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development revealed 25 related ones. The five of them were unknown as DNA repair
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and the experiment showed that MD71 has a role for the protein metabolism.

AR ERA
(AL : 1)
IELfEHE 2 RIEPE & &t

2009 4 2, 400, 000 720, 000 3, 120, 000
2010 700, 000 210, 000 910, 000
2011 4R 500, 000 150, 000 650, 000

R

R
&t 3, 600, 000 1, 080, 000 4, 680, 000

BFUEYIF : [ M
FHOFSE 4y R - M1 Ry - SERER G

XF—U— R ERIRE,. DNABE., XA, B#ETEAA L B

1. AFZEBRA S A DY =

LB MG T 2 B B IE OB A E
FHL LT, JRREBAFELRRIC, #fE b, U
VONHER ENE D ENHLN TS,
WA E R TIRERE D 5% LINICINZ B
NTWER, oL BANLY LT LT
Hh, WoTt AR I D Ex%RED QOL =& L
<HHET D, £, BMAEZFRIIITH
RENRTUL, RECEENHELL b
B, BHIREOMEMENER I TWD, 2
O OEERGIIRKHEEICHE L TH X
D, EAZENE L < SERRE O R)XEE L A
ST, BT %, BEEFLEOBN

RTVWHBEN TR TEZE LS, DZED
KRHORESR b EMRZ ORERESC, 1
BRWBERICL > TRBICRRT S Z &0
FREIZ /2 D, QFERTIC R F A DLETE 2%
DOEFEFIHIZOWT, LW EFICh- T4 —
H—A A ROFHNTE 5, WHFERFSL
DTG« BIKOKRREZRFTT 5 Z ENTE D,
REOREND D, EAIE D LRI RRE
T OE#EEDPAERFRZIIHTHELY
THAX L NFEEZMY, REELON S
WZ LT, FRCERE 2), AITBVWTRERE
MNTEBEEZLND,



2. WEOHB

M A EESR L2 BRI TR 2B 507
BT AR NOWBIELZHENLL, 77 OW
Br BT AR EEET D,

3. R0k

WA EFROFHET EAA L M EITH
WZhleo T, BETREXHE LD ENT
W0 EFEFLHIUED HBIB T OM
R EMEREfIT 21T - 12, AEFERORIUIL
BAZERH Y, TRISEELY, ZIUIFEAD

EEHE R LA D EEZX NS, £ 2T,

AFRIZBNTUIAEERRIUCK & ok
B & B7-3 DNA BEELE FI2HER Lz,

4. WRIEEE

(1) FLANCEIERT 5 DNA E1E i s+ D Hi
BRI, DB AEGIERZTEEHITIEE
N EVRBIRTOEEICERT 52EIE T Th

D, AEFREZSI SR ITERTEEELT
Wb EEZOLND, EBEICHANABEOAIM
BRIT RS PN I M L v b i =
EREBLNTWS, DFEV, DAZD Xk
TEBI NNy 7 7T Rebo2boik, AN
w7 7T RERER NS DI THK
FHRIZEZ R H Y | FEESZNELST N
LEZLND,

F 2T, EEOFEICBW T, BEER
FHFZEDTT VAN E L TERL TV D
BREEZHWEZAZ Y —= X EEIC
b 5@ 285 L-, [ FIEOFHEMEL
WAk G| & 2 BRCAI O WA T 0 7,
RAD9 RIEBD /N 7 77 7 R THBEE KD
L . methylmethanesulfonate (MMS) 2 &&=z 14
ZRTEIEFOHEBEAZIT > 72, WIS (3R
CEHUPOBEEEN S ESIERET L5 X
LN TWAT X IALAITH B,

OB EF /) v 2T O I7A4 T —
\Z RAD9 RIFZEE AN L, RAD9 & Z D DEA
FO THEERKREER L, ZOBZ 0.01%
MMS TE7E T CTEE#E L. MS DNMEE L= DA
Rz M A R 202 HOBEMINF 2572, &5
AR 1 DI M & E BRITHET L. 25
WKV IAATE, ERTIR 1 % ) TR RE LS
FOnETsE (K1), 1FEAED DNA &
BIZEDLIBELGE T THo=0, ZhE TEE
B D Z EMHMBINTWRN-72 5 DDE
5 b HEBES T,

