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Customer testimonials
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Feedback from first external testing site,
Roche Pharma pRED:

= “The assay performance was good and
the calculated standard deviation displayed
good reproducibility of results in two
independent experiments. \We see the
major advantage in the real-time
monitoring of cellular growth properties.”

Feedback from second external testing site,
Roche Pharma NCS:

= We have tested the new application/assay
vascular leakage directly with E-Plate
Inserts:

= “The assay performance is very good. To
i oo e 2

our there are no competitor

assays available to compare to.”
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U, NK 40 7E 6 & R FDRE RRR S iR H 2 AL
EMERL RN, RS NK IS 00 R
P, RAUET R T HEARARAE . e R 5 Gtk
Hi3 A S VE M T LA R T4 34 5 Bl 2 Ry
M.

IR NK RS 3 i 350555 P i GEpmae Ty vk
H 51Cr 8 11In SATHGHERRZ ST 7. Foikses)
Bk, SR BBRAHEbRIE, BRUG SR A R .
TESR M A (€TI0 B3 Tt 4 7 3 3
(5 NK M-S AX) o WauER

SRS AR A TR W, BRI AR AR,
BT ELISA MBkmsaE, RFIMEMEELTHES
srbT.

1 RARIT R 9 AR 240 A BT (RTCA, Real
Time Cellular Analysis) *° A, a1l NK 415
RO MA R PTRE . RTCAZET HFTHAR, W

Wi TE-Plateff198 LA IL A (f 40 i, W5 i Jy B A B
TR HRe SEHSUR AR, [, FHNIE 5 0EE
AMEMEE, Kb BPRERSARR. R AR
HMARIFAR, B AL R AR A R
oSS ek, BT LA SR AR . B, NKED A
0L A A AR AR, RTFEE-Plate Lt TENE
(e B, TG LA AT B AT

NK 92, NIH 37341 LK i 5+ F B i B 4 1 4
AR HATCC, HEINKAIR (mNK) tHiLouisville
A Hui Shao fi 4t . BT A (¥ 40 i 335 3% 5% 7£.5%
CO,, 37° CIB M, NKO2FImNKAIHL7E &4 2
mM LA ERERE, 1.5g/LBRREELEY, 0.2 mMILEY, 0.1
mM 2-FH Z 87, 0.02 mMIt R, 12.5% 5 i,
12.5% FBS, 100-200 U/ml IL-2741 kiAIpha MEM
Bededeeh ege, SUERMMILHAL £45% FBS, 1%
HHEE, 1%IE 5% % (GIBCO)MRPMIME Fe 4t 4. NIH
ITIIMBIEE KA 10%FBS, 1% W8 HE, F1%48 i
HFEIDMEMEEFE2L

TSR ST

8 FiI Nikon £ 37 & {3 00 9 NI A+ 5 ) 40 il A%
AN . IMABUSAE, 941 Budi 3 (Cell Index)
HALGRTRUFBEEI50% 0, BT R T 80% () TR [H] &2 5
Sro, fEFIGiemsafi (i, SIS HCCDH
BLEATIE R,

SRS

FFIRTCARE AW M3, arafsesh 4004,
AR SN MSE T, AT, A SR R -
ET Clos iy SHa (D kst llisk, wTahE
WA HINKCEN B 35 1. RTCARZ# FI 41 Rtk ¥ (Cl.
Cell Index) &4l BAAiL. 5 A CI{E 5 X % (Rn-
Rb)15, 3R L HA 40 B e iy i B ML B4
RbJE# 7R L FUA A 1 75 S P A8

T REHESE AR A R EEATE B Ol B
b, FEETH T 4005 7 & 43 b A Excel B0
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NK fjfifr SRR ARG, A Ml T
96 fL E-Plates I, fF4L 100pl HE#R4E. fEH
RTCA Rl WIAIR 2 M #UH, HRTE
HHATE AR T AL (24-34 /) IR SEE);
B 7R 5] e EE W 2 40 4048 A B A
HEL A& Lo, R A S AN ST R LAY 4L
PEAME; CMARTNIEE, ©FE 15 4%
T RMES R, TR,

