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BILFISAERU R EME R I HIF R

EEmER LM .8 EBUFERELZE.E ORCFER
(HAREHBFE. 1. ABESFARI;2 A TRF R, HILTE 442000)

(BE] R A4O0XA)E TH R4 L 5B 54, OXA #NWMIETA%S T DNA LB %
TR EEN, FHRANPEZZIM., BNEGBARLET ZATHRALT.ZZ2ATER TR .S AW ES ZHH
WEGEHEN B BT, MAEH BT 2R AR S 6 A B AT A IR OXA 6y &t 25, if 8 28 M = &
% OXAWBTRMG ETLZRE ., SAFAREN . EHWAOBYG T 0B @mies B sh— %5146 L H#6 k%k
HWEER AP —RBEETROWBABIHE R ARG LML, XLEEFHEE RO — LAt hxX
EAARBEOUELRBAFF MWL AT FH LR R ML EIE T amptst. g2K-F¥% DNA
R AR BEEEFORTFASZ RFELF. AR OXA 72569 5 F Huh) 3T & & XA I F RS
KA EEFLE, B, KX ZE OXA EH ARG B o9 &t 24 U, 28 — % 8B 7 0 98 20 e sk OXA #2569 o
F R, F AT AT 6 18 AT 2h Rk,

[KBEIR] BT A 40 TR HA R LM B

[FEESES] R730.53 [ akdRiInE ]

BV A B (Fr i S X 3 e B R 4 . oxapla-
tin, OXA) 2RI TP M A Z — . OXA BT 7>
TR R AR A R g R A ) A O R . BT R )
THH DT AH 2 OXA A B A7 598 79 40 i 7 A4
IO A0 7 A 3 R RO Y L DR S T R R Y 1A
F o OXA W45 18 15 HAth 50 28 25 W) A Lo g A7 22 5% 50
JA 75— ADEREEM 1, 2- " &J O b B4,
OXA R id it Z M5 UL a sha g o= . OXA
LEMIAETERE 3 Rl o A ML (H 2 B AT S DNA #E
FI5 RIFASE 4 —3. OXA ik A% 5 AT LSS &
T DNA L, L DNA § | 8B (G) 45 g A A 4L
ST 2 o S R 5 A CBE A B 1) 52 8D . & 2 DNA
S RNA B3tz 810, 24 OXA 5] DNA i )
A VLG 4 32 SR IO N %1 R VI B 18 52Ok ik
P& AN BEAE S A9 400 475 K 5 1 52 400 i 0 T R 4 4 1)
-l BV BIR . 2T R B VF 2 R D R 0K K F
AR OXA TE T A6 38 fr e Hh ) T 24 %5 DIAH ¢ . £
5 22 IS 24 A OC Y - S5 A2 BT 25 B ) 1 (taxol-re-
sistant gene 1, TXR1), ABCCl, MRP5, MDRI,
LRP1. #4155 W F-1a (hypoxia inducible factor-1,
HIF-1 o) s Z F k4 % RNA KCNQIOT1, HULC,
MALATI, ENST00000502804, ENST00000518376
A/ RNA: miR-7-5p, miR-134, miR-200b/c, miR-

A [XEEHRS] 1671-8348(2019)05-0833-05
19b-3p.miR-21 ., miR-145, miR-503-5p ., miR-34a, miR-
506.miR-137 . miR-137 .miR-409-3p 2§ , T BB & 25
Yoey )3z 0 BOR 8 22 T Ak B R AR 2 B
OXA iy 2y, HALM 52 22 248 A T 2R R 52
i geE CFF 988 &5 B I 98 2 8 R A IS R b OXA Tl 25
A= P BEAT 2554

