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FELZAIE 20 BAEA, AATSEH M4 PR
RAT MR e i s . 54k, 12 a i
PR Ay £ 2 T A 0 9 0 W AR 1 7 B 2 B
BB 2kt R ERHIR, 8 N B
MRS (1], FULEE 25 Y08 A ) L3108 25 900K o
TERAT FEREANVEGr, X R IRHA K G I AR, 32
PP A R A E R T T ML Ao
TEE & AR, LR PR L2 O R i (e B
TEM o K2 Bl T P 259 2 R A E T TR0 E R
TS LSRR (2). LA S B PR S
TOUGI MR B . SR ES),
T XS I T A, BE AR DA ey - i
AEMI, I B RO R, RO R
HRLL2idiE TdP (Torsades de Pointes)[1].
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REAT A FHLHGIR TdP B A U57ERF
iz, B MR A FEOHR RN LT
SR, 2SR G S AR RER (B QT
TR AE 1) [2]0 A S SRR B A bR
SEAEIR HE A B LA IKr, =T hERG (human ether
a-go-go related gene) FEE 4T [2], FHLWT hERG Wit
S5 L B LB A4 LA B RO A A L 5 1 AR A
L5k L%k (EAD, early after depolarization),
e 23 TdP[2]. hERG MIEZE S AL AL rh 2
AR By T B 25 65 £ B R AR e Dl o 2592
AP EE K.

HEAFENE, NP PnhERGIHEIE 141
AN BA A T T 2 0 0 BE R, S 2 4
verapamil®| C L40 b 0 8 Fh s 7 a4 1 H
[2]. SFAAYORBEMBAMER, EEE—1
FRYCAT BAAS VP 250 OV LD A - A I B ot 7R
T RS PR A, R 2 A R A
W B ) 43 4E I [3]. ACEA [ WK MRTCA
Cardio UL B THRE AT 1Y S BB S A B A 1R
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AL UEEE: S5 THE I (LA%, h 2585 A0 B B A
RO T HFIT G OO R R B ATE6TL
AR PR R R L R3S (FT12.6msil k). fiE
W0 FO VML AEK ARSI d 2. Cardioft Ak E
B R FERTCA Cardio 4H47{X: RTCA Cardio fll
# RIE-Plate Cardio 96K IR, JnPE1HT7R.

P 1. RTCA Cardio J&— 30 s i b T Kr il WLt etz A v
By LA 8. 2 M AL RTCA Cardio 4-Hi{t: RTCA
Cardio frifii¢7 ( BT CO: Hi#k#ir ): E-Plate Cardio 96 3l

ALTEANH T WA RTCA Cardio #3117
B QT - LA, SR 2
K BRI A . XA ACEA RTCA Cardio /141 a2y
fiRAHTAX, 454+ BT Axiogenesis /) BUIERE MG T41
M A9 LILENE (CorAt®) , JF 254 IR AT A 51 L
Bl 24T Cor Ate il 2LIE 4 100%, 1 HAEER
ST LA N T A AR B S e A
RS AR Cor At® 41 IFI RTCA Cardio £ L41
HUTORE AT S E T AR 254 LB, AL E
2 A PEVTHRR AL (R ) T BRI AT S (044
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Cor At#HML: /NUHAR T4 ML T H.C B4 I
Il TAxiogenesis AG (Cat. No. XCAC-1010E, Lonza
Cologne, Germany). Ml IRATHAFT A, &
FrEMA% FAxiogenesis 4L 1A BT, E-Plate
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Cardio 96 #Hll4 1 F£L M 50 pl 1:100 FREAILF
HH(FN |, 1114, Sigma-Aldrich, USA) 4°C flid iz,
HERFN 51 PBS Wk /EFHH AIMI7E 37°CKIBE IR,
FEE4EAT oml JEFEH (XCAM-250E, Lonza Cologne,
Germany) I 15ml B0 11, 1000rpm, #4:L Smin, #
EIIIETERE (IS AEFRAUE 10 pg/ml) TELANIL. £
RS T B TA

RTCA Cardio- L4 B zh g 17X 32 Skl
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£ E-Plate Cardio 96 il (ACEA Bi

AT Ay 48h JE AR EiE Bkt A Y It
HITHGF 2 8k3) ( B 2B), BEsh9 i %% 80 &K /min,
B 1 AALUG, @limBhE) MR 250 &
Imin( BHARER) .