A NK 4EE7 SE94RI R (5

I RNKATFR(mNK )R SEAMHINIH 3T340 Rk i
PN L A () 40 LR 5 5% o 7098 FLE-Platesti ()
HEFLH HEFP5,000-NIH3T3 4 M fE L 40 . RTCAR
SR N O T KHAR B34/ R A B ) A K
9. RUNKCEN AT % o 4m i DU IR ) EAT H i 7 4%
IMAFILA, S RINKA R F i S il R
mMEAFTR, S, S fmNKE RET 4
1S/ 5, NIH 3T340 A (140 flu 1 %0 1 B0 2 )
o TITERN A BALH IMAYACH B (&M B 7% 7 %
RETAIRD o AIMFRYCSH HBRE A R R
A RE T MR B mNKEE R E SR, JF LR AT
2 A BB TR AR .« INKCE i RESS S IRENIH 3T3
0 AR I )RS PEFE TS, R YACHI R BH B8R (1
1B) o AT UE R AR B RY, 40 MYE ik
F50%H] CGRAMMNKALHSS/N ) x40 kAT b
Ko mEICHTR, mNK Lo R i fF AR AR g
R4 LA RO R, X R YACHE Xt WA A B
AEFTR .

Bz, WHRTCARSGREHar—fF, RHE
ot 90 0 AT A S S AT AT AR 4R R, ke
R BINK AL A S 0 AR AR ik Ak, RS
] Ll R A AR R, SRR T bRl
1924 AL AT R BT S BRI «

RGN NK @l SRS

MRS SR A AR, DLW TR R
FLEW R, MpEATEMAREE. b THR
mNK 40 6 A AT B BB, RIS LAl it
0N A AR K A A 5. R RUFLAEY NK 4
(mNK F1 NKO2)fF 2 it e, NIH 3T3 41 A MCF7
AN CONSURRAEEM I > 43 ) 1 D 2 157 £ ) S 40 B
WHTATA, 96 1L E-Plate #4115 5000 4-5L4 A,
- BELHC 78 400 M 0 A0 2 e ) A
FLER AR NK 4106, 8 EIT Hon NK
A0 AR A A A
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K. E/T 8K, 920004 M S . ¥ RTCA
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LHEZNENSY, W NK Z2ZERNRENESE, &
NK AL A (A IR 0 A 7 1
FARCHT NK IR 5 FISMBIMmI R GiEE
FIF 8 FOAI 9 Aok ANMLAN NIH 3T3 {2
P, WL mNK 1 NKO2 fham i A 5iE e, ®1M
2 f345T mNK 1 NKO2 1S (4 A i xd A R ¥ 40 i
MUY . NKO2 AN LA A 40 A k. i
A NKS2 H 8 inf ik RESIA BRI i 1. B 3A
AT NKO2 st 7 Feuw anrn e, Jook Uk
PO AR T L 00% M AT BLAE -, 146 H460,
HepG2, Hela il MDA-MB-231 411 iil. f15, mNK 41
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BT A mNK AH S 1k 30% A1 B ZE T, NK 41l
A5 09 AR 053 00 S AR, e A AT A e
iz A B AR, AR LR R, T a

YAC(E/T=15:1) .

B 1. shaiasl NK HRadr SR MMRGT. (A) 2Kl NK A0 A 50 NIHST3 410 ff. 96 4L E-Plate Hizf
FLe RN 5000 A NIH3T3 410, S Mel ApRi . 4 HORRE. IR 34 /M, CIEN 3, % T4
LAY 10000 40f. ELINA 150,000mNK 401 YAC 400 (BAEAHE) o R =ES4L;  (B) mNK 410
(R D R A o SRR I 2 40 R P e, AIRSE T A B 2R ATRPE T %= (CI X8 —CI 2%
SN /CL X X 100} (C) mINK 0 ufF G B0 Ar. NIH 3T3 40fdE mNK A0fe 5 v anf 4 05
Ji» i Giemsa blue Bt it 74 .

A S A9AIRA it NK92 @ AT stk (@ 3B) .
ZINHAMN 9 FAIR LA 4 Fi (NIH3T3, A549,
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mhde | sk A004 L1 L AL TEE S OVOARA  HT4080
B, R 30%L L. OVCAR4, HT108C,

HepG2, H460 fl MCF7 FFpAifit i k4 A, s

JEPRISIMSEDT (10%) . F5h, mNK 4 S0
L NKS2 Z2EE, A mNK12 IifiE A ks Rk
1.

i LATE, AT B RTCAR S w] L TNKH)
FA B AIR ARG S . B ERATRIARIC.

