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WHFER S OMESL (3530) : Chkl is a protein kinase implicated in DNA maintenance checkpoint.
Chkl function is regulated through the phosphorylation of its regulatory domain. However,
only ATR was long believed to functionally regulate Chkl. In this study, we have
demonstrated that a variety of protein kinases phosphorylate and thereby regulate Chkl.
In addition, we have also shown novel Chkl function at the GO/Gl transition.

AR FE A
(AL« 1)
[ERESEE N PSS &t

2007 4EJE 28, 500, 000 0 28, 500, 000
2008 4FJE 28, 500, 000 0 28, 500, 000
2009 4EJE 37, 500, 000 0 37, 500, 000
2010 4 36, 500, 000 0 36, 500, 000
2011 4 32, 500, 000 0 32, 500, 000
it 163, 500, 000 0 163, 500, 000

MR Ry - AW
BHIEE D38 - MR - AW - Ml EY
F—U— R :Chkl, F=vZRA b, URRAGESM, FOME, GO/GL BT, P aT LA

1. WFZEBse S0 5
AMARIE, SRRSO BEE RS2 X U DNA

Lk (E72i%. 77 L) ORZEMENF|E
BZSh, BAfkT2EEL2LATND, 2

IZEENAT7Z0 . SH (DNA B R 12 DNA
DEBUNRFEEINZVTDE, ZOF 2wV
RA v MEER AL ST D, ZOMEICL
o T AL DNA DIEELEBEERT L L & BT,
ZTOBEENREIND ETHROMIE I
HWITLRWESICLTWS, Z0kHIF =
v 7 ARA Y MEREICEENAET S L Mgl

NoF =y 7 KA MEFBEOFLIZIZ, ATR
M5 Chkl (27 D v 7T WAREERR K D3FAE
9%, Chkl %, SEFMERIZ X 5 DNA & <° DNA
DOEBEEDEIZ, ATR Ik ->T, Z0k®)Y
VIATBBIOEY 35 Y U S, TR
M3 %, L2A>L. Chkl 1% ATR DIA > ¥ F—
Bl oTUvmibans Z EBMESH



RO TE TV, FOAFERIIAHL
HNEINoT,

F 72, Chkl X, HlfaE G 21T 5 BS. £
TEICHEET IO, Tt b, FMETYH
il S MDEENZ S > TWNDDMNTHONT, ¥
LWV d o7z,

S 512, Chkl 1X. FEIT SIS 62/M B4T
W< Fov I RA LV MO FENMNEST
HAVTW 23, a2 HEFRIR IR IR RE (GO H &
MESHFZEE D) 2 B HEGHE I (61 #) 12
BATT DEEOZFEE R I oW TIE£E <13
BHL CuWieno =,

Chkl (2R 59, M3 BEFERIEREE (GO
H) 2 oEmEY (GLH) ITBITT 208 ED
YOI A=A LATEHERSNDD
MZONTIE, L Bbhro TRV DONRE
wThot,

2. WMHEOHM

AL, RE, B I THARY (ATR
PSR D FF—FIZ L D) Chkl D U ER{bIEA
DODABNERZMAT L 2H —-0OHM
LT B, F72.Chkl 28, EOMAEN/INERE (B4,
FMAZR &) THERE L T B A, MR s
IRIEIRARE (GO H) »oEFEEH (G1 #) 1
BAITT HEEICED X D E@ a2 D D
DN T LN 5,

IHIZ, INETHEVMBAINTI 2h
S T RIS EEFEAR IR BE (GO H1) 2> & HAFHJH
H(GLHED) BT T DB 0 1IN &
HTT, FHOGTHEEZH LT L L
EE_OHMET S,

3. WOk

PATFIZ, ERMENT L Z ISR~ 5,
(1)  Chkl OFHR Y LA KT 2
PLU AL PR Z V2 U RS A 0O R
Ze [ W R AT

U U b7 F FEAWT, B L v~
F R RE & R I ERER T~ 21 U v ER (bt
KEAERL L7 (CCHR 18 2B M) , TOHY
VbR E VT, BREALO U R
Jin % W 22 RO AT L 72,

