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fr # X % Cleavage of CAD inhibitor in CAD activation and DNA degrada-
tion during apoptosis
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TE =Y R, BABRIBICRIG U CHEASRES N AMIEEOBERE TS b, HEEMICMIEE OB, K0k
R EEV, BEEBELLTTR =y 2/ NMEEERL T, lEZ 0 b0nliR{bd 5, FAEFEMITE, BB
{ADNA OWiH{EAT7T R+ — v ADIEEL LTHIONTEB D, BRIKEI21T5 &#180bp 2 BAL L L7 DNA 5 4" —
LLTHESNS, CoREEDNA OlR{Lid. MIRRFELRED I 2R EHRELEZ SN/, FAlE. T OB
ik DNA O b ED L S BAFTHEBEEI M TV 200 2T BN T, ChicB5 T35 F0RE. cDNA
OHBEEITV, TONTREBEEITL 7.
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Fas U 7/ ¥ FI3Z OZ Bk Fas BT HL, YRF A v FoF T —¥TH% Caspase ZIEHIL L. FAE—y
2% FHET D, LFHL DFAETII, Fas 27EHAL Lf:%EBH@fJ) SOMBEAKICERBLTT R b—v 2 (fBE
DNA QKb OBRE) 25IEEITIE2RVIE Lz, S SICHEIEL TV 2 4fah &> Otk % Caspase 3 T
WIBLTH. RRORFBRONZ LA SRLTER, Lichi-> THRESEDNA OfF{L%5| 3 TERTF IR, E
FIEHEL TO 2 MA0MIEEENICBOTANEERE LTHEEL, Zhit Caspase 3 itk - CiEMbEsh 3 &%
Zohtz, TKORDLVICFS X I FDNAZEEE LTHWS &, Caspase 3 IZ#k7F L 72 DNase iEHE S EEE I
BwiEEN B &5, T O DNase % Caspase-activated DNase, CAD &fp& L7, —7. HEL TV 24IED
S100E53 H3\ Fas TiEME(L L oMl OO CAD BEH 2 HETE 226 R L. £ OEF % Inhibitor of
CAD. ICAD LEZ LT, ZITy wU R Y voSEHRO WRIOL #HBERE 2002 (4 X 10" #HAD) %2BEL. €D S
0BS5S, BADHSLru b 7574 —%2FVWTICAD AR Lic, TLTHEBILILY v X7 BDOT L /B
BEF|AREL, FNE2HEICICADDNAD 7 o —=v 7 %{T-t & T A, alternative splicing THE UL EZEZ S
N2 2BOENNE DNAME SN, TS DNA, THEN3BT I VB, 26573 VBEEL O BBHE Y v
NoE (pl=#4.5) 23— FLTHD, ICAD-L, ICAD-S ¢t Lo BTENLSHELT, BE LIy V¥
BI3ICAD-S &¢E X ohtz, —F, HEFEEDTHESICE T, CAD B2 XY Y HinSICADDT 7 4 =5 4 —
H 3 LEROVCHEREN, TORFOBEGFI/IoO—=v V%770 2h, TDDNA W, 3447 3V BEEH, S
MBIEEM S v E (pI=8.7) 23— FL T/, ICADIZZDT I/ BESI Lic, Caspase 3 i &k~ TYIlra
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BEGIE 2 B - THB D, ENOOHEICHEREHMA L ¥ v ¥ E (ICADdm) {3, Caspase 3 IZHEHitkics
575, CADIcxig 2l EE. bRbNWEh o7, ZIT AU AKX ) Y TRIBT 2L, BB TR -V 2%
RITEMMONTWVWAS b b Jurkat WV T, ICADdm 28R FRE S &gtk (JlLdm M) 2/ L7,
JILdm $HAETIZ, 27 v oz ®) VRIBUC X DIEET 545, READNA OBF{bREREBEIN LD » 1o, el
BROMAILIZRISB VOO, FHIC7 o< F VERVS| SIS h, KOFEZ({LE DNA Ol (ki3 L
THRETHEI MRS NI, —H. CAD % cell-free IERZEZHVWTEHK L L T A, [CADD B h bbb
53 CAD 3RHT 5H. €D DNase{EHII ICAD-LEEFTOHKREENic, DI &L IRICAD-L A CADM
ENFLLTOSHLE ST, CADOASKKICEVWTY v+ RO VS TFE L THEET 5 & %2RLTWS, ICAD-L
LE%ED CADBEFERZ D ICAD-SICBWVWTIHE, FOL3 Y vy o VEEKRED SNEh T, T, CA
D. ICAD—L. ICAD-S#RH 4 24AMA X% 2 09 4 VAEER L. BHEO S OMIGICHBRI LA, |
CAD-L A ICAD—S icth~EHIIC CAD L#EAKER Lo E 72, Jurkat $IBED SI00[E 5% 1 & v RXHHaH 5 A1
X-oTHHE LI LA, CADEMOES & ICAD-LA—HULcZ b5, ICAD—L 13 CAD LEAEKETBKL T
B, ICAD-S 37 ) —IRETHEEL TWB I &MRShi,

[#a34%)

ABFRIcB VT, TR — v 2BOREEK DNA OBk, DNase TH 5 CAD & ZDESFTH 5 ICAD ik
Lo THIBEN TR I EMESMEN 57, EHICICADIRE»T, TH M= v AFOREE DNA DR {L 25
ZIHEELTH, HIEEZ0bORMI OoNBWI EMESMEN 51,

BRXBEOHROES

7HE - RiE, FEFICHIEE O, OB EA2 ¥, EENGHAE TS D, ELEMICE, BE
(A DNA DR bick » TRESII o TWE, AIZEIR, 7H b+ — ¥ ABKICREEA DNA O L2528 345
FEEIEL, TONFHELPASHICLALLDOTHD., FHOBECETEEEZELONS,
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