W EEMNR 2B ELEERNK LR XY T — 7 Hl & O
FRMT S AT LADBR 5

MFgE R FE ¢ EM = hamada@brs.kyushu-u.ac.jp
HEMFTEE 0 HEEZ - RIRH- R = -MARIER
JUIN K 7 K 7Bt J 22 ik 22 Bt

A W B RE B <7 S P 2 W B E I 0 7 T R A ) B E R 5 4

[#5]

EWNATHEAIMICED LN TWDRE A OF ) AT ay o/ MNE, Eha G SR Z A2 E Y O DNA
AERHIOREEL, Bl F A N —VOM BN ZERNT52L2 BRLLTND, 7/ DI DIRIRS
AT, BB R bT—IDEMEL NI RE RH R T T NMRERRE DKW SR K T
—Z % genotype b phenotype £ TEIGHICH LN T HIETHD, RAN /LT THE B ST
HYAT DEWFTIE, ZhEFEB T D0 in silico EEBRIZIVAERN G 1w N — 27 O il k4§
BV AT MR BT LR OB RGBT IR 123 1T D3 E A OB AAT, in vivo 721X in vitro
FEREZPLEIETIELE MBI IEEIE DA D THLHEE LN TS, LL7RA 5, genotype
75 phenotype £ TDZ BB D KOG B 2 TS A ICH] D T AT LAENTIE TS TV, 22T,
AKBFFE TR, AN IE R A N =703 8 L0 E S O 2@ L T, in silico FRIZED
genotype 7*5 phenotype ([CEDEEH R AT DMENTIE DML ZDS L, £OH MMEEHE 52812
L7z, BZZERTLHOIC, £7, BE XN =2 2y N — P EERH 728 ET L%
HEL, ZL T I AT AN TA=EB IO PR EOE P EIRET N E 2 DR B A2 T 5
TEEEFRAT S AT DEBIFE T 5, BEE DR WRE 2R ET 5281280 BiBliE /1% 4 3% phenotype O
ANESHIFFS AU, FFRAITIT, B A PEREOIM | & ANl i 42 B DA 23 5%, A T, &
RN B % DR CTHLOM L E M OBBET VAELEL, BIRFBIOZ RV EORBICE S T2
F XTI NTGA=ZRM PR E OB FIREBICRB T TR ELMIT 75 F ke itz
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[ 5]

RFE W22 AN PSR 1y b — 27 D 15T 2 # Bl J& 1 o il 18 B4 O fig B 1%, B A= PEE o |
AT E ) E ORI RIR ORI BEIOREREICBWTEERRELR>TND, LLRRL,
LD PR LT DML E W 2 27 LU TIR A TS & AT ERICEDMAT XN A1,
AHIF 22 T R LK o0 e B B AR AR O AR T B L ORI R N — 2R EE T UL, VAT A
Fif BT A 20 A e S 3 AR B AR O B IR - D[R E A Ao, LT, R A R Ry N =TI 2 D8
BEKEA L, in vivo £721% in vitro EBR CTHEONAEWEM AL LOB A AR T H2ET, ik
DB AR F LT,

R e JE) 21 ) 2 6 A

R L BH oD e JE 41 1 Gap1(G1), Synthetic(S), Gap2(G2), Mitotic(M)IB LT Gap0(GO)H] 7> A ik
SR AR DOERNIE R RN =7 ThDH, ZNHOHOBATH], Gl-to-S, G2-to-M BLW
GO-to-G1 HIZi&, #EE D Cyclin 73 BH 53 2l et J& ] 2 1 DB RS (F =y 7 RAB) BAFAEL L
Ha B FE O 18 B Ve 2 FF 95 E CEEARAREIZ L TWD, K# S T, Gl-to-S BE U G2-to-M H]
DEIRET NVEMEL, HIHET VDOV AT LMREHT 24TV, ZXE R F O R EZ1T 72,

