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Involvement of protein kinase C-¢ in signal transduction of
thrombopoietin in enhancement of interleukin-3-dependent
proliferation of primitive hematopoietic progenitors
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FREICBES T A Z ENBEINTNEN, TaF1 > F+H—EC (PKC) DOREEHDEA
NEPHE TN TWVWD, PKCIZIIPHELEDH 1 1OT7AV 74— (BHF) DD,

FMax OMBOERE, B, MEcBET3 &M sNTVnS, I TYYARIL-3&RE
PR TR EREIC 5 X ATPODER ZREt L. TPOD > 7 F UVRZEIZPKCH
METHINENE 6 OWYT (e, B, 7. 0. €. ) WEREHNTTRFML,
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1. i@ : 1 0~15ABoEBDEFI~YY A2 5-FU (150mg/keg) & BRIk &L 0 &8
L. 2 HBICKRBRE X 0 EHME 2L = (5-FU marrow cell) . HEZEOEIZLD
B EE, #iCD4, CDS8, B220. Gr-1. Mac-1¥ifk %z HW/=Emit v — R Th
IEHFERMESEE (Lincel) & L7z, X512, Linfilas S$istem cell antigen (Sca-1)#i
AR 24 (Lin" Sca—1" cell).
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BHEARER L. FIPKC-a., -8, ~7. -0, —¢. ~ (P EFITCER RPUET

— 145 —



Yefark, I5ICERAZIELUEMLY-HNETEE, EEREL .
4. FHEH : PKCHHEFIELTHIV T+ AF C, GF109203X. PKC- ¢ translocation
inhibitor peptide & V), TPOEI® 6 0 2B HIIGHERIZHIIL /2 (inhibitor
peptideld 2 Kifg) . TDH, KT 5 ERTPOE X 51T 2 FFHIME L 72,
[R5 3R]

5-FU marrow cellZ 5 &, TPOEMTIIa o= —FElZExFLaWwa, [L-3&
MEHIERAL, 2082 2/FI8 LA, BRI O—OBMIBARI NN, B
L0 —idEE U THRFRBE IO —THHo 7. EMFEREOHERNS ZOMHFE
ERIMBEZ A LD TIRARW I EW R I N/, Lin Sca-1" cellTHTPOIIL-3&
MEOICERL IO —KZ2EMSE, TPOIZEERMLEIMATEMEICERT S Z
EHURENTZ,

20— ERMREORLZEME FICHEABER T 5 & ("mapping study"), [L-38
MBS IL-3+TPOREOM T, MMEMEMICEREZ I/ > 720, 20— BN
10 0fEIC/2 5 E TOEEAKIIIL-3+TPORTHEIZE L, TPOIEIEMIZH 5K
LS M AT OGO I ZEH T A2 &Ik 0 —KOMBENHEINE D /=5T I EN
N = g A

BIRYPKCHZEFITH DN 7 + AF 2 CEGF109203XI13TPODIL-3kFHE I O = —
W ANDOHEERZMEIL. ZOBEN Snovel PRCOBEGEMNRBEINTZ, T TEHEN
HHAEES =8, Lin cellZ R 6 MOPKCHAA FIZHT 3 HiE%2 W T EDPKCHS
FWTPOIZ L o TIEHL T N5 0 2 RIGMIRFRICRES Lz, REENTWEa, B,

6, . {-PKCOWRN., TPOIZ L5 TPKC-¢ OFEHNY— LMRENBENEIL, &
L ENZ ENRBEINZ, ZOBLIFPKCHERICL > THEZ N2, & HITPKC-
e REREERTIH 5 PKC- ¢ translocation inhibitor peptidelidTPOIZ & BPKC- ¢ D&
HXY — > RN BED LB L UTPODIL-3 fFEd O - — R IEMIER ZHEL
7z. LA Lb& 0IL-3fkfFEtt Rt i piBK ML O3B 2 589 2 TPOD > 7 FIVGRED D
72 EB—FIZPKC- e NBET 5 Z AR <R XN/, )
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TPOD T 7 F IVHUAK-STATIREE CMAPF H—VRRICKDEESIND T ENHE S
NTWaR, 25027 FHIVOBRTTPODMBEEERIC oM EMIFERIELSN
TWizW, FI T, AKX THEPKCIZESAEZ U TTURITL., RS eI Tid v
2R SEOE)FARE SN, MROBEICK > TRHENSPKCHEYFONY — >
WMREBZE, IL-3MEEEBEZERT 3TPOD > 7V I riEDPin< &6 —EIZPKC-
eMNBIST BT ERR LU, BIMRRMEEREROBTEL T, 7R M— X0
DNA&G BRI ENH T 53, TPONGOHZENE L = I &0 5 131%E O RlgEMEHE
WEEZZ5NBD, BIEORREN 22BN TE IRV, RHFFE TIIGF109203X 72 &
DOBIVPKCREEHR &, & DR OE WPKC- ¢ translocation inhibitor peptide &
W=, BEOEEFDRIINELDITFHL. FO—REL TEEOHBEESBENA+HT
Ho 7= rIREHEIRB IS,

PKC- ¢ ZBEIFE U/ BHFMIZIE X — R0 2BV 2 EIEFAREE & B 5 % 1
I &, BMFHIIER TPKC- ¢ ZBRREBTEEH 1 A CBREBICEETR -2 A
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WL B 2 &, REDINETOWREIITPODKMBIEFRFIIK S 7DD &
H—HIZPKC- ¢ DB 595 & THEMIFAREREEAET S, LML, c-MplzEHT S
UT-7HIBR Tix, TPOD®FHEHIEIIPKC- ¢ Tid72< . PKC-a EPKC-BIZL > TiEX
NBEOHEBDH D, WHEHIE & PKC- ¢ DRIRIC DWW TR OBEPCTPODEE 2 &

