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[ 5 K BFEHFFE IR (CBO 1440 1) A1 [ 5% i £ AR IFGT & 11411 (2006 A A02Z4 A6) %% Bl

% DNA #1539 L% 88 Chkl & — M AES M B P s ERFHE G HE, ©EHKA DNA %

Kottt

BB m A XA FE G, B — A7 GFP 4Lty Chkl J#E4 sk | Chkl

SR AKLH A LR AT, K FL Chkl C AR A3 b 1y 34 NEA LB % 2(334~368) 5 5 T
FEERGE PN Chkl R E. BBz Chkl K AR Chkl 4% 45 M 8t k R R KB

AR 2
S
DNA #i 17

pXJ41 T4 Tk, 3 54 4 K pEGFP-N2 3£ # %t HeLa 47 i, #F % 1 6] Chk1 8 4% £t 5 6t %k s

RE K DNA S5 42607, BB T A E Chkl 835 2 M6 k &8 4 xd 40 i A 3 09 %

2 i B

ue, JF3% 3t Western blot #:J1] Chk1 T #84% Cdc25C By 8 B 11 15 WL ¥E4T 7 Chk1 % 274 R 3%
BEE M. R E R, C Rk 108 2 H B 7% 2 (368~476) 1y CA368 & & T 4 K Chkl,
FEHETRATIHES MM GI/S B, ERMMEA AR C Kk 142 NEEBRA R
(334~476)H) CA334 7 M 5§ 2K Chkl %, C K3mhtk 188 /&= B 7% 2 (288~476)H CA288
JLF R A EENE, LRSS AR AR T, B AB R AT Chkl B ThREAE T FH

EARNEAR,

h TR AR E B ER AL, VIR E B X
HIBRER. b T RS B 538, A B et Ak b g ST
FURJ T ARG s ML, RO SE A 2500, i sz
B ARERE A . RS RN B AR B AR
AT L Al I s N R . A2 B
DNA it 175 5% DNA 4544 31 J5 55 i 2, 158k
FUEAE 5 BRI A5 5 A% 15 2R RN B 1, R0 4
AT — ZR 50 40 M0 Bl dn 45 A R L B R B
DNA =i S 40 1.

R 56 05 T A DNA #5475 I 1 20 Jfa J 300 5= i,
AT A 200 M B2 4 58 A2 AR s (] R AT 5. A 6 0 e
o /K DNA 52 31| 451 {75 ol 5 26 HoAh F 2 0, 4n S i
DNA & il \M HI G (0 AR I 25 4 1 5 56 LI 9 s . 4

JXT DNA $ 45 FE il TP 2, 4G50 w55
A 38 ) TS R A B O s DR L ML 56 L DNA &2 1 il
YR, TS, K TN A B 2 58k
FEHAANTRE . EIET Fl 5 m AR

211 JE S G 56 508 1(checkpoint kinasel, Chk1)
IR SRR TP S Y, RS RESEE LS . &
WE O ZERERE | MR W RERIXS R E T Chkl BY1R]
U84, I H R IAE X e A Yy iR b Chk [R5 1 K 56
SINRERE RSP Chkl 7€ DNA 51455512 A4 41 i J&
WK 56 5 R oA AR R EE AR Y. FEBERE AN
AR AEY) T, Chkl 7E Atm BEEE A AT WA AE .
JEECR AN E A DNA BEHEENFEAY, &
AT LAA 50 M 7 40 ] B R, S s A s A0 i 3 A
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2] DNA Ry 5e 3k, K 3 DNABE RGiEE 2
Biny 3 20 DNA. Chkl =& 5A A T4iiEm A ke
5, AFTE Chkl S H D) RE A Bk s Kk i, &%
N A fE L HER T GaM B, AR T ATRBE,
Y A A gH T,

