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EURRBUMERBUNF AT H L4 BHWH AL, A MU A, R F
oo WAFT MK E, FRRW HELES. ARESRELAFRHRY, TEHES
FRBRURERAAE MR T ENRE T AN, DN FEEAERBEBEAX L YL F
# EdwinKrebs f1 Edmon Fisher HEZH R TH BB AF X FEH T, AHETH N
FAEES¥PEEX. BNAEALERL AR ER ‘RUALCRAEEALEAN
ANH 1D EEADEEHS, RLHRATHARNATLAREERN Db, "4 4,
EURTERBUARMANB -G ERE, ROURNIRERA T CRAAREH
¥ EEE MY F RS T ER AR ERRRIA G L AR

BRAEREANATE SN S RN ERCE RN, SRERAEN KA TRAA R
BAELERYEA, X ERERALRNRENA, R EASRRIER AR R G EE AN
EHERFAEH. BERAAWNRKELRBAIEM AR RERCH REAYN, m =&
QUEN, EOARROD T, REAAFRAEHE. BORFRLRRE L. REEH
RNEHFR. BURARBRUAERBRAN AR - FERLBRROHER & &,
RR—-ADETHLE. FERTERRABERA L —WHRER, ¥RAFEEoH
B ERATERREH. '

EURTERBANARTRBLTRRT LA EHNMNE, THESHEN, TE,
ZRAFLURREL UV BBARNZRERAFBE AR, ATRERETALEH
RRBERG N R ERBFRN LA LS~ 4,

APLR20 UL EREURTERRUL T ARALLR, B 508 9, DNAL
W 2EST, FUREHA R, ERARE FHE, HEER, RO EH, MK, 2KET
BEt m B R B L AEAREW AN DR, A AR, AR LR
TRIFFXRRMERME, ZLXFWHHARD AN EHERA— LW G, Hi
B — R FE R X % |

BOIAEMBPRAREABRAAXSWBHLTF AN XBANE, BRRW. HXPH
RRFERZ, HEERFHE,
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Z ¥ F
CRE#H 382 LV A £ BFAT 200031)

AR B (cell cycle) sE BB R4 WA H (phases)  DNA & #IT#Y Gl 4, &4 (S
#),DNA BHER G2 #, UEFLA4BHM ). HEBHET, yRKT4H H, —
H¥ Gl SHA G2 AR VMMEY. BR, HAR AN MR 5 AR~
SERBX, E4HARENNENEL TR EER. FRANHSEEHELREFRRRRER
AR, ML RN EAIREERE AN

LB b, ZAH3% B (cell reproduction) B EHFWMHEKBM A, — AR SHA
B (cell division cycle), ZEAMA T EAGMERERAMFHSE: H—haREKAH
(cell growth cycle), HF:ERHME LB R MLAMBHBOEE. IRANH[IEERE
Gl MR H A (restriction point) sk START (&) 454 MA KA. I
HERARA RSP IR N ERE CEFEYRRE KA T, AR AR Z0 W, BN
i e e T 4% IE7E START Z iR G1 A, SR A4 M, A LA (GoH). K
0 i e 52 B A B 7 6 TR 4 5 003, 40 RS PR S AR A i B ek, B33 SRART, JEmt P
i R A B BARF], AN R 22 5 3 175 SE LA Bl - N A B RE T .

Hartw ellU 4 ff 40 i & 3 v 4% 35 40 2 1B) 770 M B 5% R A 38 50, ZE 40 R BT e i 4
H 5[ T 82 A (checkpoints) B Bt il o JEi xR EFEHINW, KETHRAPLTE
& 3 — SE B i} 25 Bk P S BRI 5 0, BPOE 1 — S AT Py 15 B85 5842 (intracel lular signal
transduction), {40 AR 3 1E B R0 BT R AL BB R R B E ¥ B, LE H BT
AN GE 5 B A X R ZE LB (I ik vE START I S A5 FEH8 By BLi0 ) {8 0 RE A B 25
THRELE, SABHEEBHSBME. Hil, DNA Z4]. DNA BEMEESZHK X
Fo UKt G2 M AHSERX S AR KM ESERE W R,

