR (GSH) A b H RS L 4% B2 i (GST) (1 7
i (3) 294y T B U, AN 2R 1R C (PKC) A DNA 46 4h
SR 11 (TOPOLL) & Jy BEAIG; () Bl T SE R AR 1 i)
7%, fMRas \Bel-2 P53 ,c-fos Al c-jun ZE1

Horf ABC 5 [l 4% 32 2 11 3 2234 J& MDR 77 A= 1 fie 22
HzZ—. Z24CAT 481 ABC Kk AN FER A i e,
4 2 5 A4 A~GT7 IR, ABCB1/MDR1,ABCC1/
MRP1 1 ABCG2/BCRP 7EJME 2 24Tt 245 v ke 2 0 F 21
FE,

3 i) T P R ) R e Y T R S R — S
3, PR LW VE R e Bt LA N RIE L iR i

Prxt MDR A 35 B S H]  Fe 2T ABC K ia 1Y
AT o ARSI T 3 T LAF R 731 L 1] TS S PR A PRI £ 591
Wi MDR BIWTFE , S i A7 B4 1 PRI 45 T 25 L 32 A
I ALY P RICR AR I L
1 FARSRABIFHREREEEERSERER
WIS AR R b s s A SR R R 1,
x1 FARSBRABNNAREEZERSERER

ey Wd o IR e

lﬁﬂq‘é (FDA) (FDA) %JE%H ﬁgﬂﬁﬂﬁ

(OB FII4ER 2001-05-10  ABCBIABCG2.ABCCA Ber-Abl,PDGFR- o ,-B ,c-KIT
Suggested: OCT1,OATP183,

OCTN2

FIRE B 20030505 ABCG2 EGER
Suggested: ABCBI

JEREE BPHL 20041118 ABCBI.ABCGL EGER

R EWE 20051220 C-RAF, B-RAF, -KIT, VEG-

FR2,-3,PDGFR-B

PDGFR- ¢t ,-B , VEGFR-1,-2,3,
¢-KIT,RET, CSF-IR  FLT3
FfE%E BEEE 2007-03-13  ABCBI.ABCG2 EGFR(HER-1),HER-2
JBEBE AA 2007-109  ABCBILABCG Ber-Abl,c-KIT,PDGFR- @ ,-

2 ERSREREEHN FI 7 EEpE £ A 2 R e A
2.1 {#3%E (Imatinib)

FH T TR O 0 0 2 2 o A0 P i 2 Ut 40 0 550, S8 o 440 o)
BRI €80 VAR B 1 0 P 40 1 I ™ A ) LA T S R A T T
PERY 59 1 Ber-Abl, il 2 30 Ber-Abl H B WL AL FIIE Y
PR A, , DA T 0036 200 e RN SR T BRI R TR T 2R
I o AR P Sk A A A 1 s R 75 o ) e

Houghton PJ 25 UMiF 57 % 3 H sk 12 (7 5 % Je e A 3G o
ABCG2 4\ F I FEIA 8 HE AT SN-38 i 24, i & 4L Fe e

Se¥le M 20060126  ABCBILABCG2
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i 735 ABCG2 41l iy H i) R, /> ABCG2 I AMHEE R . {H
JE il ik ABCG2 IR RETE B 55 2 e TR 2 , 78 1ok ik
ABCG2 [N, ASFZ M b 85 e BTN AME . X Sbff 5T 25
TR B R TR B T RS R BB ) ABCG2 (3N RE BAS B 31 2
ABCG2 ¥z 5B H IEY) .

{H Burger H 45"/ [] Caco2 4l i A= Ay AR AMETY | Tk 3L 3% 22 2
& (F582100 ) FHH R (10 umol/L) BE4F 544 M ABCG2
(174%) A1 ABCB1(54%) ik, H P B L8 JE 7E Caco2 411
YRR /D K 2 50% , IR R AT e JE 5% T ABCG2 F1 ABCB1
S ANE, TR = BERR (ATP) 2 5 FIAURR SR R P 2 &
B, e 5 ABCBI 8 ABCG2 #4328 75 [ ) ATP 45 4 X i,
WA FEAEH , FH Iodoarylazidoprazosin (IAAP) J7:, & B
B e HEE T ABCB1 il ABCG2 5518 SIS W 90 72 o1 B 3iF
BT SRR e S ABCHeis s A EY) .
2.2 HIEE R (Gefitinib)

T AR S AR R A3 Ik B AR i v e I 2R Ak
Wy AE R R B A A DR R BT 3R, R A AR T
5 ATP 565 53R B A K P2 AR S5 6 o R A T vs 1
I R 2= 2 TRl A

Kitazaki T Z£"% 11 615 ABCB1 £ 241t 25 PC-6/PTX JIfiJi
41 AN MCF-7/Adr ZL AR 41, SR MTT i A A i 26l
P BT 25U 2 A MED RE , il %6 T3R5 AB-
CB1 #1275 111 B AU 2 2590 % ATP BEEEPE R . e FL
H K P32 R 7E MCE-7/Adr 41 il H 36 15, {H7E PC-6/PTX 4 ifd
HiRFeik, Hil 3235 ABCB1 75 2 Fh 4 i rh R S 805 A8 8
B2