WS A, 200 6 S B0 G 56 o5 3 448 32 22 oy B 40
BTY P IL T KA LK (ATM Rad3 related,
ATR) . T4l 5 B 5k Mk 3L 5% 2 8 58 45 3 [ (ataxia
telangiectasia mutated, ATM). Chk1/2 F140 8524
13K 1 (Cdc25A/B/C) 54 ™. ATR F1 ATM i i i
PR AL BTG Chk 1. Chk1 122 DNA $5 473 5% &2 il BH ¥ 75
ATR/ATM W21k Chkl B4 55, Chkl {5 555
AR, AT T Ui AR ek, o A0 i 4 s BB

4473 e 3 Ak 2 2% 40 e ) 00 ARG 56 0 A 5 3 % 5 | A A4
JESHBE A, KIE Chikl F R AT BEE— 25 BH W 40 i J5 3
R 8 5 A5 5 g .

B 225 F R R BT B A S 2 cyclinB-
Cdk1 BB RYEGE, T Weel F1 Mytl 3§/ S 1Y
PRI VERERR AL AH cyclinB-Cdk1 28 1%, {HJ& Cde25C
PR B AE A5 31% cyclinB-Cdk1™!, Chkl1 J& G2/M DNA
40054 56 A A% 0>, TE A7 FE DNA $51 45 B AG: 565 3 384
Chk 1 38 2 W 2 fb. Cde25C H FH 1F Cde25C i cyclinB-
Cdk1, AT BH (5 40 i 3 5 G2/M K3 5 ), (i i Ay
JEUZ () B[R] JE o) DNA & & AL . BBkl T
Cdc25C WG M, BHIT T 225 34, ZRext 2/
DNA T A EE, WIRELk L A 20 i J& 3511,

Chk1 t 2 NAIE BB A, BP N ity 2 i 4 ity
SEMIA C mdmid R g ks, IR g s b S A
SQ/TQ 1 (317~383), Hid ATM fHRHE 1 — S & A
SQ/TQ J¥41, HAFEZ A 2 TR B h 22 /75 A TR 5% 3,
DNA #i/jiJ5, ATM B§FR 1L Chk1 HY5E 317 {7 FIEE 345
{7 225 B%, Chkl A % &A1 JF 51 (NLS)(260~271) (&
DUO2U AR EERE AL S 4 i o, DNA #1405 i,
Chk1 EMTERZMMLE T, DNA #i4i)5, Chkl 1EAZ N
FUE, i Chk1 B9 040 1 7 & A T B 8 i A8 AR P2,
Ng 25 APz gt 1 o, 7E8 3 ian i h 2k &
2 Chk 1 X EA MR ARG, S&KEAANN, CK
UG 1) Chk1 SR F SR AL B AR ik Cdc25C Y5
216 (222, Aiz5 A1k, XF C Kb g T
DNA #i1/jJ5 Chk1 ¥ & 1 MG 2 I RFFE AR A

R S I X — £ %1 GFP AR Ay Chk 1 I 458 25 ¥4 35

260 KKDRWYNKPLKK 271
NLS ®5345
1 Kinase domain [ Baf Bag
b / 2
VKYSSSQPEP IDKLVQGISFSQPTCPDHMLLNSQLL

Bl 1 Chkl EHEHBRER
Chk1 Hi N 32 B2 AN C Sma it a5 4 g a, P25t
P& SQ/TQIH(317~383)H1 SQ/TQ 4. PR R MR b 15, DNA
iE, ATM BEER1L Chk1 B4 317 7 A4S 345 i1 228 FR. Chk1 &
e (751 (NLS)(260~271)

BRI S AR AR B E AL ESE, KR Chkl C R A FaE 45
H P Y 34 DA EERR R FHE(334~368) 2 5 T AR
7519 Chk1 &AL, # 4 Chkl KR Chkl sk 28
ASIRIY) pXJ41 HAH Ok, 8 54R 5 Bk pEGFP-N2
HEE YL, BFFEANTE] Chkl 84 25 b 3 ke 2 2 AR {4
B RE ST, [RIBF A GEANIA] Chk1 842 25 44 B ik
I GEAG AT 40 B B A A 2, 38 A Western blot K
I Chk1 T Ji# #L b5 Cde25C 1Y B IR AL 1% 0, #E4T T
Chk1 fif 2 5 78 (A Il 7% 14 - A

