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[ Z] 0P R Lo A R 22—, b DAE Rk B SR e 2 L, A 3 SR AL R I SR AN T S e L R A i Al ™
B o A0IT R IR F B — {5 £ 24} 24 (multidrug resistance, MDR) /& Bl $U5i 5 R RIAEVA ¥ 32 ZE R . B Sy MDR 1)
KAEFR R Z RS SR 2K 1, FHLUH A 120 B , 29 61 5378 MDR KA 10 20 5 HL) A 7 T R BUR iR T
53 T HEAR , AT 5 5 59 S8 (KT6 T R8CR o A SOBURS i B SRLJ 20 A P 25 W A HE AR A T % W AR S R S i DA B S T

S B S5 17 8 R A R g ) RN S5 24 D5 3% 1) 20 LR — 250k

[KSRIE] O S s 2 2510 245 5 20 T HLif

[FRE4Y2ES] R737.31;R966  [XEAFRIRTE] A [XXEHS] 1007-385X(2020)07-0807-06

P S 2 ot W B 2 —, o Bl b
17 14 B 519 (epithelial ovarian cancer, EOC) fix % I,
Fow e AR g E A BT ORI E
FLJRg R AR I B Z SRR CIR L HL TG A A O A
T7 ik SR L, WA R A TS RS R
57 EATDAAIT N AEWR YT NG . BRI A B
(paclitaxel , PTXO 1 4y UF §L9 (1) — 2R V6 97 2540, 1 =
T R AR R, WUR T BRI 2 25T
24 (multidrug resistance , MDR) {528 J2& Bl 519 J6 J7 3Kk
2 () F EPRAR . DR AR W P S0 MDR K A1 73 1
WU, BRI 73 1 FE bR I Uit 24, 2810 4 v 2R
I R ST BONTRUS A& U0 S VR TT Ak A5 fif ok 1) =L
KR GP S0 MDR L i) 6 45 40 i A 245 9 o0 HE
Ve NS S N R S i e s D 4
L9 40 B L 90 5L 0 bR S 5T MR A 3E 2 D RNA
(non-coding RNA , ncRNA) /- 3 [ 5} #L 9 MDR il
il s A SO J L7 TH ) 40 AL E — 2538
1 ZHREAZSHINEE

2 A 0 o e 20 B PN A R R R PRI
() F R 22—, T =R R 1 45 & & (ATP-binding
cassette , ABC) iz M4 53 e & /1 3 X — AL A A 1
FEAMER . ABCHIaHE H 2 — KRR IR i R
M, & A~G TN K . ABC 58 8 A1ESE#) b
HH 2 M R 45 & 45 14 38 (nucleotide binding domain,
NBD) il 2 4™ G2 ik & 4544 35§ (transmembrane binding
domain, TMD) 4 i&"™ ;s 7E D RE B AT/ 3 2 Fh 5 e Al
AN TRIAL ] 6 48 B 3540 & P = 8h 7 B o T FE e
52, ABC ¥z 8 1 R 1K 7K1 15 I el T fig 1 9 2 A 3
iR MDR [ 3= 2 WL 2 —. ABC iz F KRN 3
A E R 515 ) & ABCBI 9a il 0 2 251 25 5 A 1

(MDRI1, HH5 N P-HE 2 [ 5 P-gp ) F1 £ Zj i 5 4H < &
M 1(multidrug resistance associated protein 1, MRP1) ,
PA K ABCG2 % i (1) 3L i Ja i 24 25 11 (breast cancer
resistance protein, BCRP) , 1X 3 > 5% I 5 O 5198 (1
MDR % YIH K.
1.1 P-gp &L 3¥gHm

