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ANEFHAESE T EF 10 (PDCD10).
MY EMATHEX

27 H%\ 1,2)

ﬂéliﬂﬂ- 1,2) #*

_%j—\jé) 1,2

OAE TR 2B 2SR B 2 B S e R, ALt 100083;
LUK AE NP RS, JERT 100083)

WE AR AT 10 (programmed cell death 10, PDCDI10) & ¥I#Fx J3 TFAR1S5 (TF-1 cell apoptosis related gene
15), J&7E 1999 402 H cDNA-RDA H AR E 56w FEAS 20K — AR, B S8 7R 5 0 L) o GeAH OC. 2 3 [ 41 22 1t 5
UERH, PDCDI0 JE R (R i 2 FN 58 A% 15 i Py i 4 IR 1L 984 (cerebral cavernous malformations, CCM) [k E % UIAH G, CCM 58
—ANEUR LR CCM3 [ PDCDI0. M4, HAWRESEER B, PDCDI10 52 E7%k MR W, 782 Pl A2 Rk i 2 Fi,
PR ] REAE IR A5 5 e Sl i P T A L il 6 PDCD10 A ELAR AR (i 40 AT RIBIE I IKIESE T PDCD10 1]
A1 Ste20 FHME A 53 MST4 A EAFR], 89 B e, JF i iiad xf ERK-MAPK 8 1%, (et 40 g miete. U
EAHFTUER] T PDCD10 [ 2 M A2 80, 4 rm HAe A8 AR R e o R 44 B AT .

KR ARFPYEASE TR T 10, MEAFHIERE, MST4, (A 4RI (CCM)

FROES Q2

N 27 PR 40 B8 12 4> 7 10 (Homo sapiens
programmed cell death 10, PDCD10), ¥ #%Fx K
TFARI5 (TF-1 cell apoptosis related gene 15), &,
= M H cDNA-RDA (cDNA representational
differences analysis) 7 A, MR AL 40 M - 040
fits 4 7% ) 3% X ¥ (granulocyte-macrophage colony-
stimulating factor, GM-CSF)#5 3 T A\ 41 1 1L
A0 2R TF-1 th i 56 w1 20— AN TR DS B
HLINM,  GenBank (15510 504 AF022358. & £8[H fre
N KA dr 4 & 04— dr %4 4 PDCDIO
(programmed cell death 10). 2005 4, ¥k [H (1
Bergametti 55 P Ik X fid P ¥ 45 0K 10 45 98 (cerebral
cavernous malformations, CCM)Z & I = 2 Lk 13
SIERA, UEW] PDCDI0 JEH 54 5 cCM
WA DIA G, FRUEB] CCM 155 — AN 20 2 4]
Wi2% PDCDI0, DA SCHROCREILFR S CCM3. ALy
AW 7 ANJT A PDCDI0 WDhRE A AE F AL
HEAT 4.

1 EMEEFNH
PDCDI0 1) 55 R4 e A2 A g M an & 1 i o .

PDCDI10 #: X 5E AT 3q26.1, B5FEZ1 N 50 kb, JE
AHAR i) JE [K /& HDR49 A1 SERPINII. ¥ H wi My 1k,
C&RI PDCDI0 1) 3 A0 AR B S AR (7 41 5 53 3]
) NM_007217, NM 145859, NM 145860), T
BT 22 A AE T 57 E G b5 DX A 2 i A0 5
BT LLE AT #0 S i A [A] ) PDCD10 25 1. Wil 16 fir
N, PDCDIO H: AL H5 7 A 49 5 4h & 1 (coding
exons) 1 3 /™ 5" 9E4w AL 41 2 1~ (non-coding exons).
R AR AR Y T ATG SEAL T4 4 M8 1.
HIAIERA R 2, BRGNS A 75
ORI ATG. ARG HEP 7> 414 5 1) 5 K PDCDI0
TEHCERASAE Y 616 bp, g (4 212 DM IER,
AEEERAERER, B ZEA T &l
P b B B 00 A ) R SR A3 R
24657.56 u, EHL L (pl)h 8.58. LW B 2E Mk