£ 4L £ F1 £ 40000 ~ 60000 1 3% 41 i, i RTCA
Cardio oML MIZH M (X KNS, 0K BER Mg
— . —HRER T, giH1EEFE 60~80h ( HLHk T4 E
JE ) JGHHT 2540 b3 44 B RTCA Cardio #F FI &)
WA AP CRCERR A LR, 2
NET 10min, B 1 53 BT K AR A TR R,
IAZ#JE # 2h M, Amin iR VG 3~ 24h 9, 4
15min 03 — K KRFER [ % D E E A 20s. RTCA
Cardio #{f: FIIRH T LAV ST COBLAR L) He 5 3 8 d

Brah i Beamar . bR Bl . brvib Bk
SIWERE . BhaEh— O T B KR LR Bk i A R SR .
Si4b, RTCA Cardio ¥ctHiE il LU 17— 2551122 Jr il
BRSSPI, AR RIZ 1R R I AT 2
YRIEE (IC50) 4.
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Cor.At® 4RLIIA4H . A4 < i RTCA Cardio
o> HL 41 B B 6 40 A7 A 52 I 3 75 K 8. 7€ E-Plate
Cardio 96 & M4 #:F CorAt® #IMl, BN
60000 1 / 7L, RTCA Cardio %/ #ll—k, #eill
96 /I ( B 2A). 4IfILE 12, 24+ 48. 72 71 96h [k
L E 2B FirR A4 1C 24h A TS
TR, J TR A 2R A A 2L A 2

L Jos|

2 ’ @ ¥
12

i

HE R

R &

d &
2
S m w W & b

Time (hours)
a

o |

T

D [

H 2. Z£RTCA Cardio 1A zh k5T {x_ERr# Cor At® 41 FaAR:
B, HKRIBEE). (A) CorAt ®iF7r E-Plate Cardio 96t #i#i 96
AMAREKEE, BT, ARERERTRARE: (B)
RTCA Cardio 2yl 413/ 41477 B Ky BICor At 4 HITE £ i i 130 45
ks diek, JeehBish i (Rmin) MBkshiERI(AC]) diCardio AL
BETIEA BT I A ST SR ABAMLI TR e 3 ks
I # 58

RTCA Cardio- 148 BT KB 531 {3 ST M 25400 0 i e A4
i)

RTCA Cardio /L4 Bh BE ST AT U3 R
I s BRI O UL I T - W RO S B T
i T8 A A R T AW A A . SR
E-Plate Cardio 96 fxill it} :fh Cor At ® 4iifia, i3%
3 G IMAA R 254, S ASZ e .

AW AR IECa 2 WA 1R

Isradipine Ji T _SZUMRERAL Y, Ok L- 245
TR PR, AT OSSR R
A JEE A0 ity o L 40 M Bk 51y 47 ] (PE 3AD. Isradipine
s Cor At® 4 i brvHE AL BE 4 A1 44 Rl e U] 4 2
ERRE 4 A 19.7 nM AT 423 nM ( ZERL IS
Smin 4L, %1 FiR ), B LRSS EARA 2ES
P S LA Y [4] BLAHE B 404 Cavd 2 1) HEK293
[5] i L UL 3. B (S)-(-)Bay K
8644 1 F —ANEEE R EY, R ETEE
HTIERINE. (S):(-)Bay K 8644 £:73|/ CorAt*
4 IV TRV A EE R i s AT P ble, LA AR A
0, XFEEE A ER T AR IR 120 (B
3B). (Sk(-)Bay K 8644 ¢ RTCA Cardio L4113}
FES BT AR T80 ) 1 512 o FIL 40 JH B 5h 410 ¢ A9 364 B
B, BLAEGE A RONERKEE (77 nM) 5 Z T30
R AR B (6]

