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Abstract

MRP1 (multidrug resistance-associated protein 1) is a member of the ABCC subfamily of the

ATP-binding box transporter protein superfamily. It is widely distributed in the human body with a large number

of transport substrates, and has important physiological, pathological and pharmacological functions. In addition to

the close correlation with tumor and anti-tumor drug resistance, inflammatory and immune diseases, cardiovascular

diseases, and neurological diseases, the role of MRP1 in infectious diseases has been increasingly concerned in

recent years. This review will summarize the research progresses in the structure, function and regulation of MRP1

and its correlation with pathogenic infection and drug resistance.
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JI6i 45 #) 35 (transmembrane domain, TMD)FI24MZ 1R
gk (nucleotide-binding domain, NBD) LA 2 144
4h FIN-3i TMD——TMDO, H s TMD it 57 &k 4 iR
Al GiE Iz, NBDWZ 5 ATP )45 & MUK AT
NEE IR LAEEY. TMDOA R IIMRP 1z $i &4 1)
Thig, HEBAEH RS 5SMRPIUE AA S HHE, H
T TMDOMMRP1 ) C-3iii &5 A TUAR IIMRP 1441615 5,
Bl it R A 24 C-ai ik 2K BCR AR ), TMDOXT T-MRP1H)
g A RO TINC. HEE— P AR TMRPL
PR JES 4 1) 465 ) i iti—— MIRP 13 3 3 A f) — 43 34
G AT R — RV RGN FEA S R, [H
BF A0 5 IR, e N R PR R —2 28RE A A = 0
C4(leukotriene C4, LTC4)5MRP145 & G i ‘$MRPI1
T A B, FMRP1I2/NNBDIE i #4pk 3 i
1T Ak, TV 58 BEATP K A AL AL 25 R HE 2R B8 1,
T ] BH T JEE 4 45 & FEMRPUIE HEATPIK fift i F2 b
(A FHAHLAI . 58T IMRP1 45 Ky F 7038 )38,
5558337 7% T Z B2 AE MR P 132 6 o R v kg 381 vk 2 1 1
., Phe® [t Bl 2 B B PR ADP () & B T KEMRP 14
SEAEARSE AN B BT 45 5 RS, HE % 2 B2 IR i 72
(1) 75 2 G M SMRP R 25 & X A% B R 45 & IX
Z A) AT B AR A AR LA FH AT SRR 15 5 R
1.2 MRP1fyIS&E

MRP 1 7E & 3 2 A7) B E S B A e 254
T S B T RE, I A MRP ) 40 i 2 B0 A X R
FKAPANRFEIE) KEWBRZDI(UWEF )
U FEE R R AW (B 55 2% R H A KTl 25 Joxt 45
EmE. KFELM. KOKABREE KR ACE I 251,
FURIN, MRPI/E G ESE R A R B s . 4B/
Jiliges AT AR . FLIRE . 2 RN R 25 2 R
Je 1 24 S B AR L,

BAIMRPLP B 78 32 EAE v T H AR e £ 24
i 2P A VR, (E 35 R B, MRP AT LIS 25 4 F1
JE4E B RS HIOAs, WA K HL#H 58 T MRP1TE 2 2 2%
FAE P22 TR TV . T 78 3% %2 (1) EMR P15
IZO0As e 523 bt H ik (glutathione, GSH). & #HHF12 «
WRER h 45 A, Hh GSHEEMRP1 435 J& ¥ f
IME OGO B2, SELL R R AL i A NI S A
PR SR SRR 1 1) e is U iR G SH o

MRP 1 5 % 1) 2E B ) g 2l i A HEVE R
T 1 IR AR P YR PR A ) B AR PR SR AR
P28 H /2, MRPLFZH 2R BURE S PRI 1R R T

MRP 155 3 £ 241 {6 52 -5 4 FT P R4 40 Joi 45347 114
TRy ER. 5346, A 5 FMRP2KG 259 I Ak P15 B
KRR 56 2 VLR B A R 48, MRPLZ — Pl 254
i 40 F 4 BB A8 2R B, IXAE PR R A A 4T AR
FNHELE | J 20 B G 52 25 B P40 40 U T A9 4E B
ZO, LTC4{E NMRP1 I A YR K378, MRP1IG
Z 5 7 WK B S S B, HE I S LTCA TR #2458
411 (dendritic cells, DCs)[r bk B2 45 (L%, 32 1M {12 i3k
#U M CCL19(chemokine ligand 19)fa b AE F AN Kz
DCs#zl M,
1.3 MRPI1RJIEE

