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Progress in research on correlation between ion channels and tumors
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Abstract: Ton channels are pore-forming transmembrane proteins. The abnormal expression of ion channels has
been found in the membrane of some tumor cells. Ion channels play important roles in the proliferation, migration
and invasion of the tumor cells. In addition, some drugs targeting ion channels may suppress the multidrug

resistance. Thus, ion channels might be used as potential drug targets of tumors. Here, we provide a review on

correlation between ion channels and tumors.
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KAFAE Yo 22 b 120 308 T L A S AL 2 5 R 1)
KA, BCMRR A B A AE T BT AL &L A
NS T IEE AR R R AR R R IE AR, T
A H AT TR E AN
1.1 $R@iE
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B S I TE 2 5 iR 2 A AR A T I B 0
PEAETAS I () o 4 B b 2 R B 0 & Tl i
PR R, EENEESEIEE. P AR
TE IO I S LA
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HL [T 81 IE TE (Kv) %, E4ERri B
I PR A7 B BB B TR, BB T ARAL G| S A R
HLAL IR AL, PRSI ] A . 4H R
A5 4 AR R RAEE HY) - Aot gi (A
A ) BT HLA, — AL T AR XS B Ak, T Y A T ER 4
FRL (PR 0 ) S E S D A AR G 2 R AR s

2™ L 1) 47 B 3 0 I R A IR A i 3
Kikalid BEKIA, 1 ERG. Kv2. KCNQ. EAG "',
2004 4F, Suzuki #1 Takimoto " & I Kv2.1-Kv9.3
TE AN [R] 2 B 7 5 i 41 L s 3R 08 I 5 e L0 A
ERG WK RS MG ELREY) . ENT BN EE
M. N 2T I g AN AR R 4 i B, ERGI
(HERG1) K ik 2 Eif "', HERG 7E figi4n
P o g B SR TE AL B A 2 S B R v-sre (B T
filg sre FEE ) BEBE IR L HERG I 3 H A&
(PG N, PRtk, #EW HERG &2 ras-c {3 5@ #%
(B B — R, 53 SCHRARE 7E — L& iR 41 i
HERG i R FE A 1 o (TNF-a) 52 4 L [7] R 35 7
YA E b, Jf H HERG W] H#:/EH T TNF-a %21k
i 58 TNF-o (6946 B "o 508 if 70 7R, HERG
ARES SR G Z T, i HERG ] i) 25 iz 4
P, FF AR e AR e . R BH BT KCNQ
38 T )N B 4 M AS49 A K 3T g PR A L i
U EAGI fEfN#-5 4N UKL IER, (HEAN
IR — B R 41 R K B, ] EAGL
BRI S A3, T 3RIA EAGT B4 ngn iy
$8 U fngE NSRS e T84 4 i b FELIKr EAG1 .
A 10 T84 4i M3 A o g U fE N R AL IR
MCF-7 40l b tiE s EAGL 1M 5 Rk B #8in B,
RIS, $2~ EAG] £ 40 id Lk ik &

LRER " . th4h, EAG %— 5t EAG2 7E B
SE MM P mRIE, FEE A 22 2T
PRI AN 2E B R ] A T T 2 R R
FfL R 5 B IAIE B L 2 5 R A A 3 A
11.1.2 P A m il TE

P T R g A O T T LA RS ATP R B i i
(Kre) F1 G HEE4818IE (GIRK). Ky Z 5K
AR B UE 8 2 K yrp SRR 380 T8 1 330 25 FH W7 7T 52 i
Jieh 968 4 PR P A G, e N J DG M 48 il HTB-9
I Ky I8 IE BH TS F) A0 (Glibenclamide) Ji5 4k
G, 1% iy 20 g B 5 W S BT, R ZH . DNA &
BRI R F, 158 AR LI K e P [0 ISt 3100 61 frh 38 £
J A K2y 24 BY . MCF-7 48 g A Gy/G, 21| S 3 & 19
AT Ky, H Kyrp EVHFRZIRA KB A
= B B S — T, Ko FFIBOR) €30 4 bR
(Cromakalim) 3 ] #1 fil] A #2212 J57 4H o 9ed 40 Al A=
KB, XU K MIVE R FTREZ 2 AT . GIRK
WM R AEE —E R R, GIRK £ NJEFL AR St
R RIA IS R A g A B L P ) i A
T TE ) 5 RAK, R T 2 T 7 B BRI 7R 5 e e
Y A K R I IZ R A EIE S5 R R A E YRR
1.1.1.3  F53sHmiE