B At A B TSRO R RN 40 R B e e A — SRS R 4 IS B R UL T R
SRR, HXT X S TR By H B A B R A A T Bk — 25 (R PR B 440 2 R
BB N TR . SEE A, A R R TR R R M R RS ST B
FHRBUS T — %A LR F RN, T2 PR8I R E SR BRR YRR Fl X5
AR :

KRR, BARRRLENEEBHY—HEEBR. BORNEHRLBES Y
B E WS (protein kinase) A BEBREIFS (protein phosphatase) fEFH RG4S R, X HW
W MR BT R R — RV RS, S B RuEE SRR AR R RN, MR
BRABAESHEIMERANSEBEHEMEESE, HESRHINE, XLLaiiyRE
MR A B P ARELEEH (discoutineous events), Ry BAERFMM L EH B E & 18



SFEMY RAKANRERE QBRI YT ARERE, RERXITENEE
XEHRTEMERE. BEMREEENASRE TEN “BRABH 54 DNA X
A 35807 — 30, PRI BT RAETE GL RBTBM G1/S ZR LM XBHEHE, XER K
WAL AR R R A . RSO BT M AR — MRS A p34, ST L
RS A M AR X R

—. B M3 XM E P RE

WEEMP AR cde2 RE B AN B A (Schizosaccharomyces pombe) Fhigy il
2, BT R R A, 4K A AW START 5 M HZ AT cde2 R HMB—Fk 34kD HH
B, B4R/ ERME T, B LRERT. FERER(S. cerevisiae) CDC28 & F ™
YR cde2 BEHRFYHERY) . 164 K1k, E7E JRNSSH 8 40 1, ¥ 52 59 15 40 ffy 5 L O 6 4 g
NS PR M S E 2 AN PR DX R R, NHERR, M RELE Ry
FRAE p34°** B p24. ABEE| AN cde2 3:E ™Yy, 60 % A RERWUFH R, o h— i
AANEER (EGVPSTAIRELLRE) AR A B 783X 28 cde2 Y P BB RF TR BB K
PSTAIR 7%,

cde2 TR FHM AR BEAEARFEM, X ERRAMERURREESARNE
PEA (cycling) 8 &I FHHT LR . RS F,—% Gl cyclins {§#3#E START & &
cde2 P4 &4, T — 4 cyclin B ## M 4§ cde2 PHiE k. W&, M SR RE R &
LAY IR,

AR T EHAMAEGARTHRE RSN ORB DR RS NESR, sy
xR FEE— 4> cde2 HFRBEF I (cdc2 ~ related protein family), 414 Bl E %
M RBRARERS R R, P, ER4REYBLE R, ARANLBHEET, ¥
TEAEZHES, EENREM RN HENESS S, WX ®E—M cde2 HXHE B H A
RERAHIXBRFAFESHEH. XBBARBLAYE cyclins EE8EFR I ERYE
BMOEE, HOH SERR K BB R A 93 (cy clin—dependent kinases), #E®RCDK.
B b, ¥ CDK ¥yR—SiriFs “FE” TROEBE RS, EOTRPREUEER A
WM BRI ERTTTH: (conserved elements), HyfBHIKX S CDK, #EME A U
THERBH, BIRA PCR B:H cDNA FEH K cde2 HAEHRK, SRBIMEIME
(complementation) Mz ARG P AN cde2 HH, B RIED cde2 HIXER K.
WE kB CDK A4, EA145158 RARE cyclin &, FK M S50 B SRInEe
BO4 A, AEE B EPO S RBARMEED,