*[E K [ SRR 55 42(30300308) T [ 5% iy 5 ARWE ST & i vt X1) “Thfig
FERIA S B A HOCT H SRR (863)(2006AA02A305).
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B PDCDI10 % 3 15 5 JIk 45 14 (http://www.cbs.dtu.
dk/services/SignalP/) ¥, JG & i [X. (http://www.cbs.
dtu.dk/servicess TMHMM/)®, &5 AT-A7] 2 %01 1) Th fiE
&t} 3 (http://myhits.isb-sib.ch/cgi-bin/motif scan,

http: // elm. eu. org/, http: // www. expasy. org / tools
/ scanprosite/)* ™, 55 LU N SEEE DA AT A AT [] U5
P i T BE e A7 T 41 M )5 (30.4% ) (http://psort.nibb.

ac.jp/form2.html), Ji5F >k S 56 Uk S 40 i A O P
PDCDI10 = ZEAE40 k% )8 Fl 52 A HOIR 70 APl Ak &
L PDCD10 % 1H 2 A N- BEIEAL R mi, 4 ANEAE
) PKC BERRAAL 55, 3 AN A 1 I 2 1 sty 11 %
FRALAT 5, $275 PDCDI10 85 [ 1] 8 52 18 i 55 1 12
A1 15 (http://npsa-pbil.ibep.fr/ cgi-bin/npsa_automat.
pl?page=npsa_prosite.html)!".

[160642417 ’ [1 69124467’
|
(a) SERPINIZh PDCDI10 — LOC646166 q‘
WOR49 ¢ SERPINT| s
ATG TGA
h 4 A 4
(b) I ||
12 3 4 5 67 8910
Exon T T TT TT 4kb

Fig. 1 Genomic location and organization of PDCDI10 ™
E 1 PDCDI0 F9ERBERIFNLEH O
(a) KL ZHE L. (b) PDCDIO AN T- AR 2k b th. i kAR CCM ) 58

[FIE VRS> B . W s E A &, PDCDIO
AN EE N EEER, A R, R4
EXIRe R BIFIEY),  FLAEREAG b RS
A PDCDI10 Za B 1741 55 4 1t C14A4.11 17 39%I1)
I, ARVE LR Ik 68% , 48 99~190 4
AR 47%H0[, 75%AHL, N PDCD10 1f] mRNA
FE A RN L Pded10 45 92.3% I AR TE, 1F & FE R
ARV F 1 [R5 P B 02 08 98.6%. UhAk, 6 R 1)
P S N [ R e S 7 A S (=l T
7gc85629 (Danio rerio, 92% [l P ), CG5073
(Drosophila melanogaster, 49%IF]Yi).

WG B R PDCDI0 Rk AR )iz,
U1 GNF SymAtlas 73 7 W 7s 7 48 K H8 73 (A 2138 B
Y45 221K (http://symatlas.gnf.org/SymAtlas/)"", Ff &
28 9 SR IR, Wang Z5E7E 1999 F4RIE, 7RG )L
JHE B B AL b iz S DR R A Y S B
Bergametti Z5EC00 A AAA R 2% PDCDIO 1f) RNA
EIIE 70 #T, A RNA 7K F-IESE PDCDI0 mRNA fEJifi
B BALBEEM Y, BRES T ThRILLL
BYGLAAL, JLA A A AT k. A= il R 1
JKFEAER] T PDCDI0 (1)) 1% 2551,

2 PDCD10 KR Hi#f5x—PDCD10 5 3
THIXFR

H T2 L DR B 2 AT S 0 0 1 g 4 e R
o, LRI TR mRNA R 5 K 24 Bt
Ak, $8 PDCDI0 J&—MRT N IER, BT LA
W6 T N R ST A v T8 T 5 1. Wang Z50()
WEFCRI, ERE € 4 &= b EE41 (%) PDCDI10 &
R R e T S S R A T A
KANAGFEINZE LG PDCDI0 215 R Y, e
P TS 7 muramyl dipeptide (MDP)Ab P i) 4 ' 41
L (RK ) 3Rk R0y f 25 3 SR UIZERIE 5 T FA
i 22 A i BRI AP0, FFR il 15~30 min B,
M TFLEWT:, [HN PDCDI0 FER i B, 3l
i PDCD10 A5 0] B A A 5% Wi SR AR e 0 JH 45 4 ) T
I AR & JE A Busch 26052004 S (IWFFTUEH,
21 PDCD10 £ [ 7] LA s A4 40 il )R BB-2 764
e T 3 45 F R (W staurosporine, i 2R B B, BX
TNF-a 5)[f HARAET, LAAAEWENG / Ca HOfi i) £
1 A R i O C A R RS P R T AR
tr, PDCDI10 1] LIAE A FUHTE T2 A s id 4. X
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LR PG BN, PDCDIO W fig e — AN PUid T FE A,
ET ISR mEER, (HEARRESE
5 DL S 4 05 SR — D AR