G1l-to-S #i DK it B 48

Gl-to-S DS IS IZ B -2 £ 2 19 %0 LI, Sherr 5. Nurse B, Lundberg 5% 13U, %< D4
WHEIZLVRESN TS, ZNLOWEZBEEX T, Gl-to-S HOKIEAF—LEHEL (K1),
Gl-to-S #i ® &= F 72 {k % # 1% . CyclinD (CycD) . CyclinE (CycE) . CyclinA (CycA) . Cyclin
Dependent Kinase 2(CDK2)., CDK4 . pl6 . p27 . E2 promoter binding fantor(E2F) 3 X O
Retinoblastoma protein(RB) T2, G1 HITTEMEZFFS CyeD & CDK4 O# & {4 (CycD/CDK4) 3, RB
& E2F O A K (RB/E2F) 2V (kL. CycE BXW CycA DG K ¥ ThHIEVER E2F DL~ L%
FHREED, B2F 12> TH K ENTZ CycE 5L CycA 1E, CDK2 L& R EI K L. RB/E2F OV i
CIZEDT7 =Ry EHZBRIE T, — . pl6 BL p27 1% RB/E2F UV B LA MEIL, 51T,
E2F |% CycA DL LD L FAZEWER B RE DMl 232 1 <45, 15 PERY CycE/CDK2 (aCycE/CDK2)
DL~ DOE—7REZAEEHIT GLENITHE T L, SHIA~BAT T D, MIDKIEAF—Lz (2, Gl-to—S H]

DEHET N EHELT,
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G2-to-M Hi D - B %

G2-to-M Wl D S S HEHE (Z B 2B 7 0 b L Gl-to-S HIIZHE L T 223 Ruth H722 812XV
JE TR B IR 2 IZHI BINT R 5 TNV, ZIH DA B E X T, G2-to-M HIDSE AF — LA LT2
(K2), G2-to-M # > E B~ Ff 1. p53. p21, Cdc25, Weel, Cyclin B & Cdc2 DA K THSL M
phase Promoting Factor (MPF) 38X 14-3-3 Th D, A 5% 73 KB A AT IC DNA OB G 2EE T2
G2-to-M¥IDF =/ RAV ML, G2 ETIZHAELZDNADEEOF M CTRALDZFAFTIVAE R T D,
DNA OHE 5 N WS A 1%, Cde25 28 preMPF 2V Rk L, MPE OL L% | J &8 B M #%
B4 3%, — 7. DNA OB EEZMESIS G 13, DNA 81527 F/1IcdD pb3 DL~ v o EFITHEN p2l
BEON14-3-3 DL 0 EFH T 5, p2l (TMPEF 24 8L, 14-3-3 1% Cde25 LEEERZIE K T 2720,
MPF DL ~LE ER Ly, L7235 T, DNA G 7T A ME T3 2E T, MPF DL~ L LR/ TF
T M OB ARITIRIE T 5, 20D K E A% — L% HIZ G2-to-M #l OB E T VA LT,

AT WRMT

BEETNVOWEIN I RINZBNT, FRT A0 I RIA=ZIMSI B AL FFEEE I B AR
RHTENTED, MHET NV ELTM L BN CTEFRRBEEZELL HEETLOR
EMEEMR LI, SOIZ, ML EBOEAPEREROE FHIREBEICE2LEEBL BRI T2E
T OEEME MR IR E Lo, ZEMIE. EFRBEZHNCE LR FRAOvar sl
OEAMWHZ, VY7 /7 O@EMBETRICUIZN WG L7z, B A EIZEE RS0 T 0FT VOIS & 2
A ENICRBL, BAEOETNAMAROITEEICLLBEREEZRIE . X AT IVAIRE R
(G F R ABAE) (T PRAE 32, £, B A E O FEEB DM eHE AR EVIZE | 18 )5 & R T <R D,

[ 22%]