1 OXA 7£ B8 40 B o i 1 25 L 4

L0 98 0 00 40 o v 4 i S Bt 25 e R
GUP A Z2 R0 I 9 40 B bR T4l i (cancer stem
cells, CSC) JE7E i i 2 24 Hh B A A /D 2B A7 o 7
20 AR 1 SCAT T 200 R 1 0 T 22 A R 24
RIS RV RARPURE Ty 5 W A B A4 Ak 7 i 52 1
HYIMHE . CSC Al DL i A A AN E I 2 F AL ) 5
FALST 25T 7 - FE AT (D58 DNA i85
HLA 5 (2) B8 4016 JE 105 (30 42 a0k 25 9 41 HE 5 (4) Bl s
J IR B G ER 35 . OXA AR BT 259 . TENR I 5 =
9 40 2 Chepato cellular carcinoma, HCC) |1y 15 #2 7
A AR M TR 25 5 T A MR R R DA G
OXA AbH 5 77 A2 19 CSC 20 M 73 A A /N B AT 10
He S UL OXA B SR B A I ELix — £
RS I R B By RAEAE K T 1A K

1.2 HCC A Wi n B w2 B A0 o 5 A
A A R A TE Z AR ) (LS RE B B = DL

» BETB:ERARBEESTINH (81502637) ;#4648 A SRR 2= 54 (2018CFBA6T) ; i b B 24 2 Be (245 4 27 B ) K2 A= 3 Al 91| 25
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WS T BAZ AN & A B R AL I RS AE TS ML
— R RS AE Y A R R AR 8 5 I I A Al
B T8 I A W T A )T A e ) IR P A B R 2 A
UG T % A L PN 52 400 2 1 5 00 L O [l Wi
20 P e Ao W T DL R IR Y AR A AN B R L 45O Y R
FIT S5 3 0 AR GEH5 40 M A A 5 A KT 77 1
RE i A% IR 2 B R 7 IR 55 o O B 11 102 20 # IS 4
BBt 1 5 32 50 DNA A5 B 8] A0 46 1F5 30 39 1
FER7N » E W R A e A7 25 W0 A T B0 T i —
ot B SIS AL L Gl 8w T LA AT 25 8 5 Y
PR DA A2 32F fio 96 40 B 9 A7 75 . DU 485 o 3
HI7E HCC 9 A OXA, AT DL 3 8006 40 i [ s, 7=
AW A /N 98 T A2 E A0k AR T 25 . 2018
A ,REN £ ifF 57 36 B miR-125b 38 5 5 25 11 166
Z 5 AW S5 T HCC i) OXA if 25, i
R EE e, A WRI & A A Al RETY B HCC 41 g 72 OXA
HIPEF I AFIE ok, FE— s R S Al B el &2k
iz P S R B B WA 50 AT RERE R R OXA B Y7 ROF
T OXA i 25 & A=

1.3 2540 4 T 0 4 1) 2 ARGk

L30T BRI PESH OBURE 57 P % 2 1R ol 1R 1 5L Tt
[ dual specificity tyrosine-(Y)-phosphorylation-regu-
lated kinases, DYRKs | E. 75 18 B 15 £, 8 53 )8 45 40 i
JE AN A0 U8 1 2 5 R A R A R . BESE R B
DYRK2 A 5 ik 22 Ff 41009 5 PR ) /6 DA T 4000 1 fieb 968 400
JfI 3G 58 L 1 DYRK2 Ay 235 7K - AR 5 i e /9 107 &%
R WG A R % YA . 2016 4R, ZHANG
SN SE Ay AT 86 i A Y TR 4 B 4 2 9 55 41 4
t DYRK2 (3835 R AR o i S b fr R
LA B DYRK2 /935 T W BB . 3 01 0F
S, Y L fF 1 (sphingosine kinase 1, SphK1)
(3 2R W RE RS Akt/GSK3B 15 5 & 42 5| 9 40 i
1o B A TS K OXA Tt 25 19 & A=

1.3.2 K&FIEgnAS RNA G i 3 P4 3 &) i A &
I AR A A A R E 45 B RNA (non-coding
RNAncRNA) , Fes =) K F 200 bp #g WAL N K
#4E 4 tS RNA (long non-coding RNA,IncRNA), #f
FER I IncRNA BE 48 38 5 15 % 5% S % 5 Ja 7KF DA &
5 W 5 DR 10y PR R A 8] 428 2 i B PR A9 S 5 DT 22
55 ALHE R AE Y 2 R E RN B Y R
W 75 22 Bl VE PR v 38 & LA IneRNA [ 58 £
ik HOH R IR A BE 5 MR B kAR R T i DDA OGS
HA — 5 112 W7 iR k26 0 0 0 3900 0 B
2017 4, YIN 207038 3 0 7 b 48 OXA i 25 HCC 41
MR IneRNA By KA 0. % Bl NR_073453 . In-
cRNA ENST00000502804 F1 ENST00000518376 [
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RNA AP T E . X — 25 R85 . IncRNA RIKTE
HCC i} 2575 i v] fE A2 4 B 2AEH .