AFELIY NK S0 i ok o Fhftam i (Rl
MR HEAT T SL%e. AR LRI LI NK dnRAr 3 40
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it ) 06 4L E-Plate 2, Uil RTCA RASH Hial, FRAIRIFMGIER 3, #1%F L 10,000 441
Hie FASFIRELN mNK 4800 EAA R () /T $0R SUSEAnAct, JFahas s n R a1t MDA —fenya
MEHRR, WAIA mINK 407 000 A1 IR ECE 5 LA mNK S0 i i Sttt < (8) A
17 E/T BEF mNK (1 R e A i k. mNK 04 50 NIH 3T3 (408307 11 4 Foigsh S ik
1. 0 R A A S I B TR (C) X NKO2 AU (S 4E AT i it 4550 MCF7 #i4m,

RTCA R4k, NKO2 ZiMu LAl BT lEimAFIsean ik, R4ead il Aal ET B F i) NK92
st MCF7 iyt idth: (D) AR EfT LR it i ittt NKO2 i i fiiifth. NKO2 & ffuxt

MCF7 0 it 8 & 4 bef o 5T i el 1.
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Target cells

© K (BT 18:1)

Parcortaga of eytelysii (%1
z8ess 3

NIHITY WT1080 WSO HERG2 MOF7 RS9 Hela MDA OVCRS
n

Tergeteals

B 3. EFigat NK ARASHEHARA. (A) NKO2 ZIHuA S 7 Fhiaaui ot . GIMseitt s
EeAE LI A NK92 41fd 8 /) th5E CI f20Y: Mol qifkgek:  (B) mNK qiffsr G R aniy
At ARBED I o OB mNK G A2 /by CLEHERARIM, k41 e Hisk Bk .

Species Maximum Cytolysis (%) at 12 h
Murine 58.8

Human LAR

Human 9.5

Human °

Human 1.0

Human'

Human

Human L]

Human 215

1. mNKa S FRIOF 4 LA

Cell Name Cell Type
NIH 212 Fibroblast
HT1080 Fibrosarcoma
Haso Non-small ce‘!l lung cancer
HepG2. Hepatoma
MCF7 Breast cancer

|Asia. Non-small cell lung cancer
Hala Ceavix cancer
MDA-MB-231 Breast cancer
Cell Name Cell Type
HT1080 Fibrosarcoma
HA60 Non-small sall lung cancer
HepG2 Hepatoma
MCF7 Breast cancer
AB4g Non-small cell lung cancer
MDA-ME-231 Breast cancer

Species Maximum Cytolysis [0%) at 12 h
Human 42.2
Human 954
Human 841
Human 865
Human 522
Human 510
Human el ]
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Iytic activity and the fate of LAK cells. J. immunol.
Methods 277: 193-211.

4. Abassi et al. (2005) Label-free, real-time
monitoring of IgE-mediated mast cell activation
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R
B 1. NK 41 SIMRAGEREE. NT2As
HHA NKs Fi g0, i IL-2 #6500 NKs 4
HAFR . S98ER h NT2As A1 5 NK 400
H53F Smin J5, MM IL-2 (50ng/ml) & NK 41
Jil. $52 NT2As sy iEicilize, 404 NT2As+
IL-2, %% NT2As+ NKs(10:1)+ IL-2, &40 NK
iffa+ IL-2 A CliER. BFRATRA NK ginA
0, Smin fE A IL-20 8] W IL-2 805 ) NK 40
A NT2As 490 ffu 54 001 5 0 i fE AT

BEFRALA (=)

J MR : Zhu J, et al. Dynamic and label-free
monitoring of natural Killer cell cytotoxic activity
using electronic. Cell sensor arrays. J Immunol
Methods. 2006 Feb 20; 309 : 25-33.
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%0 2. RTCA REshEMID M NK RS
A, (A) NIHST3 AMiEfHAIL E-plate L.

