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TRV ALIFEASME, BEA N LA, R R
FIZL DRI ZEMLEMICT U T T LS N-HEN M
BTHDHIENHIZBLTHESIN TS (Afford S
2000). FEM) & IREEOBRIZBNTD 7R M= A0
WINDZEFHSPIIRY, TNHRE R LD
B LIPSO T D % BEEUEAINEIE & AR IZRZ > TH
D (Yao 5 2002), HEMIO T R b — ¥ ZAFHEIILIEUME
FEAEG- LT 5 2 Liis S 7z (Jabsl999).

Blt, FREIRIEZ TR T 5 28 BRI IR E P &
HOZ P ans X)o7 (Hu b 1998 ; Walter
5 1993 ; Dietrich 5 1994 ; Arase 5 2000). 4 A IZBWT
bZFD L) REUIRH LT 5 20D % 4 TOEEK
DEER SN T W5, 1 D138 U OB & TEECT %
FIIGRIZZER A4 2 C, b ) —H ILWBEE M O BLIRBE %
BT BHEATRERA R LMENDEEDTHS., ThFET
VZBIRATIZ A A 2B\ TR & ) B DNA
PR 5 2 LAY ST b (Takahashi 5 1999)
S, MATHIZR A 2 CTh 2 BRI R AR A A I2BW
TIEZD L) WG T AV, Z 2 TARIFZE T B LRI
TEBLAY DNA <> DNase [l PO &> 727 R b — o
ARIETH B L WET 5.

MRROFE

A 2 b BIFRIL T % A A SR 8 H (R L,
W= - OGSRMT R URE RS T2 E DR R o 721%,
A AFELRRL, DTOEBRIZHW

DNA filitth1d Tanaka & (2001) O J5ikTor o7z, it
DNA [3Z5KICER, 260nm & 280nm DUEGEE % il
LT, ZomExEE L7, DNA (10pg) 121/10%9 Dye
EINZ 7214, 2% WKBIH 7 70— A7 VD7 2 VIZHE Lk
A 100V EBETKEI L7, 7 ViE, =FIVva7a<A
N (MR 0.5ug/ml) 12 & % 4efn & KIS K B it
AT o728, SRINRIBSHIC XD DNA OJEEEIg L 72,
DNase i %:1% Xu and Hanson (2000) D J5i25E > TR
L.

7R b= ABH D 72012 ApopTag®Rfluorescein in situ
apoptosis detection kid (Intergen, Puchase, NY, USA) %
W A REEX 1% 8T RV AT VT N & PBS
/Ny 77— (50mM sodium phosphate, 200mM NaCl, pH

I

tm

’Zﬂé‘

7.4) THEIE L72.55M PBS/Ny 7 7 — TEeiik, ik
TAL LD 10 I % Equilibration buffer |Z3R{E
7. 20k, HikiE Working strength terminal deoxynu-
cleotidyl transferase (TdT) enzyme IZiZiESH¥T37C T1
MRS 28 L 72, KRR, B % 1k® % 729 12 sop/wash
buffer H1C 15 BRI - #lRE 9 S672.10 5 BIEiR CTh &
#, anti-digoxigeninconjugate |Z/RiE ST, Hid, BEX
T30 M L7z, WBICPBS T4 gk L, 1.0pg/
ml @ DAPI (Wako) THefhfh, HOLBMFITT K b—
ADFHEEEL L7,

w R

A 2 BRI BB R SHE S 500
HAGFIX Tl DNA O fAEIZHAE 6—12 FEf £ TIIREO H
Lo lehy, Bl 12— 24 BRI S RIEOBIR S NG &9
270, PR A8 —T72 BRI ICIX I 22 T 4 — Kk O DNA
RENEBR SN, LA L, W BRIEEEAFHES
B BRX R X TR L 2T o IZB
WTh DNA FIEIZRD SN o7z, & 512 DNase il
1, JGHRGTIX OFAELE TITAERE AN L, 24134 56
kD DFFHL 7% DNase /N> K& L CTRIZE S 7278, BEERX
DHFEETII I ORI N Y FidE S h o7z, F
7z, 34kDa ® DNase b M5 TIIFED b 7225, Zhid
FEM R CBIE SN, S 512, EEAKNHEIET
VGRS IX K OEEL X J6 12T DNase DETEIZRED 57z
nolz.