1.3.3 HAbSMEAERMKER WrlahyREE
3 A (homeotic gene, HOX) f/ B i FHEMAZ RGN
)P SINTEIF YN G N U EP Y = 3R T2
B, HOXS 7 N2 2 Mg b 1 A 2 ik JF H 5
FEM KRR R R A OE, 2015 4R, XU &N SEIE
S: HOXCS 7 i g b ok &2 35K, JF H 5 s A8 3
AR RAMBUG A REVM K. T4 HOXS8 1%
R4 410 T 20 S 30 L 20 i 3 G A e HCC 1y OXA i
2510 KA s T ot F ik HOXS8 iy ik ¥ 42 #f HCC 1
OXA T1iif 25 % 4

Ay ilhik % B 1 (secretory clusterin, sCLU) FE ik
TR 2, 520 R R E A A R
YIMI 5. sCLU ZEiH 25 1) HCC 4 g & vh # ik Th s
Pt sCLU A5 P w] L3S 9 JTF 88 240 1 x5 1 97 25 9 1Y
HUEME . sCLU Xt OXA 1y 25 ¥ st 5 Gadd45a 1
PI3K/ Akt {55 i % % VI AH G .

PRI B0 22 5 e AR AR G 2 Y R A I 2D
fie s AT DAAE S 33 5 98 OXA T 24 1) 38 B0 A
2 OXAZEZHHEPBEMAE DA

25 . i A0 L 24 A AL E AL EE DL L

AT = (1) 38 52 48 A RS 14 3 % A A8 245 0 D 200 M s
PN I I A0 B AR A 5 (2) BHLAS 25 W 3 A A LRSS s (3D 5%
M) DNA )R 16 52 AR OGP e 40 I 1 5 (4D I 45 A
FRHE .
2.1 WEmEpakRik W5k B, 7E o an i
FREGZFBREND A s R AR 25 N
i 968 200 0 P O S R U 24 ) E A0 L P Y & R BRIk
I 25 400 1) 440 7 A0« 0F T AR S 40 TR 2 1 A AR
L FE B AL 2 A5 25 5L (multidrug resist-
ancel , MDR1) %) 25 5 i P-4 82 11 . 7L I 8 it 25 A1
KEH ZHMAMREAST. ZHORER. ZF
o i RS Js A L TE S5 E W R BB OXA T 32 1 (8 35
S R e SRR R 12 8 AT R E o £ HE 25 )
ANHE , HETIAR 7 OXA By 25 & 2R,