YR S D T CSZ L P A A Y
H A RO K S s £ (BK) 78
P TR 20 AR R IE R BN, 5 IR R R
IERAE B, 7 R R 4 AR 82 BKC LI 71 AT
P L A BT BK O P A IR T B A UK, B AR
FHIN 2 %45 BB A8 X s v RE/E 40 f R 2R . U
TR RS A — B
1.1.1.4  XUFLAHIEE

K, 378 5 % B A TASK-3 75 2L s . il 5
P B ol B ARk, Ho 4R B R IA TASK-3 39 m
i 98 R A R R B S — A Ko R R R B
TREK-1 {5 A\ #1415 41 ffd (LNCaP) H iR iA, 1
TEIEF BT AR b R A i o5, TREK-1 #i) 5
fif LNCaP # K % T f§, 1X KB TREK-1 5 /(%1
AR A — kR Y. Park 28 PUTE 2013 FE K
L —FH UM BURK K, 18 TREK-2 7 5% i 2537 41
Mirp Rk, TP TREK-2 FRIAf# 40 i 5 #18 P21
5 P53 RILEZE T+, A E & E D1 5 D3
FIK AR, T R0 4 G T
1.1.2 2388 3 FE 7 55 e 4 B s 2

T Jiv R 20 r, A O D 7 o e R 2 e s
Az, RUBEE S5 MR I R A . T AT A i A



105 W5, S5 BTEIE S R AR SR ROWT TEHE R 1075

JitL AT-2 vf,  4Ed37 12K (Verapamil) 76 #0161 £ HL 37 1
[F B 40 o) AT-2 (1 38 5 B2 e N B A0 R
HERG % 5 14 BH W 751 75 ¥0 24 F1] (Cisapride) 1] i 2 1)
W B A A K e RS [ PR 4 s L 8
() TS BT R TR BT AR, 3R 1 Z10 7 X043 il
60 4T AR K8 2 A U0 o 280 ) A L T 7
1.1.3  PHIEIE 2 5 10 0 400 AR i L

BOE TE 2 50 T 4E RS AR L B T AT
2, H— BN AT AR B RS g R A 40 PR
fiv BB TAES KA. 90 i bR 5T pH 55
Sk 7 20 M G A TSRO (1) A T T 4 A R
pGIBURG RGN ISR Sl DA =W (CANNCHNNNCN) Y I )
AR A Y MBI ELE G, K, B S
WNIELE S WIBE B /N . {E AS49 4I i v k BLAE
Kv BH 7575 & 4% 25 2 (Margatoxin) 7] P 140 i 4,
FCHLHI 3 BRSPS G, 9, 8 p2peter!
FIB I PR AN B W B (B 4 5 & A cyclin
D ik P R AR RAIE SEAE AL 41 i MCF-7,
N A 22 Ji J5 988 40 Bl UST A1 U251 LA Kz 1 IfiL 97 41 i
HL-60 H, 2 5 Tl 18 2 5140 31 G, 37 0,
Chittajllu %5 Y 75 % /> 5% J5 5t B 41 B 388 OPS 41l ffa fr)
WP R, —Fhl Kvl.3 A1 Kvl.5 3 &is 5]
(1) 41 ) B EEL YA TR A5 4 L BT GY/S AR e, JRAE
Jei BT B AR 40 M T R A3 BE SR B AR R
ILTE N 45 1% 9 40 LoVo H BE T 475 38500 40 25 13
T8, WY CDC2 & B R 4k /K S, T o 41 i 1
G,/M HIFH # /E F B, 2014 48, 7 % 3% 3iF 52 FH b
Kv Fl K gpp 838 2 25 P 30 1) 4 22 % 5% US7-MG
(B A, HHEINFL E EYLE AR IE US7-MG 41 A i 3
Gy/G, et B9, (2) B B8 1 I I R I8 1 AN A s e Ak
PR AN, dHMAL TR, BRI 2 P
RIS AR B AT A0 A, A NP Y R RS I, [
B R A R HE ] R A G s . (3)
W TES. il TREERSME ca® HEA
PN SRS S 38 0, KR Ca® HEANGAE A, BN
Ca” WREFHAFIT Ca® MK E5H S, HtmsIE
i T B 8 B bR . (4 A0 3 0 e B e 4T A AR
T 775 20 R 3 A= AR T2 DU 20 %% (tetraethylammonium,
TEA) BH W78 4138 51 76 41 A A A5 438 K 1) IR ) Bl o
BAR BRI B AR R DK IA 25% B 3 A U] 58
Sk, X AN 5] A A A AR R /N R 4T e
TSIRF ST 45 S — 30 ™. (5) T pH B . % 40 g
AR AR A A B A 4E B A B AR pH A, BRI 85 mT
BOE Na'/H™ 5 Na'-K™-ATP B2 fefk, EiaeE 1