X} PDCD10 & R Al e — 26 0 Ath (1) AH SC AT
Kamath%51IH] RNAI (77 700) 4 R R 4 k4T Dl fig
PERGHMT, RIVEN PDCDI0 {52k B iy [ 2%
B 2K896 KL LLIG, T3 40% M IGAET .
TEAEE IR, G JS A R IR R A, H 2] H
A 153 ] 2K 896 3 BUIX 4 3% 7Y (1) 45 5 i 12 F L
TR Fr TR, B B0 R £F 4 DR 4l R AR 2
i (asiaticoside) 75 ‘3 4k 2 J5 , 18 ik DNA 7 B 41
(DNA microarray) 73 8T & B, PDCD10 5 41 Jf3 J& 3]
YA SR, Xu AU R FH L RES B 6t ATDS AH K
R R R AL, R — AR R SR 1
AT 4 A0 B 1) 3 DR R R AT I R B, AEIX 2
FEEH PDCDI0 FRIEHAT W B B, (Hix L T
YEZ R sl & ik 77 20, Bt = PDCD10 L fE )
RGPEWIY.

3 PDCDI0 fEMEXRYEF CCM F8I1ER

2005 4F, ¥ [E ) Bergametti 252 i %f 20 4
fill A gi IR M 4 J (cerebral cavernous
malformations, CCM) % 5 1) =1 % B i 13 AL 56 DA 7Y
55341, UEB cCM3 LRI PDCDI0. X —
LG AE WONBEST CCM IR R 2% . R AT 3 R 2
W7 2% A0 L R A o7 BRI TR S K, ) B R E
PDCDI0 2 HAFEEI R ANKEER, B 5T
WAL, ETTRES 5 LA Az BRI R 20 T 1 A 4
i PDCDI0 W5 ERAE 138 i 7 1),

CCM J& —F i B kA 58 4 B Pk 38t AR S i
B FGEMEREOR 2 FIE, A0 2629 0 iy g 1
0.3%~0.9%, £ o T A3 i 11055 W B 119 5% ~16%.
BRI o o B, R R T2
FRILA 22 B0, B (RHREAE 2 I8 H TR0 SE SAS 1E 5
(R 2 9 KR, I R R AR A BT ARCIRS I3 J 1)
SL¥K S R DA S A2 Th R B A an B R R 22 BRI Ak
JEE AN 8 BRI AR 000 SR AT DR BRI A& Wb
Fl. ZREIRE T B K& TEAAT) RS RS

X2 Gtk R 1) CCMUB N, SR
R BT I A T, AT LA CCM Ui SR
&AL T 7q21.2 (CCMI),  Tpl3 (CCM2), K
3q25.2-q27 (CCM3), &A1 v I R 95 1] 1) 40%
20%F1 40%222 A3 E R I, RE CCM 7EIRIR
g B bR i i Bk I % 8 (cerebral venous

malformation, CVM){RAHG, (HI&SZE0UEH &A1)
B0 DR 58 A AN ] 29,

H cemi Fr cem2 F AR T B I I E 4
FIUESE, CCMI 4if% = ¥) 2 KRIT1 R H, figly
KREV/RARIA HHMEAFH, T RERAEDT
i b 7E B £ 2 (integrin) £ 5 1@ 12 BL RS 21 OC 8 4
=27, CCM2 4 Malcavernin(MGC4607), ‘& &
— AR I R S5 I 2 51808 NP, 315Kk
WESTIESE, KRITI Al MGC4607 F: RA7AE 2 FhAS[A)
KIPIGRAE,  EA 5 )T SO B R ) e F ik 2k
AT LABRAZ 5] CCM™P, AT fF 4R IE, CCM %X
FRPAAAEIX 2 /N HE DR Dy i 3R] 5k 2R PR 47 0B, o6 T
X2 ANEER AL 7R . CCMIL R CCM2
AEAR AR — A2, NGl s =
TH A1 P38-MAPK I8 I A 15 A= 1) 2 R Wi P2,