1 BPRHSJ5 Tk

(i) ¥k AFEIUELM HeLa, pXJ4l-neo
1 pEGFP-C1 ¥y A WF 58 % AR A7 . EAZ e e 1l 51
VigoFect 14 F1 VIGOROUS /A #]. BRI A VI A
Promega /A ). Oligo(dT)s fl TriZol RNA $2H5] &
i [ Invitrogen 2% ). DMEM 1537 5L [ GIBCO /A ).
Phospho-cdc25C(Ser216)(63F9) e 4t . cdc25C(SH9) %
Hipile H Cell Signaling /A &]. “E3Hi % IRDye800 #Rit
M7 P | Rockland Immunochemicals 2 &) .
Nucleoid occlusion protein (NOC), hydroxyurea (HU)
F1 propidium iodide (PI) 4 [ Sigma.

(i) FAFRAIFIEE.  $EHC HeLa 41 /il & RNA,
RT-PCR L3R A Chkl R 2K, K4ifbiy PCR ™
Y43 pMDIS-T & . L pMD18-T-Chk1 A%
M, HFXEAA pXI41 F1 pEGFP-C1 f4 % Chkl KX
KB G A R i [, 3k PCR J7 k944 Chkl FEH
R FANRIY Chkl FEREK 7B, 2 EcoR 1, Xho |
(Promega) Wi Ul J5 46 A pXJ41 F1 pEGFP-C1 Jiiki.
JrA R PCR 5IW#EFE A B A G . T A A
Tl A B DNA I3 3R A% X

(i) difE s M Y. HeLa 40 EEFF7E 5
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M 3% d B 2011F6F $56% H16H

10% 164 1375 1Y) DMEM 5% 3% 3£(GIBCO BRL)H*, 37
5% CO, [ CO, HEFRFETIGF. Fab TR ER IR
HeLa 4iJfi LA 32 x 10* A /FLIEFIE LB A 3 A1 6
LA, FRYRTHEIE 24 h, FEULET 1 h O BEES
FEH#(0.5 mL B 3E%/9L). 10 pg ik DNA & 2 L
VIGOROUS High efficient Transfection (Vigorous)43
BIA 100 pL JCIm i 83536 R, woriRs), El|T
UE S min. WA 2FNAW, RS, TERTIE
15 min. YR EWINA B TR b, ]2,
37°CH;:FE 12 h.

(iv) DNA #ifjiJ5 Chkl 4 2825 A% L 2R L
43#F. 1 pEGFP-C1-Chk1 %% 4% HeLa 4 J{d, 40 h J5 1%
PR B AL BREEE] 0, 5, 10, 15 min)/f] UV 2355 g
YU, TEDEOC R T WS Yy A M ) R .
PERFSE Chk1 BT 45 8403 )5 Chk1 41 5E 17
PR 10 A Ak B S ]

i pEGFP-C1-Chk1, pEGFP-C1-CA288, pEGFP-
C1-CA334, pEGFP-C1-CA368 5%t HeLa 4l i, 40 h J5,
UV (90 J/m*)AbHE, Kb g3 6 FLB R, AEFL
Jin 1~2 mL B #%-20°C [# % 10 min. PBS 3t 3 ¥X, 5 min/
W, ZEMIKYE 1R, 1~2 min. B G F): BigeR
M5 PBS DL o9:1 RE), 7E956 1 #4E (Olympus
Fluoview 300) T~ W28 5% Y 41 it i A% 22 S R 5, Heep
SN Y B PHE AR L. O T B B
e AR A, HR A AZ AR 5 R0 T A 5 110 22 510K 40 g
3228 (1) N=C 4, BA55 FlE s L%
2515 (2) N>C 14, 55 MERESAZEN. &
THEERR L Y A0 AR B 0B 20 1585 RS TRIALER Py 2 F
e Ik § S DN D S VKLY (S SRR BUN A
FAOTHT G 2 Fh 2B 20 i () AH T G B >k /34T Chkl A9 4%
FENIAEAL, AL K 4 ASEF, SROF 3L

