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Abstract; The classification of protein Ser/Thr phosphatase and the research progress of its
effects on cell cycle and tumor growth are reviewed. By the researches of inhibitor for protein
Ser/Thr phosphatase, the mechanisms of cell growth,development and regulation are under-
stood and the new methods for cancer control and treatment are explored.
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HEAMANEABREIFSSHNEGRA
W BERR AL R VA T A TS S EEALE] . AT
it 2 TR BR £k i BT 5% DA B 4 ) 3 S AL 3
e E O MBS IR K T R B RS
G URZESERER HMRESNRE. Af]
R AR B A X MR i BRER L R AR B A%
BB ELRE L T X 8% PR N v DA TR A R R
BIECLHE, AP E AR B RIL 5 X8
MILRGFSEBEREAGN—THENN. MHER
SARIES Sl ES FREMEORRIL, bt
BEEELS FEAEE A M EBRE, XL
T U R B PR B L — P R LR W PR B
A 5 200 B B O 2 SO 5 X 5 A B A R R T L3

58 B #8:2010-09-10

EEBAT GBI A968) L B, FENEWERERR.
* T EARMERSHE ( No. 0542077 ) ¥EHY,

* * EHIRER.

SEAT VIO A VT BE 2 IE 4 A0 0 0B 4 YA L %
RGBT . AXMER LA/ ERVERE
M RERAERMAER T HNER. BALEA
BR/ 75 R PR W BR g T 200 B JA) 3 4 RIS VR R RO 5 Bk
TR R BTER

1 BEA4Z5R/HAERBBENSLARAE
HmERMSUTENIER

R 408 B R I B9 — BOME = 4 45 4 i A 0L
HCEABBBEBIA=IFIE - RRIUCBERBREE
1 %% FR B ( Phosphotyrosine residues phosphatase,
PTP) BRI AR/ HEARRESE A HRE
( Phosphoserine and phosphothreonine residues
phosphatases, PPP) #1 Mg {K #i f Bk e b 2 & B /
PR R L [ B BR #¥ (Mg® " -dependent phospho-
serine and phosphothreonine residues phosphata-
ses,PPM), H PTP ZKIEEF1E— K REMERERR 1L
BREMRML AR/ 7 BIREREV R AR QB LR,
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PPM X R 045 8 L BERR B 2C AL T 2L 1R 1) P9 B
R ER., REER - EBBRIHERBENE
FIBER A .

HR A B % IS 49 5 B 0 R 5 1 O AS [ 00 ) 50 A
UM R AN M BB F R, B A Y
PPP ik %40 1 BIBSERES (PP 71 1T AUBE BR AR
(PP2). PPl ¥t LB PR 1L BG ML RE 1 B 3L
BEER AL, X $AER 8 Y B AR 1L -D Al 2T
- ¥R PP2 R S A B IR (L BRI B 1Y o L
MRmsER AL, A 1-1 F1 1-2 A BUR, FER X LB
PP4 . PP5,PP6,PP7 55 37 5 51 , At 47 XF & 411 41 390 14
Rt A [HS . PP1 A4 PP1G.PP1IM, PPIN,
= B AR W41 5 L & e 0 F B 8 ULBE R 5
KU EF 4E BB A% 43 50 6 AL LR A7 5K
i E R K. PP2 DU X M & 8 B K
YERI ARG, 3t — 45 4% 7 PP2A(— 2K L T B, X &
TEE 7L 8RR PP2B(X R4 i & K,
g1 Ca’" /H5EE ) PP2C(HENRE Mg't &
). a5z h5 2R S5 ES 5 2A LNE A B
T #MEIE R Ca?' fF8 &% e,

1.1 [ EEOHBENELTEE(PPL)

PPl R —Fi b PR S W EAARNER
PR EEN e, XEMXER . SERA
s WAL R IIRE .35 S PPl B HIK Y M E M T
A M 7 . S E A T HEEA W
B & B X LE R ) TP B BB A PPL b TR, B ak
Hpgm,