PR TILIIRNTILEND D LEDNTZ.
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Involvement of protein kinase C-¢ in signal transduction of
thrombopoietin in enhancement of interleukin-3-dependent
proliferation of primitive hematopoietic progenitors
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ROEME®=S L, TPOYERSLE M ATERMIE OB ZFET 5 Z EAGEBE XN,
TPOD > 7 FIEEIIE < HFE X 1. JAK-STATEREESMAPF - — PRI M2 O 15
FIBIZBAET 22 EMMEINTVWBN, 7051 >FF—FC (PKC) OS5 b D8
MEBEINTNS, PKCIZIIDE<EDB 1 1DOT7AV T+—L0 EHTF) 2H0.
B2 OMROAER, W, MEICBES T3 &M 6N TW5S, I TIL-3KGEHETY
ARMEE M AT IBIEIC 5 2 2 TPODIER ZRat L. TPO®D > 7 F ) AREICPKCA
BETLNENEZ6BOEST (a. B, 7. 0. . L) KEARZYTTRHMNLE,
T AXRIMEEM AR E A WS &, TPORMTIIO O —EREZE LAV,
[L-3EHFEWIERAL, 20=—K22/FBICHELE, EEERIO-—OEMIBRIN
S, EML2an - —3EEUTRFREAGEMM OO0 —Th - /-, EMBEREZED
FaRN S ZOMBERIIMEFORTFZNLEZDO TN EAKRINE, MEHE
B2 - stem cell antigenfBEMIBR(LIN Sca-1* cel) THTPOIZIL-3 S FEHNIZVER LT
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A0 —HERMREEOZ L2 EME T ICELIBET S & ("mapping study"), [L-38
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BIRMYPKCHERTH D DI 7 AF > CEGF109203XI3TPODIL-3kFH 21O ——
RRAOHEIEAZINGEIL. FOEEMNSnovel PKCOBEEIRBINS., T 2 TEERY
SEHLEES -8, Lin cellZ2WRIZ 6 MOPKCHEANTIZXNT 2HiEZHWTEDOPKCH
FMTPOIZ L » TIEHEIL T NS0 2 AEMFRICRE Lz, REEIN Tz o, 8.

5. &, {-PKCOWN, PKC-e OFEHNY — > EHBENBENTPOIZL > TEIEL., &
i E N EMNRBEINTZ., TOBLIFPKCHERICL > THESZ Nz, T HIZPKC-
e B RIMIAER|TdH % PKC- ¢ translocation inhibitor peptidelidTPOIZ & B PKC- ¢ D
ISy — 2 ERIBANBE DL B L UTPODIL-3 {&kEE I O —— R EsR/ER ZHE L
77o LAt & O IL-3R7EM AR b8 i 5T BRI AR OO 1856 % 3858 9 2 TPO D & 7 F )V imiE D D
12< &b —MICPKC- e 595 Z &< R I N7z,

O&EREBICEL. BEORBEBENSGoHIERINMEINTHDSMOY 1 M I12D
S FIAEEII BT BPKC- € DESIZDWT, F-E ML/ OMIE T OMLIEHHE
T FINCHBTBPKC- ¢ DBEIZDWTHRBMNH o728, HEFIIGo 28T 511
6. IL-1172 I DWW TIZIPKC- ¢ OIS Iz 2 MENR< BB BRI L TRV EE
B L., £/-PKC- ¢ ZRBBIFE U/-BHEFMRIEI X — R0 AI2HBT 3 EE FRRE & 18E
WEZETZ &, BIMLHEMAK TPKC- ¢ 2@ERRTBEH 1 ML VBREBICKE TR

N3 28t & 725 T &R EDHRENDH O, TPODOHIEMFIE S 7 IV DDIe<
EH—HICPKC- ¢ PG T B L LEAHARREEETH I L2RE L. RIZRED
BE#HBN S, TPOIZ LY blast cell TId72<GEMMaDOZ-NEiL =¥ H, PKC-¢
LIS DPKC isoformDBEFHZDNWT, EMEZEDOLIITERARSHATESDOMNIZDNT
BRERP -, HEFIZOO-T vETIZBWT, TPOIZRMEE M aTE MRG0 #i %
BT BEER . KEEIMIMNICblast cella O —--AM5E, AL CGEMMIO O —=-&725 7]
vt L D GEMMBEINOE 2B L, PRKC- & LIS O isoformDi&EH TIIPKCHRAIZH N
T, MRARBERPRE/NY - OBEN < ERIEIREINAr > TZBRE Lz, BER
RIZDWTIREREIZIZFHT OV, MigEEO > I IIVEEZHES ML, TNzl
FFTAHIZED, BT B30 FEREEICDREN > TWL AJEEERH 2 FE2EZ L.
BRICEETEORTEIZL D, PKC- ¢ inhibitor peptide D&EREIZ DWW T E, PKC-¢ @
translocationtZ 2 W TPKCHA LIS D i< translocation U 7= D3 —1@ 1 O rlgefE 137z
WhEDERIMND - /=, HFEHEITinhibitor peptide DEFREDOH T NWHF INTNSE Z
L. T AFTOy hEZER L TPKC- ¢ OtranslocationZgEB U & 5 E3ER A
DHIREN DI <R TERN -2 &, BEHEIEORERIZODWTIIBEDERICEBWTE
MZ2EZTHTL., ZNTNOEBICBWTERENRENEZEZ2EE L.
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