ALK SARSNEENER. WEYAEEEHEE— B AR KNSR
N F 2R (GO BEE N, i A8 p3s B RAEATHRAET HBA
MBI TIN ., EARTESUE (HeLa) M, ERERBERLEY —8E LK
t,p34 HHRIRS. MERBERICAERT GLMHE M R Em. Ky p3t #BRKL
BERI AR (Tyr-15) SRS E pp60°-°C fE H THM MM OLE—F. BEAE, 4K
AHEZEMHREARKEEEERR Z p34 RGN, 7 p34 PRSI RBEBRL, H AR
e BB R AL, T AR ERABRERESHAR AP R ER TS LEX —RELY

.2 .
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HRRGED, BEAMNBERLLDIHREESHARABNASTRER,

e BN EE 4l furh-*1, p34ct=® W BE AR 4 BB L, XBRRR AL SLAY 5 p34 9 H1 BME TS
P B 40 i RS G Sk BE I B AR, p34 BEER T A IR 1L, T M R KB,
BAR, NE AR S ES MPF 85/ S p34 MERNLBRURNE X, FBLE,
TEHFEEE sucl ZE ™Y p13 M H MBS M K FEIR, p34 MMER EHMILE R
WY, REREHUEN, BMAEEEXLXMERN LHRILRY AE BLIH p34
B 5L, B A B ME P, S AR R LRI B LB RIL N, B p34 5 cyclin %%
ik g b,

/DR IT3 A BAM P, 5/ E MR, p34 BERMERLLN & HRE
G2, FEEBAMM, REBRERNEZHBRLIN. ZMHHHRETEBRORE TR
Bo. BMERKENHNARL RS ZARERE G2 aNER, B, p3 WEHRR &
BRL (FE) 350 B B I SRR TE 8 AL X g, p U MO A BT 98

B E Rl MBS p34 i Tyr-15 SRB(LUFEFRERBOZR®, RAKR
R R BE R R P BB M, BB ER L E R BRRAE, hkEaT p34 &

BMBMAL,/ R B b B B 3 2O 0 1 4 A BRI .
‘ T/ BB AR 4 i 5B B —Fh AR Rk 34000 B, E—ERTEB AR
RNA &8 11 BEKHEXE(CTD), EXB—IMEAYN—1 44, HEMIELREDPR
cde2 ZEEM™. XF(CTD) MEAR & p34= PiisHE M H1 MBEREY . dixars|
H—EBERNISR, MEXBARTTREES F 2 1 0 p34 B B8 (p34 like
kinase) 75 #,3X 56 p24 BB HEER cde2 R SHARRAERMHAGMER, £H
FASAZES P BERBEEENA G,

Wb, ERBEREELRH, Shaggy 2E (Sgg) RGSTRN 56~58kD £HK
E{F, BRE—F5 CDC28/cde2 ERBEERERRRENEWHRXMLER FEH R K
B, Sgg BRI IWERERAK K B (syncytial blastoderm) Fi 3 17 IE # 5% ¥
(segmentation) Pib . Ht, Sgg BQ MBI NERKE T A BB 40 i 8 A+
ARREEESHIER.

145 p34 WomE T 40 3 fi (subcellular localization), AR T & M A#E/E & 4
Peo TEZSFHBEEETR, p34c: MBE LRI PRI T cycline M M BB B —HE W {EHp3d
My, B— A EE LT RS MES 75 # (exogeneous kinase activity), 5[ E R4l
H % oL, XF T 4 Bl P i — 1R R R .

ST AT p3dcter M RFMERRY, EHE(UAEIR B iy Ser/Thr-Pro %4 BLH) 45 H I
(%2),

SR FE B S L YT TR s, SN p34 RO EA 4 cyclin By “PRIUEE N7 7y R AT
s A R, R E AR AL BT R R, SR~ AR RSN ER S ST R
ey, BERP, EEFARMEHEAS, CDK EEUESTMIMM E ¥ 5 4 (multiple
independent quartenary complexes) R 7, SAE AKRPEAFCDK,cyclin, PCNA
Fl p2l Bl. HR, RSP, PCNA i p2l ZRH H ERZTE GHPH K.
p21 BA M4 cyclin/CDK FiRE— R AWK ER. SBRFEX p21 RENE LX) H
B, XL EY p21 BERAT MR CDKs KEHMEAHM. % Li-Franmeni BE

. 4 .