(V) ARl Chkl HkJe AR L e Tk
M. UV (90 J/m*)ib 3 pEGFP-N2 A [6] i} ] (0, 10, 20,
30, 40, 50 min), # Yt HeLa 4NN, 7E2¢% W s
(Olympus Fluoview 300) T WEZEHE YL 20 it N 2% (5.5
HHRBIEN, EEERE AR R KEE b
) 5 5 TR P g Ak PR (1]

FHR A P E 2H R A1 UV A 35 4 Bk DNA 4t
SR HeLa 4, 15 YL 40 1 [ 5 J5 7 9Ot b s ik
VR TS, H v Sk (8 5 ' 2 A e G 1) B 4
Ji. G5 vt b A A BR[O i 2 R
JEE R4 B SRR, ARAS B A L A T 38 e e R R
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17 DNA #1518 E RE 1AL, 2L M ks i R
Image Pro Plus #K{FHEAT400T. fEG i, Hfp
24t 2 /D VR E 4 L EF AT S8

(Vi) AIE Chk1 2 5 45 R X6 240 it J 30 52 i 1
A3HT. LRI YL HeLLa 41 24 h, NOC (0.1 pg/mL)
(Sigma)bFEANMG 16 h, WCEAEANM, — 2400 FH R R
4004 RNA, i id RT-PCR 4”34 neo J&[H (neo 3 [H &
pXI41 FRAR I BT 577 0 35 D) R G 5% e R % 93—
2 200 it Sk A3 AT o) 240 i R e g A R, PBSS
e 2 W, FEETAE 75%M LBEF, RNase 37°CIHAL 30
min, PI (Sigma)¥t{f, FACS Zr#f(Becton Dickinson,
San Jose, CA), HFEM T2 10000 /™41 fid.

(vil) AN[F] Chkl 65 SEARRBERG M.
ATk Y HeLa 41/id 48 h, 5 mmol/L HU (Sigma)
ACPRANA 18 h, WAENME, $RANE S, R BCA
LT E AR E . @ id Western blot 7 ik
Cdc25C % 216 (i 22 = RBEIRALENL. ] Odyssey 41
A IS FR G I HE AT A AR, S BUK EAE . D
Cde25C fERNMNZ, XF H bR 8 0K BE (2178 OE
FFLAR 2 HU A3 4 B H B R 1k 1Y Cde25C BT i B
SrHAER 1, W HAKSAITRIE. iR A
Prism 4.0 JUFEAT, —HbREAS R 7E 3 IR I & 5
R g5 R e, A DB EM A G A L
P<0.05 VE NTEGE T2 22 S (1 FLBR.

2 HER
2.1 Chkl1 Je P& R e 5¢ 28 1) pEGFP-C1

HAL R AT pXJ41 FEA ORI R 5 %

Chk1 ¥R ZEIRER I SR 02: (1) CA288,
C b/l 188 A~ad SR 5% SL(288~476); (ii) CA344,
C A Ml D 142 AN HERFR I (334~476); (i) CA368,
C Rt/ 108 2 FE R 5% 3 (368~476) (K] 2).

Chk1 PK sQ/Ta

9 265 317 383 476

wr (I |
cases [N BN
cos [ W
cazes N |
B 2 Chkl F#EgHEHEFBHENRER




&
K

| JFokr pXJ41-Chk1, pXJ41-CA288, pXJ41-CA334
Al pXJ41-CA368, pEGFP-C1-Chk1, pEGFP-C1-CA28S8,
pEGFP-C1-CA334 il pEGFP-C1-CA368, XL i)k Al
PCR 9" 1§ vk S € Y BH PR s B I T 0 e, 00 &4 2RI 52
A A ).