MXT CCM3 R —EHR AR, AEE
SEAL T 3q26-27, B F Bergametti 55 PHIE SZ CCM3
R PDCD10. 3@ IE X} 20 AN E &N CCM1 Al
CCM2 AR RIATRA, 1 8 MK R (A0%)H
WL PDCDIO0 54, Ay — AN 55 A HE DR (1) 4 ke
JRAS, 1T 200 B0 G — 6 5847

X — R I TH 52 BRI 5T 35 A 1 1005 S 6 1R
MIEM, 2 RAEsR g B, 6N AEA
(PS5 I 8 AT T )5 SLt SR UE . A =
(e, 3 AL R SCRA J5RE, AT CCM K
Z PRI EN ) PDCD10 587 %2 e i ik T 40%[1) :
Guclu ZFBRIL T 4 ANF ) PDCDI0 5872, {HILK
99 % A 13.1%(8/61); Verlaan 25 5 i, 1F
4 CCMI/CCM2 X Z H Al 21 (1) PDCD10 )R A%
R 13.3%(2/15), B CCM I AZK R
PDCD10 JER 5 FF AV Wy [AIAE, Liquori 254
7EE CCM1/CCM2 8 Z il 31 1 542 %04 10.3%
(329), M HIERIL, 1E—ASEniffiE s CCM3 (1)
FART, BARPEAPIEE 3q26-27 FIH A, H
L EA FBIEAES PDCDIO.

SESFIINIST, KT PDCDIO0 4F CCM3 % &
PR SR I T 2 B R — AR R IAA
CCMI1. CCM2. CCM3 TE Il R I7 ] H 57 (1) 45 %
WAL, JFAE Liquori 5# MR IT (IRIFST Hh 3 FIIE
82K 63 A CCM K ZR HEAT 5840 A5 Wl A sl 2% 43 7
KIL CCM1. CCM2. CCM3 43 5 v I B 955 191 £
40%-. 38%FN 6%, IEH 16%5A K I FRAL A2k
HONSREER S, WFFT R B CCM2 K &b 8L
& MGC4607 FER R (5 2 CCM 1) 22.2%), 11
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BT, IX AT R U R R A AT
B, A 20%[1 CCM2 #E A

F—FEBEN N, BT PDCDIO VWAL, 5
4 > CCM FERAFAE, & nl RETEIE B o0 B h A
R, BCE R FIE AT 3 A CCM i Tz
Bl 2. — AR, BT 211 Liquori
SRS IR TR 16% 3% R ILSEAZ Fk . ik
Ab, BT Chen SEWRIIT T 0 IX Bl i B FR AL T B R
RS, ZWTIERIA: A 2 AN TR A
KHIFE, PDCDIO FI'E Ry AHAR i SERPINII J¢:
AEFIIRIG S, 5 H e AT L R 51 T A AN AH 48
851 AN, TATTRIZRIE S LR R, W
R 3707 BB R, i Hak R 45 7 (e ik
b b BE AR S A UE B, S SERPINIL
PDCDI0 £ N AR 25 Fi 21 23 1) 3 3k 1R 5 AR AN [+
(SERPINI1 AXAE IEH IR A sk IA 76 &P i igd
HUNE, PDCDI0AE4 G 20 12 3Rk, e &Fh
iR DR AR K D, BT R B T AL T
X 851 ANMREE I DX 3, R IR SIS R B, SRR
PDCDI0 1] 175 AN 2 S /NI XUR] J5 B, T4
1T PDCDI0 [ 176~473 BIEAL 5 T 4 0 F 21
XAEFHeAE, B PDCDIO 32—/t 1, 1)
SERPINII 3&—~ 540l 1.