MR JE B D Gl-to-S BLV G2-to-M I D E T VAL, BMH T Iab —a TRV E F IR E
AR H L, EFREBEALHNT, XRARRXOYatITA OB AEEEHL, AT LEHTZITV,
BEET NV ORE M L OE @M Z R L 7=,

Gl-to-S HIOKHEET VO L

1D Gl-to-S IO IGEAF— L& FIZ, Gl-to-S OB ET NV ERHE L=, Gl-to-S ¥ D
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BT NDOFRRT 4y I RTA=F ALFRBL O EIN X R a1 ~31Tn 3, WHE I AT, 1901k
FREB LU DM E E RN OGS, Flo, R1IBROZ2IIRLIEANTFA=F Y Gl-to-S H
DIEHENRTA—=Z Y LT,
G2~to-M HlOEEET VOB L

2 O G2-to-M D S IGEAF — L% H|Z, G2-to-M HI DO FET VAL L=, G2-to-M H D%k
HETNOXRRT 4y I RTA—=2 ALFFRBLOMEIN LA ERA~61TR T, WEN AL, 18D
L FEFB L O LE O B E RO EI NI, £o, RABIUBIIRLIENRTA=F Y M G2-to-M
HOREHERTA— 2y LTz,
Gl-to-S HOEBEET N D VAT LENT

RKI1~3DFRT 47 /_T =4 AL F AR B IO E N A E T, Gl-to-S#Hl ok 7 i
WREOXATIVAZRE ML, AW TR AL L7 (K3), M3DE & REMZHWT, i
ROYar Ty OB AEEEHL, EFREOETVOREMLEZHRLIZ(RT), o, EHEANTA—
ZEyba10% I SIS E, RN PR EOE R IREBMEEZFEHL, A2 noE FREOZ
EMVEAMER L (ER8),
G2-to-M B DB T N DV RT LR

RA~O6DFXXT Ay 7T A—=Z AL PR HIR E B IO EIN A HWT, G2-to-M #H Dk
FEIREDI AT IV AZEH L AW FR MR e L7z (K4) . K40 7E FIREME A AW T, KB
BRXovarirdoBEAEZzEHL, EFEREOETNVOREMLZMER LI (F9), £z, HEHE TR
— 2y a10%IZ LS MNP RIREOEFREMELZE L, ZNZ Lo EFIRED
ZEMEZMR L (£10),

[& %]

M JE T G1, S, G2, M, ZLT GO HIEHEATL ., R L DML 2 BR< % <OM ML GO H TIRIEL
TWD, Ml fa B O FER2H A FI7 21T GL HIE M HNICTAR 35720, GL #HIE M #lIcED—E#
D B A% O Bl 6 JOVRI AL, 2 - A PE . A IIE 42 & DAl H L IR IE OB B LR IR 72 Ed
S5 BB WTAH MRV, G HI0 M i E oM ldE B o iE L IaL — a2 % i T 51
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IX. Gl-to-S W1 F721F G2-to-M HIZR E B O WM T 7 F s i D& FI % K729 CycD, CycE, CycA
BELO® MPF DX AF IV AR FEICHETIHBET N EEETOILERNDD, ZIVET, @0
Cyclin OFAFIVAIZHE H LI E T VTR E S TEM ABFSE Tk, Ml B 8 2 o E
Sal—arEEBT L0, O Cyclin SFEFFICE 595 Gl-to-S HBL T G2-to-M Hi D% H
ETNVEEE L, HEETNAVEAVTHHLZ Gl-to-S 1B LW G2-to-M H DL 2Rl FE D & A F
AR AW TR R EEERIZE B L BEET AVOZYERE NI EN R INT (K3 X
O4), ZIVET, WAL OM I E I OB OM AR QI LI HE T VTR EBINTEL T, A%
THEELEEHET VT, MR 2RoE I —2arz2EB 552 T, T ICHEHERR
Y,