P-gp 79 170 000 ) 5 JERE 8 B , 1 (RAE T 24 f o
[ O B OP St R, FH 2R 75 e ik E 1K) ABCBI
B g , f& — P ABC 41z 8 H K R K 25 P 41+
RO, IR, ABCBI i 3Rk ML & e o f
7q11.2-21 7 i 4 3G, 5 B P-gp A1 MDR 1A 34 n™;
ABCBI1 #£[K 5 F {7 55 K] SLC25A40 [ Rl &
WAL R gn KA TR 2470, ABCBI
SRR T I KRB R IA P-gp s AT 24 240 i 1% A
TUIHIRE 250 I}, P-gp &5 5 25 70 1, ATP K fERE T E
R 250 N4 P A T B 4T B A, A 4T N 251k
FETRES . BRI, il 24 58 2 1 O SLm H b
P-gp (I ZRIE KB & T 55 A 1. PTX A A BiK
P, 5 P-gp S5 M1 )15, P-gp o 3% /2 UF §19 77 A4 PTX
ARAF VT 24 1) =5 EE AL 2 — ; P-gp 7E UF §L%% PTX i
2T A2780T [ 2 bL Ak v i 22 1 M Ty R V% 14 189 o
%' P8 123 (thodamine 123, Rho123) ¥t Hi % 12 2 14 i1
43.2%, P-gp M1l 71| P11 Z A (ciclosporin A, CsA) 1]
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B3 PTX [T 2450,
12 MRPI % 3 Ao

MRPI1 & B ABCC1 % [K 4 5% () if 25 &5 4 »
ABCCI IR W] FEPUE A 514 21 (1 40 il R HE9AR A
HL60/Adr 1 & 3L, H AT 9N 5. MRPI 45 M5
R A5 2 A 2 I S5 H 38 (TMD 1 Al TMD2) , B AN 45 44
BJ5 72— NBD LA K5 3 4~ NH, K % TMD™ ., Bt
FUCHIESE , 281k MRP1 140 B s 2 Fhobu 8 2459 an
K 7 B Bk (vineristine , VCR) « 4K & 1 1 (etoposide,
VP-16) Al £ Z% bt 2 (doxorubicin, DOX) ¥ A #i 14 .
P I8 P MRP1/ABCC1 3k 3% 328 0] 386 fin 7t Ji 983 24 49 b
e, 51 S O S5 4 B N 245 & AR D 1 P2 A2 MDR B
%, MRP1 1 75 57 AT 35 32 4 28 0 = 08 MRP1 )9 40
Jatsl, S R AR I, 5 2 B RN BN L 2
e A2780 AH Lt , FE A i £ Ccisplatin, DDP) A7 A2 4
A2780/RCIS 4H il ff] MRP1 mRNA 2% /K7, A] 34 i1
X DOX FI4N o5 , R I MRP1 # iz 8 A IR IA
CIEEATERNR Y1)
1.3 BCRP & ik 4m

N e 01 85 (1 (BCRP1/ABCG2) £ ABC #
B HE ARG W AKIERIH 2Nt . BCRPAMEK
& B (mitoxantrone, MITX) + & ¥11 & B (topotecan,
TPT) il 2 15 14 (methotrexate, MTX) 5 V597 254,
PR AT 2507 E 7N R B, B L AT AR 3 BCRP
mRNA Fl 2 i %1k, )5 H BCRP mRNA 1)z X
B AR R I 3 A% R 5 N TPT Bu b 4i i, ol 5 25 4m
JfL P9 Rho123 94 F5 2 2 19 0, 32 75 41 B P9 24 P 2 %
it BCRP £ R =4 5 o O S8 1 40 it 2 JofoRe Ak
21 251 RN SR SRR 2 — AR AR B A B T
A= 9 - 4 B PR A 2 i 245 1, FERL D2 kA B DOX
19T 15 S5 S8 F-20. (hypoxia-inducible factor-2,
HIF-20) i 21k , AT B2 i BCRP [ 4% K AR 1A,
B zg Y AN HEF= A5 DOX it 2., [A i, 4 1) HIF-20/
BCRP fli 1] 191 5% 51 5191 %6 DOX i 25 14
2 PATRE

A7 23 EE M 32 R AR T R 4n B T AL
SUT I8 o iR 4 ) T K 2 BT 2R FL i)
LA & A%, 8 i T Bt i R AR (1) A DDP
PTX. VP-16. % JK 1 g (fluorouracil, FU) . VCR %% .
B T COR B, P TR TR A I R A
T 2507 A RO YL FF I 25 1 OB R 38, o S 5 P L
JiE MDR [ ZE L 2 —
2.1 Bcl-2 & ik ¥

Bel-2 B A MG T MER , T N4 i IE T2 1
Ji B, 3o 2k B 2 5B B BH 1k 22 B R0 S 10 40 i
T, W AR S F T 0 A FE RS Jifgd 6 97 O T,