A R N I W R A

e He T B AL LA B £ iy O 1) etk
AR EEAE R . TTX R ) 2 3
EEEMGIN, EAT CorA® MR, 3IRAMIK
FEARIOGE BRI MR . 7o RIRBERT, At
B — R N 2E 12h (B 3C). 1
RTCA Cardio /L4 B e AP 47T (X T £33 5T 03
FAAHEIRIL N 0.3 uM, WK 1 Fiw.
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[ 3. RTCA C: i 4 FERAE
BTN CERW R . ZE-Plate Cardio 967 #IH2
1, EFCorAt® 410, FIRTCA Cardio/LJL&i LT AE M7 (X 3 2l
AWARMLER. 3KE, FAHMAT ALK EHAE), L
LS L Bl £ T SR R A SRy b TR . N ) 13 4 e
shill 4N AEE T E4031 iZh R 14s, HakidSs. (A) Isradipine,
LAUTR TG (B) (S)-(-)Bay K 864, LA TR
il (C) TTX, IR mEET: (D) E4031, ERGHIN
B (E) Isoproterencl, B-'Hf LB it S (e
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DB SRR REALIN AL (1Kr) 7E-CoMB R 3
)42 0 i B op R R E AR AL o B 3D R,
E4031 (ERG Hiti fll#]) %t CorAt® 4 Jta iy ff: .
WA T LA IE R s . ek BEE R (200
~ 800 nM), slRABkA R, KRR
JUHY hERG MBI . £25 1 3 R i
FERITR, 120 2 J5 400 1 k3l il 2 1 LA A SLI R
B sk 1 P, E4031 AN HUbEHEAL S sh A Ak
) i KRR P 1R B R S B 27 M R 67
M, XS BT BRI 25 R — B (7).

#riisoproterenol i fE

B- B R HRFE S ARG 5 R AL RGN AT
TS B A, X AT LR L Al
Wi Fikah [3]. ASCH RTCA Cardio AL UL4E M T it
SAHTACKLMIB- ' LR B SR A S 0 LA B BB B
Wi, |soproteranol £ —FhR- 'F B Z AR A,
G T A AR R ARG CorAt® ZnIfaih s 4k
N, ARSI R4S ( P 3E).

RTCA Cardlo M HL41 T 53 6 A3 2 25400 s R AT Lo
LAV R

T #E— 45 %k RTCA Cardio <L ILAN K2 i 43
AR AAE A SRR R Lo 2 SRV b BRI O, R
A1 RTCA Cardio /U ALANMTHAESMHTAL, #3874
PRS0 TP O 259 . 45 RAHTIX 4 F 24
Ayt Ry Mo Besh Sk IR A S ot (B
4A). 5| UAN IS RS hERG @
MR E4031 MR, #HARIX 4 P29 HA LN
FEFIYLA, BB hERG ifiid.

M, A IER R T Pentamidine f {1 -
Pentamidine 2 hERG H (1441 15 F2 (19— Flmabi ), T
B LR P R R KA, AL [ 48 e 5
hERGIH A T fit, o TR HUBIK25H, DA 4L
ARAERIIG L3 B (RAERLTUF] . A1 E4BRI .