IIBEThRE, fR1# K #M. Pappas 25 B & BLARES T
IETEHRHIF AT LS S M N R, 4 P
1.1.4 #@E S50 EmET:

PIEIES SMBET ISR, — BRI T4
LA 0 P PR S IR B R, AR am i T B
RN K s BRI R 5 % (Valinomycin) A 7E 1%
T JUR 20 B A B 4 55 2 o e 4 B o S
S B8, A TE P 4-AP AT LA (4 95 40
W fE LR E T R e R L, N
TEA [HWr—Fh7EMH 2 A0 H) 2 Rk I i R T )34
Uit L (AMAZEIR BRI ), ATBHIE 2 AN RIS
FIZH BRI T, FEUF B E F S 80 s 1 P I 2 S T
TR BUR NS KPR TR ™, AR, £
Iy TGURE S B DA R 3 3 A A 0 T e e o
YEF, (B AL AT B8 5 20 3 18 T 730 o sl 40 i B30
WSS A o6 Y, s fh RS2, 7T
J2 W Aok SR ) L B S 1 2 5 A g O R E AT AT
AN AE, AH— RNy 3 T H R | R
jﬁ%ﬁa @i—é; [62-63] .
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I TR (GABA) s SUBIE %2 0 Y, 5540
Ty Re P S F k0, 4 1999 4F, Soroceanu 2% )
T8N ST 1 4 22 152 S5 4T e 98 400 A R B — Fh CLC (i
S fREFK Chlorotoxin Uz ) ik i, 176l 1E
WAL R IE ; Chlorotoxin BH W b3 i v 11 41] i
JoE 20 PR o) ] L H 2R IR 2%, i LI T 7 40 AR B
Wy R A

O T EE A TR — EEH . Kim
ot 19 28 W6k R 700 55 2 A(CsA) 5 5 19 N JHF i 983 440 i
(HepG2) W T-HIBE5eh & B, CsA Al iiF CLCA i
i shiat, 1 CLCA [JBHITH (NFA. NPPB. DIDS)
AR ) CsA % ST, FFE, GABA T
(140 2% 3 1 200 L% 0 48 i T A S 3 L B 7R
S T8 PH T 75 NPPB f6 39 I 672 15 VAT S50 Fol i e
A GIRE S, WP A TEIE S S5
PR T HLE A B B, HEW 5 P P S8 7 A0 £ B A
PR (T 2% 51 R A AR AR AR G N 96 P
1.3 {BETFEE

B TIEIE R R A R A g —, A0
S A LR AR PE 5 18 18 (VOCs) 45 R OS0E 1
538 18 (CRAC 8 SOC) %, H.H1 VOCs iz N EH %,
WAEAE TSP, REARKFERRE, X
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PN ) ) Mo L e L At B 2
N e 4 i)

JFE 4N H35 REBUARMR . A2 E . ZERrif K

AL, Ty Py Q. REWH, 22FRFTMIMER
S R A0 M (R < DR R R R TR A PR
PR AT . PR AR 0 X P 4T 73 25 4 it
S P45 T R30I (Ca3.2 ) Kk £ 9, di )k
145 L BYE53EIE (Ca,1.2) R4 it b 4l il Rk
EE i BBl 1E 5 A1 23 B 06 7, Vanden Abeele 45 7!
38 76 N R A AR b R 4 i rR AE AR PRl AS [
SOC, H—4 SOCcc, WI# IP, i, >4 SOCCIF,
A HE PLA2 B0