2.2 DNA #ifjJii Chkl I R ZARBBr

JH pEGFP-C1-Chk1 #% 4% HeLa 40Jg, 40 h 5 £+
ST e kb RS ) ] UV A 3L L 4 i, (2296 i
T B T G A R R L. W 3T 4 R, T
0~10 min N, K& UV LRI a] 3400, Bha 8 1 GFP-
Chk1 @ Mifs 53458, 1 H 24 W i GFP-Chk1 & 2
SRR 22, 2 UV ARBE 10 min B4 E (7 (55
FONA R, {B7E UV ALFE 15 min B 20 S d6 40 7 5, 40
Mo H b, Hoobmm B ss. Kk, %% 10 min /F
MAFFE Chk1 B 25 M0 5147 f5 - Chk 1 41 B e {2
FA) 145 11 s Ak B (1]

i pEGFP-C1-Chk1, pEGFP-C1-CA288, pEGFP-
C1-CA334, pEGFP-C1-CA368 ¥4 HeLa 4 fif, 40 h J5
F UV b PREE YL 40 10 min, 7590 W isE T WM
YRz ARG, W 5 6 fiR, UV ARER)S,
fill &% 1 GFP-Chk1 Fll GFP-CA368 WM @M k4T
B @ A% 4k, 1 B AE pEGFP-C1-Chkl F1 pEGFP-C1-
CA368 R ysanfart, H A B A% 7 (% 4i i 4 H 3
% UV AP 5 Y GFP-CA288 H1 GFP-CA334 A% 5E if
RUCEAT KA KRRAEA, UL C A v ] 4 &5 #g

(am

GFP-Chk1

20.8um
(b)

Pl

20.0 pm

uv 0 min 5 min

m um 20.0 um

10 min

15 min

B3 AREBEHGUV LHE 0,5, 10, 15 min)j§ Chkl
MZEENAT 43 B UV (90 ImP) b BEEL YL 4RI 0, 5, 10, 15 min J57E9¢
F AT T IOEE RN Chkl MAZERCRDL. (2) GFP 4k A5k R

Chk1 5E1; (b) P Y AT (A5 7 A0 g i

B 34 MR R I (334~368)2 5 T I MU1AE S
Chkl #ZTR &,

(a)

i) E-Si EEAR (N/C)

N=C 0.95~1.14

| . N>C >1.15

35
3.0
25
2.0
1.5
1.0
05

G
=

=C)

EtdE: (N=CY(N

0 5 10 15
£78l (min)

B4 REBEHRGUV LHE 0,5, 10, 15min)fF Chkl

% AR LA AT
SRS 5 1022 B AL 0 2 25 (1) N=C B2,
AR ES

() RIEAE
A5 SRR 5 LF-5% 22 50; (i) N>C i4iiE, #E5

F2 . (b) SertHE iR AN 5 S 20 fiFs F AR ILER Py 2 ke

S J K A B, ST HE 2 K A A A

FUDRATAT Chk1 URGE BB 1L, 45ANSER % ARl 4 A RUBF, SR
¥k

(a)

orp mazafl

Pl

~ Chk1 oa.zaa CA334  CA368
uw o - - -
(b) . " Nt -
GFP EEE R
Pl
20.0 200 pym |20.0 pm
Chk1 CaZBB CA334 03368

uv +

B 5 DNA #5 /5 AR Chkl $it 2 58254 Bk B AR T
(a) RZ UV 4b#; (b) 23 UV 4bHE
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4 % b B 20114568 £56% H£16H

2.5
(@) u HAE:(N>C)/(N=C)(-UV)
20. EE B (N>C)/(N=C)(+UV)
)
1]
=
= 1.5
Q
A
z
Hm 1.0
2
0.54 I
U - + -+ l+ - +
Chk1 CA288 CA334 CA368
81 (0)
_ 7
3| 6
= 5
>
i 4
o 3
% 2 o
1 £
; m N
Chk1 CA288 CA334 CA368
B 6 DNA 1455 [ Chkl k5 33k B B L

“UFIRNARL UV AL+ FoR gt UV AL (a) Geilt- Rt i

TER A 20 558 TR EALEF P 2 FhSRIANIAGEL H K & oG

JLE AR, i e 2 RIS A AN LU AERE S0 AT Chk 1 AR A2 (3728

b, AR 4 AT, SRTFEBEL b) BHRRIET @)%

HPIHTG +UVI-UV) A, 4580k S8R 24 5 Chkl 4F 725 5%
BEiTHA3HT. ##5 Chkl A EL, P<0.01