PPlc /& PPP & B9 — WL 51, L K B B 15
PP1,PP2A. PP4, PP6, PP2B/45 i B B i . PP5 F1
PP7", fERZHAEZME S, PPlc A RFEKFH
A, 28 5 8 4 43 5 s & S8 PPla. PP18. PP1y1,
PPly2 \JEMERH FARBEMBE UM ™4, BT
— AR B EERRF I F A Bk 90 %0 iy [l I L 25 5
XFE C %, WINPT R PPlc R A A AR HR
S35 R 4 B 4% . E SRR, PPlc (1 38 A8 {k 1] 5|
EAFKRE EHIL Y AR WH PPlc B9
i A R U 4 M 2 o T L BRI | T PP1le SR HY
BHD IFH 90N MARREE, EHAAFRT H
FEAL A I e S0, B A O PP T BB Y 2 PR AN
REEFEEHBENTEEES. £HARMHP,R
EAH /L EM PPLe @ i B B2 A0 gm ) (8 A 5 4
FA 507 38 98 1 WA VE A
L2 [TREOHEBEBROATIE

TR B 45 B PPlc BT E BB 70 45 W,

SCHRL5 1. PPle #E4A 41 AT %t 4 2 J68 40 it W 18R » it 38
I P T 8 OR HLRR SvE BE U AT PPLe X R IE MY
JEY R BEER . SR T . AL A HLH], PP1c 5 88 18]
EMEERGT AT ENEDRRERE. S
Glycogen subunit Gy 45 -& 0] ¥ 38 PP1c X 88 R 25
BIRYIRE R BB AL B, BR JR G B R B R B U 1
WM TS5 WK BRE B W My 1B B, ) i
58 PPlc X} LI BRE 1 P-S2 5E 0 35 vk, 54 30 il H %t
W I s R g 0 95

JURVE IR A 8% € BB (AKAPs) W] i 25
BEG A(PKA) 5 PPlc B b, JF 8 PPlc 80 4%
SEHTE 40 B E 70 . 0 Yotiao(—Ff AKAP, A &
PKA 1 PPlc [ 856D o AL F i £48 UL N 82k /Y R
Zfh, 5 NMDA 3 & 4E FH 5 7T # 58 PPlc Xf NM-
DA Z R & . AKAP350 (L Bk AKAP450 &%
CG-NAP) 2 —Fp 3 308 & , 76 5 1> 40 it R 0 op W) 35
S LT R P RS M B BR B (L35 PPlo B L (A L 7
(] 8 0 30 e R AR A, RS Nek2 5050 &
WETAEX, AT H#ES PPlc R, {ff PPlc 58 o
KDY PR 224y B4R, PPc if 6] LA4EHF Nek2 fI
Nek2 iKY C-Napl B85 BR fh . X Fh8RE-# BR
BEGW A RRENRER P OETEN T T
k.

KEHORTE O R+ & 8T8 0 &) &
H.7 5 PPlc 854, XM EOMAFER/REH
AL W I (B R 5 8ME &) WG L & B ™
i, ReEPHEAELESESAY. W@
DARPP-32 FPHIF 1(1-1) i PKA BB 165 K K
PP1 #1770 , CPI-17 % Rho #1/8 PKC B§BR LS5
Af i PP1,

EREZEESESER P R EA BRI
BRI, ol WA H 22 B BR/ Oy AR B B RS 7E S 4
M A R A 2 0 PR . U R B R A o R
BB, EINR T M H ARG A G E B,
%] H B8 (Okadaic acid) & %5 5 % 0 ) 8% B B 410 1 57
AN R LD PPLL R B AU Ma Py, BEE X H
BRI R B, FC A i) B R0 7 A 0 5 XD R M R
LA & & 4 o A 4 4 & B, 6346 % B & (Tauto-
mycin, 254 5 X H B2 A0 X A A6 20 40 i £
A(Calyculin A) B BA Rk (Nodularin) B EHE X LR
(Microcystin LR) , ¥R HEE . HABE LEHE
HIBEE A NEROENSF o REET M, ]
FF 5 % (50 40 Mo L3 ) PP A PP2A, Bl i g b
T PPl 5 5 4 — Fh &% £ Motuporin #1 Di-
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hydromicrocystin-LA & &4 i AL,

2 FBHZESEB/FEMBEREAEBHEMN
BAHER

40 MR BE R 4y 4 1 DNA & BUH (S #DD,
HeasM 8D EFARHGL R G2 HD. &
40 B P A LA E LR UMRIEEE AT — 1
B HE 22 B S8 B B A BT SRR AR AL R . B0 S
RIS T A 25 M 2Z 07 DNA & il 19 58 B2 240
8, R AR IE A TFHRREINZE S
5B, 4 AR 42 ) R 15 50k B AT 3 AN
AMEEMSARHE, BdEAMBIEIRTLIR
B RS A Y FROUESE, BB AR B R B MR 1L 75 40 U
AP EEEM.
2.1 1 REOHBREBYABRBYNANYIER