ANERONK 4008 YAC 4ufl (B4 o
NIH3T3 @i ARFE Mt pmA ¢ MR O . 4
S AT I N AN T R I 2. NIH3TS 4m iy
SRATE RTCA FREE LSh . o] WO AR It
Py, JLO1A2 AN AR 1 1R T R (B) M (A)
YA LAl (L . E-plates WivEZ )il
PR ] 52 71 Giemsa #Y k)it (5 5 1



KBRS SHAIERE (ADCC) 4EF RTCASCRTEhZSHET

Pk oA A 5 0 A0 MRt (ADCC) R
ik 1gGFe 32K NK 41, |-iHaa A Ekian
B, S A A e L e 2 24 B
BTl IgG Hi ki Fo Brai&, MTTR {5k uusnam i
fEF . ADCC i FH7ECR 47 HL 1A 52 B i (0 2 =
Y o R G (Y0P AT B2 e R M IR, R LA
HCAERE. ANE. A7 SURITh R e PR AN AR I L
Mo UTARSR, Bl B R AN A FH 3 38 0
ADCC fEAIEH 2 SZFI L. ADCC BIEW] J2 50
Bk BRI OB (T BEHLRI R B, 10G RUBCik e
SEill PR A AT AL S AR A, AR
iy Fev RAHIL Fe B, #t 5 ADCC. HFFIRE
%5 ADCC {ERINERE: —Fh R IR0 L f7 4 i
SR T HREAIARAN NK 4006 (natural Killer) ; %
REMATORC AR, m. EREAR. SRR
PRSP R A TR B A
FERHEMPUR, SMOUG S B T R RAI R 5
JEHUR M BUBICH N . NK S0, O oD cp A
ML SRS T MAIAIL LK Fov R S5 5pEdL
TR B SRR 5 55, B ADCC RN T A f s
[t ADCC 3t 3547 b4 40 i 22 iy e 40 L ) 6. ¥
BAAEER N, AR R G, R L
AR IR FE ki, NG AR AT e R
B B 7 7K T B AR IE 6 A FEGL A4 i AT TT a5
HLA ) ADCC Hld 2 «

il ADCC 4w Jrik 2 51Cr 2 111In i
TFHOHBERRIZ AT T TERKSE AT, P O R

(i 51Cr) ARicheai, A5 S0 MRS,
NK 4. NK 2 ¥ a0 B ) % O b wa i e il
R JE R T TR SREAT AT . R PTRLAEF] 2k

R T EREATRN, AEARKAE
(LDH) W HH . MaRAMA, KT ELISA M98
R, FRIT SR T AT 2 (R
AR ICYT 8 AL, RN AL B, AT e
WEMBFAE, WL RRE, FRRIEE SR
HOERLAN L2 S

B AR TF A S I AR 44T (RTCA, Real
Time Cellular Analysis)*® A&, 28T F2Fiub
HREO AR #EE (ADCC) dE47id . AAHBFTH
% BRENE, YR EA TR PR R
FHERATE 9 HEARART HERERERW
ADCC fFf], Jerh @IETERFTT 2 R T i A
4if R MCF7. Hela % . 7f RTCA fdi, ¥oaifuiz
FITE E-Plate WALiRD, R4 15 2 biokdian iy
B, PRSRn M A B KB, AR ET b (G
R R SRR D NK i, FReE. shd iR
AR A 0 49 200 SRS £ W T O o 00
iTESMbRID.

i

NK 92, DU14541 [ LA B sl 2 i A (0 40
RuLRy ATCC, NKO24i iy /& fa itid #3kFe v RIN
AMebk, BTA M4 HEIH A FE6% CO,, 37° CRUKEIE
i, NKO24IFu7E 5 A2 mM L-#F 2 Biik. 1.5g/LBX
B, 0.2 mMILEE, 0.1 mM 2-#i3LZ 82, 0.02mM
b 12.5% i, 12.5% FBS, 100-200 U/mi IL-
27401 s Alpha MEMES 5B i 7o 10 i ik
RS 5% FBS, 1%HHE, 1% #it#FE (GIBCO)

RPMIEEFR I . DUAASH Bu b Ik ¢ 5 H10%FCS,
1% % 8, H11%38 e % 2% MRPMI 1840 7R 1L
ADCC L 7+ B i 1) e SERE S8 FF X2 AR GF-1R%F
S, AL ETEFe Y R 1N MFcl.