!2 p34 cdcl{tﬁﬁ*[l]

TER RS BELIbAr &
‘ HER HL KS/TPK
#HER H1 KS/TPXK
RNAESEIINCTD SPTSPSY
SV4OMTHE HSTPPKK
p105RD QRTPPKK
pl05Rb ‘LRSPYK
pé0c—SrC QTPNK
p53 SSSPQK
B{-ZEH(nucleolin) TPXKK
c-Abl APDTPEL
¢c-Abl PAVSPLL
ANEZEER A TPLSPTRI
ANEEEH A RLSPSPTS
BHEEEB2 GTPLSPTR
. XhREREE.

p53 A 4IPR, CDK H &g p21 R ML, Bl DNA RHE SV40 T
LB RBIR (T) WG 4 S Mst 75k, &R MMMP #F cyclin D/p21/
CDK/PCNA # 4 ##8. CDK4 5 cyclin D, PCNA #i p21 438, 5— & 16kD 4%
B (p16)Ei Ao FEXE LSBT, i cyclin A 5 B1 5 p21/CDK/PCNA AN E X &1k
P17 E A, PCNA Rl p2l R Y cdc2—cyclin Bt B E 444 4; WAL cyclin A @R,
(A SHRPRER p21, P—f 19kD SEKBARZ, X ENEF AARNBRATERR T Bt
R e % 4 J5 440 B b R 4 400 i PR B M 3 A0 ML) :
BT CDK, B R>RMEL RS SRS ARRAE, #5H—wtmndd, mst
RIESH%S, BRAESHES, DRSS ERA T, REARRE, 5200
P, RFENRARBA NG T, HR OB BFS IR R RFEBE N, 2RTHK
HBMAMELE ST EY SRR, BB MBARRERSST, BENHEXRNE
F IR 30 2R NBRIAYE, B/ BRI RNERESY R— EEEE T, X
R AFUREREMBY RNED, KPP TR IEEH ARR cAMP RV T 4
4 ®HH (cAMP-response -element binding protein, f§f 5CREB), 11 CREB fy & &£8
B, B ERERE R A, B C MIBE S M EE [I(Casein kinase II) 78RR
sAE R EE S . BRARMEABEAED (oncoproteins), A #F Myc, Myb
Fos,Ela MISV40 i T ¥R, WRABME AR I RN EHRR". i, DEGFERN
BT AR A R Y R O BR (RIS BRRR) , WIE A A LIS T (cy tostatic factor, 5
CSEYMER TAMES KRB PH, WHEN CSF iE#, 15 c-Mos B flRas &
B %W ¥Ea0 MAP B (mitogen—~activated protein kinase, {§5MAPK) I%#: 5CDK2~
cyclinE FER LIRS, ZEMNE—-PEF,Hh MR GLadHE,.AFEL 8
EH (ubiquitin) LI cyclins ff&m, HEEBTHRE Ca® - B IREANE S FKEE I
(Ca**-Calmodulin dependent protein kinase I Y IfE1,



=, ARERS SERANN RS

SHmASEE b EAREBYELERSEN AR, NESEBRREEN TRL
.

G2 Ml M A EZ B, 5 cyclin BE A 75— A p34+%? i 4k, H Tyr-15 §1 Tyr
-14 LBERR 1L, Thr-161 MRHEEFNHRILRE, HLERELS M, Tyr-15 3%
BRRML, BTG T Thr-14 fEBM1L, 35 cde2s R MK R AR R IES L
HX. BRAEAFBMBM-1(protein phosphatase-1, #iEpp-1 MEERK B M K W
—2A(pp-2A) S SAMBNT £ SRR F LR REGRE.

