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BilEM CEEREAER 1 EMBEFIERANMARIHER

Research advance on effects of phosphatidylethanolamine-binding protein 1 in tumors
Mebl i fzik Ewpdd F (AR F KRR, Wi AL 310058 )

[# E] BHEBECEMSS S5 HEE 1( phosphatidylethanolamine-binding protein, PEBP1 )] yZ ik T L LWy, B AT S B A 4 B
*FUJfE. PEBPL Al LIS Raf-1 254 NIl MAPK {55 il %, 0F 2 5% G S BB ZAA NF-kB 1 GSK3B 752 5% (% 5 #%
B . ITAESRAOTTSY K3, PEBP1 16 i vh % ¥ 55 B4 ], PEBP1 i85 TNF-o, FasL( Fas ligand ) TNF #H 5608 7215 S R0 K
( TNF-related apoptosis-inducing ligand , TRAIL )58 56T FC AR 328 ek 40 ML A 8 1 , [R1B PEBPL Ay I 4% 0 4m b 81, 6 ek 28
LU FEREIE R A il DT PEBPL W8 — B AR S8 . Eoh, PEBPL i id 45 MAPK I NF-kB 25{5 58

SN A0 0 70 LA B A 7 BRI R 2R E P . AN SOl PEBPL FERMRIOF ST P i) — LESRoB I Y R A — 2Rk

[ R8BI ] BEIGBE S BN B O 1 MR ek M T
[ HESES ] R730.2 [ XEfiRED] A

1% B It £ W B 45 4 2 11 ( phosphatidylethano-
lamine-binding protein,, PEBP )42 Bernier %[ ! ]U\’:FHBT
o3 B 2 AS B A A X 231 i D 23 000 FY i 5
AR B, PH S BRI TSE £ B phosphatidyle-
thanolamine , PE ) ELAT 5 15 14 25 R 7 , T 4 i 44 A

BWECBEMAE &/ . PEBP J&—J5uf Mk [ R
SPEY/NY T, SR B A O AR,
B A TE SR Drosophila melanogaster ) W Saccha-
romyces cerevisiae ) I ¥k 25 B Plasmodium falcipa-
rum ) 2 M Toxocara canis ). 4 1 5.( Antirrhinum ) |
AR I+ ( Arabidopsis thaliana ) FIAS [6] i 2L 20 4 4 41
AR5, PEBP RN G TE AR iz 3k
ik hPEBP1 F hPEBP4, £ R 1 )7 iZ 3 ik )
mPEBP1 52 AUrPRp 5 R 1K B mPEBP2 FIAL W [ 22
YA S 255 mPEBP4, 1999 4E Yeung 252 &
¥ PEBP1 5 Raf-1 454, N0 6| Raf-1/MEK/
ERK {5538 H , Ik, PEBP1 MFK N Raf-1 S 1)
% H( Raf-1 kinase inhibitory protein, RKIP )o BT
95k 8L, PEBPL i A] ¥ NF-«B {558 C &
B AZ A5 5 i GSK3B 5 5l i o A
UG HEAF 518 8% P i 98 55 37, PEBP1 7E 401 /Y
H AR 2 E W) D RE S M 2T R B L FLEh )
K FIE R AL T2 o4k 12 3l s [ PEBPL 78 i
AP R E AR S MR R R T e 51T
R v Ied 40 0 1) 224 R ik DR A R 1R 5

1 PEBP1 5iyEHEXHESEE

1.1 PEBPl 5 Raf-1/MEK/ERK 13 % i %
Raf-1/MEK/ ERK {5538 B AFAE T 2 Fh 4L, 2

[ XEHS ]