N5l ¥ iz 8 [ 1 (human copper transporterl,
hCTR1) ik 4 i B P T 18 = 5% 4 45 49 33 177 A4 )8 —
ANHEIE (1) L 38 45 1 0k & 458 3800 . BF 58 & B, hCTRI
A DLIE 3o S5 AL N B S R B is 2 B4 e e T 40
KW BT Al BE 0%l 2F hCTRI #F A B 2 i i 85 40 fl
WY, WANG 55V 558 & 3L, hCTRIL 76 40 i N 1)
FIR K5 40X OXA 1) UM % U1 AH ¢, hCTRI1
kT AT LA #F OXA 5|2 i 4 j 98 12 & A= 5 4 I
B hCTRI 35T B AT DL S 30 OXA 5 1Y) 20 M I
T T 2 KA. 2016 4, LT 42 78 HCC 41 g h
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A OXA, % B BE4% B 2 3 4l hCTRI1 fy 335 K
- I B W AR AON . 4 F 3 hCTRI 19 % ik
J&i s OXA 51 (¥ 40 A 8 200 B 2 0 A, 40 i X OXA
TS 245 P 384 o s 53 — T (R 25 il hC TR i e
T LA 5 HCC 40 i %) OXA A RHURPE 51X e 2% 5L
¥ OXA 38 5 2 #F hCTRI f J i B IE hCTR1
2235 7K S 8O IR 7 AR 2 B s i i 9 il hCTR1
A R it BERS 3 R OXA A BT IR %00, 410 1l OXA #Y
i 25 % AE . T A OXA it 25 40 it 22 5 3 5 7 4
Z N EEE R, %8 hCTR1, ATP7A, ATP7B,
hOCT1 Ml hOCT2 % £ Fh i i35 5 11 1 1] fig J& OXA
B0 i T 2 1 B
2.2 DNA VIR A& & AH 56 50 B S 40 i 98 - WLkl B
FE ]  DNA VI B 18 5 R 56 vh A7 76 8 55 Tl 18 & ol %
TR BT Y& AL 1 40 e 0 T — b A i 2 B S T
S B R AL W BLE] A7 7E T 2 0 s 40 i h . 7245
LW R 20 B OXA HE A 20 A% )5 7] DL 45 5 DNA
T8 R 2 i 52 i 25 4L (BE DN L E (R 38 88D L 30 DNA
A RNA #5245, 4 OXA 5i#2 DNA #if5 &
Az DA - 40 = SR BN L P9 A% R DD BR A8 S R R AT
&5 TS REAE & 45 40 K5 51 2 40 i 0 1 1 7= A
Pt DNA PIBR & & 7 5 1 3 22 35 0T LUTE bR 32 2 1
DNA Fl ik & (19 25 9, 35 Bl i 20 g xh OXA 7 A= it
2y, 1 — H B TP, B 5 A & A5 g i i X
OXA [T 2 &
2.3 RgHHSCEND AR E N 78 (glucoses
regulated protein 78, GRP78) & — 1T WN W JE 11 {5
ST R A R — 2 P T, XT
SFUCHRSE KB FESS B A HT29 Hh, OXA BERS )
il CD24 By ik, SMEME T3 CD24 g6 3 3045 i
AT OXA ) fE 36 fin i A8 5 5 F ik CD24
REAE 2 3 25 J I A ML OXA [T 24 % AE . il 3 e g2 3t
ULVE & B, CD24 3 i 45 & GRP78 M & # 4 ¥
OXA i 25550

MOE B0 M0 B A e ks B R B
(glutathione S-transferases, GST) 7] L) 2| $1 1145 .
P s B/ . (R 00T 5% & B fE PR i e
GST %35 &t nl B8 5 1097 25 4 1) B0k 1%k % D) A
K R RIS H R B h L GST Rk K
R R A R L 6 OXA B SRR T HLT S R
B fH L EL AP AL 28 AS B
2.4 MicroRNA MicroRNAs YE N & Fh g IEIRIT 25
YIARATPE AL 7 I 25 1 2R 1 ) R KAk 5
FBI7 N 2545 5¢ . miR-145 A i 5% i MDR1,PTEN
(14 35 PR AN 2R 1 R 7KOT IR 25 I e T OXAL 41 fifd A%
(25 P AR ME T . BRI 240, miR-492 \miR-203 Bk
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S BLRE A% 8 o R 4 T A ATM B 2 5 45
FEANE ) OXA M2y . F . 5078 microRNAs [ ik
Al S OXA T 24 A0 56 1) 35 2 85 11 0 D g, DA T g
i 25 B 9 i OXA Tiif 2542 4135 19 43 73045
3 OXAEREEMM A 25 H
3.1 miR-141-3P miR-141-3p 7E £ %5 i 40 i P 1 32
ik 5B R 0, 2GR OKOF 5 8 0 40 M 4 6 R R R
TNM 43 WA47 56 B IR B A1 K 71 28 1 TR IR 9 (phos-
phatase and tensin homology, PTEN) & miR-141-3p
B AR . JIN S50 B 58 & B PTEN 23K fil miR-
141-3p &3k Z [A] (1 33 AH ¢ M . miR-141-3p 38 & 41 il
PTEN (#3235 K RSN AR 3 0F 55 b 325 8 7R A3 B
£ A M AR AT A A 250 . BRI HE I 40 ] miR-
141-3p H4 45 F 300 5% 2 898 1) OXA Tiif 25 i & A,
3.2 B R (leptin)  leptin 235 B A 1E 41 i 7
PEALYT TR 245 1 0% 5000 bR G0 W TR TE RO . 7E B B R
s leptin 235 50I7F T 2547 65 . leptin 45 91 7
T I & AT IR leptin K L AH O 38 12 1 OC B 7 A4
7] R R 1 A IR A T SR A S R L A
4 OXA EBEMEP AT HIE