RTCA Cardio -L: )L # Hfa £ f 41 47 4% 4 3 5] 20um
Pentamidine {f:f 1~ Cor.At® 41, 240min P#ATS|
2 A0 L 0t 3 44 P o 0 AR 4K, (EL4EEH) 900min
JG. BB I R, HRIKBEI N K, B
Pentamidine /£l T- hERG &1 (41E, w7 0L
R ) PR AL S AR R Xl LR RUEW] 1SR
B RSO 25 A A T T 24 P e R N R A A R
HAH R BN
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P 4. RTCA Cardio - L4 B Zh 8 447 (X W25 ) DN . (A)
RTCA Cardio & Fl #1 fid o 68 4 B7 (X # # £ 4 droperide,
astemizole, cisapride fil sertindole %} CorAt* 41, Eix
5 %541 1A S 30 min (droperide). 15 min (astemizole). 180 min
(cisapride) FI 165 min (sertindole) 41 12 (¥ Bt 2 WX 9 ( B A0
5s), BT cisapride A 10uM, 1: 2 FRELASH. Uit 3 Fig M
20uM JT#5 1: 2 Fiff: (B) CorAt” #iiE E-Plate Cardio 96 1l
WP B IR 3 KJE A 20 UM 1 pentamidine b3, Kol ¥ x4
Cor.At® 4Bk S i 06

VB Dy,

AR T HEFRTCA  CardioSiCoILAR i1 2h fit
L, HECorArL LA, SEHMZ YL 4
PRI B PRGN A o REBR AR IT Y B BLT BERE R
ik AR R, QLU RHE). W5
DU B FESR A, HlHIE, KBHOTHYC
BEZA e PPN IR GEE AT 25/ hERGILIE 1 %
W, SR PUHR M e L U R e S B, (I
ToidA VP 2500 B Lo G LR (R M

e 55 06 T A T AT A . D BRI
LangendorffLL A& itk s LI JIAN 1 MR ET VA1), 3%
Sy AR R TR A E MBI, BB
K. R AR R CAVE S AR IR . T IR
00 O 9 A5 T 0 S e R 2 L
HOREARIORE R, S SN BT, e T L
Bt LA AR B (3 i

RTCA CardioL LA HIZH BESHTIL, LA Habi
RO SIS, RES AT, FHk, 2 kit
TR LA . B TRTCA  Cardio il
LT BE S BT AT AR AR Eod S0 L LA M -
AR IR A O 2 A0 TR0 2 Tl R R A
AIERT G, B AL LA e 5 A T
M R R P KK L 2 IR 254 5 o
ST, RTCA  Cardio o MILAH I fESHHT ()
F AR AR E R I A A 8. — 08 FLAREL
PWEFAF125ms, FHTATLUERERUES
AMEWIHEAE . RTCA  Cardio MLAN . Th e 4-Hr {3
BB K (R 45 A LR S0 AT pentamidine
FAYE b, %254 Wi R hERGH F F 4612 T A2
HEENFEEEAARY, EIEAWKERIEIShE
AR, AR B ST I Tk S — B,
MRTCA  CardioU L2 Hu th BE 4047 (08 ) B A< b2
A8kt 5 I 42 A 0 {0 R S B TS0 48 2 0 (b
. B2ZRTCA Cardio LLANMIZARESMATI, LlEsk
Y A IR Ty AN 96-FL A AL 4 S 25400 e A i £ Do
FAPEVPIROE T — bR R ik
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S 2 BTCACardic £:NA41ETHEE LLIEY ST E AnSETh o b i

B AR L. EEHTHEBHY 20s. 0.1% DMSO
I 100uM (198 ] UL Ak 4 50 S 3808 A RN 1 0 B, TSR 1 B
SEM b AN TR R AR AN R LIRS £
A8 Hefb e PEE 2 BT 512 10 © alfuzosin(10uM), cisapride (1uM).
dofetilide (0.01uM). erythromyein (30IM). flecainide (3uM).
quinidine (10uM). sotalol (100uM). terfenadine (1uM) fil
thioridazine (3uM). 5 TdP & 3% ] 0+ & K 7 1 # ¥ aconitine
(0.03uM) Fi ouabain (0.08uM), 5/ ) & L it WA H BN 0
kit
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G- BBE %k (GPCRs), 1 7- BIREH,
S4B S R 1 M — I R, RES A
IERBLMBA RS R, A, AFIEA Ti%
AL B 300 4, W RFIZFHTFEMME S
AR E AR, FIFHESE. GPCR kB
I, ATIPRAES, PR, (OIER S S IR A
SRAFHHI T