Zx bfrik, PDCDI0 (12 H8 N AMYA S 55 40 iy
T, W R 8 R AERE S, JEa gl KRITI
/B MGC4607 14484 AH B 14E H 77 2

4 PDCDI0 EfEAEAXREPHIER

WHT A, FWWHRSE R, PDCDIO &—A
TN L Ak, AN sl AR A I R A )
R 2E TR 2ok, PDCDI0 BRI RIEZ
BTRSUREEL WER 1 Fron, A X F IR RO
PDCDI10 15 2 i e 20 23 a8 i g8 41 i 5 o 7K S8
B R, iR . MEEEE . BN, 45
e DRI R Tul83 25W—, Jih mEH 2,
PDCD10 {52808 12155 3 5047 HChT/E FH i g 4
e R AN R rp Rk R, B S T
HBLdgGmE. REZFE SN EA R A
Q-GY27703. v T-HL %175 T 1 -9 41 fe & HepG2
SEEEE R AL, BEUARIE PDCDI0 [H3RIE KT
IR 95 N R T e P A OCHO, T X S 2 SRR
SR ZFE R AT AR RIS, &L
AR s 4L, i & mRNA AKF b & A

JEK, PDCDI0 WIS i, $RiZ3E A
A RELE IR S 5 i B M P B E R, I
BE R REAE 1 2 R

Table 1 The expression of PDCDI10 in different tumors or
tumorous cell lines

%1 PDCDI0 7£7 5] PPy 4R LR o Py 40 Al 2R B R 1S

i 824 il KIEAKT ik
BN R i [43]
LR P i [44]
[iE Sk ¥ I [45]
2515 s x iR [46]
HE NI AR Tul83 7 i [47]
e e i e [48]
JHHE A 3R Q-GY27703 BEEE R i [49]
HFREEANE Z HepG2 vy A [50]

DL EWFS £ 8], PDCDI0 & AN EEE I D) R 5
A, 5 N R P 500 1) R A R R LA S D) IR %
Fr, o U 0T LA S R 1) e A R A
B, 27 PDCDI10 9050 KA A FE I AE W) 22 3L
N R L E BRI OCR, AT PDCD10 A H.AEH
A B — 20 1oy T L

5 PDCDI10 Al eI E/ERER S T

I Ik ) #HE E Y R (http://theoderich. b3,
mdec-berlin.de:8080/unihi/, http://www.hprd.org/)®' 3,
H AT LY PDCD10 A EAE R H 70 7 R 2, 6
F S CLUEWIR, e R BT S AT, EEREXL
& A& CCSB-Y2H B9 (http://www.nature.com/nature/
journal/v437/n7062/suppinfo/nature04209.html) 1 4=
Yi(s B2, fL 45 OPHID (http://ophid.utoronto.
ca/ophid/).  ORTHO (http://www.sanger.ac.uk/cgi-
bin/PostGenomics/signaltransduction/interactionmap).
HOMOMINT
search/db_search generic.php?datatype=protein).

M2 WU th, 2l T BERU AT i H )
PDCD10 Ml HAF & H 70 1, B T CHMPS®S, H
il # 2 Ste20 AT < P Bl 5K R B 51 (£ fiF MSTA4,
STK24. STK25), Til HAE Ste20 Z % A et v fe i
AN, R 3 Ml B TR B, PR Ste20 K
JEHIX 3 Fh o)1 (BVFBE 2 )% PDCDI0 /B T)
REH A HL S AR .

(http://mint.bio.uniroma?2.it/mint-old/
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Table 2 Confirmed and potential interaction protein of PDCD10
F 2 TWANFNAY PDCD10 HHEERERSF
(a7 FER 4244 B e FEAYRE
MST4 Mst3 and SOK I -related kinase CCSB-Y2H. ColP L HBEHGTEER A 22 ERRE S5 RS’ T,
FAree ) SRR R - BRI 3R
ATP. BEE T4 4 s R Bk, T
STK24(MST3) Serine/threonine kinase 24 CCSB-Y2H. LG TEE A 2 25BN e 2 5E 5 %S,
(STE20 homolog, yeast) Spectrometry. ORTHO R A 22 / JR2 BRWE . B 11 - MRS BRMEiE Tk 3.4%
MR4i . ATP 45y
STK25 Serine/threonine kinase 25 CCSB-Y2H. ORTHO  LE#RETE: 2 ERIRILIE 2 NG5, H
(STE20 homolog, yeast) AL | IR YE: 3R, ATP. BERy 145t
WA GRS
CHMP5 SNF7 domain containing 2 Y2H LE s
MCC Mutated in colorectal cancers; Spectrometry LIS 3Rk, S e 14ia: 24BN ZHs 555
NM_002387.1 W, N AN A ST SO
ITM2A Integral membrane protein 2A ORTHO. OPHID 1S 20 i
ITM2B Integral membrane protein 2B ORTHO. LSRR b, A2, 22 REKE: 3.
HOMOMINT W F) R
IT™M2C Integral membrane protein 2C ORTHO L TEANN I
PAX1 Paired box gene 1 ORTHO LER T a1HuR%, L5 DNA 454, 1845 DNA MK,
RNA AW B M 3 ERRE
PAX9 Paired box gene 9 HOMOMINT LEM TAIMUK, 5 DNA 454, i1 DNA RS 44
X% 3KRE
PSME3 Proteasome (prosome, macropain) ORTHO LB T2 2 0 BER VRS A S5 0 i e 4 4y
activator subunit
TBC1D9 TBCI1 domain family, member 9 ORTHO T ey
ENSG00000186896 ORTHO Pl
ENSG00000064747 ORTHO AR
ENSG00000129524 ORTHO ARAN
Hs.548239 ORTHO ARA
Q12920 OPHID ES