1007-385X( 2013 )03-0376-05

ST e SETE AT . Yeung 52y
5% & W], PEBP1 i@ i 5 MEK %54, fff Raf-1 M\
Raf-1-MEK & &%) b i 2, 58 4 P40 #] Raf-1 XF
MEK #9852 Ak, 1 BH T MAPK N 7 {5 5 18 B% 4%
S, PEBPI i i % % Raf-1 3% 1k BI{E 835 Raf-1/
MEK/ERK {55 8 . {H Trakul 45 °'$2 i, PEBPI
WL 5 Raf-1 (9454, BHLIE p21 /N GTP B 105 1k 4 it
( p21-actived kinase, PAK )l Sre( sarcoma ) X Raf-1
I Ser338 il Tyr341 MBEER AL MM Raf-1 A% 1k,
TERE W, PEBPL fiE 5 B-Raf £ tE4E &, il
B-Raf 3 g 36 M, LKA T XF Raf-1 89 4 il £
FHY, WA, B C( protein kinase C,PKC )]
i W R 1k PEBP1( Ser-153 )i J5 & M Raf-1 |73
B, N U8 55 PEBPL Xt Rafy MAPK {5 5 3 #% i 11
HS, LLFBFSE W, PEBPL %t Raf (199815 1) &
—ANE AR R T IURER AR R R R SE AL

1.2 PEBP1 5 G & a@Bk2ikiz 5@ %

PEBP1 X G 28 1R 5K A2 74 {5 5 38 [ ke ) 1F 17
WA AE . G F| A M B2 k% 2 (' G-protein-
coupled receptor kinase 2, GRK-2 )J& G & H B %
&( G-protein-coupled receptor, GPCR ) ) £ Iz 15 41 kil
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FEH L LA GPCR LB RL, B8N G &
F1E A 25 0T Ak, DU BEL BT 5 5 8 B % 50 4
GRCR 151k J5 , PKC f#i PEBP1( Ser-153 ) & 4 1 iR
1k, 7546 PEBP1 M\ Raf-1 |43, 5 GRK-=2 (4
FoRumas &3t GRK=2 MG . ik, Deiss g‘f‘mw
UESZ , B LAY PEBP1( Ser-153 )JE i) ¥E PEBP1 —
BRI TR IR S Raf-1 #9535 M 84, Wi %t GRK-2
BB SR AE , AR PEBPL 407 Raf-1 {5530 8%,
[ HES GRK-2 (454 LA ST GRK-2 [ , 34
% GPCR {5538, BT PEBP1 — BRAKHIIE i 215
S M Raf-1 $75 %] GRK-2 Wtk @K . LL 5T
N, PEBP1 1B b IABE IR AZ 25, 38 2o RR 0K 007 15 1) B
T B = BRAL 3 GPCR 15555 Sl

1.3 PEBP1 5 NF-«B 1z 5@ %

Yeung 25 2 JES2 PEBP1 1] 55 NF-kB ¥4+
NF-«B % 5 1% i ( NF-«B inducing kinase, NIK ).
TGF-B ¥4 1% W M 1 ( TGF-B activated kinase 1,
TAK1 ) .IkB ##-ol 1B kinase o, IKKo ) IKKB &5
A —NE AW, (23 kB B BERR 1k, 70 &
NF-«Bf5 538 #1075 k. BJS Tang %5 ' % B, 1E
TNF-o 3% IL-18 FYHIB T, T4 PEBP1 BEFFAIR IkB .
IKKa/ B F1 TAK1 HYBERRAL , /0 TAKT g SRAE A
FZARAH KK F 6( TNF receptor associated factor 6,
TRAF6 ) Fl (A3 1 52 (K AH 3¢ % ( interleukin-1
receptor-associated kinase, IRAK ) 72 £ k. 7F IL-
18 ## T, PEBP1 5 TAKI ,TRAF6 F1 IKKo/B 45
B AR AR (AR 55 TRAFG, {2 7F IKK & &Yy
Wifko BLAN, PEBPI iR REREAR 1B (A20 FIF FE58
FEH( cylindromatosis, CYLD )% NF-xB #1114 &
(A R IA R E NF-kB 550 #% . Snail 1] 75
SRR Be ] PEBPI %% 5%, 1 NF-kB GE1E [7]
P Snail W% sETEYE, T AF7E PEBP1/NF-xkB/
Snail FIEAT 530 1%, U8 7 Bebs 20 e %) b 2z
4i ffg 18] it %% A2 ( epithelial-mesenchymal transition ,
EMT ) g 52 i T fUsbt g /e e,
1.4 PEBP1 5 GSK3p 12 %%