3o 7 PRI T i T K S A e R
Hok, REABRE AT TR EF RN, TR
FEEE (G SCh MR R A ER R IR D B ) B i e
&, EERPTIEEMGPCR T AERR A b S 1
A . AR A R, R
R (D) EHREAR, SRR i
B, AT NSRRI RS (2) FUHSMERE RN
B, WA LA, (3) SR AEE
B RYR L R AR, (4) A RIER N
Sy B IR A RO T B 0 B R

i

TR M RTCA AR Y, T 8FH IS
GPCR 2547 & L SR (R sh % [1]. RTCA 3
i AR iR A, RBEEWASNREARE, B
PeipiAl NI A A EE GPCR ThfEREAr SERt P, R
4 A MR T e R BRI SRR b, BRI
GPCR i 5 Ui i Mo e 48 sl Ak S e
Gl HEAT e . GPCRs ik 5 4 e 1 it
G aH AR G R AL A MBI, Wl e KA 1%
QiEH. BT G &I A (R, ek
TSR MR AMP/ B8 A, ST | BHREE
C.B- #MHIER /IMAPK, UL Rho %k GTP R, 4f
YN A TEA S . T RTCA BRI T4
FELHL, X7 BB BEAT AW 2, AT S R XT
GPCR 2hfiE 4 ).
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Jeff Irelan

5% FH T HACEA Biosciences Z:7l.
Jonathan H. Morgan

RIR 75 2 T MManassas ATCC 7 h#250,

Stk G T AN L, TR A SR R T A
fE R RRAETHIE. AFEGPCR HhfEM i
PR AIE (1) X2 ARHEAT VPN AEJL IE i B K
Pbs (2) EEHETOEMERTEE RIKE
FER BT % B 4 2 10 B R AR T £ 1T 38 AT 4
. (3) ftiF GPCR L41MIl G 1 AR SR,
[AIF, N ARTCASKI T bricAr i SR, ol i ahds
08 Fe g B 008 6 BT A BRGLA R Mt BT 4 GPCR
ff) I AT Rl S — B S BITT4 GPCR #6355 %
ST S R AR AT R, AT A SRR A A
.

ATG, BATAIL RTCA SN IC A% D40 a3 fig
SETEUR —F R . RGNS, WTHTFRE
£ GPCR At sz, BIFCh RATHTH K 24 Mlpkifi
ITHICR RS RN 43 MW (B IR 1) W7 T WE,
JFHERCT AHI% GPCR ZHREH . AU SOl Ff i
A4HE Hela, U20S. SH-SY5Y 5 CHO-K1, LA
BB A A N A A
B 4A.
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IR K AT ATCC. 48 ATCC ) 28 W4T
Hela (#CCL-2). U20S (#HTB-96), SH-SY5Y
(#CRL-2266), CHO-K1 (#CCL-81), AL 1 K4
i (HUVEC: #PCS-100-010 #t+ 58570370) Lii
4 W AL E 41 (MREC: ATCC # PCS-400-012
lot # 58488854) (fI5FJk, [HRIAINL R ML 10 fLLL
L BRI RAICE 4 4K

iR ]

AT K 7E 40 IR A (5% CO.r 87°C ) il
AT o SEMUBEFI S A 1-2 X 10¢ AN HUAF L, BERH T 96 1L
E-Plates 1, Mt Bl & HEAT Sk PRI, 540 a4
KB WUETE 5 — T8 96 fLART 2 pif 4L
ingsdy, LT -20°C AFAIRER TR 18-24 /NS, 3
AR S YR, JF N 132 i B R i1
x HBSS, Sigma H8264. 20mM HEPES, Celigro
25-080-Cl, 0.1% BSA, Fisher Scientific #8P1600)5%f
AR AR KRR D B 1l E-Plates 96, T/
Bl 42 v UL AT PR ¥ Ve K. 3F 4 Biotek
MicroFlo Select, THEEILT0N 140 pl Ryl Geai . Hf
E-Plates 96 J([H R 7244, HCH 16 min, PEAT4IHF
. SR 1] Beckman Multimek 96, [ {E % 7Li%
10 pl BB HGEPR /I T AP SR AR R 10
UM, ik 1 pM, RTCA M Thae 24 (SR Hrail .