Ste20 /& — At 2 1 BF 22 5 1R / T3 S IR W K
W AERERE. dedi. R SO FL R RS A, B

HUE IR, K E A FUE RN MAPK 5 5# 2
Wk EUF MAPAK 731 AR AT, ki 5% md 40 i
IR N N 1B 0 N I = S e
MAPK il % & 22 ML 40 B 5 4 Sl ek, |z A7
T LAY A0 M b, 20 R i 0 1) 356 B R
b, H AT R BL ) MAPK 3 % E 24 3 f, 4
ERK. JNK Fl p38 il i#.

AN, ZIHFSTAEY] MST4. STK24. STK25
3M oy AR ThRe E H A% UIEE R . Preisinger 255K

L, MST4 FI STK25 (4% fiy 44 A YSK1)iX 2 Ff
Ste20 Yl ok K FEAR KL LR 1 GM130 [ 45 &
SEAL T R IEAR . GMI30 & —MgEn, 5
GM130 K454 1] LU MST4 F1 STK25 #dtk, 1%
1R If) STK2S BRI 14-3-3¢ KAt ] G855 1% 4i Jie
A I RS> 1, 1T MST4 W@ ik A A& 44
RAIFVER. 55— TR 7R, Ste20 515 & 7
STK24, fEHME4s R C i ] REAL & — AN XU %
PiAs 5 (RIEIR IR 278~292), X BTV HITE STK24
I MST4 2 R g BEORNT 1T A T 3 55 i v )
D B v 0o, By IRV LA PR U T AL A A el B



- 786 - S FESE IR THR

Prog. Biochem. Biophys. 2007; 34 (8)

EEATT AT B i S O R R AL UL, 7 40 i

AT e
6 PDCD10 5 MST4 Hy#B E{EH

P BTl P R AT L e e . Al
M54, UESK T PDCDI10 5 MST4 A7 76 AH B AEH.
TR L N8 A AT RNA TR . s T
WL RAEMERME TP LS, EXT
PDCDI10 A LLtAE MST4 F ki i vk, 33k i i i ot
ERK MAPK 15 5 % 10 6 (1 12, (e 40 i 39 5

FHe A

MST4 (¥ ¥ iy 4 4 MASK)J2&: Ste20 3 5 ik
FRBL, A3 AL SR = i s B R, LR B
Ihe gt Hy i n &l 2 B, RNA IS 434 ik 7 MST4
[Tz ARk, %S R E AT AR DGR TR R AR 1
Xq26 Xk, HIIER R, R AR E . EERK
A AU T R HA S Rl Al B R, MST4 i i
MAPK 155 5 % 53 % R 3 A 629, I A7 i 4R i
MST4 il i 1715 Ras/Raf M 1) ERK 8 1 521 41
P A AR A 57,

MST4 - (“16m)

24~274: score = 51.000

FTELERIGEKGSFGEVFRGIDNRTQOVVAIKIIDLEE-AEDEIEDIQQEITVLSQCDSSYV
TRYYGSYLKGSKLWI IMEYLGGGSALDLLRA---GpFDEFQIATMLEEILEGLDY LHSEK
KIHRD IKAANVLLSEQGDVELADFGVAGQLTDTQIKRNTFVGTPFWMAPEVIQ-QSAYDS
KADIWSLGITAIELARGEPPNSDMHPMRVLFLIPENN-—— PP-—-T1vgdFTKSFKEF