(2) U RV RO IC S B A& SN % 7= Chkl
Z R YA 7V ARG T 5 filE
B (Tet—On FAJEER) DfSL

Chkl OB AR (a2 hr—/L) B X Chkl
DY LA E (V) B bES A 5 e
W) T =R (U R UER 2T 5)
TARTX R/ TH I RRICER LT
IERAREFEELT 5 Tet—-On MK 2 ERLL 7=,
Flo, BEIZS LT, BRABATY 7o
DETRTEAL Y 7 F VB AN U T2 28 BAR S B
AR S ER U7z, BISDMRERIL, RE oy
A7V UHEMEICH Y R BN S
ns,

(3) Lo 2 7 BEREMRAT

RRARERE 2 VT LR O 24T o 72,
MBI U T, Akt Chkl #3583 H L
7= DOHIZ NTEED Chkl 2 2 v 7 Xy L
ASkME Chkl ~D ANEZ Z4T 272,

a) Chkl® ¥ F—PEMHDOEA

Z DV UEERD Chkl D% F— PR &
JUE. Eok WL WA REEEMEIC W T
PRk U7z, BAREICIE., BEoiiakkZz v,
KA BAR B TR L, Chkl O % —B 5k
ZEAETI OGO & i Lz,

b) Chkl DAL JFEEDZEAL

RO RaRE A V., SR RO MENRTE %
E U7m, MBS U T, AN IRET R0
(DNA # SUFH 274> DNA RS M3 72 & )

HHIBR AT > TH S, R LT=,

c) Fxv PARA L MREIZBITAEBEMED
fEAT

RRMIRERE 2 Y, SRAMERIE ST (DNA A
FHZE 41> DNA #3472 & D) SEAILPRIC
KT HF = 7 RA Vv MRE R FITHINAE

B (DA 2 CREAM L 7=,

4. WFFERRE:

(1) 22351 5 Chkl DSer286 - 301D Y
VEBHIEM DA BN E R

oz ix. LART. Cdk123 43248112 35\ TChk1
Ser286+301% Y VWb L CWB Z E&|REL
TWER, ZOABENERIIAATH -7,
ARAFZEIZ T, Chk1D 4 2LETH] (prophase) 2
BOWTEN T GRIREICKTT SN D Z . 2
DOEABITHACrm- U FHEIZE 2 Z &b
ZEERM LT, ZOBABITNCkIIZE D
Chk1-Ser286 * 301D U » EL M AFEMETH
D, ZOMEHBERENREESND L, S
H~OBITHNEEST D Z ENHHLE, o
BOFERIT. Cdkl & ChklDREICIZR YT 47
T4 — Ry JHEENFIE L, Z OBEOTE
AL S~ DO M 72 BATICE B & %
HoTWHZLERBTLHHLDENZD (X
k1),

(2) Chkl®HHaPN JEE O E M

ChkliX, B CTHRET DT B2 b, F=
v 7 RA Vv MSERRIIENICR £ 5
ZENMBENTWD, LL, thowfsts v
—7' XV ChklUFH MRS RTE L., fia)E
HIMEAT 2 AICHIE L TV D &V ) il 2 &
T\, ZOHEDORIL & 72 - T BlEX,
LA SN TWAHIChkIHAR (7o —4
DCS310) %AWV CHlladetmad 2 &, MRz
RO 6nbd L ThHholz, £ T,
Fx i, ZOHLMEY 7 F L AChkl &2 AR Y 12
L TV D 0 E et LTz, & OREH, DCS310
O OMAGe L, Chkl1 TiX72 <. CCDC1151 &
VN ) BRBER [RIE O HULMARE A & B LT
DT EDHBA LT, &5, ChklIZEBITY