A AHBLO 7 AR b — ¥ AR % TUNEL 3% v 7-1%
DNA DHEDOEIIZ L VIRA L2, TOFRE, 1 F0d
LIRMBAEEE & 72 KRGS T IR S, BRI &2 TR
SR 7RI TR O DNA i 7R3 E W BEEIR O DPI
GBIz, LrL, 1120 biRREEEE
RIS, Wb BB S M-k TIE DPL g
BRIIBIE SN o 7o, ZERKLEZEIZ BT b L
X K OB R IX 4612, DPl et 3BgE S e b o 72,

T UNTEAHAER Y 7 anF I FErOT LT 2
ZO—= ) B \WIFEIE 2T o BRI H I BT A I
JRPERL, MY 7Y I CEE, BREER TR -
ARG ERA L7z, ZOMR, ZAEKILHEIETIIA &
Wb B 5 R R 48 IRE I CORMRAT 19 |2 B LR BE DS TR &
N, M7 3058140 ug/g EEREOERI RO SN



56 AR Y BRI 7 s 56 10 &

72, F7, 20U 47 22— VEIILEEEIZBWT LK
FUKATLPELE & AR B TTRBEDTER S, MY 7% 3
Y5120 g AEEOFEENI RO LN, Lael, ¥
ZUAF DI FOATLEEE T IS 48 FEH T H IO
WRPEEREE L <l s, M) 7y I VB EEK
FILERSE (2 1T 1/3—1/1012Hfl S vCw 7z, £72, TDC
VR KR 7 0 T 47 = = 3 — VAT LR EE Cl3 3
RABFHTENZNHWEZ/RL, 2.15 & 1.75 nmol/
mg proteinh T& - 7255, ¥ 7 OAF T I FRBEi LB 3E
TOZFMIZFNZ10.02 & 0.03nmol/mg proteinh & 72 1),
ZRKATILEZED Z AU B LT L <l S T,
S 512, MAOIFIED ¥ 7 OAF ¥ 3 FRBETLEEEE (0. 74
—0.84 nmol/mg proteinth) TIZEE KR 70T LT 2=
I—)b (2.18—2.36nmol/mg protein/h) FIALEEEED Z1LiZ
L CTiEDS 1/2—1/3 I LTz, vranf v 3
R RBMLERZ X ) BILRBEZ OS] S Lz 4 25T,
DNA fi##%> DNase I§ 1% b 4 BT d 2 2R KR LEZE D 2
nEiELCHEL IS N, F72, TUNEL 12X A8
DNA D% /R T @ DPl Gefa b B s 2R L7z, L
ML, BRI SN hro/zru T b7 o=
O — VHPALERSE T RO ZSR KL PR X & [FA2EE D DNA
AR DNase il AMEIEE S 727217 T 7% <, TUNEL (2 &
B gt b s 2 7R L7z,

zZ =

DNA O i1 %> DNase {ifi P DO HE NN £F - 72 F 5809 7 ML
DI TR =Y ALMENTWA, THEF— AT
REIR, Z2RE, MUEROMEE MR ORI E G CEE %%
e R72LTBY, TOFLIIEERREELSES LT
WA ZEDPHE SN TWAS (Afford and Randhawa 2000,
Jabs 1999). {EMEMREMD 1 O Tdh 2 BWERILAFEL,
JE R R GRE 12 B 1) 2 B U R AE O 338 | C R 2 ) &
FLTWwhI L {monTwab, ki, Yao b
(2002) IZEMIMIL TR X TV A7 Rk — ¥ RO S
ML YN S IR OIEBAINEL — ARG L7z v
NZIZBWTHRI->TBY, Mgt 7K~ —
YARIBAIFIZRBGES s TWA T EEHRE L. A
b BIFE S % B H OS2 R
R CRBE O TERLER AL Tld DNA Hii# %> DNase il OB NIAY
glgansz, —J, MRED S v BEEBIHERTH
BT 7aAF Y I FRBFELEIC L) BEIOEHEDOUK
HFHEIHRRIERS M) 77 3 Y RB O % IH$ %

& DNA jii#, DNase (G414 DNA O I V3L
HEhi, ZoZbild, Yr7aasdy I PRI+ 7
¥ 3 UREHORERNAENFTIE RS, BMO#HTO
FEARAE N 2 BATRBEIEIEAT b 1) 7% I VR IARAE L 72
TR =Y AROILTH B FetE xR L7z,
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