GSK3R ] G745 Wne 108 5 , 410 1 40 i J51 300 40 45
F DL AL R R . Al-mulla 2507 % B,
PEBP1 B85 GSK3B 44, N 4ERF G B A DL
EHMRENE. T PEBP1 £k, 76 8L B i &
7, p38 W AksE i, i GSK3p M4l £ T390 &
AR AL, AR GSK3R 76 e, 1E 1M 3% 1 40 it i) 401 4
78 D1 .B-catenin ,Snail Slug, FeZAEHE Kz 40 it
(8] FE AN ML 5 A8 . 75 N B 4, PEBPL &5
GSK3B 1 # ik 5 B IE A 06, LA I 1 BF 5% 42 %,

PEBP1 it GSK3B 1 il ## ok A5 HAE W) 2 DI fE
2 PEBP1 ZEMEHHEMFER

2.1 PEBP1 {23t 5% fa R 8 =

Pos e/ A EEC 1 T 240 3 Ao O il - 2F FL R
AFET AT | EHE A0 M SR FE A T, DT K 4% 4% 1
YEH . SET- B AR 4§56 TNF-o | FasL( Fas ligand ) Fl
TNF AH ¢ 19 94 17215 5 Bic /4 ( TNF-related apoptosis-
inducing ligand , TRAIL ). 58" & B, {fi | NF-«B
) S0 T S 5 e 240 B X TRATL f) sk | JLATL
eIl M| NF-kB 16, fff 73 Snail 35T [, A
ifi & PEBP1 #9353k, iff PEBPI X AE i NF-xB
W4k, i i3 PEBP1/NF-«kB/Snail 38 {5 53 s, 14
SRANEFE MEOT AR OIVER] . TEARSRA M Sz
BB ZE A IE A O B ELIR( non-ARL, acquired immu-
nodeficiency syndrome ( AIDS )-related lymphoma )
fff i CD20 P4 LFB-R603, A I+ i fi2 i = 5 +
PEBP1 f3R3K, I HT I T 5 Snail 19I5, il
NF-kB {46, TRAIL 475 09 40 i 5 T B @ 40k ot
b, LFB-R603 if 5% Wil PTEN Fl PI3K-AKT 1% 5 i@
B AR B R R R AR AN R bt Rk
PEBP1 J& , il #0] YY1( Yin Yang 1)K I iE%E
T-3Z24K 5( death receptor 5,DR5 )Zik M4 i TRAIL
FEFAMYE T Rk, PEBPL AT AR N s W
SLI 1L #4% PEBP1/NF-kB/ Snail/ PTEN/AKT 1§
PAE B, B R 0 T 40 B 24 ) U AR 9 A
REIT, T 24 PEBPL 35 R AR ol 2 ol 2 1, 0 2%
SR sl B S e 2R I ) A

Ve B g ) — > BRI, IR T R T
SERCEEON T HH 5 B g 2 8] i BAARAL G A
B, SRS B, PEBPL X B | T IEFT B R e 1
B E A T R A AR T TIRAT R AR
2t PEBPI1( Ser153 )WL , WML PEBP1 HE A4
MRz AR A B AR S B T AR
REfEVEEE 1 MR/ T R AR BERR 1L PEBP1 1Y [ fifk LA
J2 PEBP1 %% 4 K F Snail B35, MBFIER
B, Wl I TR B R 2 MR AR A PEBPL A 8K
AN TR T, QLR B 1 AR T S S R —
A>T REALH]