RERL IR BN H3HTEREN, cde25 ERS p34 WEBERRILE X, H cde25 £H
KPR A REARERAREMN, HAECEAACANBRERBREBRERR
FEBRIRAFH BIR R, BRFERE, B3 bl cde2s BEBO M, THERLERE
FRUARRFREG IS 1, T H R A — MR A RS R A M A, B S N S H LR/
2 BERRR FR 2 » A (3% 7 1 A AR R AR S RIS IE S L RS, cde25 BAMB AT A
HHEE S K X p34d? RS — 4 % Thr-14 #1 Thr-15 WREENEN E—#. MG
—BORE, cde2s ZEHHEERDFFEH B AMUBERIER VHL, BRFF—RL A E
HMBR IR cde25 il VHI AR/ REE B ER ML MR ZBBm A0,

FEIRE R, cde2s BEAHHABEBMA/EZBRARNMERRZ HELEREZH
WY, SRERIN cde2s ER M LZEARBRELNEDT, HBHREHEELCERTHE
BT MM R IRIE M 428F, cde2s BHA N XK HRL A AL TR FERRKL
Bk, BB A TS R 5 1%, cde25 B i N K 3 K % £ Ser/Thr-Pro %
Wik, VTR cde2 5§ cde2 MURRIBWEMEERY . &—#X okadaic acid R ) B%
MRS PG, cde2s MU MERBMREEBEE X TRAEE & & & K. 7 &5,
cde25 7B 5 W HR BEEE TS YE AT cyclin BRIBRE 4~5 4. cyclin B EHRE T
M SRR PR e G T EL B B, cde2 BB TR — R & R MIE B, (transactivation do-
main), cdc25 BHBE —MK TR, S cdez-cyclin BEAYWE G 1 &
Mo XBEENERELELA M, cde2 WETE HEREHILZ AU,

@it cde2-cyclin BEAY 5 cde2b BH%E &, Wik EUFEESELTRESKTEHT
4y cde25 BAREE £ /MM p34o®? BRI, XA p34-* KRR LEEER
B S i 45 S 7E S A LG cde25 BB L, EZ Bt —B Tk, MBLREIEN, cde25 &
EEEAERE, WRT B ERBEE cde2s ZERMWEAR. XMRAELRELHRL
p34cie? FIBERR 1k cde25 M R, T B FREFLARED

pp-1 Fl pp~2A N A NFEA T L NRB G L HESD, EE AR HLE
BATER, h P 7e s 20 BRR BOR N\ BERS B4 B S BB IS RE I MR A —, X T
A8 7c Rl pp-1 Ml pp~2A FLF (Isozymes) sAF I afr, W HEHHAEREK
BHR T — ik, Tl £ LA M A pp-1 #1 pp—2A fERKE BB NE AL

pp-1 ELEWEAMBEAE 258G HH, HAEREEINPT P IR B
(Aspergillus) FIR 8% pp-1#H (dis2*/bwsl*, BimG #pp1-87B) R ¥ 3 8H &)

. 6 o



PEIL, A APH R HA— R, SEANA BN ERIBEYRY . HARK BN
A pp-1 S pp-1 MHiHK, BEAHBIEBIRMRERSNFHZRASHETER 1 15
F. GREIE 24 RBERT p34c K%, MUEHET cyclins KM%, MAGETH
JEf p34 Thr-161 B8 {k. Okadaic acid 2N cyclins BAg)S p34°** fyR¥E, H
B okadaic acid FERH Wi O UW B 4 SRR F p34 Thr-161 LBEERILAY fE H.B
f ER{EH B okadaic acid Rif %) pp-2A TORBEIN H pp-1 H#h. JBEE, % AL
2 E— TR, XU pp2A BRAKRINE 20 BHRE, T pr-1 ERAEBARE
FFH #5338 Thr-161 B EEHREREE. pp-1 i&ﬁf’ﬁmwﬂ%ﬂﬁ— o M
B B B8 {L B 2 J (Nuclear proteins),