(2) AHFFE CHLEE S L7 R IR D 3 Hric &
O . RAD9 DYEEIZ DWW TERWRIT 72 < Btz 7o
RN E DT, RADI O RIBEEITARIE EE D
MMS ALBE-CZE BB AN OB N = < 72 o T e,
SF D Z k. RAD9 D post-replication
repair (PPR) ~DEBEM LB E 2 /RIBT 5 1
DTHD, RAT ) —=2 T DERHIKTDE
W) 72 A5 B D ST Ko C T E S PPR ICEH
DHBIGFTHoT-Z L6, HIDIT RADI

Other (5) PRR(7)

~ REVI*
BBC1 REV3 Error-prone bypass
poT1 REVZ*

YiL1sew* RACS
sy usC13*
MMS2 Error-f free bypass

psY3

MMS specific repair (1)

MGT1*

Chromatin (2

Isw1*
IXR1* mp / checkpoin!

El61

HR intermediates resolution (5) HR (2 RAD17

opc1*
5651

MMS1
mMMms4*
Mussr*
EsC2

RADS4*
RADSS

Total confirmed hits: 25
Novel hits: 15

X 1. A7 VU—=r7I2k0Ebn-fEm
R+ D A= )5548

(A) 100

mutation frequency
per 108 viable cells

0.01% MMS 5 hours

(B) 100 ;
90
80 |
70 |
60 |
50 |
40 4
30 | p=004

20 1 I I
10 4 o rad9A

mutation frequency
per 106 viable cells

0.05% MMS 0.5 hours
X 2. MMS DRFEUIFAY72 RAD9 DA B A
HEE

&

% PPR & W4T, [RIEEODORERE 2 Fr > AT REME 2
SRR I {7, PPR ITHEERE D BZEE & L IF
T4, PPR 2MEI< Z LI K> TDNA IZE%A D
EERNEAINTYH, AT DNA ZEHR L T
WIHT 5N TEDL LIk D, LirL,
EENMEANSNSLCTL ROMENBESN
D, FIZT, RADI D 0.01% WS 177E F TOZE
FOUANBE A BT S L AR T 6



REREE, BRCEAMEENE L o Tz (K
2-A), Z AL 0.05% MMS TITBIZZR S hreho
7o (X 2-B), MMS DIREENEL< 725 &, Ml
1% PPR #RBE Tl 722, fLOREZEE R E LT
BIRT D0, FlF YA T TERNWZDT
HHEEZLND,

(3)DNA &I ICB b % & B b Hiéridis 1
MDTI DFFMT ZAT > 7=, MDTI 1ZLLRT, fhFRE
WCHoTESINT-ELB T TH DN, ITF
DNA fEEICEE BB 2 RT3 Z L Rbdo
TX7-, MDTHIERBIZE T, ZoX7ED
TSR SRS M B sec12-4 % ET 5 2 &
MNH, AU EREIZBIT5EE L H 5 7
CLRERE TH D ATREMEN R SN T WD, £
ZTC, FT. 0TI OB EFRD -0, #
VN G WL DOPIMREERE T B Secl2 Z 2 X
7 B, kOl ARMWTH D
carboxypeptidaseY (CPY) D& X7 EH=D
Blea@s Lt 25 (K3), secl2-4Andt 1
O EERK T, B LEIMERIICH -
Tre 2D EME ., MDTIXE 3T DR
ERRIC b B ATREME AN RIS S 7o, BIFE
MDTI DB 2 X7 BRI DN T, B G-
ERETL TV,