T
Wi RTCA Ry S spfdift, Al st il 8,

B MR BB AL 1, AT R Sl S R -
E/T RO SRATM R Mkt disk, wah
Had NK A0t RTCA B 6 F 40 i 4 4
(Cl: Cell Index) Fdifufilii. Kfift CI s S
A(Rn-RbY15, JLef R FemfLA#h £ 40 i (vt iz bl
Bifif, Rb SRR AL SUE BRI 1 77 St

SERMe

FHENKABE N SHIDU1A5RBAIAS

FUT NK92 41 A HE4N R DU145 417K K8 NK
ARSI A . 7E 96 fL E-Plates fR0%F
ALrh ¥ 5,000 4~ DU14S A1ML{EJ RUANIL, RTCA 15
15min 8% KAEKEEE, 18] 20.5 s AL E|
AR Y], 3Bk DU145 MBI RIS Tk, AT
[FlfY E/T ol i3 3% Fe v R 11 (CD16)f) NK92 &1 iy
B 4§ 15min Kl 400 67.5hr. W 1A 7
e TEINA NKO2 415 545 M i iy R () CI 47

AN R BRI 5 BRI R B

%. GBI, SR NK2 cells (E) 554
4IB DU145 (T) MILLEIM 0.47:10 2 30:1 MM ik,
NKO2 i ffaik >, ¥EANML KA R NARAT, L3Sz Cl
R BT WAl 3001 I, $m4Rung A dh s 2 A
Jo b T, R DU145 41 D48 HA B NKO2 41
SRR (B 1A, JESER), IFH, SHEAMMRAA
b, I 1 R A TE BT AR A, W) NK 40
T LR 0 A A FAE I NK 40 0 =

FIANFE B MOAT R T, R R ARtk
JRIEHAET (1A) B IR AMMLIE R (1B) 347,
AR, A NK 400 33h-88h 2fil, KT ET

BATL I (0.47:1) LUAh, AL B L4 551
FRALHEN Cl .

SERT RIS MR GF -1 RAVAISEMAINK RN S5
DU14540 %45

B ER AR KT 1 2k (insulinike growth
factor 1 receptor, IGF-1R)JE 4l ¥ 7 () F 2240
45, IGF-1R ({55 % S 40 5 MR 2R AL 3 AR K o
G IGF-1R i bk, wJ LLAT R ol iy 4 i o A 4
FISEH, WHRERAHET . BOT IS © . 4t
IGF-1R (3t IGF-1R &4/5, HH IGF-1R, it
BT IGF-1R i 544 Sl B, AT 0660 Aot 49 2 4
f#2%. IS IGF-1R 15405 /M5 (7 40 i R it
B, WERH R IGF-1R [HUA 811 17 AT
B R (4 o

IGF-1R [ REH AR AT LA & IGF-1R 2t
ATk NK92 4l £ Fev R iy Fe B45&, Mm@
Bt IGF-1R MHif ki) NK 415510 DU145 41
A, gcsrh, 96 4L E-Plates b 9 AFIL b Hih 5,000
4~ DU145 41 etk 4040, RTCA 4§ 15min ik —ik
AR, AP 205 /NN ) AR S Bl BRI
DU145 fR4ifaffi AR IGF-1R itk (Heifkpieh
0.1 % 100 pg/ml) FHEEF 30min, HFHHUiATIREE H)
PRt BjG, %M ET % 3.75:1 (B 2A)IMA
NK92 41i1 % DU145 A1Hrl, 6 15min Kyl %,
W 67 5hr. RGBT EIL, NKO2 41 a3
Aty DU145 40 fu o3k 405 () 20 2 T 42 18 IR (G 1y 4 M 45
H. (afuihze, B 2A ) , WAFIBEHRLEN
DU145 40 iy CI SRS & I v e I 1 RIS (3¢
1) o B HUATILFL M) DU145 Z0RA9 Cl 3 HeAR 4L TR
&, BEHISUARMAFTESIR T NK MRS (0040 A&
15 (F 2A, #1).