T —BIMIER, W pp-1 WRBARE AT 2N, ZEAMTpp-1ER
(dis2*/bwsl*) Y B MM 4 5 B RS, ELFHREN weel (mitotic inhibitor)
Bicdc25(Mitotic activator) B Wi p34 MRS . O pp-1 & —F /M HWETF-2 (nhi-
bitor-2), B4 #5 58 - J M B I cde2 BB EE L, R FARB O FL2L MA
pp-l BESZE L HBNER. BT pp-1 REETHARMBE, FL50HZWAR K &
i pp-1 BB —BRANHHEEYEBRRILUBEF2ZASVEL . HRLKERE 24
ZRBHE B TIERSR, pp-1 WHR LT B A, LEES £ 5B EBEKS,

— S50 B AN BE P 3N po- 1R E DL ATE O, S UM R R B R BB B 24y
BT LARNEDREHRFERE—F . pp-1 WEETARFAPARE, KL Mg
B TE, TifE M 4 p34 ﬁkmﬁﬁ%ﬁﬂa‘liﬂo pp-1 R W AR R R TR
HEYE—EMER. 2MAsYaKks, GLER S HMEA pp-1 S5 EARER, 3
T G2 HIfi M HIRBEABN, FLAZNEHNSHENROEETSR.

pp-1 IR —2 F 3 050 B4 S F-1(Inhibitor-1) RUNHIE F-2, HEeEE%E
—F KB4 A A T R % pp-1 BE . MHE F-2 RKEREBR A IS, 44
IRERBIFE 22530 5 % pp-1 WHYERT, I BIE F-2 KK RHA R, AT cde2 BBET AR
BHERICKEMPEF-2 WEM, B HEEKS cde2 BSERRAF R TEMHEF -2 A
RBNE pp-1 WIS .

B P pp—2A ZF (ppa2*" ) M RZE SR ERT L AH, K& THETFIEH
B H M RBOEH okadaic acid {1 pp-2A F5HKAR. pp-2A & INH #5—4~ 4 4,
W INH BB Y p34c JHLRfER", Hit pp—2A fl pp-1l RIPEFRES WG L4
HNEFFENEH. pp-1 HEFLZHHESHEN—FERE: HR— KB R &N
FRER p34Thr-161 FEBEMRA, BB IE cyclin 5 p34 ZA4HE W, BX L, 5%
FH —EBK cyclin A TR INH #751%, {H okadaic acid I ASEEMN cyclin 5 cdc2
&8, HLMT AR pp-2A S pp-1 R FEHMIE B p34Thr-161 HBEMR LR o
WREFEAE—Fh M SRV, B pp-2A iR cde2d P T LR O LT HIRE, B
#. T p24 Tyr-15/Thr-14 8 EBRR b, BTAEFHIE p34=® & fh. £F pp-2A KEFHK
FAMEL, pp-2A KEHERBIHIRE, EERER LW ZHRK. XBXT
pp—2A FH:THARAMEEERE, RERR—EBUANTERIRYEIS BN R 4
o pp-2A MRS E MR BEER 1L 2N B L BERR KRR T2, A0 pp-2A WL A 07 At
BRI RS ENY —H,



BAEENARGPRERA=HEL RBEAMBMMEEE (protein  tyrosine phosph-
atases, ffj 5PTPases), 4351k pypl, pyp2 il pyp3i2®2:22, x i PTPase ¥ GHi KA
B IR SS MR, MM E 132 A2 R b, Bl pNPP (para-nitropheny! phosphate)
WE W Raytide Z B *P-LIK/ENEYHTHRRBIEENE, ERENBYREEE W
REARBMREEG 5L, )8 PTPases FIKMIESZR A .