T Ak, MRPIAH G F2 R s a2 —
MRP 1 2, o3& MRP UGS 75 a5 470 1) 751 R AF
Je HAE FAMLHIER 2R o 1% I %5 78 MRP URF 53 7 13
TE BT F SEMRP A IS ML . 455 5
B S M LA SMRP LR G 1) 245 Y0 A0 AR B A E %
B . MRPIUFZIZ ThEESEOE I 3 EALHI AL ()2
iR E B hnE; (2)MRP1 ATPRES ()30 ; (3)MRP1
SR AN/ B KT BB . B L e H RTHE
—IRAFIA AT A I MRP TGS 0, 7 2 o AR R Ak

B SR B R AR T SE /D MR P 4% 77 435 B 5 16 o
R, W i I g AT IR 0 SR ABL 2 A S5 B 2 LA
TE A f5e A RUHIMRP LG 7, AEAREN BE 2RI B R ATS A
AN,

MRP 1l 1) B 2 A 2 1 B4 MRP1
ECPH IS Z T RE . WMRP L 3R 40 i A 75 1
BEL b 8 A2 THMRP 1A % T fiE iy 46 75 (K I L A L e
AFMRP LAF 5K (1) 2 R sl s L S5 2 AN D7 . B Ap
CURIFIMRP LR AR B ARE . 2R, —% 4
K. HYREEREY . R NEERTAERSER
RACEY), UL IAK R SR 45 TiliE
BH R P B KA KLY, AEnE AT AT A
Y. BREBRIAERHN IR AR AT 25 EEVRRRSE
PUAE RS G RGO, A7 5 C AR S MRP]
¥z Th e BA M 1E F AL & Y[R e 2 MRP1R
JERA), FHTIZ LEMRP 177 1 £ ML AT e 9 58 4
PEA, AE A ANHERR AR AR AR LRI,

2 MRP157RFE KRB 2580948 < M4
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2.1.1 MRP15 A E @ fitJm & 5 1R B 20134F,
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SciencetliE | N\ B4 e 7 7 (human cytomegalovirus,
HCM V)7 R 2 AH 5¢ 25 [ UL 138(unique long 138)
I T A AR AR AL 51 A2 15 40 JUMRP1RY 23 T
A, E 15 BOMRP 1P U5 1 SR PILTCA A 20 o 75 1 24
VIR W 18 98 /DY, anl BT iR, LTCA/E Ak
A T3 % A8 NLTDAAILTES, Jf i i #a 1k (K 7 52 44
7(chemokine receptor type 7, CCR7) A H i #ACCL19
PHFEDCs 1 AH A 4124 itk R A5, [, LTC4%
MRP 1 B AR R 32 PR, 2 BHASHCM Vg (R J2%
JDCsIT A% 2 51 i itk I 45 A I HCM VR 7 1% 4 7%
R R AR TT . 34, MRPL R BT K35
WAL i A FR SR BE A ROR TTHCMV I AR 28 G 41 i,
JF A HICD14" B % 41 g BCD34 41 40 Jfg IDCs 73 4k
NV AR IR 23 Y. BRI S B R AE
TH] B 2 R R UAE T, — 77 1, MRP1 R AR Ny
HCM VIR GL 5 75 F T 0 126 IR L 0 A% A 41 i,
5T, KA FH S S MRP IS (40 8 254
AT R A BTHCM VI AR B 40 i 135 R ik
— W SRR THCMV UL1385| 'EMRP1/K T R 4
1Ty fe 400 1) 0 435 g i, 2 BTUL 138 1 R A 7 XL
IR HE ¥ (acidic cluster dileucine motif) /& 52 MRP1
A KPR 2 D) RE IV BEZ5 4, TITUL 138 ¥N-
i 175 FEE 85 1 3B U BB ¥ 7 TRIMIRP L 8 /K7, {HAS
SZIMRP [ 12 ThREP . 2 58 9 F00I A 97 $% 75
FLIFTUL 138 AT B AT o T e A2 FTHCMV 0%
R RATRIR A T FIR AR

2.1.2 MRP1EAK %77 8k i A e Aot 25 MRPI
78 N2 % 1L 995 25 (human immunodeficiency virus,
HIV)B G 1) B 22V 2 /0 38 J AN G D7 T : 1 4,
HIVIG T 259 o 1) & E B 401 57 (protease inhibitors,
Pls) AL U35 HMRP L (1) JEEA; ik, MRP1HH
T A PN A e TR AR A A ) i e T A 97 A AR
A R R AR L, TRTHIV S G 555 A P 48 A0 B 38
7K F 1 F v v] i I S NF-kB(nuclear transcription
factor kB)I MR BE #5573 4h, MRP 1 771 v] 38
T AR T B4 BH W9 2 5 i A AL 1) 5 SR PIs
PURTIE D TR, MRP1SHIVZ [Af71E
SAHIAHTAE ), —J7 T, HIViE i #MRP1 &
i 5 240 A HESUR B 29 Y0 ) Tl g, AnHIV ) gp120
HH RE IS 3 A RLIEOT R 7 e 4 1 B 40 i MR P
() TN E PR R IR, HIV K Tat B [ fe i I B0S 22 24 R
TR A R R | RS L A P B A A