J5£ AR R 595 Chighly serous ovarian cancer, HGSOC)
T H O IR B AZ B R IR VR T U R 25
B DA T TR 24 P Bk . R FH T A 3k DR 4 i i
KB, HGSOC 41 A 0 1 12 FE [K] Bel-2 55 4677 ifif 25 A1
SREA, HLE TS A Bel-2 R 5 U0 S 41 1 T 24
P, Bel-2 #7705 40 T7 29 Bk A B AT 5 5 B S
MAFET . AEFFTRPEI,Bel-2 i RE T/ S50
L5 41 i Xt DDP i 24 , siRNA R € Bel-2 5% Bel-2
11 77 ABT-737 35 0] 3% 5% DDP 5 ‘T 0 4 g 9 -,
DDP (1) 1C,, 537l B {1 58.5% F1 88.2% , $E 7] Bel-2 ] 4
558 G S0 40 o5 DDP [ BURAE , BCS A Bel-2 5Kk
R 0 T BE R IG T DDP T 24 51 S8 ) — F g 2%
.

F A W FEPN AR R IE Bel-2 1] 77 A6 B i
41 % DDP 28 PTX HITN 245 . H Bel-2 74 i A e 5 4
) PTX/CsA i 25 A2780 4Hi Jiil & (A2780TC) , F] 3 43
P PTX U , 26 9 Bel-2 3 1 T 1 5 59 S50 )
PTX 2545 95, I 1 Bel-2 CRARTE1E Bl 1 3=
DR ) Tk N 019 5596 200 i ot 01 28 24 90 1) gl
i 250, K, Bel-2 7E 5 B 519 MDR H 1/ 1 5
MU E AR L o
2.2 X:iEHAT & A (X-linked inhibitor of apoptosis
protein, XIAP) % ik 3§ Ao

XIAP =& T 4 ] #5 B C(inhibitor of apoptosis
protein, TAP) & H# RIUR—NFZER 5, P o4
1 P e, PTG R 455 I il caspases-3 . caspases-7
Hl caspases-9 T B Wr K #B7r FI T2iE 4% . XTAP %
ERZH MR b ot RiE, SRR =2
R TUE AR R va 9T (Vi 25 2 DA 5%, BN TR YT
G PR A W 51 0 B ARES A R B, XTAP
A5 0N L 5 < 41 (carboplatin, CBP) O &8US 4 , AT
1E 24 CBP i 2 (1) 5P $5 V8 97 Hr bR . XIAP mRNA
HVER 1 0 2208 5 09 S8 PTX BT 24 1t 5%, 18
i SIRNA #5511 PR AR XIAP [ % 14 7T 175 5 51 49 41
JRLUE T, 38 N 25 4M T PTX ORI PEDY, [RE, 7F
EOC 4 2L 40 il & XIAP ik B & n. i
XTAP [ 315 7] F0 1] U 5596 20 A 1 4 35 5 0 10 - 48
T EOC 40 J X6t 697 2540 i U AR, IR Bk, 388 o fik
o X R T 1) 5 T A R D SRR T 24 (1 E RS
3 YRR

[ A A A P R e A5 ol L R 38 18— T A
FERLE , 2 R A 24 ) — R L B AR
A A A AR AR, AT S R R R (s R AR R
B Z AN A G T 290D B AT A2 A7 B B AR
AN LE A1 i &5 BB e R 7 oK. 4 B R — XL
7181, €% 5 MDR ¥ 5 Ji& [F] i D37 768 40l S 52 A6 77
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29 B F I H A T R BT T A2 H T PE B MDR
T A0 . A R T S 24 P e A B VR T 2 )
SRBUR I T MR 4 M T, SCELMDR [ 400,

%% ADP # # & & B 4100 1] 77 (poly ADP-ribose
polymerase inhibitor, PARPD) #I [7] PARP, ;) BRCA %
75 R 6 3 O B 1 — ZRAERRIR ST AW, 9T U IR T
RAF YL 25 o #7250 K B, B iE JE (olaparib,
AZD2281)i67 vl AN B 40 45 4k it FL 5 R I R A
K [ (ataxia telangiectasia mutated , ATM ) A1 filf % s fif
55k 734 A [F] Y8 %) (phosphatase and tensin homolog
deleted on chromosome ten, PTEN) 1) fifk iR 1k, , [7] Fof [
1% 2% F1 % B (protein kinase B, PKB) Fl I F. 34 &
IF 2% 2 #8511 (mammalian target of rapamycin, mTOR)
() B R AL 475 3 B R, FH U 100 o) 1 Tk T g o B B
i 4 i 6 PARPI US4 . PARPLI S 1) H Wiy 5
39 20 6 PARPI i 24 ) — o LA LA -