W ETITEE R, weel BRI A cde25 B M AR A NEER% B
EEMA, T mikl EHEER pyp3 BIREMAERED. SABMR K £, mikl @
pyp3 fE— B BT (X SERFG THROTL) RSP ESERBENER.

py p3 Nt iR g 22 0H K P13 B PTPase, TG pypl M pyp2 MEABENMT X35 Y
PTPase{LiR PR ERH WEREERET Y, HE B FPCRIEN A B S DNA
PERIIEBIN . BEEMTER, EREMSED pypl® M pyp2* REFABKBLRHA R
# mikl* fl weel* Lﬁ?‘ﬁﬁﬁﬁﬁ‘ﬁﬁﬁ, BEENEARKMIERRIDREER.

= R =)

FERERR AL W RBOVE RO ERY L, RS 22 Y, TRy Fmag s
FTRER, CIFRER SN YRR AR T RS 0 20 5 5 X e
¥, LELARBRERSHEARSAMNERANNEZFEER. REEIFRATHRK
RILE Y, R BB R A AL RS W SN AR, AR ERAFERE, AHBT
REEEYFEARNEY:.

EORRRL/ LBRER N ARG ZERENH. &5FXIT TS
BRBE SR, BAHELN cyclins fl cde2 MRBAKBHARA, EEZNHTHLSR
BMRBREBHER, EFNOEEEAKBEES Y cyclin /CDK & & (ki itk
Ao PrLl, Xty CDK fEJv4a I 15 5 3h 5 3 4 MRl R B MR M 6 A1 LAY 40 L0 40 VA e 1y O
% Ry ¥R LT, TR R4 5 0 2 B,

8 F X R
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- BrBMb 20 5 40 DNA Sl

B Kk 18

(hER %8 g EPET, 200031)

C HBARX N T REARN— MG SR EZ AR AREN, E%AK DNA 4%
B SRR S 1, T BLAE— AN BT P 40 M e fk DNA UKt — K, T SR A% 40 i iy
PAZE B e R A B, B A —4 DNA K8 A 52y XIF 8 Fi—i DNA 4.
KM DNA S5 5HRAPEESENNEKR, XHEKREFERN DNA EHvRESH
AR, 25 DNA SHNBAESRETFHEEZRRE S SrE R0 R
i, L K% DNA & i B 40 M 2 30 040 30 0 wa 4F H i b R R A

MHa DNA B HIa 4 & BT, B, AR E LM B .

DNA ZHmHFEHENHSMN, SBARREREET S8R, 0¥,
MEREEE, BEBETREES, —SMREFHS; FHBESM DNA 4, W
DNA A a.0,¢, 3] KBS, A HAMB R (PCNA), B4 DNA &A% A RPA,Z$HA
F RFC,DNA #7448, DNA R EH%. LR IEW X EMYEESARMA ZRESE
K, S HY P BB T, KR B A P R R. BSRSIAS YA RN
MEVX LR Gl 55 S IR RALTFRES, WEMNEEERMABRANERE ., &
B BARANY GL A —A“START” K, 73X — /X L DNA AR & 54 E 3
WE,EEE TX— A5, 5 DNA SE XA FHBEER. ZWALSY hERNG—4
“BHI A" (restriction point) RANMJFAHI 5 DNA & RILHE FXMFEE B 675, AB
F“START” S “Fisl A7 /558 DNA 5REH % DNA &SRB E.

