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I IF—FBIZEoTETIF (Cer) 1FAT 4 AL (Sph) ~EEH AL, Sph (FA T 4T
¥ —F% (Sk) OV UEMLICE Y A7 4231 U UEE (SIP) ~EEHEN S, SIPITHIEOFE -
HEAFZH L. Cer » Sph ITMIISEICBA 532 L A ST b, BEtEa AT 534 & OOz T, Cer
INEABMEICEE 2, SIP IINEAEBMROREICEG T2 EmESTWD, SIP 2D sE5
ATREMED & % Sk PHEAI DML, SIP OF T HNEREDRICHEL 52 5l H 5, Ll Sk
PHEANC X2 NE~OFBIZET 28 E TR, ABFZETIE, Sk HESE. Sph DN HA BHifld~D %
IZOWTHRET LTz, FHEEEZAET D2 L00, ZOHIEEEN S S < OEEFBICE W THEHR SR
TV % cisplatin (CDDP) (Z & 5N H#MEIZIWT Sk BREAI, Sph, SIP OOFH #5285 N B A EHiRE~
FAE TR O TS LT,

(Rt & k)

Sk ODINFIZIR T D HBLE MR T D 7o Ot b i, RTPCR, Western blotting % 3-5 Hlis Sprague-
Dawley 7 v F B Uiz a /v F2RIZIT o 72, S Y 3 Ak ER Sprague—Dawley 7 v MW
TATo7z, CDDPIZ K D Sk ~D A G+ %72, 3-5 Hiin Sprague-Dawley 7 > hDa/LFama &l
FLJE[AIREER 57 2 i i L CDDP (5 u M) % 48 WFfH] | 38 B B5#8 21T > 7214, Sphingosine Kinase Activity Assay
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(K-3500; Echelon) |ZC Sk OIEME:Z 5#ffi L 72, Sk PHEHE, Sph HUAlIz 5.0 N HAG B ~D 52 %8, CDDP
& Sk PHESE, Sph b L <I SIP FH# G- ON VG BN~ 2% 53 5 728 3-5 H it Sprague-
Dawley 7 v b D /L F g% G e IR/ 2 UAFEREANIC T 48 WEfH], SERER 1T o7, Bk
T A% TRV AT VT & RTHEE L, rhodamin-phalloidin TYeta Uiz, WEHAME BAMIEL A 1
L. {HERZHET LT, MIOEE OB 2R3 5728 cleaved caspase 3 D3 % Western blotting
(2 CREA L 72,

(REFR)

SR, BB & HIZ Skl Sk2 W7 A VA A VT ER, MESMABEIZAFAE L2, CDDP 3% 5% 48 IF
WC Sk DIEMEZE R S87-, Sk EA 10, 20 u M BB 58 TIIN BT BRSO A B2 H AT
RD IR0 T D3, 50 M BB 58 TIEN HAMVE BHIBAE OV RITH 100% & 72 0 | & 7e fe s A58
72o [FIERIZ Sph50 M BUMER 58 T b & B 2 N HAME BRI O R 2780 72, CDDP & Sk FHEZE S L
<1E Sph OPFHIE, ZNEBNHEIM CTREZ RO RWVIREIZBWTE CDDP BBt G- L v S NEANAE
AIRVE ISR O BN &2 58 7=, —J7 S1P50 u M 1% CDDP #¢ 5:-12 K 2 ARaE 2k 2 0855 L 72, Sk PRI H
M GRE & Hefe UC CDDP BF R CIRREE - P IAFMELT cleaved caspased DFEBLANE IR L 7=, £ 7= Sph
HIME 5 CH B EREMIC cleaved caspase3 OFEE MR L7,

(BE)

cleaved caspase3 DFEBLH D Sk PHFEIE, Sph OMIfEREE ML apoptosis IZ&L D EB X HILD, Fh%
B X472 Sph (TAIMaE 2 2 b L < IXAE T 2 MG ST Y . Sph O N HAMVE B ~D AN
apoptosis i Z L7z LHEE S5, CDDP O#E 51T Sk D% EF- 7243, Sk 23HAEN D Sph %8
5L SIP ZHMSE5FA 6, CODP IZxf LT Sk ASMAREIZE N - & B2 bivd, 2O Sk OIEM: A
% hypoxia THIRDO LI TE Y, Tk reactive oxygen species (ROS)IZ LD E#ENH D, CDDP 3
WEA ML D ROS A HNN & % DT,CDDP D51 K % Sk DOIEME EFIXROS IZ L 5 EHEE SN D,
Sk PHAEA S MR O ROS Z 39N S W 5 W& 23 0 . CDDP & Sk BHEMI O OFHIE CDDP HUAR LV & fifar
7 ROS Z ¥4 S E N HA BRI NTET 2 Mlia (R 7 4 8] 5 3C CDDP ol b & 4 A1 e i 2 ¥
MEwzeBZz b, LLELY | Sk BAEFR & PUBEMEEEIR L OO RITEHEMEZE Z 3 rEerEn H 0
HICEEAET L EE2bND,
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ARWFITITIBNT, FEFIT Sk FLFEH, Sph ONEHAHEMILEED apoptosis ICL DD THDHZ L%
RTE & BT, cisplatin (CDDP) (2 &k 2N EEIEIZFI\T Sk FHEHAI, Sph, SIP OFFH &5 OFH L) H
ZREW] L7z, ROS DR G-EDFEM7R 0 TR BT 72 2 I 2 572 21X 72 22 as | AAFZEIC L 0 Sk fAF
HEPUEMEEGE E OFHNEEEE WO ENLEREZET 5 2 E WL M ST sid s < Gl T
x5,
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