2.3 A Chkl PH#80ER R 928k 2 55 DNA $i)
1552 HE R R

FH UV 4 PR A OB pEGFP-N2 AS[a] i a], % 4L
HeLa ZiJifl, 48 h J& X4 & 5L K =¥ GFP & [ 1%k
SREEVEAT M. W 7 A8 Fas, B UV AL PR fE]
BRI, AN SR (B Wa s, Hok ek asit
) 200 i SR e /D 24 UV Ak SR A TR A AT ] 3k )
40 1 50 min i}, 55 Bk pEGFP-N2 5 {73 41 24 ™ 8,
HULHIN G GFP ZOGsRIEAEH 55, K&k E5t
B4 pE-dAEH D, BB UV AR FEA ] 40 min DA |, K
RO ok pEGFP-N2 B w43, ANREfE ik
FHIEMER GFP &, 7FRMEE T WA R4 &
G0, FIIRATESE 40 min FE HIFFEA R sk
G AR ARG 5T B 7 1 e A A R[]

FH UV Ab PR32 ki pEGFP-N2 40 min, AR
Bk pEGFP-N2 ll pXJ41 JE55 % HeLa 400, 04k
& ikl pEGFP-N2 735l 5 pXJ41, pXJ41-Chkl,

1276

o BE

min
B 7 FAREEEHRGE GFP EHBLEE
(a) GFP £ (. 58; (b) Hh B ANEk (05 6B i i

UV Omin 10 min 20 min 30 min 40 min

0.304
0.251
0.20+
0.151

0.10+
0.051

0

10 20 30 40 50
fE) (min)
E8 AFAEEHRGE GFP EHRRLEE

[=F

pXJ41-CA288, pXJ41-CA334 Fil pXJ41-CA368 At
HeLa 4l fifl, 48 h J5 XRS5 FH =9 GFP & H 25k
SR EEPEAT 20T, QIR 9 RN 10 Fr s, DA R B IR 5
JFUkL pEGFP-N2 Fll pXJ41 RUANAE M Xt I8 1, DISLS%
GRS R pEGFP-N2 il pXJ41 (140 M i iR
2, DIALAAR 5 4R 45 ok pEGFP-N2 il pXJ41-Chk1 HY
NHEE X HR 3. SXFHR 1 A EE, XTRR 2 (R8Gam i i
IR, XTHR 3 MPGHR R TR 2. SRR

TR TIE2 TR 3

s i 20 b 6B
?‘“Q_kv *\‘Nvﬁ) A—QY“EAA—G ‘f\lb‘l\‘ob‘z‘ 1\.&&\.015 B‘:\,va
e NN NARIRON) RN
o coF® s B\ o R ° Y e i
G oFY orY” e B

B9 A Chkl $tdkREMRE R TGRS B
pEGFP-N2 K&k T
(a) GFP B35 (b) Hh WIS @ 3L BN i



1 pEGFP-N2+pXJ41

0.304 2 PEGFP-N2(+UV)+pXJ41
3 pEGFP-N2(+UV)+pXJ41-Chk1
0.25+ 4 pEGFP-N2(+UV)+pXJ41-CA288
5 pEGFP-N2(+UV)+pXJ41-CA334 .
0.204 6 PEGFP-N2(+UV)+pXJ41-CA368
o
¥ 0154
‘R ﬂ
0.104 $$ *
0‘054 i ' i
04 T T T T T
1(3U8R1) 2(RUFR2) 3(NIR3) 4 5 6
Bl 10 R Chkl §t 5 RS 45 W& Bk

pEGFP-N2 K&t N
St A A I AE AT T AS R RUET v 192 6o BE R B B, 34
AR A B e AT DNA 5B 5 RE 1T, e 6
Fikuk R Image Pro Plus $XF#EAT40HT. 88, HXTHR 1 AHLL,
P<0.01; ##, 5XFI8 2 MLk, P<0.01; *, 55§08 3 4Lk, P<0.05