BRLEEEET A EZH VTGl to-SHBLUG2-to-M O EAL FFEIRFE O E FHIREOL EMR
FOVE M2 REA L7, fEAENTA—2 2y e WTHE HL7Z Gl-to-S BB L G2-to-M H D 7E 7 Ik
BRIIZE CTholc (RTBEV9) , fFEHENT A=y M W BE S I b — a3 IR & 7240 i &5 5
DALFEFERE DL AF IV A BIFICHBRLZZENS (KM3BELV4) , E#HZ Gl-to-S MBIV
G2-to-M HIDFSRIZ, Fl 4 O BT Ut G 2 I [ 28 722 L E &R RBICIRIE 2R 1 v
W ENRBR STz, o, 2O RRIZIFA AT IVADERELIZAIHT5— K THLAEEMELH D,

A E A O fE O ERRIKNEL T, FFEX VB OL L, BEBIORIENE 2605, 151
INIA=R2 Ry N RIRDXRT 4 VTG A=EZ B E T VI W AL PR E2IIBE R 0% 1t
BEEBIORIEEZRE LZHE S I2L —2 a2 i T& D, Gl-to-S B LT G2-to-M D% £
TNDXRT Ay I NTA—=B210%Z RS, M ICE FIREBOBIEET NV OREMEZ AL
7z, Gl-to-S IO ET L TIL, 9615140255225/ (54.3%) DEFIRERELE THY, #kx
AT IV AL E 500V L EOEFIRBEZRLIZ(R8), EFIKEBNLERS22HKMFITEBNT,
IEFRERFRREBERORLROEFRKEBZAE XTI N\TA—FERK LT, ZOXI ¥ 2T 4
Y YNRFGA=FT B ETNDOIAFIVAZEZ DR BN RO REBHAET VOIRREFEE 2D
ZEINTES, Gl-to-S MO HEF /L Tld, p27 & aCycE/CDK2 D & 35 L OME Bt 00 3 B & #K ko, B K
O kg NI F TdhoTo, kg BED ko 1T WSS D E E B THHILIND, ZOED R (ky ko)
NXEIR T THDLATREMER DD, T T, ky Z130%. kg 40% TR ELHE H L= CycE 8L CycA
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DHEAFTIVALEIENTGRA—Z VI NDF A FIT ARG LT (K5), ky BEWN kyy ZEELTHERHBLE
CycE BETV CycA DX AF IV A1 CycA 7% CycE IO R BN/ KERZIZ 2L THY, Gl-to-S Hod
A B S RESEE L TV D ZEDREN T, H AL UISMIE Tl p27 OFBLL ~L MR W R A 2
THZENHBILTEY, ky BED kyy ORISR ORI REER T E 3 RN ALz 5L T
WD RTREME DS RIB ST, L7235 T, Gl-to=S # Dk FE 2 (0138 - DI121E, ky 3L kyo D SIS 1R B A AT
HIZ LT AT Al E72 13 (T B W TR R DiF LW e REnTe, — 77, G2-to-M H]
DEELET /LTI, 628K DIB 29351 (46.6%) DE FIREMNLE THY, fkx RFAF IV A%
BTe290V L EOE R IRAEEZ/R L2 (£10), EHARENLER293KMITRB VT, EHZ2EF IR
RELRbLERLIEFHREBEZAIN T OXRT 40 I TA=FERR LT, G2-to-M O£ 7 /L TlI,
Weelp DY > WAL OIS O FE E R by BEFLK F ThoTo, £IT, k3 210%7525100 % OHi P T
X ELE M LIz MPF OX A FI7 2L DNA HERRWGH OF A I/ 2% g LIz (K6) , DNA 15
DHDHIZHPOLT MPF DX AFIV AL ko DK FEEBICE — 7L N R 72, Z4id, DNA 8
GEEE 528 M HICHEIT 2222 E KL TR, G2-to-M H ORI EHEHE S KEHREL TND
TEDNTRSNTZ, AL LTI TIE, p27 ERIARIZ, Weel OB~V PEWFFBEZTLHIELHE
IVTCTEY, ko ISR OEMER RBERRIK T A2 T ALIZBE 5 L TWAD Al REME S R IB ST,
L7222 T, G2-to-M B D REHE 2 [A1 ke 35 11F, Aoy BSOS BE AR B9 U723 2T Al 4 Sk 72 1 3 58
(T AZBOTITIER) BAF ELNZEDREINTZ,