HARAHT

{EF RTCA 3o B, 1 S0 AL IS e
2 I A () ST AR A ) TSR 2,
AEGH S i S 23 I R A e B 7
AL, AT EYIHENE R DMSO, ZIK254HH R
W H 0.1% ¥ BSA . HF K I &5 R B Tl &2
Microsoft Excel, HEAT i 4 vh57. o itz 43 7L 40 ) fe
KGR NIEHAE, SR (n=2) pYIME
IREE S . RIFRRADRCKE, TR

I

W 8 AL HISME bR AEZ TS . R AR
FLA 3 LU hit' WAH. #F Z BT 5 EC50 #4,

HE RTCAMP $iftitzhd sk, HHEEFE—&
3 ) I IR) A4 Ao 40 M0 R B 25 W % e B ) 85 £ o TR

PYRTEGPCREY T a5 PEVF A
AW T & & AET Hela 41 0 0 7 ¢
GPCRs Sl KR REHE , ARSI T 8efk A23187 1F 4
PREER B RN, T Go- BE GPCR i
WG, A23187 A BLIS & T MR, ERETT
BT A P 04K 22 2 4 el WA s bR, R
GPCR A #0128 nif SE /B B 2 (2 LA
H W40 eR BB 7, 43 IR LR [ 41 e
Fat A23187 5 1- BEREHIEAE (SIPY MIRRY, IR
FTiFAh. SIP 3 WK GPCR RILHIE, #BEIEE
P MU (EDG) SZfkhy st R, Ham
BE A pM 5k 5 42 o iR A (0.1% BSA) HI R & B g
1 7% [ ffy A23187 X 8 4~ 7 42 FL K 7 i) & Ju 38 7 4k
. {H RTCA HMILAEAHTA, oo M Rk AT 52
MR, EERS Amin Krill—. SRERAS, Sm
SR IR B) 30-40 min W1l A1 SERRK (B

B 1. GPCR MR WM AT M4 ¥ ff5. HelLa 41 M2 Fefh i /& A& 10000 &1y
AL, T E-Plates 96 b, JUE T RTCAMP 4 SLUAREA TR,
IHERFRPABER, FEREKERE, SRl g, §
LLUIH 15 min 7, RN GPCRs W W &4, b KU R
FroA I 1.5n, TR I SN ETER . 8 AL, AT
TR, 2B F 30 min, BHEEA— It Z B Tl
A5 K 8 . DMSO h A23187 i ) ¢ B: 0.1% BSA il F S1P
M. SD = 43HERE: ABS = #HHI,

M 1. WERR, 4HFATE 30 min 1, Hela 4RHE
A A23187 (IR, 3 S1P MR MR K. 1t
i, A23187 5 S1P i1 Z B F 4 5 2 0.83 % 0.90.
TENTR W AR, PR AR R 5 b —F Z Bl
{EH 0.5, KUK T ErESE (BUE2). MK,
IR MR A ACH L AR (RMEC) Z (78
3 0.25, YR TT HEdEA BFE, B/55 GPCR #
BRI R R, A I R b GPCRs Rl T
AL e