TF N EAIN L CHREIICE ICER ST D L
AR E EAEA T B S A I LB B
9. ChkLIZHDMERTEY 7 v L T
IR OMEATIC KR Z R B2 726 I 720
ZLEAHIA LT, ML EORERIE, ChkliZEEW
TR E I T2 AICHIE L TR Y . oM
#) > 7 F WAEChK1EASR D 4y F Z A AE LT HL
RIIEFESND Z AV L= (SCHk6),

(3) Chkl1®Ser296® H & U v B LD T

= v I ARA v MREICE T D EEE

ol DNA [EEF = v 7R A v ORI
ZHZ SN D Chkl @ Ser296 @ U RV s
WICOWTHEZ ATz, BERISEZ 7o i
Wt ., 20 Ser296 @V ERLRSIE. ATR
12 8% Chkl @ Ser317/345 DV Al St
TSI EREZ SN HOD, ATR TiE72<
Chkl ZDOHLDONZD Y LG Z BT L
TV ZERP LN o7, £, 14-3-3y
MDD Ser296 O HC Y L EUNMEIEMEIC
FEAT D ENHBLNT 5T, Ser296 & T
F = CEH LT Chkl 28 BAK % NTEM: D
Chkl LEHLT7-V ., 14-3-3y% /) v 7 X
L7220 L72ffa T, SRAMRIBE#ZI2B VT
t, Cde25A D= B3 F AL Es K OV i A i
S, Do, HNEE A 45 1k R | B N ER
O BT, X512, (Cde25A & 14-3-3 DfES
\ZBL72) Cde25A @ Thr507 (% Chkl @V g
b Ser296 33 KON 14-3-3yFRURAFHEIC U v (b
ENDHDITKT LT, (Cde25A D= B FF 11k
S Z 845 LT 5) Cde25A-Ser 76 D U L g
(ERISIZZ S 2 SO FITEFMEICE] X

SN EHHLL, LEDRRNG,

Chkl @AV B SOGIE, Chkl/14-3-3y
/Cdc25A & D 3HFEBEIRDOTE %8 U T,
Chkl |2 X % Cdc25A @ Ser76 @V L FE{LK i
ZHIE L, Cde25A D= B % F Ak I UV i
FISZFELTWDZ RN R T
(3Tt 10),

(4) IR OBICH E R S5
Chkl o Ser280 ® YV L F{rfEfi D A FRAY B 5
oo X, myE GEHHEIE 1) HIZ & > T, Chkl
D Ser280 MEFERMICY Vb NDZ L%
R L7z, 2oV U BEEOHEINZ, MAP ¥
F—+¥#H 24 A K (Ras - Raf - MEK - ERK -
p90RSK) DIEPE(LICZfE- THI & Z S 4,
U0126 (MEK FHZEFI) % 7213 BI-D1870 (p90RSK
FRLEA]) ALFESe RSK1/2 (ZHFRA)72 siRNA AL
BIZTHBHT A ENBHLNER -T2, In
vitro (2B BEMT T, p90RSK IE Chkl Z%h
RISV VBT 52 L. BLW,
Chk1-Ser280 1% p9ORSK DIFIEME— D V) 1L,
WAL CH D Z VB L=, 7. Chkl 1,
Z® Ser280 OV UFRALEMRIZE, A
MOBICBITT D Z ERHLNI R, &
HIZ, Z® Chkl OENEMEIZLIY ., Mia)E
(KR, GLH) #ITOBROF = v 7 RA v

MEEZMHBLTWDZ ENHIALE, ULk
DOFERIE, HFEBIFSZIZPER LT Chkl 23
BNERET 5 Z & T, D% OMId)EBIET
WPV, AL D D DNA EEICHHS LTV D
ZLHERIBELTWD (SCHk2),