PP1 7£ ¥ ) 40 Mo J& # ob 1 A B B B0 IR 38 B e
[-2 BB ER AL B T-1 v A sk i AR B 3 cAMP &
975 B A 430 (PKD ) 38 9 3k B T8 T8 B B
0 oF  f ZE SR PR A0 M A BB R . MR, AR
PR HHF (MPE)FS MR B A% -1 M. &
B PPl et A M HiAi & 1E A, AT BB S MPF
HITEAL . AR, i T 5 5 3R U OSSR 50 53 40 B s A
AHMBR—NE N E, XEERIEAERER
HE K cAMP FFEH Cyclin &N TE. Bk
0 54 390 AT B B 48 A0 B ) #2055 5 3F BB U0 B 40 M Y
MPF &4k, AR PP1 44k T 5 ) 59 £ 40
A AT R B LB MPF B R, RE
A e gk S AR 5, (R AT T B R U 805 2 4 B A
B AT RE LB FR AL A R BRI R AR W

7 i B B % IR BE R A 4 B R B 3R AR Ak
(bimG11) FIEEEE S. pom be X ¥ Fui ik BB 4550 /8% i 28
R (dis-11) o] 4 15 5 A\ 26 PP1 4L W5 5 JE A
BHEAR, XHMHRERDBHEBEFLSHT
BIFMARERSE FREEE, S bimGll hk
i5 cDNA % # i) %2 PPlo B, AT DAE B 4MEE .
XEH,REER 420 HP T E PP (HB{E3IE
EBEAME M BIFABATRE REER. N
S. pombe /3B F) bwsl™ EEH (W] M| wee, I #iE
5 dis2t /8 fE) , HATK E weel ¥ BY cdc25" =AF Y
G2 AP A AT . Y weel %5 [ B SR L B, 3R
FE A2 EAMEMRBREREEAMES. A
B DL Bk ik PP1 A[ YK & weel/cde25ts XX
HRAN G2 BEH 48 (P & MPF M5 .

EREH. PPl FH TR RNMTR. PPl

HEM R IERF 2440 WHR, GEEHRRIR,
WHRREEIBERE, /AR, Ak g
£, FEWAER PPl 7B WA ERALARKIR, R
Bl kiR T PP1 ohBEsek.

E 5E B 1Y VT 3L 30 40 40 0 44 4R B A P L UE S
PPl AR 4RGP EERERM. ¥ PP1 1
PRPEREARIFBE LR RKRBEA LA
P, AT DA A 22 43 B4 HEAE P 3 L % P BRTE AN R
SREEAN MR T MR DR 4 A FUS TR ERT . MR
AR PPlc Al B KM E AR AR, X&
HERLSRPHEEPPINSS., ARRWKE.
B I BRAL BN R S R A 4, B BB B 1R M AR
BIREEHE, ST R R BRI E SRR
W IR R AR B 5 i oKk B GHA A 2 4 S48 4 i
Antitubulin Jifk e, B 7R B 25 N EIR B KT
FAEWA ., FEIEMITEE S0 s 82 o A 1-2 30
PPl & G AT M4 DNA &R, X W R B THRE
REEEERETIE . BSR4 K 40 iR
Yp L PPl EHEZMASIBELSREHEF R
Yok L BEE R

PP1c 7651 I i 20 o J5) 398 o 39 4 76 0 R A K
TAGIHMSHIFELSHAEMRRE, 7 G2/M #, N
BEFMEE. PPl ERENEEFR5IEMEK PP1
BB TR, LB ZE G2/M 1 RGNk 4> PP 5% 3
BREEES . FUESBMEORBRESHBER
WEARN RS EE PPL M. 7 A nidulans
¥ PPl ZR7AERE o ] & B X B 5 MPM-2 & B8R
k. PPLEBHMEDWEMEL, BIIHEE Cyc-
lin B/p34<* % &8 & S ¥, 05 Histon H1,lamins,
M 24 R/ E R (B cyclin B/p34<? & &, © 17
AR ZRIAFRE.

AIE 2432 PPl E# A M Tt EER
L. EERBAA G MM S #3 DNA R JT 86 & 5L,
PPl E#:FE MBI F4H 8, PPl TR R L
K BEER LR #ET,PPL BB AL =4
W, XTRESH LSRG RA X, PPl EHAHX
B AR T BERE S. pombe W) PP, J5 & Hy PP1
EHEEENARAESREE. EWIL AR
FF, 12 MK FHBERES L. RMAE S HM
M#,3 -2 WKFEFAEad, PP G w5, Hik
-2KF5 PPl EHIEERAR.