[T—
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SEFH], AT SR S R R R T
AERN, EAHREE T G BAMBEHNER, U F
Wefs T SR RER TN, 4R BB
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Ronen Shemesh et al., Activation of Relaxin-Related
Receptors by Short, Linear Peptides Derived from a
Collagen-Containing Precursor. Ann. N.Y. Acad. Sci.
1160: 78-86 (2009).
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61 1.RTCA EASEKM P74 RLTLE H2 #T LOR ZH&AS
EZRMIRERY . (ADPT4 1 H2 fERI T LGRY - §£ 44 CHO -K1 41t/
e, P74 410 S IBIRMIGHIE (T (B) P74 A H2 B
LGR8 Z44r- 7119 CHO -K1 Sl 5N i, —35 45 4 LEEIR T
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(E) P74 8% LGR7 2t M5 B 56 [ KB AT s (F)
HREE E SRR IRIRIRR G R S ACTEA I el
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Zhihua Xie et al., Cloning, Expression, and Functional
Analysis of Rhesus Monkey Trace Amine-associated
Receptor 6: Evidence for Lack of Monoaminergic
Association. Journal of Neuroscience Research
86:3435-3446 (2008)
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I ERZAL LR 10 min, SRIGAIAARE 524820 uM), HEE
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Silencing) BL# /" EZFFAE TAEW R, EuiiHIER,
SRR TE . 25 R A AR . AR R
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BRI BT 24 Il insert . FF44 insert B
T4 10% FBS HisEgdb. sHAEARTR #T 24
ANEEL 48 ANEEAN T2 UNEEZ S Al HEIK T L E
BRALTIDESY DAPI HEAT 2y 6 35 H 5t At S e AR 5
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xCELLigence RTCADP 55 1 JC 4+ ict 41 I3 Th fig 4+ A7 4
R AT S, e S Trans-well 25, 41
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B S U 4 L 2 A7 D00 4 A R AT ST S
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S B B> KT NI e RGAEARUAT AN IG
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Control siRNA FI¥§ 5Tk Cathepsin D (CD) %t
FRI1) SIRNA 43 5155 % A MDA-MB-231MYBup 4 fi¢ &)
itk MYB EAMAFLIRAEMLE MDA-MB-231,
HOCHR EF S MYB #id %1k S Cathepsin D &
FkTHIG). Western blot 2353 # Fid 45 41 )
Cathepsin D Hi (IR0, F5 TR RI08R CD A
f) SiRNA 4 jfgf' Cathepsin D & IR IEW] EF#(E (&
WEEH 1A). CIM-Plate 16 15243 il Hefl iy Fir L
AHIBCR ML RS, FRIMAE 10% M EIRR,
F1Fi] xCELLigence RTCA DP :hf JFrid 4 sh i 4
PRI RTINS NN LR R EY.
4T CD siRNA fI4 g L5565 F 41T Lot 8 fie A7
A R e (2 W32 1B), Cathepsin D 4 [0 %
FE T MDA-MB-231MYBup 4fi uXT4% it ) i) F .
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upregulation of Vimentin in hepatocellular carcinoma
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Scrambled control siRNA F1 GRP78 siRNA 3
A HepJd5 #iffl (alid#ik GRP78 [ fusk),
western blot il 3 # %+ GRP78 siRNA (1 &1 Ifd bk '
GRP78 i 1#&ikZF|4il. xCELLigence RTCADP
SEEE I b il 40 IR T il AT OO A Al M4 SR 4
MOAA TR AR, 4 A SR N RTCA
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FE I (20,000 4 /7LD, FEMAE 10% i
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S 2B). EREIREH: GRP78 X FH i BIFE
44 8w HepJ5 Ml pIMAAGES), A1 FET ML
fiE s B .
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ABKAAT 3~4 TAER, AT HFANRE
B BTSRRI X — BURAE ST S B
B BAR, TEAMET RNA T8 (RNAI, RNA
interference) Jji%, 3 T U 4 My py 5 40 25 T i
RNA K FRBIFCEEN Bl e 0T 7T LA (I RbE bl i
I SCHIES A P RIE, BT S0F B AR BRI
B, MTARIZIER P hAE. RNAL HRES
HE AT SRR S ERI 1 5 T . Hill RNAI il
11— B (A R I X A L BT T BR 1 £
R 1 S 0 SR B 5 PO 2 R 1, WA T
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R SE T ANM A W R R+ RNAL A &
IR LI REWTFL [1].

