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FAL e X EH Short - term delay of Fas - stimulated apoptosis by GM - CSF as a
result of temporary suppression of FADD recruitment in neutrophils:
evidence implicating phosphatidylinositol 3-kinase and MEK1-ERK1
/2 pathways downstream of classical protein kinase C
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FHERIIMESCERORAITMICER L Ch o REMEW L EE, RE LR, TRV AMBECHRY 2707 7 —
VICEYVBREEND, TOTHEM =Y AL BFFROBEIRERCORBICEE 2B 2H-TH Y, FRr58E Iz
Mans & PERCHER LEBRBEELRI L) 5, ZERFTICBWTIIKL LRFPHRIRT R - A2WEHLTEY,
EFNODINT Y ADEAND & & DSIFHRERERETTE I E D RBOTERICE b > T b,

FAFF TR, TR M= AIHIER 2 H L4 2 ERBICES T 5 ZEWES A M7 4~ GM-CSF OEF T 7 F IV H3E
DEFEMFas ICL o THEBENBE TR =V AL T FNEED IS ICHEEBTH22BE L7,

bt MNEFEFHERIC, HiFasHifhke 27 undxr v I F (CHX) WA 7RIV A%FHE L7z, GM-CSF i3, Fasi#HE7
R =V ROHLERETEH B caspase cascade 123 LT, FOHmMDOBEMED procaspase-8 DIEMHALEFHEL /2, #2T,
Fas & procaspase-8 % 446 L T DISC LI N 2 ER 2N S ¥ 57 ¥ 74 —&H FADD 1233 % GM-CSF D%
R BT L7z MR % 3T Fas BUAR CHRIBUZ S, BIOPE Fas Yk 2 BV CRERRKELIT) ZLick b, iFHEkS» 5 DISC %%
¥EkME L7z, GM-CSF THIALEE L 72l Tld, FADD O Fas 123 2 2 &0 S v, GM-CSF 2 DB T Fas D
FrVERETHIEFHLPE R o, RIZZRTUBEXIKENC LY FADD 2@ L7-& 25, IFPRCEELB LIV
SDS-PAGE TOWBIEN R 5 5 00 ARy Mot s, BIRBBMHORL 5 FADD 5 FOFENRE SNz, Z L
T, ¥72GM-CSFIZL DV FNHDAEy P OLEIELL L,

classical PKC (cPKC) D MHEH| Go6976, PISK O FHEH| LY294002, MEK1 D HEH] PD9I8059% F W /-T2 L b,
GM-CSF #* cPKC % 4L T PI3K & MEKI1-ERK1/2 &E % EHLT 5 £ F 2 57z, cPKC OMHE, F721dPI3K &
MEK1DFEHEIC L - T, GM-CSF IZ & % FADD @ Fas ~O&& OB & U FADD OFIFREEE DZb A 3 127
Ehiz, 72, Th b0 GM-CSF @ FADD ~0®81, WHNELTH -7, BLEL Y, GM-CSF % cPKC O Ttz
P47 LCHEAET 5 PI3K & MEK1-ERK1/2% {545 2 12X ) FADD # W58 I2464F L, FADD @ Fas ~D&&%
PHTAZIEIZLY, Fas FETE M-V AZBESCLILPHLE B o7,

BIFETld ex vivo TGM-CSF & Fas DY 7 F VDI QA =2 2T A5 LT, HhER7 R b— 2 2AOHH#EEIC
DVTOH LWEEIF LN, §HROMFEHREL L Tld, GM-CSF |2 & %5 FADD 5T O #IFR% B O EA O A%
Fonsd, 51, EENTOERY 7 FVDr 02— 7 OFBHO7-HIZ, GM-CSF % Fas ) 4 Y FORKERTTOE
B, oY1 baA v L OMEERL Y in vivo TORNT #EDAEZ L HFEELEZ B,
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FHRERITHEECEROBRATMICER LFEMEYMLEER, RELZK, THEFN VARV E, 2OTRF-V ALK
BIFHEROBEERENCORBICEELZE 2HoTBY, ThASBEICIR S N5 & SHERUBAER LABEE 2R
L9 5%, Rz, 78 b— 2 AHEEA %A LIkA 2 RAERBICES5 3 5 GM-CSF DERF T 7 F VHFED Z 754K Fas
Lo THEENLTHRIN—V RV T FNEED L) ICHEERT AP E2RELZDDTH S,

B NEMIIFHERIC, P Fas AL Y 7 0AF T I F (CHX) 10k YW 7R M-V 2% FHE L 72, GM-CSF THILHE
L7:#if1 T3, FADD O Fas 2T 2 XA SNz, F2 2 R NBARKEICB VT, FHRRICIPREBHORL
520 FADD 3FBHEET LI EARBEN, GM-CSFIZL D FNE5DAFRY POEEBENIEIL L /2. KRIZ classical PKC
(cPKC), PI3K, MEK1®DEEHR % HWT I NS GM-CSF OERMTE 2 Raf L7z, #0O8SE, GM-CSF i3, ¢PKC®
THIZFAT L CHAET % PISK & MEK1-ERK1/2 2{&MH LT 22 L2k ), FADD 2 #8258 L, Fas ~NO&A&LH
HyseELLNIL,

AEFFENL, FHRERT R b= AOHEBBRBEICERL, KEERESOREBRHACERICH ICFEST L 2550,
o T, AL (B¥) 0FHXE LTEESH 2D LD L,

%P, RFEMBESHFE L, THITF 2 AVBERORIART L ZVCEELEMEZ), 8K ERDLNI0TH
%,
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