I B 52 %% Hi 37 (transient receptor potential, TRP)
WIEHEFEOE AL R R, EENT . Na %
FHE 7. TRPV6 ( XK CaTl A CaT-L) T EAEAE
T 1EH B R 20 i A i 4 B S B S A T R A 41
ML, P S A IERREIE N, S5 E T R E IR,
2 HINNHARE CRAC 1y —#87 ". 7F b Rz
T gRe T A R AL IR g AR O S kR 40 e
TRPV6 £ikFE, MIEFHHALITRE ™, TRPMT
1E AL 334 B, TRPMS 7EFLIRIE . Al 51 s |
e A R Jok e 2k B, 17 TRPCL 783543 1T 41 i
J#, TRPMI1 &5 TRPMS 7F 2 & 208 hRIA T~ ™77,
PLEWFFR UL, TRP JEIE A GES 5 IR T A

BT R A R TR E LR R e, £
Folt DR 2% e 2% 5 T ol ok 2R (1 B C 2E TS CRAC,
5 b P A5 R RS B8 . S S Tl T SOCs ik A
TN AR 45 e A0 R AR R e B S B S
BT T P 5 B 36N 51 & KIS H AT A S
W — M\ 9 85 B 5 0 PTR HE Na/H” 22 6 Fl
Na'K'/2CI" A8 ML FF S , I ELIOR 4 i 386 A= A
KEEHRIE, (RIrguisbA: . 558X T 35 1)

B FH I 4 DA S A2 10098 25 TR 7 &40 B 9 T rp R A
F, 0% B 1 38 2 PH B 7758 i 5 T N S0 e 2 A
P53 #8 N4k B 4 T . 2013 4¢, Kondratskyi
2 U0 LA B 38 1A Y R e A T A
P PR P A5 B 1 3 0 B2 35 n] i a0 A R
R PR 485 7K ST R A A 1 3 0 PR O T A S ik TR 2R
DR, 5 2 B IE L R R AR R R A AT
D IRNHE A

14 BETIBE

HL R [ 1 AN I (VGSC) 16 316 fihRg 40 i - 3¢
B, ATREE R AR K Y, REURE Tl
(ASCIs) A SN & 7o, )2 04 T AL )
HME R AR AR 2 R S8 ((HIR RN ERAE ), A
I R RN 27 202 O PG I 5T 4 PR A2 A
T BRI A 2R e (1) — P o P e, L R FR B
e 5—M s AR, 7515 40 Hde AR I
Xof FLAth bR 40 A 2 AR AR A KL CI JETE i B,
M TE 4 i s 204k N J5i 41 B 98 40 e (CH235. CRT,
SKMG-1 #1 U251-MG) I & B R 5026 Bl 38 3 3% 1A
(ADCI,,), TfifEMRA ORI IE R B 4n i g B,
PRI, 00 7% B4 T T BB 5 v 20 e g 4 L P
PR A KA 2%

1.5 HEEHERFEIEHV]

IR 4n AR E 2%, KR WE P A v 2 BR T
AU RIS pH B T P 52 08 i 968 240 M P 28 K
TR EREREEEN. Hvl 25 FiliEp — A EE
B, S5 N pHAE T, 5 R g i3 A4 o
REY. Hvl 145w di i b sk, Wi 7E IR 45
[ 20 B 5 8 AR 1 B Hh e B BN A . Hv]
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A3 I T NADPH S A0 Bl R M2 40 i T 25 2% 1) 5
T, TP Hel RIA AT PR AN A BY . A4,
Hvl 2 5 it 8 14 AE 75 Ji o3 g 48 o 945 21 58 0E,
Hv1 7 = 56 5% (11 T 40 MR 41 i SHG-44 w3k,
4] % 2 T BH 1 SHG-44 41 38 4=, hnis SHG-
44 YA T I RS B
1.6 HAtRIgE B XHIEBIE

