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Fig. 2 The crystal structure of PP2A core-enzyme and holoenzyme® '
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Fig. 3 Structure of PP2A,, core-enzyme and PME-1 complex
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Fig. 4 Crystal structures of PP2A scaffolding subunit and regulatory subunit™ ™!
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B W5 C WA ML &I EI4& E
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ABC —ANP AL R 45 4 I 5 fd k(18] 5d). A
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FEMITE AT pi SR, X — A S R Rt T
PP2A [0 BB 250 i, IXFE ) 4 LA C
TR O SRR, IRILE S TR E R
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B WAL RN A W1 454 X3 i By Al A
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H, 25 AC WALZS G 2 L RRAL R LT 2
FEARSFI. B WIS C Wi —FRA4E &7 A
55 HEAT 45 # I [a) — ), Hoh A WL 2~7
HEAT F#2 5[ B WIS, M52 AT A
WHER) 11~ 15 HEAT W2 51[F C WEM 6. Aa
WA Trpl40. Phel4l {/E 2 wfEE S EN T Y
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Fig. 5 The interactions between three subunits of PP2A™
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H R JE DR 7 A AE — e RS A AN Ak A
G2/M Wiz 1i]; PP2A 540 M LM ¥ i & % V)
(155 %, FEWERET, PP2A JCif I Bk R B L3N
ARG 25 A R T 4LRE BRI TR PP2A iR fig
WS R L R LR YR 41 %% PP2A 7F DNA
SHhieys TEEMMO, FE2REsF
PP2A fif5 RN H B S4B PP2A [A]
FEBN A SR T AT B DI R R, AR

FUiNH PP2A 439l 5 caspase-3, Bel2 S5 5T %
(R ER (1 4 A5 I RIS IR S8R (R 6. BR T ik
40 ) AR A, PP2A B HEES S 2GS
Wi, CuE W5 TOR i # . ERK A
MEK & % DL & Wnt {5 538 B 447 K2, B T RT T
B FIX LT BELLAN, PP2A i HATIR 2 Hifth 1)
FEMEM, g OGN PP2A 7254
J5 TR 3 B HE R (10T BE -5 hgg e ) oG &

BT FRATTIR A 52 453 PP2A & XA — i 45 &
DY@ R I P (E R NG e A S P W N TE SR o
L PP2A S4B AR R AE— . 255 BT
P, PP2A vl gk LR (1 5 XA AL
Tl 2 IR F A E I (] 6).

TE2 RO SESG T, PP2A 55 ) 4]
7] OA W% PP2A i MAPK i % Fil ERK i
8 T AT A 2 g F A 20 R ] 22 0 g A
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P SVA0 JRFEMI/N T P, R ILRER AR
WA IEEE A 2] A W I, Al PP2A [HI5 R
sk, SR A KA OB A IR, B 2%
S50 41 A 1 42 1 25 L R4 O 1) S 1 A A e, A
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L (— T i AR A AR A i A () A AR 3R ) A i SR
%, S5REW, SV40 /b T HrJR AT LU AF PP2A B
A, AR E ) PP2AL A8 IX AN i R 2 vt 5 N A
IVEHT, SUAHEE I PP2A BBE 1A A GES 5% & 1)
AW FAE, o SVA0 /N T Bt 5 AXAE HF 5 1)
AaCB56a 1 AaCB56y Kid. TUEW] SV40 /N T
PR ATEOE S PP2A T MAPK 3 #% 1 AKT i
P, WET S B0 M — S A R AR B, R AE,
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(1) 3 s K- e-Myce I ANERE RS AR, N
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7\

PI3 Wl /
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Aa/C .

0 15 1 76 4 L 2 A8
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The Structure of Protein Phosphatase 2A and Its Inhibition of Tumorigenesis

LI Tian-Zhu, XIANG Ben-Qiong”
(Colloge of Life Sciences, Beijing Normal Universtiy, Beijing 100088, China)

Abstract Protein phosphatases are crucial for cell living. Protein phosphatase 2A (PP2A) is an important member
of serine/theronine protein phosphatase family, which is involved in almost all biological processes in eukaryotic
cell. The 3D structure of PP2A core enzyme and holoenzyme was solved in 2006. These results are significant
instructions for us to further understand PP2A structure, interactions between PP2A subunits, and also interactions
between PP2A and its binding proteins. In a series of studies, PP2A has been considered as a possible tumor
inhibitor, which plays an essential role in tumorigenesis and cell transformation. Subunits composition and crystal
structure of PP2A, specific carboxyl-terminal modification of PP2A catalytic subunit, interactions between the

three subunits of PP2A, and its biological function as a new tumor inhibitor were summarized.

Key words protein phophatase, PP2A, structure and function, tumor inhibitor
DOI: 10.3724/SP.J.1206.2008.00420

*Corresponding author.
Tel: 86-10-58807721, E-mail: xiangbq@bnu.edu.cn
Received: May 30,2008  Accepted: September 7, 2008



