PIRb—=YRCBF D5/ LBESE(LDT FHEE S EIR(EA
RHES— (CREST KBRAFAFRESRHER)

BRI Z S, TRALORIEE (28 213, v AV A, B, B4 obEWE) 1285
XNTBY, ZoOHBMIEY /) 22EETHT 5. 7R =2 RAIAKOEERLZHEFT L) 2T
bEOWME, AELHE. BHOMREZ RET AMBAEOBETH L, COBKTIE, 7 A5
BEMEN D O 7T 7 —EDMK, EHE S, e oMiEN T VR R—3 > M2 UIRT L. Ml
OB, oML tEs ZRI LAl EEA~EE L, /2, TR D=3 ADORBEER Tl
BARDNADRR 7 LAY —LDOBNNERR LI NS,

#oEiL, “death factor” & LTIEHTAH A v AL >, Fas) A v FEFDZEME (Fas) 24 L
27 RN—=YADY T F MMEEDRIT S, 7R b= ARRIEMAIL 2415 DNase (CAD, caspase-
activated DNase) & D% & HE (ICAD, inhibitor of CAD) % [Fj%E L 72c CAD X355 L T\ 5
B TIX ICAD AR ERKALTBY., TRV AORBIZ LY # A - EpsiEH bz h 5 &
ZHO7TaF T —EH ICAD 2YH. AiEEL. ZhiCk > THHIZZ - 72 CAD 7341k DNA %
YW+ 5. ZOgmAERILOEEIZFas ) &> FIdh ) Th <, JUlal, BB 2 &tk - T
FEINLTEL— Y AOBLEMEIL IS,

FEIZ, CAD, ICAD DA 2 B 2 KBICHE L., CADIZY A F ¥ U & R 125
B, MgA 4 v %ERKTSHDNase THAHZ & &KL —F. ICADIZCAD OBERT & L TOE
M2 T, CADPERINIEE, ZOEELRBEHED folding 2 RET Ly L LT
M3 %, CAD DEHIKR TOREBBEOMT, 5. CADPERSNEEE, VKRV —L4ETCAD
O N- K HIR A folding L 721, ZOHEBICICADDHEER TS 2 & #DOHCAD O C- Kim ik N-
Ik S L2 ICAD & & 412 general chaperone Ta % Hsp70, Hsp40 &HE 2 & b folding X 11,
CAD' ICADBANRE LTI RY =20 oHEHTLIEHIRENT, FLT, ¥y Xa & LTOH
PRI VHZR ICAD D3I (N- K807 I /) BX U, TOHEHEE CAD L DEEHRDONMRIZL S
HEEMRNTH 5. CAD L ICAD DO N- K BIBIEFEOBELF O L, Thbldf + U #EICE - T
SETAHIEIIREINT,

— )iy BAN=BIZL o TYUKEINGZ W ICAD D ZR2EKERETH NI VATV v I T A,
CAD, ICAD®D / v 727 b7 ZADfEN A 6. 7R b — 3 AR K DNA % YW 3 % B 13,
FAZo0H LB TIEHEMALEND CADICE B3 DIED ) TR TR M= A2 L IR
MfRIZH Y AT hiztk, SHRICK o TEABBOFET S EAREN/ —T, vavyant
IZBWTd CAD, ICAD BETHFD 7R F— AEDO DNA YIRHIZEES L TWwahA Z LA H i,
C OWEIILEI I ) TRANZ R EDOTEBWIC L RFE SN EEN LB TH L Z E0H]5
e hoTwnb,

SE @

1. Nagata, S. & Golstein, P. The Fas death factor. Science 267, 1449-1456 (1995).

2. Nagata, S. Apoptosis by death factor. Cell 88, 355-365 (1997).

3. Enari, M. et al. A caspase-activated DNase that degrades DNA during apoptosis and its inhibitor ICAD. Nature
391, 43-50 (1998).

4. Sakahira, H, Enari, M. & Nagata, S. Cleavage of CAD inhibitor in CAD activation and DNA degradation during
apoptosis. Nature 391, 96-99 (1998).

5. Nagata, S. Fas ligand-induced apoptosis. Annu. Rev. Genetics 33, 29-55 (1999)..

6. Mcllroy, D. et al An auxiliary mode of apoptotic DNA fragmentation provided by phagocytes. Genes &
Develop. 14, 549-558 (2000).

7. Mukae, N. et al Identification and developmental expression of inhibitor of caspase-activated DNase (ICAD) in
Drosophila melanogaster. J. Biol. Chem. 275, 21402-21408 (2000).



10.

Yokoyama, H. et al. A novel activation mechanism of caspase-activated DNase from Drosophila melanogaster.
J. Biol. Chem. 275, 12978-12986 (2000).

Otomo, T. et al Structure of the heterodimeric complex between CAD domains of CAD and ICAD. Nature
Struct. Biol. 7, 658-662 (2000).

Sakahira, H., Iwamatsu, A. & Nagata, S. Specific chaperone-like activity of inhibitor of caspase-activated DNase
for caspase-activated DNase. J. Biol Chem. 275, 8091-8096 (2000).