T I 5 4 B MR P 1 255 FF = 1 D e 3 5, S BHIV
TR B P I i 55 Ty e R S A v S e S B
Y697 (highly active antiretroviral therapy, HAART)%%
B S — 7 1H, ZHIMRP 1K 7K IR 52 I HITV S
B, W it T AR E, MRP1ITEAS [ A AR AL 00 41
VA —E 28 ML L 4 i AT 48 M2 2 W 4 i
HAAAE 22 ik, FRE 51 B RgH i HiHIV 2540k
J55 05 F 38 HE 7K T B e A

AN F SR FTHAART 5 ) XFMRP1#2 32 Th B 1)
AR K 25 5. PIsZE 259 efi M A 35 (indina-
vir) 8 4% JE S 5 (nelfinavir) B8 12 12F 2 T2 1% 53 41 i
MRP1EYIGSHIA fg 4h 532, 51HEGSHAE A KT
B S AH L () B A0 /K7 s, ELIX R GSHIR in i 4
REAMRP 1077 56 42 FELIT; #H S, 55 2 K€ (zidovu-
dine). $7>KFK7E (lamivudine). KIEFi 16 (efavirenz).
%% 5 Hi V- (nevirapine) 55 1 % 5 g 410 il 77 SSHAART
29 A U M A B R AR R GSHZK SR
2.13 MRP1E RA M KpFREAm  (EIE
RS, MRP15FABCH; 12 8 A 2 15 4% Fh 41 i it
T, /- FO0As. JHEL. NEFISERHEM . F AR Sy 20
B It & IR, FE 1% 14 P AL B 4 93 B (hepatitis C virus,
HCV)IE AL H R A, MRP 1R 7K P F i, e
X — PR A B R R ARURH AU R A 4 1 R
LI, e lE i SR B, HO VB GL J5 175 T 2 v i 2
HF2 W8 (fucosyltransferase 8, FUT8) 1 1, X ik—
FOUEMRP1FIFRIE, 7] fE2HCVIE G IR\ 41 i %F
5-9i JR B IE (5-fluorouracil, 5-FU)i 24 i) 85 EE ALl 2
—129]
2.1.4 MRPIEHAET@m IR AL AVET
21 B 975 7 12 (human T-cell lymphotropic virus type 1,
HTLV-1) 2 —F 55 g 1 98 ik 1 32 993 A 0% 1) 3 e 5%
TiEE, Ae 5| A R N T 9 M55 /9 28 FIHTLV-14H
SRR B /R R AR I JBR B . MPR1 S5 HTLV- 1
LA SRR FE R I, 5 AR G B (1) HEZELAH L,
TCRER AN A SR FTHTLV-1 40 A% 6 BE /#0222
PR R 2 [{ICD4 FICDS " Ttk 240 i fIMRP 1%
A AE PR35 R B, 1A RE IR B MRP I T B 0 52
2P I A BA K 5 d i gk — P R, fE
HTLV- VR e FE v, MRP 1 B4 ] 38 it 8 4% i Y
GSHIK - 52 W Tibk L 40 i 1) B & PESG B, 1T 48 7
T MRP1/EHTLV- 12 G {2 3 41 g 8 5 o 1) 3 22 4F
JSEIEO
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2.2 MRP154HE LM 24
22.1 MRPI5ZHATH R FE Ay MRP15Z;
KT T S A S (R AR A T2 CLAIE 5K, X 25 A% AT 1
S e B AR 4 B B Th 20 i 3805 )5 BE 51 ERMRP1
RIETHE, W — BB TR, mrp IR/
B TE SR 4 J5 I (2~5 JA) I A2 AE Th1 48 BAH S P 45 %
G KT B R 25 R B e S s R I R, (R f 40
H G % ik RAF 15 R 5 B AR /N SROME B A =
5, FEIRMRP 1R T BUIPLEE A% Fa s B2 A2
gﬁ,riﬁg[%]o