Gl-to-S HIHB LW G2-to-M HIDT AT AENTIZEBNT, ZNEIN, TR T Ay I NTA—FNRIDH5%
kT, 500 @B L290@Y LA L& FIREEE B LTz, AR R R BZO X728 3o & i kg
EHTHILIT AMDOLERIEY AT DO IR 7] R Th D, #l I J8 B o1 2 £ 3 56
X BB OEFREBICRESNLCODAIEERS D, — . 2RO E FIREBIZIE, E® b
FEREOX AT IVAL REERDIG AL ENTEY, HALLT-ARE A, MWIRIGEREZ S 51D
DERNIIR > TWDL A REMELH D, 4 %IT. W AIZHE G R EFH KEBLYRT 88, 7205, 7
Wh—=2 2D R 2 Z L KVFEM R BB E T VAR EL | AT MR 247\ M e & #
DOFIE A O 2 H 5,
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[E0]
BEF XYY =7 R Ry N — 23 BAE 3 2 A KN BOG R EL T M E 3 2B B
Gl-to-SHIB LV G2-to-M IO E T VAR LI, SR LI ET LV EH W AL FEREIRE D
HAREOMBT BLOF AT Ay I RTA=Z R ERRE DT AT IV RAE 2D B AR LI,
Gl-to-S HBLW G2-to-M H DKM oL —Taid, AW ER IR EEMICE L 72— 8ERL
Too Flo XX T 407 8T A= DREFEFEHTIZEYD Gl-to-S B L G2-to-M DX EL K T 245 & L,
ZNOREWFHNIE BSN TV AEDIEIR FL— B LT, KPR TREL, IR GTRAD
YA T A O E A, E IR OL EME B L O FE IR E DX A FI7 A% 5k i+ A k1%, 4
RPN SG SR OFEBRIE | B H M L EMEE RN T D70 AMESE VI EDRB S, A %I, KV
KRBBLIR T AT DB DA AT IE DA M FTL ., genotype 725 phenotype (2= 2T FE Y724 K
N i 5% DFEFTIZIR VAL L0 7 & Th D,

(3 5]

AHFFEIL, TLIN KPR ELH R R I6FEES T FXE o270 REE 4 Ik E
L7,
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#1 Gl-to-S HIOBHET VDX RT AT /XTA—H

k =80 ky,=4.0"

kK =05 ky, = 0.035
k=05 k, =01
kK'=1.0 Ky, = 0.00001°
k, =001 k, =0.1
k,=5.0 ky, = 0.01"
k,=03 k, =04
k=170 k;, = 0.001°
k,=0.000001" &, =02
k,=0.016" k=01
k=005 k= 0.01"
k, =0.018 ks = 0.02"
k,=08 k,, =0.01"
k,=0.00001" k! =01
k=20 k,, = 0.01°

kpy = 0.01°
ki, = 0.001°
k,=05
k,=4.0
k., =0.05
k, =150
ky, =01
k,, =10.0
k_,, =0.04
k=01
k,=38
k=01
kyy =0.01
ky =05
k, = 0.035

ky=2.0
k,=03
k, =0.016

#2 Gl-to-S HIOHIE T /L Db 5 Fl

aCycE/CDK2 = 0.001
iCycE/CDK2 = 0.001
RB/E2F =195

E2F =0.0

RB = 0.05

CycD/CDK4 = 2.0

p27 =15.0
p27/CycE/CDK2 =1.0
p27/CycD/CDK4 = 0.001
pl6=5.0

RB PP =0.01

RB P/E2F =0.001
CycA = 0.00004

CycE = 0.001
aCycA/CDK2 = 0.0001
iCycA/CDK2 = 0.0004
Pp27/CycA/CDK2 = 0.0001
CDK2 =13.5