23R I RTC AL Th il 53 17 43 55 et 25 i 5T
RNAIE TIHREE DI  RTCAL M AESHH BGE Bl
AR PR LA, KDL T ERER L, kW S
HU IR A A S S SRR TE LR AT
S WARIE-Plates 96'1, FIHLAEROLIE R,
FHEUI (R 2 T A BB R AN RS . 4 . @
MOESr . H AR R R ) e Sknd B I
A3 o R SRR 7 ) A T B ] 40588 0 41 R
RN (TCRPs, time-dependent cell response
profiles). IR [iF] 410 Y 4 JUHS Tt 52 P57 P i VT o0 1
SR US40 M S IS BLEE LA B o Sl S A D b 1A
SIS BEB T IN A EfR(2). JF H, shA A
15 BLAT BAR 73 ERNAITER (4 I 2 o e s 2 1
AT . HARTCALCARINEIES R KM, RTCA
M Th B BT O AT A SR G — FpigUS it f . TESTRESR.
H FLSE B RNAISN ¥ 308 1) BERF T AT ik o
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Hela 7l AS549 4 [l 79 [1 T-ATGC, i T &
10% FBS - 1% 7 % #H154 7 % ff DMEM e at,
37°C 5% CO: fHEZERAH.
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R RTCAZE ML fie 40 BT A% B8 (04K 1, oI %03k
KoAnAR. EDAAIRLNGBE. (. SMAAEI A KRBT
P& R AE R, RTCAZHITh fig 447 (¢ 68 41 i
530 (Cell Index) <4l HUBLFIM. % 11 CHILE S
A(Rn-RD)/15, 3 R om AL B 47 4R faned ¥y b b L
HUf, RbJIEForR AL sp HATEEIRIER (615 5B

SIRNA #:48. 2544 ERI40 R 5

SO TR BEE W 4k, UUER KIF11 () SiRNA,
Control siRNA(Ambion) fil Mad2 siRNA (Dharmacon)
¥ 10nM, 1:3 Fi e 5 S B i ok, il e R
RNAiMax (Invitrogen) i) Fil 15 811547 - SIRNA Fi
Ji 4k 8 A e 20p! Opti-MEM 1, 3 B + 96-well
E-Plate ###7 10min, 2500 ~5000 441} / FLANA
& siRNA-ipid I8 LA AEH .64 paclitaxel .
monastrol il staurosporine HEATALFEI, 3000 4 /7L
AR 24h [, KL O RR I e LB R .

HEKRE

AR AL N 10nM FLER KIF11 (1) siRNA
LABH I SIRNA $5 5\ Hela 4113, 6 FLAZ 4631 1.5 x
105 4~41Md / fL; E-Plate 96 5000 MM / FL. 3k
Forp i RNA it E7EFEY: 24 ~ 26h J7, ] RNA
I % (High Pure RNA Isolation Kit . Roche) ##
IR K B4 5% M 00 51 4 Bk B B i1 Universal
ProbeLibrary Assay Design Center i, 45106 H
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LTI AR BR (B 3A i 3C) AL T AACE
iy ([ 3B) 74 4R Mok 3D).

SR BRI PR P 3 ( F 4A T 4C) . T B4 R
Mad2 ff) siRNA 100 i T-4E 45 2 2B, 4
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.
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203 4 B R R LR L TR R A ) R A AR ) (o e

VSV3iVero E64 il (fICPERR
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FAFIC A s 84T OAE 15min #M- -k VSV #5#3] Vero E6 4
A A AR B B R

BRI (800,000 PFUY 440, 10h )5 CI {i
THEZ Cl (B 2B, rfiphisk), VSV 57 5 BULHE
(80,000 PFU) #4411, 19h J& CI{E FE#3] Clo (]
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