MRP 15 25 1% B (1 245 25 D) AR oG . [ 9t
FUHRIE, T 2 25251599 f8 38 A ME S AMZ A RMR PR
TR KT IR S T 06 45 A% 0 RN g B R AR, T
TR FE IR, PLEE 1% — LR 2= 2Ky B (clofazimine)
AN AT TSNS 0577177 515 (timeodar) X MRP 1.
A A E AR T MRPLEA §930EIVEH, Fik
i 5 EMRPEGIE P A 25 A L I AT BB R
A 2R AR, DR, XS S R 25 IR TT T =N
TR e B EENSEMED,
222 MRPIGM Xaeskf AL EAMEE TR
BRI, S8 AER/NRAR LG, mrp Iagb /s SRR B
IS 288 7 B3R VAT Ji 20 30, I 08 9 5 o k2> N S 2R L 3
BEAR, 2 W mrp Lk /I BROGH it 4% 5 2R B HL AT 5 98 119
L1 FHLH EBLE T orp 154/ B MRP 1
YILTCARL 12 J8/0 T3 A ] FRER, (ELTA4/K A (7
Y NLTB4)TE S LTCAE BB (7 ) NLTC4) 35 4+ L [F]
JEAILTAART SRAFAR A, I AR 5 B8 22 75 filh 98 5 Bk B
G B R E A LTB4RY . 5 BLHARE 7SN A
MRP17E fil 5% i BR 1 12 e v ke 670 T/ FH AR 7 J& 42,
BT PRI AF DA 78 08 S5 7, MRP1LE il 9% ik Bk B Jak e
AR —E MR ER . WZUKAUSKASZECTH 5L
R, MPR LIl i 532 pi il b 5 440 it 43 14D 480 B 1
A3(hepoxilin A3, HxA3)#llHIMRP2 I 2 i& 1, AT
1) L 38 e 7 4 e 1 it 2L 2R R0 %, ik il 6
IR P IR e R R R B I BIML2S, $&7RMRP1ATE i
T JE Js2 5 S50 PR il 48 B TR T T IAILAE PR 985 7 VR T R
o BTN ZRI, MRP1Z 5 1 Jifi 4 i BR 14 Jk
G 3ok 2 v 1) i JoR 0 iR 3 S AT E AR R 15 41 B (in-
variant natural killer T cells, iNKT)¥3%, mrpIrsi55 /N B
E TR LI 9% B 3K B 5 2 0 INKTAH o 248 17 4705 )
g% IR SIS FIBE T 2T P8, 2, MRPAEJf %8
BEBR P IR R DI FE A R — DR ANIRZ

2.3 MPRI15F|{+2FEH[HZA

FA 2 5 s — b 5]k 8 B AR TR A 2
A A i, B E YR IT 2540 2 SR, R A ke
TR 24 1 L H ™ 5 . BASUZEPIIRE R, 5
AN B 770 A R A 2 i SRR B, B TR 24 1 A EOR AT
2 UK G e 51 ke 40 P MRP ) B, A&
B A B R H 25 ) A ) B R 6 48 (sodium  antimony
gluconate, SAG)VK J& 1) T %, A H T [ H i) 52 i A
171, 2, MRP L BEE #ESAG U B KA AN
X IR B R A A TR, MRPUAE R AT 2 Ji e Jsk
YU A R R AS W AR D i LU 15 6k 6 7R i 247 1)
TEM FR bR AR E VR ST T RINEESE . W5, %
Ft A BN SCARE 7 — M A N FH SAGHT = T B R
(glycyrrhizic acid, GA)YE JT 8 71 i 24 (1) R 41 2 5
JEYL ) 3T J7 985, R SEGAE MRP 1081 751 it 51
FEC L A SAGHR 52 TH i Al R R & T B, R WIATMRP1
{00 s T 7 PR R A 2 5 PR IR T R AR T OB
YER®,

3 REERE

2% EFTiR, ABCIES I 4% 12 25 FAMRPK I AX 22,
fE—RVIVER, REMAGES P RIEEEDY)
fiE, 5 2 R JELAR R B UL RN 245 th 25 VK 9% . MRPI1
595 JE AR 8] A7 76 U 4%, — 5 TIMRP1E 1T % 32
LTC4. GSHZE N 5P i1 5% 1 55 i A% 384 5 55 bt
JEAA G 8 JRONE, 7y — T T S 5 i A J G 9, B 5 )
MRP1 ) FIE KR ThEE. 5346, B S0 5
PR 25 B 5 2 MRP 1 55 32 iS4 s 40 1) 5710, (8] it
MRP 1 75575 JE A4 i} 24 -t 1) S B E A

Ji& B2 AR Sk, MRP 15 9 Ji7 4 Jgk e AT 24 4 O P
T 58 B S Rl 5 1) R 3= LA 78 7 [l 4k 8 TR T
Bk — 25 K BRI A MR P 1E AN [5] 978 JE A4 1) JR e i
25 R R UIAE AT BRI, FE DA A iR R
ERL RS ZEAIMRPRE I, SCElAg R
o3 Do A TR AL FH N 247 R R b o B T A 5 A
S B S EOR AWK &, R4 JEMRPI/EH £
I AR IR G R R VLS R s, AR 24 R &
RCIMRP 1157 45 R BB A B, A 2B ¥ MRP1
FH O 55 Ji A TR L RIS 245 (1) i A $ (AL SRS
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