X =0.0001
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dt:z = k‘KY k YY (kl KK: + kl'Y;sY;z)

dy, _ kX+kY -(kY +kYY,)
dt
d(jy;l" = k33Y4 + 'knY (-kMI,M + k31K4Kx)
ddytvl = ks7Y15 W T kAOI,H - (ka;s + k k‘xx‘)
%ﬂqs Y+ kY, (kY + k.Y + kYY)
dy,
v _-kYY kY
dt 39777 18 40717
day. :
7; = -kqu + _k;YZ + k_szYz + 'k JSYM + 'kzsI,m + 'k”Y
- (ksz 14718 + kssyn 18)
X _kY-kX
dt ’

[CDK2]=[Total CDK2]—[complexes including CDK2]

#3 Gl-to-S HloHHEET L OYE I K
ay, _ _ 2
&t =k, 0NY, + ko Yy —(k_ Y, + koY Y, + Ky X))
dy,
7=k32Yl4Y18+k—zYl_(ksY2+k—32Y2+k2Y1Yz)
dyY.
d_t3=k—1Y4Y5—(k{Y3Y6+k{IY3Y9)
dy,
T:=k1Y1Y12 + Y, Y6+ kg + koY —(k_ VY5 +k_o ¥, + kg Y,Ys)
dY,  ky
L0570k 4 hgo¥y — (kY Y + kg Ys)
At 14k Yy 27 TRty 1¥q¥s +hog¥s
dy,
7=k6+k20Y9_(k—6Y6+k17Y6YlO+kl9Y6Y7)
dY.
d_t7=k7+k10Ys+kon9+k40Y18
— (k¥ Y7 + koY Y7 + kyo Y Yy + ks ¥y + k3o Yo Y5 + kY7 Yy5)
dY,
—= =k Y, Y, - kY,
ot ol X7 —kyykyg
ay,
—=k Y. Y, —k,, Y.
ot 19¥67 — Kty
dyY k,
u_k, +7—(kYY +kY)
dt k Y 24 10
9 kyy, + kY, -k,
dt
dYy

¥, :aCycE/CDK2 Y, :iCycE/CDK2 Y; :RB/E2F Y :E2F

Y;:RB ¥, :CycD/CDK4 Y, :p27 Y3 :CycE/CDK2/p27
¥, :CyeD/CDK4/p27 Y,,:p16 ¥,, :RB-P* ¥,, :RB-P/E2F
¥;:CycA Y,,:CycE ¥,5:aCycA/CDK2 ¥4 iCycA/CDK2
Y,,:CycA/CDK2/p27 Y,53:CDK2 X:Intermediate X
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#£4 G2-to-M WO ET VDX RT A0 I INTA—H

k =02 K, =0.1 k,, =100 v, =10E-5
k,=1.0 k=10 kyx=0005 K, =95
k=10 ky, =0.01 ky=0004  n=9.0
k,=1.0 k=01 k,,=6.0 K iamp = 002
k,=001 K, =001 ky=0009 Kk, =0.772
k=001  k,=01 ky, =0.0556

k=10 ki =2.0E—4 k,=0.001

k=001 K, =01 ky=10

k=10 k=10 ky,, =0.0001

k=001  k,=10 k,=1.0E-8

k=001  k,=1.0 k, =10

ky=100.0 k=10
ky =0.0005 . =0.01
Ky =1.0 ky, =0.00094
k=10 k=002

#5 G2-to-M HIOHEET VDb

Chk1=1.0
Chklp=1.0E -6

ATR =0.2

P53 =0.0265

preMPF =1.0E-6
MPF =1.0E -8
p21=0.0

p21/MPF =0.0
iCdc25=10E -6
iCdc25Ps216 =2.0E -5
iCdc25Ps216/14 - 3 -3 =0.03
aCdc25=10E -6
aCdc25Ps216 = 0.0
14-3-30=20