B A0 25 P 225 ABC ¥ iz A Rk
15 P-gp. MRP #f36., WU 5 ff 58 % B] LnRNA
BLACATI #3454 F miR-361 45 P-gp H) 3 kot
M5 H MK OXA it 25, HU %57 #f 58 & Bl
5 ST X G ML R 0] DASS A TEBERE (1 I 1
BAR G 37 BT 51 E H M OXA Tif 25
K.
5 OXAZEIEKERNA

BT 502 2 05 bR A0 i o ) B 2 1k A7
T HAT I R b 2 42 F 2 25056 F i 7 2038 m o7 sk
DLREAR A8 3 TS 25 1k P s ;R AR AP 8. 2017 4ESEE
[l 7 25 4 6 A ) 2% 48 B R A OXA ) FOLFOX,
CapeOX J5 228 57 16 97 1 AL 3H b g8 1 — Ak y7 I
o G PR I X2 58 Ay G e OB 1 e kR
B A i F OXA, {H 2 2 508 I0F R B os . 72T Ak
FR G0 MR IR T P BR T SRR IE , OXA iR W] 5 B
B R R 2 VA FE SR A2 IR A 55 2 i 24 ) BK
A AR AE 4R B AT 25 W AR R AN BN YR
JERCR D 2018 4L ZEUERE DY R & B,
OXA B4 H i 3697 B 8 . Be A B0 £ X RET,C-
MET.,AXL,VEGFR2 %t A ¥ S #E177697 A R 47
FIRIT R . A — LW 50K OXA 5 Z 50 i g 4i i
REZAEE A N FRE YN A, oA A
OXA 25/ NFFERERKHE T 2 2 Wl 4 % 4 8 98 ok
& W, F8 5 M b 2 7 48 1) HER2 FHPE /Y 18 98 40
- w2 A VEGER2 T8 B %0 22 i I 1A 80 1) 35 5 25
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I

L A0 T (H R X T OXA R F A 1A
b5 AR YT - H BT G AH AR E
6 HiBESRE

HHGC &I OXA FEAS[R]IH Ak 3 48 o v i Tiid
G HLHIAS ] o EL 2 A LE AL ) 505 3 7 7E T 2 b g 4
M. BT M — B A 2 S . &R R X £
FAL T 25 ey it 57, — 4 22 2 i 245 3 I 1 26 58 5 8 I
HAHSC I AL % (MDR1, P-gp, MRP . hCTR, TXR1,
ABCC1,LRP1,HIF-1 Z) {752 WF 58 OXA i 24 fiy 32 32
BT SE AR BE A ST RS W ER A iR Al e
(14 %2 BRI Bh IR 1 e T 24 3% 87 o OXA i 245 F 55 45
BRI . OXA 78 8 Hh i i 25 AL ) 32 22 5 o T
20 A 5 L I R A M e A R T A DG R
(93235 S G . OXA 7645 B s b (4 it 25 HL ik 3
B T R 2 R 3R R VI BB A O E i K 4
ML T ML A AR A C TR B R B R H . 1 OXA
TS T AN R R T 2 ) ML A ST AR D R M —
SO E B microRNA %5 F R /EH .

25 b ik . OXA (i 25 UL+ 50 52 4% ¥ S 40 g
ZETEE REE S EEZMEA 2438 L.
Pt H AT B AS 58 4T . AR R B OXA 7E T 16 &
25 Jio 53 it 24 2o R e 0 S A3 ML JC AR S RN A
MBEE T S TAEAR Z . BB S H B2 R b,
T RE A% 54 T HL4E 7R OXA 78 W 16 2 58 vh 1y i 245 Bl
il s B8 KK b 4 w8 AR G PR b i 1 S 42 8 1R 97 AL
RALEZHEEZ 4.
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