HLIGF-1RAH AN ENKI2MAE /- S ATDU14540
. DUT4SHIMICIN 2B SIAIIKIE, ET
FIEEFIERR . NKOARMI A BIBEE | AR H R
AR (€ 1), TIDU14541 2 HIGF- REk&, A



INANKO241 By it R F . S A ICH 5 BN b 4
AEH TR BHIGF-ARMBL AN M A LB EE

JH. s b, Bk EEIL6.25 pg/mlsF|i2DU145
T CING & T34 4 (1 3).

4 ‘ B 1. EHEREHFRT NKe2 sl S
e DU145 41345 . 96 4L E-Plate Hiuy il ik
/” 5000 > DU145 A1l . 15min — sk i A0 L
HAlHT, R RN 20.5hr. BRI ET Hegl
- T || (0474 ~ 304, THOREO. MANKS2 4K,
L =l = Y37 67hr. (A) FREALAEH N, e ER
- e Trmpe 1o BRI NKO2 20T R — A 4, T
i — | WL EIT ol DUT145 SR ARIEIREREE A 07
I P AR BOARTE AR BT (£140) 8 ke
HEAT ST 4555 A E K A R
- RTCA F&i i #c Pty

;jgi = %

-
- DUSaS & oK+ 8.1 ppi A8
" B 150
e pULE v

- ouIs 21
DUz
3wk | — oo

=== \7 = g : tesea, et

EFIfifstege
ERECCBINRNE

il
il
[

M 2. $ IGF-1R [I5U4FRT NK 40 ML/ ity DU145 GUMUREGIEN . (86 7L E-Plates K441 F 27 5,000
A DU145 M7 {FHSEAN M, RTCA & 15min itk %l K4R= 20.5hr. DU145 S0 I AR [ B 1) IGF-
1R R4 AT E 30min, 25 NK1J6EA (E:T=3.75:1) (tkiinA DU145 41, 4 15min #00%,
Hoill 67.5hr, (A) SEERILAMITHOINAR, LARMALELY DU14S At AL (A0R) fREbARARIETT lhs sy

Biz (B) 6O /i IC50f; (C) AZIMA NKIFLIS 9~88 /hIf pyitf (i Hcifd 1C50 2 fk. A4 PTG 2 RTCA
RGO C ORI .

ET ratio  ami-IGF1R antibody (ug/mf)  Cytolysic () sfter a8 h
2270 -

l-

1881 - £
01 35
o ]
825 a7
25 52

100 58

a0:1 - an

2 1. IGF-1RFTLAHKEA NK 41 /-5 ) DU145 41
MRARLG. 48 NI LA 2 URHE R A
NKO2 £l T (1 fee 5 — AN ) i 5

i IGF-1R BRI EBERE (1C50)
BT HE R IGF-1R L% NKO2 411

i DU145 gttt fll, d RTCA R&Earktt

(RTCA Software 1.1) i[5 ET Wbl 3.75:1 uf,
DLk RRI R, GBI Rk 22
pg/ml (5 2B). 50 /N LA I ) p £ I ) e P i
1050 /1] RTCA Software 1.1 534 - thail 570,
Bl 0] 1C50 Ak — BNl Wy ST A Al TS b
(E2C).

i

ie

RFF A TRTCAR AR bl e bR, IOtk
(94 1R RN KA A A 5 % [ AR7 40 A 1 % A 0 B4k
A LA ARG (ADCC) 1. JLa] LUKz
Fhn AT ) BEFINKO241 M5 1 g B A RaZ8sE,  thmT Ll
AR HEE I A 78 JE B I %S NIKO241 B AR T iy 38 . 3
EREREAMN A ALE, QR LREMN TR
TN A0 R AR AT AR I, R AR R S
SRR kA B

a  we  me s ws  me @ ma @
T o Hosth

M 3. LB EARCEMT IGF-1R WHAEERMA
NK92 &1 fuff it T2 DU145 dIRumIEm. 7= 96
L. E-Plates H (ty &L ' 5,000 4~ DU145 4l
fEAHFEAIM, RTCA R&:H 15min iRk —J/EK
YA 27hr 5, IMARFREMDE IGF-1R (M3
. FRECEEM 80 NI BRHE(L CI P dibmHESL 5= m
BT 0 B R A s, BT R
RTCA A% E4li it (RTCA Software 1.1) .
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