A I R RE 194 PEBPL 93835, AT R4
AN BB 11 cyelin D1 20 6 ) 300 4 06 1 2 1 0%
fif 4( cyclin-dependent kinase 4 , CDK4 ) #l cyclin Bl
(2235 SR TERR AN G, /M BEA, R B £ pil b 22
A0 I8 A A DG HE BB 1 N-mye B Ik FEAIR, AT
(i 3tk L 2R AU IR A PR T T L AR T A A B
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YL R 5-8F W, ik #3k PEBPI v i@ id Raf-1/MEK/
ERK {5 538 [, 3 Jin 40 ffo %o o S 6% SOtk 4 ot
G,/ M2 i JE S BEL A Rl =01 T 6 WA S0 T
=53 1 T AN ) PEBPL R A Sy i i R 3 Ak
7 KORT e B P bRk

PEBP1 7E4IJ I T T-( para-apoptosis )i F2 H1 &
IR . AN R T R R 4L R
B, PEBP1 5 1 3R ik 7K 7 BEAR; #F— 22 & 3L PEBPI
AL P INK A AR Ak X 20 e O T % 4 B o
fER, A MAPK % 5% 2 16 K P A 25, 3R W
PEBP1 7E40 i) @08 T B2 & 45 2R, [l
MR TR R RS R T RS
2.2 PEBPI 49| bt 845

Jia 2520 ) FH G 28 41 U4k 2% Al Western blotting
BT T 55 B B S A ZURER 55 1 H A 2
SRR, T 55 167 B BB 41 21 b al & 2] PEBPL
FEIk M B S p IS B 2k I HLREE
i3 1( pathological tumor, node , metastasis-classifica-
tion, pTNM )HG I, i eg {= 28 F5 B 1 ik, PEBP1 25 1Y
FEARWIREG . 75N B 4l i 52 MKN4S Hhid 3235
PEBP1 J& , g3 40 M R 28 A R i T AR 3 40 HE
FLARSE UK B (25 0 B T Rk B 4 ik
ELIR P A S | R) S MR R TR
S N sP RS, PEBPI AE N R il 3%
DRI 22 e v R D i A g v %) I A9 T, AT
PR A0 AR M2 RE ) IR N R AL IR . F
G R R AE— S R B R R AL R i R
PEBP1 {363k it SRl 2 Do fIG , AL FE T8 1 i 80
SOV PR AN A . X 86 {31 R 41 it g B
ARPEAT 43 M K B, A 00 4L 2N B B ik L 25 4 20
PEBP1 il E-cadherin 33k & M 1E % 4LV R 75 598
LHAUIR, [A] IR SBAC T VIS )83 PEBPI FE-cadherin
mRNA KT LIBY B #2306 0l F5 M
TSI PR 2H 2 REAS v PEBP1 7E3F I 4H 4 vh R ik 4
i, MTERAZL 40 kAR ). PEBPL Y 22K AT fiE
S FEUIR AL 1) — N AEMLE]. PEBPL 1E 0 iR
SR AR EE D, L3RR 5 e (R 1 e % 2% D) A
AR5 B HARRE M RITEE, R AR A K
I —L 2 Wibric 4, I PEBPI o ik — 13 ()
2 TR S

PEBPI 3¢ 1k 1 5 Mg 1t & SR AR O, T 2 A
Z N FE PEBPI FiEMAK. Guo %2 fixt B v% TR
TEWTST K IR, S L2 PEBPI ()5 )1 X 8 F
TRA& i AR (62, 1% ) B o i 1 40 3T 1 41 21
(4.1% ), HHIRE pTNM 23 2% A LU L FEE