Weel = 0.001

Weelp = 0.0

Mdm2 =2.35E —4
I=0.0

signal(0)=5.0E -3
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#£6 G2-to-M WO 7 /L O¥E I XK

% pre %y _ o % *
dt =k *x, —k, Xipre X2

dx;
Ttl =k *xpre*x, —k_3* x;

Lo} =k * [signal]— ky* x,

dt

dx;

2 = fyg — by * x5 —hyg * x5 * x4

dt

dx, ky

—4 _ +h_10 % X5 * x4 — kg ¥\ Xy + X12)* x4
dt il+k31*x3i ( )
dx.,

Ttszklo*(x11+xlz)*x4 gy * Xy =\ gg * s * Xy heyy * X5 % g + by *xs”
dxg
W=k15*x3+k14+k_11*x7_(k13*x6+k11*x5*x5)
dx;

— =k *xs¥x—k_j; *x

P e S TR

dxg

— =k s¥x +vy, —ks ¥ xs¥ xg

dt

dx,

Wzk%*xu_(ks*xs*xu+ks*x9*x13)

dxyg

——=kg*x9*x13—k,. * X

o g7 X X1y~ Kex T X1

dxy
7=k5*x5*x8+k_4*x12—(k_5*x11+k4*x1*xn)
dxy,
7=k4*x1*xn+k6*xs*xs—(k_4*x12+k_6*x12)
dxy3

7=k21*x3+k20—(k8*x9*x13+k19*x13)

dxyy

—= =gtk 17 * x5~k ¥ xs* xqy

dt

dx;s

7=k17*x5*x14—(k_17*x15+k18*x15)

dx,6

7=k22_kz3*x16+k24*x17

ﬁ _kyyt s [signal]

= —kys*x,
dt  ltky*xy3* x5V

signal|,_, =|signal|,_, * exp\— k33 * Time_h
T=t T=0 33

X, :Chklp X,:ATR X, :pS3 X, :preMPF
X;:MPF X, :p21 X, :p21/MPF X, :iCdc25

X, :iCdc25Ps216 X,,:iCdc25PS216/14-3-30 X, :aCdc25 X,, :aCdc25Ps216
X,;:14-3-3 X,,:Weel X,5:Weelp X6 :Mdm2

I:Intermediate 7 Xl_Ee :Chk1
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KT BEURFGA—EEy 2 W= Gl-to-S IO EF /L% &M (E A E 1918)

-65.2 -28.3 -15.0 -11.6 -9.14 -2.69 -1.01
-0.49 -0.42 -0.10 -0.10 -0.03 -0.02 -0.51
-0.012 -0.01 -9.93E-3 -1.00E-3 -1.00E-15

8 MMM SMEITBITA Gl-to-S IO H E=F /L D% E M

IEOEH EEERDMEHK EDEFEREERT-
(ETLOREM) NFA—=2by i
0(R3E) 522
1(FRE) 436
2(FR5E) 2
I(FRE) 1
4 E(F&R5E) 0

#£9 EHENRFA—HEy T G2-to-M IO PREF L 0% &M (B A 1 181#)

-101.2 -10.0 -2.01 -1.10 -1.00 -1.00
-1.00 -0.19 -0.12 -0.10 -0.04 -0.02
-0.02 -0.01 -0.002 -0.002 -9.51E-5 -6.22E-17

#10 MR 2EMICBITS G2-to-M WO EF L D% E M

EQOEHFEXRPERF-- EOERERBERO

[&] =] = >,
FeFioREw . (seim e
0(RE) 293 590

1 (FRE) 334 0
2 (FRE) 1 0
3 (FRE) 0 0
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