B) F7F U #HEEARNIa T LA D
— KRB OIE 2 L= inE ] (61 ) i
1T D Hilf

Fxix, Fizic, roFUoRAERE N o
LA VM, ninein, 0df2L OFEEIZ L - T
. BUNE ORI ME D appendages ~D T
BV TICEELTWAZ 2R L (L
Bk4), £72. PV a T LA U nsailx g —
TDO—2>TH DAurora-AL fES L. Aurora—A
Zoy 2 (M) TikZe < GURERMICIE AL
LTWAZ LRI L, RVaF g o,
GIAREFL AT Aurora—A% FL/ MR GRS/ MR
) TIHEMET A2 LIk o TC, —REDOE
AR LTS Z ERAHBH L, ZORY
a7 LA B L Aurora-METERY 72 — IRk E
DOHIHINGIHI DOHEITIC A AT R 22 2 7= L
TWABZ EHEALNILE (OCHk 1),

FHE AL, Chk123EERE L TV B G2/ME T
Ty IRA PRSI F 2w I RA U M ERR
EL, BFgEEtED, (1) - (3) OHFFERE
EHETDHENTE T, ZTROHFEYYTE
LTV R Z 2T 59T, FHERY I T
TE LTV T2 GUETTIZ 381 2 7 4Ll 4
MHEZH LTS LV ((4) BXD (5
) D) WK LD Z LN TET,

AR IR IC B 1T 5 K& ik S - E
ELT, MR EEDOY A I ND—BRED
ElZhENTWVENEINTWE, D
BT, BNTEEONZChkIIZEDZTF = vy
RA Y M Tz L CHOMEIER
INDHZOMNEND DT RERBEE LTS
nNTna, 72, (BEEMTLOGFE LD
) —RHE & HIIRE M O BIfRIZOWTIE, &
7. k< bhro TN ENRELL, 5%D
MRERRE W R D, xR L7ZGLEIEST
A& TREDEABRHE R EZHEHZ LT
. FRRoOMEEZAS %Y L THREL TV E 2
WEEZTWD,

5. TR ILE
(WFZERFRAE . WFFEr A M ONEEERSE#
ES )

UdesSamse) (BH2 0 1)

1. Inoko, A., Matsuyama, M., Goto, H.,
Ohmuro-Matsuyama, Y., Hayashi, VY.,
Enomoto, M., Ibi, M., Urano, T.,
Yonemura, S., Kiyono, T., Izawa, 1.
and Inagaki, M. Trichoplein and



Aurora A block aberrant primary cilia
assembly in proliferating cells. J.
Cell Biol. 197: 391-405, 2012. (&t
£) (doi:10.1083/jch. 201106101)

Li, P., Goto, H., Kasahara, K.
Matsuyama, M., Wang, Z., Yatabe, Y.
Kiyono, T. and Inagaki, M. P90 RSK
arranges Chkl in the nucleus for
monitoring of genomic integrity
during cell proliferation. Mol. Biol.
Cell 23: 1582-1592, 2012. (& FH A )
(doi:10.1091/mbc. E11-10-0883)

Goto, H., Izawa, I., Li, P. and Inagaki,
M. Novel regulation of checkpoint
kinase 1: Is checkpoint kinase 1 a good
candidate for anti-cancer therapy?
Cancer  Sci. in press. ( &
A ) (doi:10.1111/3.1349-7006.2012. 02
280. x. )

Ibi, M., Zou, P., Inoko, A., Shiromizu,
T., Matsuyama, M., Hayashi, Y.
Enomoto, M., Mori, D., Hirotsune, S.
Kiyono, T., Tsukita, S., Goto, H. and
Inagaki, M. Trichoplein controls
microtubule anchoring at the
centrosome by binding to 0df2 and
ninein. J. Cell Sci. 124: 857-864,
2011. (. & % A ) (doi:l0.1242/
jcs. 075705)