A2 T E R JE IS X4 3 ABCB1 M RIS B £ 7
EIZETE ABCBL il Fak A A 25 305 . i HL, FAER e
ATHAI ABCBL IS5 7+ I 123 1E T 25 41 Bk 9 (AR 3R, IR
il 5 (4 B3 18 ABCBL M B P BEVS fb ATP il . 256 HH
EE e HiE S ABCBL A EAEH HAEAN H H ol 6 .
2.3 JEi&%E e (Erlotinib)

IINGY T3 B A A TR i S R TR T 5 R T 3
JE L] ATP 55 41 P 1% S R it i 285 L Ikl R 1k, MK
MBS 545 5, T W40 i @ 3658 | o fh 452 72 , 30l B osg iy
A, HAHTFBEIREIEYT HAE b 2R = 22y FiR)7
M ke A 57 T ZE JC R N AT R g R

Shi Z 25 "R & B, JE 3% B JE 8 WA 5 1 5 ABCB1 1§
ABCG2 Y AU , I R N £ 2 Bl oK FL R 75 ABCB1
o ABCG2 i F ik gl i Hh i B . % Je Xt E ABCB1 5%
ABCG2 W IRYIE A ¥ BAE R, B X ABCCLA» 31 MDR %A
WEEVE . (EUE, LB E A ABCG2 X} E217BG FilH!
RIS SIS/ E R . IEAh, ATP B2 45 0 B /R B I e B am
ABCB1 1 ABCG2 [#] ATP filf 1514 . 54625 R R Ju ik & e i
% ABCB1 Fl ABCG2 4 51 MDR , Je&-iifl 3o E R e 102y
YIANETH RESCBLAY o 78 R 0 2 v v B T % 2 mT A Al il
IAAP #1ic () ABCBL, {H X} IAAP #ric [ ABCG2 A #1 i 7E
e

HRGT R B JE AR o 3 08 WP A A Bk 2 A8 A ABCG2
s TR AT 25 PR A, REE A 5R ABCG2 JIRP Pl 24
flavopiridol FUKFT B BRALENE , (HXT-IE ABCG2 4 A9 BT bR
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Z51E ABCG2 1o 2 1K 1t 245 4t Ffd ik B S AR ik v B8 520 . It
Gb, BB e AR R B A Rl AR R ABCG2 40, BE
G RORFE R AE 20 M P i FR R (AT 2l ABCG2 I 1
Fiko M, JEIE R FERL ik ABCG2 Iy A MIkE A %G 5%
MDR , 238 3 ET M ABCG2 254 SMESHRESZ B0,

2.4 #F/2% e (Sunitinib)

EJE R RNy S| AL & P, X 2 A 2 AR ) T 2L
T U T AT AV A Y A A /DN 92 K TR 32 (AR I
B L AR T Z RS 2R ANE S, &7 e e A Pl i
A GBI FERSROVERT o X T R T A 4 2k 5 B b
AL, &5 JE R e REAE AN AR K o IR 3R 7 B 4
FVJ LR R i 2 1) 15 M 1 ) SR

Dai CL 45" W5 S /n (I8 T4 B R (2.5 pmol/L) (&7
JE ¥ Je e A S ¥ ABCG2 4 3 1) MDR, {H X} ABCB1 FlI
ABCC1 412/ MDR WA B VER . (A& e & Je IR gefbyr
B 124, 104t 3235 ABCBI %432 25 [1 1 MCF-7/Adr 21 Jig
Bk \MCF-7 38 A bk i 3 75 ABCCI % iz 25 11 1Y C-A120 il
KB-3-1 ARG —E M EEE R . &) B e he i B 47
FEIT 123 222 e B AR AN N i 2R, O BL7E L %35 ABCG2
B AR, B B2 A ] ABCG2 X2 B 123 F1 FH G M 4 (4 4
HEAE L B %) ABCG2 ) mRNA JR2E 2 8K BRGS0, &F
Je B JETE ABCG2 i F ik BUEA AR , A2 B XT Akt Al
Erk1/2 BB ICVE R . R 9T A AT Je 2 e 3 L 3o 25 P S M HE
YIREiiFE ABCG2 HI5-# MDR.