1RTBIREE LSS CHE B AR B R AR A
%o Guo %5 VT ST KW, PEBPI 1Y) 5% W B4R AT
BB PEBPI FRIKFEARA Z R MALH Z — i
PEBPI W W 34 n] LAY PEBPI Feik—iEAE N E 5%
IR I RIS WP IC ) . AN, Zhang 287 K 3R,
PEBPI JEMERER B — BB MR A A%
FZKY5 PEBPI WA oh T 454 R iF PEBPI (1%
LIS B R B PEBPI (363532 3 W 40 I &
AR A8 7R TGS B 4 41 PEBPI BYMREE 5
FIRE SR A — 2 X R TEFLIRIE R T8 B8
I REEAS T, Zeste F [R5 7 [R] Y54 2( enhancer of
zeste homolog 2 ,EZH2 )5 PEBPI M35k R FAC .
Ren 25 ® ki R 5% K 3, EZH2 5@ 3t %t PEBPI & )
T THL R B (. H3-K27-me3 I H3-K9-me3 ),
il PEBPI W% 5% ARt e i 28 FIe %

MicroRNA( miRNA )75 PEBP1 (1) 5 H K ik
R AYE T —EMVEH . miRNA-224 FHAEAEH
T PEBPI ) 3'-UTR X, [ f#% PEBPI mRNA, i il
PEBPI 133k, AZFLIRRE 40 R w5 > & B,
miRNA-224 (933K A, fe e o L 6 20 Bk 1 7
R E R R E N i kk MDA-MB-231. #H)%,
e 7 19— 4846 nitric oxide, NO )fiEi% S PEBPI (1)
ZRIK8 3 NF-B 36 4L, #] Snail Z&3k, DA 1T 417 i
R4 EMT ). X ARSI 8% 40 i 2208 F NO
HEARBEIN ] EMT, I Hisi e (52 ) i R B FI{= 2%
AES1. HIL, Xt PEBP1 ik K H ML A IR A 5T,
W SR e FH A 35 TR T SR W SR I 55 8% B B IR T AL
SR UEH Y R B S5

AT RS VAT BRI 22 A B s B BE i
HEER, RS PSS SR . PEBPL /iR
B BRAMBE LT M A MR TR Z T2 k.
TELEORIAAGT 3 > H |, 40 %% 57 = 40 i RHTR-8/SV
fdFH PEBP1 #0751, BERFAIE ERK BiEmR 1L , M52 i H:
TR 1. VBN EEAYIE Y T, PEBPL if BB i
GRK2 Fl NF-B {5 5 8 # 1F [ 98 35 4 Ay 12 851
FERTFI IR, PEBPL B8 N 8 4 & &5 F1 (. MMP-2 F11
MMP-9 ) .cathepsin B E-cadherin 1 JR £ % i 57 54005
¥ (urinary plasminogen activator, uPA ) f¥] & i5 Fl i
P DT 5522 0 2 L X 7 J e e, 1 0 P S
RZEMEERS ) FEM 2R PEBPL & ikFEAR,
PEE IR A LA A7 FNTE RS | (ELAN S i) L84 0 1 A5 %
Ao WFFE S HBAIESE, PEBPL A RSy B B AR IC 4
HARTRIE 5 M 22 I I8 e W MEAT Ry R 8 IR T 3
FHIG , AT A P 28 0 SO A S PR AR T B — i
Yy, BRI A0 MO TR 2T AL FORT R Ak o 72 b 2k 3%
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HENEN . TR R EIE4HAfH , PEBP1 Ik T
[%,PEBP1 \Raf-1 #l ERK FYBERR LI i, KT, PEBP1
RESE LT ERK/ MAPK 38 ¥ , BELUST I IUE 22 7% 40 A Y
Y3 I AP T AN B R R L P
2.3 PEBP1 Hamjas1t