PPl =M A A M Bip i EE S DR
PESC G BT UE SC . BH BT PP1 ¥ 7 § % Cyclin B/
P34 REE SR ERHFAR LR, A
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B ATEAL B PP 4 1k W B 7T 48 38 38 B A9 35 1L
KE WK DNA K& DNA & o B 30 i 7 CBF # 5 R
HIAE T M Cyclin B/p34““ 4L LA M #1, 0
A 1-2 (X HBR W] F+ & Cyclin B/p34°“ f & ¥, 3F
HREER . XLV PPL # Kk —F R L%
BURHIEARSE M DNA EH A A BT L R, B
MBI AR 25y 30t 7 DNA 58 i & H1 A7 40 )
PPl iR KB — 2, 1o PP1 R W cdc25
B R PR BR T A p34cde2 (9 161 7 Al J B B2 % 41 261
B3,

2.2 NTEEAUSEBXAMEABNASIER

A AL FE AR 2 L8 B IR SE PP2A 8 32 % 40 g i
Wi e . B PP2A FIEIL T B A 2 50 & 40
fild AT M MPF B9 T8 ORI LR . AR, o (X HH R
T A ik 54 Hg B2 OPRE 40 0] S B0 MPF 35 16 F0 A% B A
H., XEBTXHRATME PPL F1 PP2A Fri.
X H B2 A Cyclin B/p34°“ ] Histone H1 ¥ #§
T P UK Y (B30 440 A et 3R 4 o o RIS S R 1 T
fh. JERIEELYE Cyclin B/p34 E b H X B
PP2A B9 i, iX 32 /R PP2A £ 5 Cyclin B/p34
B Histone H1 ¥ EgAY IR TS,

A X HBR AW 2 91 BF 41 At W % B 2
MPF (&G B -1 2% 1-2 MBI, 3R X
A REW M 3| PP2A FEBSERES . X HBRLITFAR 5] &
SRR G2 WMSH A — B8 4. R XD AR Ab 2R
BHK-21 4 i 7] # 7% Cyclin B/p34=* i) Histone
Hl HBEEF SR —FRINELo RN ES,
IR AR E. REAR, X HERERESFE
KERTEHR HEE MPF &L, K — 45+
Al e p34°“ i) Thr-161, & & H #E 88 1k % Cyclin
B/p34’ W iEMERSHAH . 55— HE R cde25 B
ARBERE .

AR B TUSE & IRl 42 4 P ATk Sk PP2A R R
BEEREE S 5 W45 Cyclin B/p34“2 &4, INH £
AT M MPF 3% 46 i a7 4 BT 8 G 3 G2 4%
RN P & FEE M MPF BB, &4
%A pre-MPF, Y4 A0 &H #LE %K MPF
B, pre-MPF AT #9636 £k . B INH fE 24 58 £
Y MR R Y 0 —Fp B, AT SE AR B A pre-MPF
BIIEAL . FIBREF 57-O-(3-BACBE MR DK H i AL B
FR AL . L 7E A0 40 (e BR B 100 40 59D 77 7E A, oA A 4
mb, EwmAEe S EEEARE. 5RIEE
INH &% PP2A {#1L T 3£, AT BHWF pre-MPF 975
1. MEHA 254 38R Cyclin B/p34“* &

A B INH 8% PP2A BEREEE. R CyclinB fi
p34°<te 15 g fist 8% BR , {8 Histone HI W B A5 45
p34°t iy Thr-161 LBEER BB AIC. INH B 53555
WERAH I ZWHE Y, W PP2A 48— k.
SR INH 017 K& PP2A M — M 4rskE . dE
JICHE & B HE 40 M 2 INH e — i, 78 80 3
T i, FH & ¥ B (9 pre-MPF 4b 38 0] 43 359E J 24 B
BRI AR AE G2 81, IR B 50, B AE U B 40 g
BUEET  F K B9 INH 46 5% MPF 9 5 38 R 5 5
EHLE, MRIEE®H 2084 BEH D, Cye
lin B/p34“ i EAK BB 9 Cyclin AL, RE
IR B p34? MG L T B Thr-161 B8R
B 2 H ARV b MPF JF 45 55 508 M b 9 48 1 a8
AERE., B p34 K PP2A BEIE M 0w 5
Thr-161 B BR 1k 59 72 BE R B 76 F il iff A A 22 5y 34 o
HEEEREMEM. B 7S A E T MPE i ds 47
22 5y 343 A5 PP2A TEMI K Sy 3 MB35 &
X,