Shukla S &5 & BLAT J& £ Je 75 1 # 35 ABCB1 5 ABCG2
HAZ R AR, B35 H ABCBL Al ABCG2 /1 5 (1%
JEWAME. AE 4 R EEE RN 2 th R B, AE BRIk P 1 47 2
B2 (2 pmol/L) fE— E R 1055 ABCBI, 58 &1 %% ABCG2 /i
T MDR. F IAAP J7 15 & BLET Je 25 Je B HAE H Fix 2
(e S LYol o e d P A O =9 [ d ey o (L e g e ol 1]
F3% ATP /K AR A vk AR G R . 38 ABCB1 Fl1 ABCG2
FESEPUIAR UIC2 15D 3 4 THY G SR PR &5 & 430, it —2F
BN TEF IR e 2 PG ia 25 A BAVE
2.5 HifAE fE (Tapatinib)

I e R T s S A A, 2 —Fh TR 2 3R e A
KN 32 44 (HER2) Fi1 3 2 2E K R F-32 14 (EGFR ) AU i 2 iR
TR ), AT 5% Hh 254 T EGFR/HER 5% 22 iR I X ATP
SEA LI AN T SZ AR X B B SR AL LW TR i
) MAPK F1 P1-3K/AKT 38 %% . IIffi RIS N TIE J2&: © 257 1o O
X RS FMIETIRYT R s 28 M 1 HER2 1 A 9 FLI6
BE.

FIFEs Je e 3 B 35 ABCBI 5, ABCG2 #4312 75 111 1Y 441 ifs
B B B R LI A7 25 W I AUk 5 RIS, 7E MCF7 5 S1
FEAK, 5E5A0) T 25 B — E P FEAE A E59E ABCB1
X ABCG2 I IRYIMEIT A TCA B AE A o SEEG 45 SRR, Pk
JE RE i3 N 22 52 L A FKFE B AE ABCB1 8, ABCG2 2
FEIRA I A AR, IEBEAN ] ABCG2 X} F 22 4 F1 E217BG
HIFHEVER . IEAh, hilhey JE BTG ft ABCB1 il ABCG2 1) ATP
TEPE, IR AR SE R o (RPN e A BER R X SE 558
B mRNA FIEE A RIBK-, e B0 R h iR e /8 25 1

2P 2013 4E4S 24 5 2 1)

S L AZEEAE ABCB1 13 334 KBV200 £ Y 4 FR S REB A X
WK B I .
2.6 2% & e (Nilotinib)

Je B 5 Je J2 A U (1) BCR-AbI % 22 R W B 1 751, 11 A FH
TSR F B R TP B e i 24 AN T 245 ) 9l % € AR BT 1 1
PEREANI M (110 , S ABCG2 i 3B R ™

Tiwari AK ZCIF58 K 3 )E 285 Je R s R 32 1o JH Y
ABCG2 e by7 2 CRITIERR 23 L) # ABCB1 IR#ILS T
25 (RROKANTR A BTS2 ) B 20 M BE 4, O ELRE 20001 (2.
FE RS AZIE K AT AR 3 %3k ABCB1,ABCG2 #4188 11
MR . teAh, JE B R JEXT ABCG2 4 1) H Z( W (1Y)
B 3E A SR VR FE RSB ] , X ABCG2 A= B2 ik ) E217bG
AR IERIPE . 253070 br WoR Je 2 Je & ABCG2 ¥ iz
FH 2 I 04 11 5 G P A A 40, S0 R £5 (0.69 £ 0.083) pmol/
Lo SEISEREH, Je B8 el ok B e AT i S D g i i
ABCBL il ABCG2 /-5 ) MDR,

2.7 PFABH%E JE (Apatinib)

FE T 2 BT 2 2 vl ] P WD IR ) — T R L 2 4
T S T R A ) R0 £ /N o3 TR 1] 25 o BT e mT A
VEGFR [ 2[R I i 6 M , BHIBT VEGF 45 & )5 W15 5155, 3L
IiSE LA R . E RIS BB RR BT 2 v Y e S
AT Z o IR RIS

Mi YT S5 BRI 5T 3% B B JE BE W 35 B R ABCBI Al
ABCG2 YLy 7 2541Eid %k ABCB1 4ilfifd(KBV200, MCF-7/
Adr FI HEK293/ABCB1) #1 (S1-M1-80, MCF-7/FLV1000) it 3%
ik ABCG2 (H7 A= BY) 4 Jifd v i) 200 i B A4 , AN [v) g 2 B i 25 Je A
SRACHIIS FE 1K ABCCL 20 i rh o) AR S i ) AL 7 245 1) 4
L REVEBA R, A A S A L O BT e G e 5
FZMEAE ABCB1 1115 24 4 L bk KBV200 #R RS AR A5 TR
HRYBCR o HLIRBESER M, BTF S JE 390 ABCB1 Fl ABCG2
I 519 MDR, 23l i e 1052 2 SRR SE B , A Rl ot
Jit-#it AKT 5 ERK1/2 {55 il #% 5 & T 4 ABCB1 5, ABCG2 &
FRIk,

3 HHiE

UTAFEK , MDR R R R T 7 B AE AL, % MDR K H 5
FIBIBIESE C RN H HT R IR T 27 S 2 A BT — R AR
MDR )77 Az J2& Z2 R R LRI F A 25281, AR HATE 48 8E
TEMFFE 25 Pt e 5 2, (AN [ 190338 2 Oy o R S R T X
FEE LA HLEI 9 MDR™. DA, BE— 2B IR ABTFE 505 MDR
BT HL] , S RS RE A  )  A B TE PR T AR T
2, LUBAS b IR ST RIOCR | I e R R B2 b I8 A8 38 A A ot
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