DNA iR HIBE el —MELMER KR HE 5 DNA EHEREER —
AMRBE Y, BEX I REE A DNA B HER B BT ERE, REXx—ERYE
AY5 DNA ZHE A (1 DNA BEH o-5| &8, RPA £4) £&83# A4 DNA, X
BAIRA— YL 40 de s ik DNA 72—/ 40 B H = Rl — %, XA PLE X FDNA
B HRRBSAT IR KA N E L H (on, off switch),

7E S 1, DNA Hi5ER6 5 i X 2 PEWT FE 4¢, SUMES T4 DNA Sh R AR A EE, BEA
Mg HB AR ABME LB v R, AN EAIFATLS DNA 48, TS oL A 5
% DNA B9 — RKIBAE AT DNA 3, H5HMAEARIEHT S T HERB/D
o

DNA A REAHEN G2, RS ) MB, 2 G2 I M, DNA AR tH
AT, X B I [ R T B35 1% g SR LA B AT 3 o

MRS RE N CEBEES) T DNA &EHGR, SRSl w o, &
DNARG B 54 T4 DNA A/, 78R hE—BAER" (check point), fiX
AU EHAR. ‘B A7E Gl FH,S BBz, s K T RS H P, i
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BBE (TS DNA B2 4 X5 5 M0E R SRS AR), FELEE M HONAS
BEE%), X—K LTREEHEEMH T DNA a R,

LR a3 T By %, IR BT, 9 B BERR AL 1B 15 LA S B DNA EHIB BT A
DR AN PR SR EHM IS ARARET —%, K REEHEETHRL
Bk, AR BS S DNA B H ML RE—/ R,

—. S5 DNA EHINERE QREENRAR
12 A Be i s B B8 B R h T 45 4E

DNA £ RER G AR DNA HHFTWEMNGRMEES 5 DNA T4y &
REEAT, BEEAWAH G1/S ZRLFRAMEy. AREFWERE, X LMAELFRE
Ry EBRE T YU RELENANER .

1. A#FRFERAE

YR — P MEFRNRER L RENRES R, I DNA BA8 o 95 IR E1H
HRRAEIEFWE cDNAJI, § A\ HeLa 41l 317 %35, S5 M2tk 1k GO 1,
B S/INE IS IS 500, S GO BN G1 B13F A TR A 2, A ML T /5 7~38
/MRFCHITARF SN S HOE 3B I 1k [R5 80, 72 13 /MB35 2) B kg, 76 1B %8 J YRSV
RE S TENWEERBIE N S AR AN TX. YY) DNA BAW o RE RS T K
20 PR ST SEE AT IR 42, RO R AE B K R,

2. BRBMIRT LAk

TEFR AR AR WI-38 1, PCNA mRNA B KA, 7 GOl
mRNA TR MHEFERFERIHEM, X EERSFAT- ERilE. BHETFREsy
WI-38 LRI HE 25T, A RT-PCR Jrikfiel 5] PCNA mRNA i, i % &
##y PCNA mRNA. XRYEs%E 1y WI-38 41} PCNA 3 3R ARSE R, (3 78
BRREML—SHBE T, B, HREMLT—SxERR R0 T % 1535 8
Lo

3. BRI AF LBl

FFRBESPRRIL, RADNAR B o HANAMEARRALTI S BRR LI 150, BiRR ik
RAEAE 180kD FT0KD AR 1, W o LR BIZERA R BHAT L, B L F i The
#ZA TR EH. H Thymidine, Aphidicolin #1 Nocodazole 35| f#f 44 i f& 1 #
G1/8 ZER 4L, S MU T M 1, 2 “P BkMHRIEIE, FIBes RILIES B 4k DNA B4
Bf a, 2 SDS HMIKEH, M #i DNA RAW o RS, i GLH,SPMS. HH g
DNA SFHEZEERIE, W G1/S JIGEH4Y S fga A% BV T ik W 150~200mmol/L
T A M RISy Y o BORE LB EL W 570~ 130mmol/ L, BRIk Ay DNASE A 7%
o X5 DNA By MIEREAR. FIP0 p34=* 7 & W08 0 ORI 3R, 751441 T4 180D
LR 70kD WH By BERR L, RYIX AWM (bt p34°%°2 4k, R 180kD 2%
SRR, NREmFRMELBEELST. DNA AW o WBRILBITEEY &
FeFRACE LRERAIE, BT AN T E4RM DNA RA8 R E T 605 1
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