Helfand, B.T., Mendez, M.G., Murthy
S.N., Shumaker, D.K., Grin, B.
Mahammad, S., Aebi, U., Wedig, T., Wu,
Y.I., Hahn, K M., Inagaki, M.,
Herrmann, H. and Goldman, R.D.
Vimentin organization modulates the
formation of lamellipodia. Mol. Biol.
Cell 22: 1274-1289, 2011. ( # %
£) (doi:10.1091/mbe. E10-08-0699)
Matsuyama, M., Goto, H., Kasahara, K.,
Kawakami, Y., Nakanishi, M., Kiyono,

T., Goshima, N. and Inagaki, M.
Nuclear Chkl prevents premature
mitotic entry. J. Cell Sci. 124:
2113-2119, 2011. ( 1 Wt

£) (doi:10.1242/ jes. 086488)
Ichijima, Y., Yoshioka, K., Yoshioka,
Y., Shinohe, K., Fujimori, H., Unno,
J., Takagi, M., Goto, H., Inagaki, M.,
Mizutani, S. and Teraoka, H. DNA
lesions induced by replication stress
trigger mitotic  aberration and
tetraploidy development. PLoS ONE 5:
e8821,  2010. ( & & AH )
(doi:10. 1371/ journal. pone. 0008821)
Bargagna—Mohan, P., Paranthan, R.R.,
Hamza, A., Dimova, N., Trucchi, B.,
Srinivasan, C., Elliott, G.I., Zhan,
C.G., Lau, D.L., Zhu, H., Kasahara, K.,

Inagaki, M., Cambi, F. and Mohan, R.
Withaferin A targets intermediate
filaments glial fibrillary acidic
protein and vimentin in a model of
retinal gliosis. J. Biol. Chem.

285:7657-7669, 2010. (& FHA) (doi:
10. 1074/ jbe. M109. 093765)

Kawase, T., Matsuo, K., Suzuki, T.,
Hirose, K., Hosono, S., Watanabe, M.,
Inagaki, M., Iwata, H., Tanaka, H. and
Tajima, K. Association between

10.

11.

12.

13.

14.

15.

16.

17.

vitamin D and calcium intake and
breast cancer risk according to
menopausal status and receptor status
in Japan. Cancer Sci. 101: 1234-1240,
2010. «( & @ A )
(dgi:lo.llll/j.1349—7006.2010.01496
. X
Kasahara, K., Goto, H., Enomoto, M.,
Tomono, Y., Kiyono, T. and Inagaki, M.
14-3-3 vy mediates Cdc25A proteolysis
to block premature mitotic entry after
DNA damage. EMBO J. 29: 2802-2812, 2010.
( g i =l )
(doi:10. 1038/emboj. 2010. 157)
Enomoto, M., Goto, H., Tomono, Y.,
Kasahara, K., Tsujimura, K., Kiyono,
T. and Inagaki, M. Novel positive
feedback loop between Cdkl and Chkl in
the nucleus during the G2/M transition.
J. Biol. Chem. 284: 34223-34230, 2009.
( i Gl ) (doi:
10. 1074/ jbe. C109. 051540)
Li, Z.F., Wu, X., Jiang, Y., Liu, J.,
Wu, C., Inagaki, M., Izawa, I.
Mizisin, A.P., Engvall, E. and Shelton,
G.D. Non-pathogenic protein
aggregates in skeletal muscle in MLF1
transgenic mice. J. Neurol. Sci. 264:
77-86,  2008. ( & @ A
(doi. org/10.1016/j. jns. 2007. 07. 027)
Toyo—oka, K., Mori, D., Yano, VY.,
Shiota, M., Iwao, H., Goto, H.
Inagaki, M., Hiraiwa, N., Muramatsu,
M., Wynshaw-Boris, A., Yoshiki, A. and
Hirotsune, S. Protein phosphatase 4
catalytic subunit regulates Cdkl
activity and microtubule organization
via NDEL1 dephosphorylation. J. Cell
Biol. 180: 1133-1147, 2008. (&FHiAH)
(doi: 10.1083/jch. 200705148 )
Izawa, 1., Nishizawa, M., Hayashi, Y.
and Inagaki, M. Palmitoylation of
ERBIN is required for its plasma
membrane localization. Genes Cells
13: 691-701, 2008. ( # #% A )
(dgi:lo.llll/j.1365—2443.2008.01198
X
Lin, Y.M., Chen, Y.R., Lin, J.R., Wang,
W.J., Inoko, A., Inagaki, M., Wu, Y.C.