DDP & V597 OP S5 (1 — 20897 254 , i DDP 1)
N\ B L9 41 il /2 SKOV3/DDP Al A2780/DDP [1) H I
7KV e UK O S 40 i 2R SKOV3 A1 A2780. Fil
S48 B A 9% B M 14 (thioredoxin related protein 14,
TRP14) 7 3 41 ] W2 /1 5 O 525 48 Jiid %) DDP ) firf
7 3 3- F L IR 04 B ShRNA #1011 [ W A 58 £ 18 5
(autophagy-related gene 5, ATGS) ik , A] 1 5 DDP
755040 i 97 T2, DDP i 25 1 U £ 5 40 i B
ATG14 5 F 3K FH W AH O¢ 8 H 28 14, miR-29¢-3p 1
2 FOXP1/ATG 14 3 42 1 1] 51 528 20 JfS 151 1 M T 250
& DDP (¥R
4 MPIESERBFE

S 5 5 3 R H A iR g g 5 L ok AR
W B R TSR . BEATR IR SE , B Sl MDR
PR AR LA L LG A S S R S B ) R WA
DA 7--xB (NF-xB) {5 5 # i B i A M & s 2R
F (insulin-like growth factor, IGF) 15 5 i@ % )
FEH o
4.1 NF-«Bfz 5@ d B #FR

NF-«B /& 40 il N 55 2L (1% 5 sk 8 1, 2 5 LRI
PNy QAN AR L N S R R o D O N VA 5 A
NF-«B 1)t BEBOE S5 N SEVE 22 95008 40 I 2R R %
TR A, L 25 P ) NF-xB {5 5 7% F@ % O
FCORRIT A G [ BB . NF-xB A& UP 8 K
AR AR S B, 5 iR ) MDR A7 25 D) 5K G
£ MDRI1 &K 1) 55— AN A & iR 5 E th— N 38 1
NF-kB 454007 5, JFHIE B NF-xB B 5200 L5 %A %
TS S, ) MDRI #5174 MDRP7,

WFFEEIE S, O BP0 20 g NF-«B #5 P  , PTX 45
29 R 5 AR X FE M, 35 5 ABCB1 £ [

(2R3, 5 2000 S PTX i} 24 5 01 NF-B (135 M4 nJ
PR PTX 5 51 ABCBI1 IR 2R, 38 i B S 5 PTX
U . NF-xB /2 O ki i 2E 1 e s R 7 (1
WHRARFETAER, R AR LA MIEEH . A
FLEVR I, NF-xB AT S0E B G 22 4 24 S5 0 16 B
1 ¥ i (mitogen-activated protein kinase, MAPK)
P Ak R FLAR VA T BB T4 L A B L ok R
g7t 25 v R A ESURVE T - PRI, NF-«B 76/ 5 O 8L
Ji MDR R F S ML 75— 2 7.

42 IGFZ 5B 5%

IGF & G35 IGF-1 %24k (IGF-1R) \ ik 5 2 52k
(insulin receptor, IR)-A Fl1-B. X 657 & 5 A1 M ) i
1A TGF-T.IGF-TT F1 i 5 22 45 4 Jo 15 s » 6 B 530 (1)
KA VR BANGYT B B E R, SRR I, IGF

55 B IR 5 bR G MDR B 56 &, i i AL
i) IGF-1 i % MDR-1 mRNA % i& , /5 il 58 1
MDR. 5P §J% 41 ffd IGF-1.IGF-1R F1 AKT & [ /K *F-
Tt f# H IGF i 12 #0 i 71 LY 29400 7] # IGF-1R

T I I VAR P A I 4 v O SR 40 L 6T DDP (1)
TR, TR 24 20 i IGF-2 /& R Ik HAMHI IGF 15 5 il #%
AT A OP S0 20 6 PTX (1 B0 , T WL IGF-2 JE 3L
X PTX i 24 (1) 51 5595 A2 V8 75 IR T R
5 DNEBRTHMmSmZA