AR & R B I BN EL
LTWVWREOEEZNEFY B X CTHEHET
Do MDT1 (X & N7 PR i 5 2 3 IR LR oD 1
i aRE SH TR, X Uy R RFOM
iz 2 ha—/L L TCTWADREEMN H
%o FEBRIZ, MDTI OWHFLIARE R 7 ASCIZ 1%
NAIFNEE S & L TIERBESNTEY . i
FEREIC BT H v 8 7 B ko Ml i S il L
DWTD MDTI DFERITR Sy 15k 2 ff 3 %
Z LTk o T FE O A DR HERR IS &
fifH CX 2 A[EEMER B B,

MDT1 SEC12 Amdtl  Amdtl sec12-4 _sec12-4 _ sec12-4 [CEN]
35°C 0 2 4 8 0248 02 480 243802 4 8(h

i e p e SRR

Sec12p

anti- p— — | ER
CPY [0 e e e e e e 50 S0 S O R

anti-
Sarlp ————————— . ———— — — — —

B 3. & Z B K I BT D Secl
carboxypeptidaseY M % L /X7 E D EAL

5. ERFEFKmILE
(WFFEREA . WHIE5HRE e O IEH 12
ES )

UdEssam ) (Gt 31F)

D Sekimata M, Murakami-Sekimata A,
Homma Y. CpG methylation prevents
YY1-mediated transcriptional activation

of the vimentin promoter  Biochem
Biophys Res Commun. 2011 Nov
4;414(4):767-72. #Hi

@ Murakami-Sekimata A, Huang D,
Piening BD, Bangur C, Paulovich AG.
The Saccharomyces cerevisia RADSY,
RAD17 and RAD24 genes are required
for suppression of mutagenic
post-replicative repair during chronic
DNA damage. DNA Repair (Amst). 2010
Jul 1;9(7):824-34. A5t

® Murakami-Sekimata A, Sato K, Sato K,
Takashima A, Nakano A.
O-Mannosylation is required for the
solubilization of heterologously
espressed human beta-amyloid
precursor protein in Saccharomyces

cerevisiae. Genes Cells. 2009
Feb;14(2):205-15. i A

(FaxR) Grath)

O BRI 7, EpEEESE, REHZ, M
JEH# Go/M #IHEATIZB 53 % MDTI Eix
F ORI K B HEFRERE, T sz M5 Wb
B sec12-4 DINEA T =X L, AARAAL
FARE, 2011 4 9 H, [ENLRERERES
i (UER)

@ B, EiEREE, TEHE, M
TR BBER -, MDTI1\Z X5 secl2-4 %5
BEERIMED A T = X L, BERRBIRT T 4+ —
Z A, 2011459 A, JUNKZE (&)

® Pining B.D., Huang D., Hsu HM,,
Wang S., Murakami-Sekimata A.,
Wang P., Paulovich AG., A Cross-Species
pproch for  the Discovery of
Genetic Interactions in the DNA
Damage Response., Environmental &
Molecular Mutagenesis, 2010 October,
Omni Fort Worth Hotel (Fort Worth,
Texas, USA)

@ Pining B.D., Huang D., Murakami-Se
kimata A., Bangur C., Paulovich AG.,
The Saccharomyces cerevisiae RAD9
gene is required for suppression of mu
tagenic translesion synthesis during c
hronic DNA damage.,

Yeast Genetics & Molecular Biology M
eeting, 2010 dJuly, University of
Britich Columbia (Vancouver, Canada)



6. AFFERHRE

(D) WFgEfFRE

BIJR B (SEKIMATA AKIKO)
IR « [EEER - B
WFgeE 5« 50321823

Q) Moty
Julh B+ (MARUYAMA RYOKO)

FAERFRF BT « EFLRIFTER -

F7eE 25 1 10275498

B BT (MINAMI YUKO)

AR AR AT « EFRIFTERE «

W7e&% 5 60239316

M A (WATANABE IKUE)

AR AR AT « EFLRITERE «

WFgeE s - 30323124

B2 (KANNO EMI)

FAERFRF BT « EFRITER -

WF7eE 25 1 10431595

(3) HHEMF I E
HEF BAEE (NAKANO AKIHIKO)

FOXRZERF T « B RAETER -

WF7eE 25 1 90142140

Hiz

Bh#

Bh#