P2X JHIE & Pl ATP ¥ 1) BH &5 Tl 18 (4 Ca®™
A Na'" J83E ), @B IFCAT 5] K G A 3 A= .
TSR B N 12 Wb S A2 BE AR S . 2002 4E, Adinolfi
26 BT 78 B AU [ i s 41 i bR B P2XT Rk A
2005 4, Slater 25 " KL 5 4F P & AR AT 5 AR
YH 2 BL A S BE RS I 3 P2X 1. P2X2 I P2X7 ik .
P2X5 M P2Y 11 Z 555 e w21 e 40 M o 0
i O POXT B0 N2 B SR R A R T B,
ML DA A A2 38 5 1 1 38 B AR K Rl 78 mTOR {55
I R A R T P BRI T R, XL
ATP iEiBIE S 5 MR IE ST, A TREEN
SR (1) 2 W AR b

2 BTBESHEEHMEE MERRK

RS A R iR L A ) A, R
R R L R o TS IR SR PR E  R) — SR R o
FIEN S FlIE AR AR ErTRe X ),
B s S MR R B A ST R R, e
XFN AR/ Bl it S kI, GIRK 5% M
FEARDG, GIRKI @ik (1) E 3 bk a5 e 7 AN TG
FKixBHFBEFG, MAFRKREE BER
& P, X — 45 e AL A FESE P e
TGO SR E SK3 7R MR B R vh 4 T E A
SK3 7t FL i 41 it MDA-MB-435 H s &k, fij /b
7% ¥ RNA T-# SK3 [H 1k MDA-MB-435 # 1%, #
YN E B BRI A T R AN F A o B
SK3 M gufiu#%, FETHES SK3 AR 4 il 45 AR
UL Je 2 5 48 4 40 i A= K R f (fibroblast growth
factor-2, FGF-2) {5 5l 45 56 P, Wa R 198 m
5 MR BN NE —E XK. B
FERAK I LNCaP 4 &, HETTEH B
R R R T 1) PC-3 4 Z K P 5 LE T B R 4 g
H35 i, Kv @18 1% 35 1% FHLIBr 77 4-AP (5 mmol/L) 1]
B H35 54 ARG, T Iberiotoxin (BK
16 B % [ W7 771) ) A1 Glibenclamide (K p 1% 35 1 [ W7
7)) SR, UiEH Ky JBIiE e H35 55 % 4
Fib R R EEAER, 1 BK A Ky WARAS

2 S NREE AN, HERG i i 4
AR R P,

XF VGSC 7 1 1) i J68 20 i 22 35 i Bk 92 75
KA 25 R, HBYERRE . =268 71510 C4,
C4-2 4 1) VGSC Rk AHXS TR 228 71 1) LNCaP
2N B 2T, T tetrodotoxin (TTX) wJ $11 1] Ay /5
(11228 5 MK Na,, , RISFE LIR 3 Fpgn i b aT KiE
FEIR R AR ZERE S, AR, TTX A WX R T = P2,
613 M2, Djamgoz %5 ™ £ 2001 4F & I & L
VGSC R I8, 1 72 B 3 1 | 51 i MAT-
LyLu 2 ffd FL A W 30 v AR KRR, 1T VGSCIRERIE
AR FEAC I AT-2 28 i 0 O st e 1, I H MAT-
LyLu ZH s B A Kl 4 TTX #d, # VGSC FFi%
#) veratridine i 5%, I, VGSC 1] f8 5 MAT-
LyLu 2 i B A KRB R A ¢ » Roger 25 1)
T 2004 F7E 1 FL IR 40 i MDA-MB-231 |3
— P VGSC, X405 & E i) gu, mx TTX
AU, FIE S AR A R R i AR . DL
AT VGSC 7 i 8 41 i (1) 42 28 5 1 # v ke B 2
EH.

SRS T AR A A8 B R A S e AR A i
TR G RBURFEAE R, T 7R 1E 5 40 i s A R IR B
FKik. HAFEERRE, A& F#E CLC-3 454 71
2R R R R S k38, $] CLC-3 R85 4t % 7%
fE UL TR il P 7 41 e - 2% A 1) &8 1 CLCA
(hCLCA2. mCLCA1. mCLCAS. bCLCA2) 7E fil &%
MEVEN R s B, MR RiIAr
A% B-4 5 CLCA KrtEgs & R M gn i 5 e
AR f e tE R R U, A Tl s
AN AEIC, FEA T RE RN MR R I ) — A
AR .