IDACLNKDPSFRPTAKELLKHKFI

Predicted features:

NP_BIND 30 38
BINDING 53
ACT SITE 144

ATP (By similarity)
ATP (By similarity)
Proton acceptor (By similarity)

Fig. 2 The sequence and functional domain of MST4 kinase
[ 2 MST4 8IS EBL 75 FHEEE 1T RE L5 A8
http://ca.expasy.org/cgi-bin/prosite/PSScan.cgi

% D5 278 MST4 78 M8 A& 2B F B B 7 o
RAFFEEAVEM. Sung SR I, MST4 71 51 b
96 RV 51 s 40 M 5 () 08 5 R e AR R IR R
ZHREM I, T EIE MST4 v LU 8040 il E
WA R R R A, X R B R AE T 4 i
Jeid #E b MST4 w855 58 F. stah, Morrist

%#%EH,WWMEiTuEIﬁA%~%M%
IR 52245 (It R S5 30 10— THURF 5 o A A i 98 2L 20
B S R SRR IR 22 S AT R I RN 23 By &5 IR
WoR: A2y 120 NMEATRIERTTLL “ORzh " fA40
WISEAR, TR R AR R 3EAER . MST4 R JL
Hz 1% 3% 3 o BRI MST4 5872,

Table 3 The mutations of MST4
#x3 BAIIA MST4 R

RAFFPSE i Eait]
R4 584 B I
PR i R AR B e
G e IPRGS FUBR IV S A
EREINIPRES e
A AN R AR ?

cDNAK AR
444C>G
106G>T
918C>T
26A>G

133C>T

A418A T FAR pn
G36W X RA GxGxxG
S306S TR &

QIR B R AR oS
R45C b AR RTQQVVAIK

PeAryam it — ?ﬁ“ﬁ*?ﬁ?% PDCDI10 5
MST4 A B A F vl LLIE i 15 ERK MAPK i #% ¢

HE 40 M 1 39 5 AN 3 Ak, il ] PDCD10 2% MST4
[ 238 T LA g 41 i R ) 345 fig . ot 36
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15 PDCD10 8% MST4 #B nJ A2 35 40 o (1) 54 5, 1M
S ) Tk I (1 08 39 5 1 FH szt st 5k T il ik S
07 Rt 7% M SN 15 VIl 1 G- Y OO e 2 (Ol I
PDCDI10 5 MST4 1A siRNA, #ln] LA 40 g
[ 38 5 . PDCD10 A1 MST4 f A H./F F o] LLB0E
ERK MAPK i %, mMiffif#i] PDCD10 8¢ MST4 £ ik
Jo AR BEB4% ERK MAPK 38 8%, 4k, AieRN
PEEIE S ok ik 1 PDCD10 #B 7 LLAE 44 A 38
MST4 [Fslgs v, bk %A1 PDCDI10 (130
YEF & B 3 A5 LA b, T P PE PDCDI10 4 11
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Programmed Cell Death 10, Beyond an Apoptosis-related Molecule®

MA Xi', ZHAO Hong-Shan'?", MA Da-Long'?

("Department of Immunology, School of Basic Medicine, Peking University, Beijing 100083, China;
Human Disease Genomics Center, Peking University, Beijing 100083, China)

Abstract Homo sapiens PDCDI10 (programmed cell death 10, alias, “TF-1 cell apoptosis related gene 15,
TFARI5” ), cloned by means of cDNA-representational differences analysis, had been initially identified
associated with cell apoptosis. Recent research suggested mutations within the PDCDI0 gene or deletion were
responsible for cerebral cavernous malformations, and PDCD 10 was the third CCM gene. On the other hand, other
research demonstrated that PDCD10 was strictly modulated and up regulated in many kinds of tumors, which
implicated that PDCD10 participated in tumorous signal transduction. The recent research confirmed that PDCD10
interacts with MST4, a member of Ste20-related kinases, and the interaction promoted cell proliferation and
transformation via modulation of the ERK-MARK pathway. In conclusion, all these demonstrate that PDCD10 has
many biological effects, which suggests that it is a novel player in vascular morphogenesis and/or remodeling, as

well as tumorigenesis and cancer progression.

Key words programmed cell death 10(PDCD10), interaction protein, MST4, cerebral cavernous malformations,
(CCM)
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