P 559 F 40 S S M R AR B CD133.
CD44 1 CD177 % , X R i@ b T R A S &
X, ¥ PTX F1 3l %5 BB (focal adhesion kinase,
FAKD siRNA H 2% ik #1258 1% R 4, ) 035
CDA44 PHE BN S 40 o %k PTX TR 24559, 1F 7T L%
B, W& B & B 2L 8 Caldehyde dehydrogenase gene,
ALDH) & & 1K 41 3 99 5L 9% 1 40 Jit % DDP i 24 .
PARPI 7] % 5 CD133 A1 CD117 5P 858 T 21 i 1) &
8, T2 R PEOP SR IR YT, 1M N S T 40 M [ A A7
7£ DNA $if5 12 2 g /1w S % PARPL i 251, G
HUE 21 ABCBI1 =3R4 , 2 5 U % 1) MDR#-,
AS602801 1] '~ iff MDRI1 1 B 5538 T 4H i % PTX %
J&E,

6 ncRNA FERIA

ncRNA 7] 73 1 7y RNA (microRNA , miRNA) Fl
K i 9F 4w i RNA (long non-coding RNA, IncRNA) ,
& MDR AN ] SR 2, B FE+915 B, O S oA
% > miRNA £ 14 7%, H 5 MDR A % . 4h il 4k
miRNA i ik #E [ O S5 H (1) Cav 1/P-gp/M2 B g 41
Ji Bl A 306 PTX B A 22 PR . miR-495 A 3d i 417
#il MDR1 ik , ff MDR 5P £ %5 41 jfd % DOX 1 PTX
BUKET, HGSOC H1LINC00515 35 N i 5812511 24
YR 5, AT A R TN B i 24 P TR v AR AR W Ar

are



810

I AR T AR &, 2020, 27(7)

Y5, IncRNA GASS 7E i DDP ) EOC 4f fiid ik %
i, T AR ) AT 5 O B35 41 GO/G 145 i A4 g
TS, W0 ) EOC XF DDP () 3t v A1 fik Jeg 3k 2>,
IncRNA CASC11 ik F 1A 7] A 5 G SRR 241 i gz ) B2
ORI H 2R AL 22 25D U () R
7 MERRMSA

iR P S5 I A A R IR R R R 2 — , SR ILAE
g ) A K S AR 2B B8 ) 2 RURRE L TS SR AT
15 22 5N, BF F R B, iR 5 o 1 2 5 O B 1)
MDR. RB1.CDK4 1 P53 3 [l ff) 5 A% f2& S5t Ji 1tk 2 2
1 2407, RT3 1 S e 200 x4 S A B 1 Al
LRGN 71 Ccyclin-dependent kinase inhibitor, CDKI)
A 175 JE (palbociclib, PD-0332991) H4k. 2 i 245 14,
T A S I AT LINE-1 38 N 17548 52 UP 5498 & AE A e
B DR A 5 I P L 2L BB 4, TT i A 2R L
PRl STC1 2k M TT A 5 G 548 40 i 6F 51 98 245 Py it
‘2'73‘[6410
8 % B

2i LA, Ui S 9 MDR 15 T HLHI 440 = 4%,
W R R B TR A, — R IR IT 29 Wi 24 AT

AeH 2 Fhii 250112 5 Hodr, —Ffifi 245 L0 o] A 2

Klﬂ%ﬁﬁ’z’ﬁ%ﬁ@ﬂﬁ?,mifaﬁﬂESEB%FémH@ﬂE
BORTTHMMEU R EHFNMEREELZHNERER
Ko BEEWTCRIRN , K IR P-gp /i 5 MDR %64 it
HUHIAE , 384G 22 FhgbL i G U 2598 140 i 59 5598 1)
Jif9a S5 J5 1 S ncRNA 7R A {2 i3 MDR £ B 513 H (1)
RIE . YN EJE MDR 2T L] 48 7R, HR P X 2 fiff 24
MU 25 48 T80 8 SR 191 VR T SR M, BC A AR e iR
I7 775 W TP 16 T $E AT ) SR BR R 7577 ]

[& % x #]
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