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Kinase Pathways in a New Multiple Myeloma Cell Line
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SEFMT. YEFBTHFAICHEY Lot P ERERELR OPM-6% 1 T, Dexamthasone (DEX) icf{E & h 34
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1) BffEmiatk OPM-6D KN & Z DR

IeG-r R EMEE O MR BERHMmM L b BERESBEL. 10%FCS 1 RPMIL16405 & b T20:8 %1%, HiL
YRS A 3R 5 B EMatk OPM-6 %83 U7:, OPM-6DMEFEBHEIZ STk, (1) /¥ 7o v Mz & 3 Insulin-
like growth factor-1 (IGF-1) mRNA O RH., (2) MIFEHE TD IGF-1 receptor DRH. (3) IGF-1FEMIT & 54
fasga o R, (4) H1IGF-1 receptor FiARMIC & 2 iAo FHLMH 2 &/ 2 £ &k b OPM-6iZid IGF-1
autocrine BN EEL T2 EEZZ 5hi,
2) Dexamethasone (DEX) iZ &% apoptosis D FH¥ & £ D5 FHEE

REWITIEHFEETSH 5 DEX £ OPM-GICHRMT 2 & BEKFEICEMBHAET L. Zhdtapoptosis ik 3
Z &%, Terminal deoxynucleotidyl transferase-mediated dUTP nick end labeling (TUNEL) #& &, 7a—H44
FA BY—EIZ& 3 Annexin-V ORBHICTHER L, X 51X, Bi IGF-1 receptor TRFET T, DEX &HMi%36
BRILIIC. #90% D OPM-6M /1% > T apoptosis AFH#SI hie, TDI E XD, OPM-6MELET 5 NEYE
IGF-1745, DEX itk D #F# & 3 apoptosis #HEL T B EEZ Shic,

Wiz, T OB IGF-1 receptor HithTE1E T T DEX M%EHE $ 5 apoptosis i B 23 FEBIC DWW THRIT L, %
THAZXNR=¥T 7 I Y —OTRICALET % Caspase-3DFEHALE, VT R7 7oy MITRE UcER, H#8 6
fitk & D caspase-3DEHALEFED /2, X\ apoptotsis BEBEZFORBE /¥ 7oy PTRELALEZ A, Rl
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2 B & D Bel-Xo® mRNA ORBUE T £# W7z, Bel-2. Bax. Bak. p537i & Dfhd apoptotsis B:#EE L F DR
B3, BN, T,
3) DEX »35#E 4 5 apoptosis iIC{T 344 b A4 L OB

RiZ, BHEY A + 774 A5, DEX iIZ& D FH SN % apoptosis ICKITTHBIT OV THRE Ui, IL-6% IFN-a i3,
$1 IGF-1 receptor FUEEE T IZE T DEX 2555383 3 apoptosis 2. HEFICFHE L/ (TUNEL &I T#ET . X.
IL-6% IFN-a i3, DEX i & % Caspase-3DEHALAZMHF L (VX5 v 7oy MTTH . UEXD, IL6%
IFN-a it. DEX ##%#7 3 apoptosis #ET 2 LMPAS M EL 1,

4) IL-6% IFN-a T & 5% apoptosis [AE ¥ 7+ IVIGEEK

IL-6% IFN- @ i3, Mitogen-activated protein kinase (MAPK) % Phosphatidylinositol 3-kinase (PI3-K) %
EHTEIEBAON TS, ZOY 7 FIVIGEREM, Thod a4 bhA vizk 3 DEX F¥ apoptosis DLE
KBEELTHAME I M, Mitogen-activated protein kinase kinase (MEK) inhibitor T % PD098059%, PI3-
K inhibitor T& % Wortmannin % f\» TRREF %47 - 720 IL-6. IFN-aiX. #1 IGF-1 receptor MEFETITE T
DEX 5s5¥# 4 % apoptosis 2 ET 24, ZDHEIZ Wortmannin ¥ PD0980SIDRMILRIZ L D, E@MEIN B
&% TUNEL #BIiC THERB L7, U kX b, IL-6% IFN-a iZ & 5 DEX ¥ apoptosisDLE iz, MEK/MAPK %%
PI3-K ROEBEHEETHI I EMHLMEL 51,
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BE AR B ERMM &L b, IGF-1 autocrine #HMBFIET 3 £ M B HEMIIHK OPM-6 %8 L 72, OPM-
61ZH T, DEX i Bel-Xu®» mRNA ORIET % caspase-3D EMAL 2k - T apoptosis #FH L, ¥ Hi IGF-1
receptor FLIAFEAE T Tid. ¥HEIT apoptosis MR L7z, X, IL-6& [FN-a . MEK/MAPK % * PI3-kinase &
M LT, DEX 255#8 3 5 apoptosis #HET 5 - EMAS M EL - 1,
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APFF R, IGF-1 autocrine BELF T2 HRBFHEBARKIIEL T, FF A4V itk FEHsHh S
apoptosis D3 FEHE R, £ O apoptosis B IL-6P IFN-a L EDOH A b AA ViIZk BRIV ZBBIZOVLTHE
WlLicbDThHE, FFHAHY U FHEMIED apoptosis ZFHTI2BBICO>VLW TR, TX—EORBIIBESH
TR OH, BFETIE, Bel-XBEFDORBKT % Caspase-3D{EHIL %N U T apoptosis 2FBT 3 &4 L
12 o, BHEBEORBREAEORKO—>2 LIS, FEYA MM VL3 TR =V XOEBHEHEE LT, &
HETIE, IL6P IFN-a 2 EDH 1 P14 U MEK/MAPK %% PI3-K R4 N L CEHEMRO 7T P—v X%
B3 EEHRL, BICIFN-2 220 T, Cho0 Y 7 F VZRROMEAGID TH S M Uico 4%, B4
HOBHEIOET 28 LWIGREEHILT 25T, AR TH SO AR, EBCFRATH S LEL N, S
FAREICET S LD 5,
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