5 ki pEGFP-N2 il pXJ41-CA368 4 s Y5 i i
ST XS M 3, AR 54 BURL pEGFP-N2 il pXJ41-
CA334 A 2 o B 5 5% I 3 MY, JLEE sy
JFk pEGFP-N2 Hl pXJ41-CA288 4 Jifd (1% 1 Ji 1]
T X 3. 455 R CA368 %4 i i 5 A 4k 25 R
hi pEGFP-N2 & & it J1 3 T 42 < Chk1, CA334 54K
A4, T CA288 X 4 g it A ik 45 Bk pEGFP-N2
JUF R RE Ty, W3R S5 5L, Chkl
Fi TG PRI, MBI A M A B4 SQ/TQ B
B, Chk 1 Bt T 4 P AR

2.4 ASIF] Chik i S5 A8 Ak 2 e I 9100 55 iy

A FEANTR] Chk1 R 5 AR PR X0F 40 A JE 40 1) 52 i,
JH pXJ41, pXJ41-Chkl, pXJ41-CA288, pXJ41-CA334
H1 pXJ41-CA368 %57t HeLa 40, 24 h J5, A NOC
FELIT, %5 16 h, —iB4r 40 i FR SR IO RNA, i
P 1 neo PR S WA [R) 200 0 v e A 55 e 0R . 45
T, FYROR S Prk e iy ok M2 T0 56, AN [ ik
PR B Ye R SR BEACHAR] (R 11, 55— 43 20 R W s A 7 4
JLJE A A W 12 iR, DLOE R AR XTI 1,
PUEL e pXT41 RUANAE AT IR 2, A NOC Ab B A
Yt pXJ41 AIHEAE X IE 3. SXFR 1 AHEL, XTHR 2
) 240 S 0 3 A A B S AR A, 6T B 3 % 20 e B
16 G2/M 1. 5XF I8 3 M EL, NOC 4bH 55 Y pXI41-
Chk1, pXJ41-CA288, pXJ41-CA334 {40 it AE G2/M

DL2000 1 2 3 4 5 6 7

B 11 #5200 neo RSN
1, IE%; 2, pXJ4l; 3, pXJ4l; 4, pXJ41-Chkl; 5, pXJ41-CA288; 6,
pXJ41-CA334; 7, pXJ41-CA368

e TR TiER2 o AFE3
111} G1
]
&
&
G2/M G2/M
04 0 0.
0 1024 0 1024 0 1024
buffer pXJ41 pXJ41
NOC - - +
44 48
G2/M G2/M G1 G2/M
7 & &
2
=3
0
0 1024 0 1024 0 1024 1024
pXJ41-Chk1 pXJ41-CA288 pXJ41-CA334 pXJ41-CA368
NOC + + + +

& 12

R Chk 5 58728 {40 J 28 B 3 T

P FoRgat NOC AbHE, «“ R AR 4 NOC AbHi
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M 3% d B 2011F6F $56% H16H

W R, 1 NOC Ab P %55 Y pXI41-CA368 (1) 4H it [l
g 4 M JR S SIE SR T A T G2/M I ER, SR at Rk
HIETER CA368 ffi G1 5 S IAER. FiRg5 A IR,
AN[E] Chk1 a4 25 K i Ok 58 AR PR 3% AN ), PRIk
HED Chk 1 AR S5 b BAA AE 25 (R A2 BH, SR 108 4

R R IEYE, AR Chkl 845 45 4 B0 23 0] 45
Xt F Chk1 & 16 P 15 2 e H %

2.5 AS] Chk1 B Je 2888 R B0 06 Pk 43 B

R AT AR Chkl SR 28 28 (AR B % 1, 43 501
pXJ41, pXJ41-Chkl, pXJ41-CA288, pXJ41-CA334 Fi
pXJ41-CA368 #% Y% HeLa 4lififd, 48 h J5, LA HU (5
mmol/L), M5 18 h, WL, 4N, #Ed
Western blot /7 iE# 0 Cde25C 5 216 3 22 A FR s e
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