PEBPI jfit 1 il NF-«B {5558 #%, 2 51 E
Wk 200 JH RIS S AR A0 19 A o 2 Wk 200 L R R R
AT R PEBPL SRIA B WG N, 7E THP-1
A ik PEBPL, REIS/D 4 A% P NF-kB F4E
p65 HYECEL, [A] I ] 375 5 B 20 MU AR 124 CD11e
CD36 A, FIFH o 41 Uk~ FU AR TE W 2 ik
HAVFEA AR ERE T 10 B IR 4120, PEBP1 3K
TIEH B R0 E o A Z A0 2 (H AR 2% B2 R
JERARS AR TR ARk R CaCl, HlEAN R
B Ff AR AL , 40 M PR RS T 22 i F- , PEBP
FIKKEIN, BERR ML ERK ZKFREAIT, B ERK K AE,
It HANM I 58 32 2], R 9] PEBP1 il i FEAI% ERK
FRIRAE R A /K Y- 0 ) 200 JHE 80 7 1 D75 5 £ I i 4
(y53Ak. 38k, Zhu 552 (95T & 2L, PEBPL AEHN
it S A 40 J6 98 40 L ) -4, b e 0 Y 1) 0 Al R
ik, PEBP1 & 1 (R 7K PRI
2.4 PEBP1 5#mjesn Ak B AT

2 53 24 TR 0 o] R0 A7 i) 90T 3 B PR 5
TG, 240 T30 2 R BORE PR 2 B AR T LA B i
JeA TR 8, T LG B 20 R R A 22 p e PR 30 ] 5 %
T b, DA DR AR S5 LA T3 1Y ) I8 4 8 4 43 e 21 51X
Hff . Z R 2 5 A2 B Aurora (G AN
MAPK 38 B (U0 J8 15 . PEBP1 RISE 815 MAPK
3 45 7 X 4 L P B0 90 7 A — S OB L. ST
KU EWFL S Y 40 & b, PEBPL K& PO R S
& RT H T YRR A s, T4 PEBP1 £k
J& ALY Raf-1/MEK/ ERK 38 #38 i 1 Aurora B
VBRI 1 | 28 2ok 277 R A ARG A T 7 2 g 8 4R S
5 UESE, PEBPL Ak 5 Y A ) ol 2 52 TE A
K, 2] PEBP1L X {457 A 21 B2 e M 0 AR
EAT, Al-mulla 55758 3oF 4> 9% 5 41 2% 43 #7 & B,
PEBPI SR fg i of L8 40 B o 245 B & 1 6( cell
division cycle 6, CDC6 ), /N Ye (o IR 4k 5 8 11 2
(' mini-chromosome maintenance protein 2, MCM2 )4,
6.7,CDC45L, cyclin D2, cyelin E2, ¢yclin D1,S HA 1%
fiff A 2 £ FH-2( S-phase kinase-associated protein 2,
SKP2), NI E 11 p21 Rk, 23 DNA 5L
M G,/S ¥, PEBPI FEFRAEI TS G,/ M 5 AL
F 4 1 NEK6( NIMA-related kinase 6 ). Aurora B.
cyclin G1 Fll sertuin (35, 455 G,/M &L PR A, {2

PERZ R 24( nuclear envelop breakdown , NEBD )i ¥
PN > 205 . DR, 5 o b e e A% 4 il 151
PEBP1 A3 [a] i Xt 2 i Sl 301 e A7 9 42

3 g

PEBP1 , tL#FR N RKIP, A & Bk EUE B A
FE LA IRE . PEBPI i3 %) Raf-1/MEK/ERK
P G A PRI SZ (AGH 5 NF-«B {5538 1 i 1
SR IR AL A A% R T DL R S O I
EREAERALFN 6. W AHFRMEA,
PEBP1 (W Z ek 46 7, R e & 3L PEBPL 5
WA SR TEAT TR MM R Z AR — R &R . T HL,
PEBP1 {E NI 2 Wi AR e, RIS VR R e 5 1
TISEPR, R e L R FR 2 T IR YT T A R A, Xl
PRIV FEAT 2. TR AIRZ PEBP1 Jjfg S AL
il WO A PR R 7t KB B B LR A B
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