W5 R PP2A O] ek %k i 3 AR 400k 3 g
(Cyclindependent kinase, CDK) 5 5 B2 16 78 455 B i&
PR, NS 5 4R B . PP2A nl B G2 )
A M BIFT G1 B A S B0 . 7e 4 i
BRI AL A PP2A K Y BB BR 2 B H L
HEOMBME S EA A KRB . PP2A it ]
Wi E R A AT AR A TN T
Bel-2 AT 2 B F Bad 59 7% # M T42 2F 20 ffa o
T2, H] 5 caspase-3 P T-H LB 4G X
BEAFRMIF RN, BRI, PP2A W B {E S
5 TOR 3@ #% .ERK fil MEK 38 %, L4 & Wnt {5 4
WMDY . 7E MAPK-ERK-RAF i & |, R
AUAAE g —F E 3 B 40 MAPK., 527 3 2% 1Y)
BAB B AR R B PP2A B RE & 5 8 55 68 1k 15
LR T i RS R E B ERK
FLEEAWREIEH PP2A AL B B AL RAF
M RAS™, 5 iR i & FR A W W H R PR61 #)
PP2A R B HAEJH T ERK {3 H 8% B2 1k 22 15 . AT
M MAPK/ERK {55 @B M HLE T HER .

3 B4R/ AERBRESHENXR

FE PPL 55 B3 0 56 22 P AS ) 1 52 98 0k &L
et AR . G5 411k 5o 76 T 40 My O
BT R SO B R R B R £ R LR A
JE, PPl ik FE.PPL G MR > T, & W
PP1 [ i ik n i o M o g 4: K. PP1.PP2A
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FIPHIF X HEBR AL SR R iBm R A W58 TNF
ESHE TSR PPL.PP2A BREKIF B0 &
24k ; B BARK Nodularin fiIf ¥ £ LR 7S
MCF-7 ##8 1) Caspase-3 iR 1T, HAINK
H & 7] 5 5 MCF-7 40 i 72 850/ e P9 3838 B 8 JOniE
3£ jun-b.cjun.c-fos BRI HBLIH B 04k, FR
A RIE Ara C 407 HL-60 4 f)5 , PPlo 1& T
% . FE)J5 pRb (i B BR 4 Caspase FEfE, L P 40 M
W% PPloc BEFLA HL-60 AiMG T R H
T B8 pRb FEf# .

PP2A WJRER—F M EMHEEF . HEE /PR
KA S of, B F PP2A SR 7 i 30 ) 1 X B8 7T
% PP2A T iFAY MAPK 38 8§l ERK 5@ B 1A 2
HAR 3 B B & AE DS T PP2A N SE 3F 5 B R Ak 10
p53 M EVE AR H ERK & B i 15 14 0 40 %) i g
AR U REFEMEEA Rb EHEHR
Ak T VR 400 B A 4 2 R Ak . BESR R R B, B
WEPLR PyST.PyMT.SV40 # E4orF4 BB
TR B, ff PP2A K3, B2 MR LS G2/M
BER T MM T, HAh SV40 /N T iR
AA LTS PP2A T iiF ) MAPK i B& f1 AKT &
B HET S EAMUEAE . 2007 4E, Junttila 25 13 2K
HEA¥XHREAT —MEEREINEAIFGEH
CIP2A (Cancerous inhibitor of PP2A) , It & B HE
I H PP2A 5% FHEF -Myc HHEAER, FF 0
#l PP2A Xt c-Myc %5 62 f £ & B A B BR4E A, A
MMH c-Myc BEHKFH WREBESE . BRERHK
ML R . BB sT R B Y W B56y
HIBEER AL 3 B PP2A IEM 0, Ake BEBERR, B
SETAREANEOMREmMMHE G1/S &#i, A
T 400 1 e A9 A R AR 2R T8, (A A R B3R
. E B B PPAPDCIB v LI TR A5
B4 3 # i0 MAPK #l PKC % 1 % % W& &
-2
4 ZERIE

BH4ZER/ A EREREEIAYEEAN
EBBRA, AT AR A, EEB R
EHERET US| EARAEYFIT NI,
BEHZ2ER/ AEABRBERBIHFOHRE TR
MTHAKRAK KT AR ILE, 3% By A
IT B iR 12
SE.
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