Hvl 5 R 2 5B R UMK, 5%
% #7758 () 7 M 9 MDA-MB-231 48 i, Hvl [
FIE AN TG EL #2 g 71 1 MCF-7 41 i B &2 7t =,
i Hvl 32148 7T I 3% Pk MDA-MB-231 41 ffg (1) #%
¥ S5 N, $2m Hvl Al RefE N LIRS 2 Wids br el
TRTT AR 1O,

I PR A6 P26 A T 5 P A 49 T I S B 5 P R
il N pliibeA ¢ P A T O SN B U e B A i )
. T- B 1945 5 1l iE Ca,3 it 5245
552 54 48 AR HT1080 41 i 11 3 % 5 N 12,
Ca,3 #1011l 771 Mibefradil ¢ & {4 4t b 411 i) HT1080 4]
MR 51228, JE R 95 B @ iE Il F Gd*
58 g = R FERFEEA U F4h, TRP @IE
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55 iR 5 F 1 0% R A . N IS IR 41 e
HepG2 41l il 75 # 3% TRP i i % &« B 1)
TRPV 1 UL U ) TRPVA. TRPV 57
BB NI HepG2 41 f 36 %, 40 1l 57 BARCF B 11
¥, {5 TRPV4 #5157 4a-phorbol-12,13-didecanoate
FHASE A M 7%, XK B HepG2 X} TRPV1 HH
J& 11 2013 4F, Liu F1 Wang""” 4) i TRPV2 % ik
180 {2 HE JEE B e 40 5637 #: B 5 N1, R W
TRPV2 5 el % ¥ A7 — %€ X &R 2009 £, Yang
ot WS g g 4R id, STIMI Al Orail (ZHMIAEEE 1, 43
A% SOC #1 CRAC 415 18 18 15 b e O S /R ) #28 1fll
— USRI AR RS, WFLIE . AT . T U
N STIMI A1 Orail 78 i i 5 48 M J88 GBM 1 1) =
L RE W F PR GBM HIH R, EEALHE STIMI A
Orail %i i SOCE 1 CRAC ¥ GBM [ # %, iX
T bR e B S A A U, 4 E A0 TRP
3 T X e TR 4 A A A 1 R Y 1 R A ) R 4
B R RAIIT HORIE 7 7 1 1O

To il SR IR I8 it gk R B R, EAEKY
H R R AR RO A L AR R, AN R R A
& I A B T (VEGF. PDGF. IL-8 25 ) FilAH
L] IR B S DT 5 R AT A9 M. Nilius 25 1Y
50 & B, & 7 JE BH W7, 40 Tamoxifen,
Clomiphene. B-estradiol. NPPB. 1AA-94, DIDS,
Quinine. Quinidine. Mibefradil 2% R 1141 35 4 M &5
TE R, 5t SR 1 45 AR 7 A A TR R, XA
FE R ML A BT Y 410 1) 57 T R B B 2% . Fiorio Pla
Al Gkika " AIESE, Ca®' 7844 Py 67 2R A (1 T 1
A — 5 AR R A i 72 b CRAC #2375
HEft, VEGF-2 2 40E, 4511 CRAC K
SURES L, PR IE N R A AR . RS T
AT 3 S5 Bt A 0 O 2 b Bl 4 i S 5 i 4
TR, Ty EL B AR 40 B il A A2 R T VEGF 4%,
BETT RS AR A Ak W B BRI, B iEiE el
WL 2 P 2 5 R A R RUE AR I TR, SCRE
R REAE BT Je (7 75 L A

3 BTEESMEZAMAMNT

% P 24 52 48 ST R SR A X — e e e 24 7
AT 24 P P [5] BE SXof &5 R R L BTL A1) A [ £ 5 A e e
JEL A A M 24 . 22 25T 245 1) 7 A 5 40 i i
¥z P- tE 1 (P-gp) M1 2 2T} 25 /H % & 2 (MRP) it
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