and Chen, R.H. elF3k regulates
apoptosis in epithelial cells by
releasing caspase 3 from
keratin—containing inclusions. J.

Cell Sci. 121: 2382-2393, 2008. (#&Ht
) (doi:10.1242/ jes. 021394)
Sugimoto, M., Inoko, A., Shiromizu, T.,
Nakayama, M., Zou, P., Yonemura, S.
Hayashi, Y., Izawa, I., Sasoh, M., Uji,
Y., Kaibuchi, K., Kiyono, T. and

Inagaki, M. The keratin—-binding
protein Albatross regulates

polarization of epithelial cells. ]J.

Cell Biol. 183: 19-28, 2008. (&FHA)
(doi:10. 1083/ jcbh. 200803133)
ITkegami, Y., Goto, H., Kiyono, T.,

Enomoto, M., Kasahara, K., Tomono, Y.,
Tozawa, K., Morita, A., Kohri, K. and
Inagaki, M. Chkl phosphorylation at
Ser286 and Ser301 occurs with both



18.

19.

2

1

0

(=

(1

1.

stalled DNA replication and damage
checkpoint stimulation.
Biochem. Biophys. Res. Commun. 377:
1227-1231,  2008. (& A )
(doi:org/10.1016/j. bbre. 2008. 10. 119

Er-S
AL

Goto, H. and Inagaki, M. Production
of a site- and phosphorylation
state—specific  antibody. Nat

Protoc. 2: 2574-2581, 2007. (&FHAH)
(doi:10. 1038/nprot. 2007. 374)

Sihag, R.K., Inagaki, M., Yamaguchi,
T., Shea, T.B. and Pant, H.C. Role of
phosphorylation on the structural
dynamics and function of types III and
IV intermediate filaments. Exp. Cell
Res. 313: 2098-2109, 2007. (&FHAH)

(?oilorg/lo.1016/j.yexcr.2007.04,01

0

Tsuno, T., Natsume, A., Katsumata, S.,
Mizuno, M., Fujita, M., Osawa, H.,
Nakahara, N., Wakabayashi, T., Satoh,

Y., Inagaki, M. and Yoshida, ]J.
Inhibition of Aurora-B function

increases formation of multinucleated
cells in pb3 gene deficient cells and
enhances anti—tumor effect of
temozolomide in human glioma cells. J.
Neurooncol. 83: 249-258, 2007. (&t
) (doi:10.1007/s11060-007-9335-1)

¥R G5 )

Inagaki, M. : Novel

regulatory

mechanism of Plkl at mitosis. MEXT
Priority Research Project
International Symposium ”Cell
Division”, Hakone, 2011.6.29.

Inagaki, M.: Anti—phospho peptide
antibodies — a tool to address the

regulatory function of intermediate
filaments and cell cycle progression
in astrocytes. the 6th European
Conference on Intermediate Filaments
(Nanofilaments) in Health and Disease
Sweden. 2009. 6. 20

Inagaki, M.: Signaling and cell
architecture. Receptor Program Ad Hoc

Seminar, Turku, 2009.6. 15

Inagaki, M. : Cell cycle and
architecture. Regulation and
Manipulation of Information Flow
within Dynamic Protein and Lipid

Environments (SFB 645 Workshop Cell
Architecture and Cell Signalling),

Bonn, 2009. 6. 12.
Inagaki, M.: Trichoplein regulates

microtubule anchoring and suppresses
a cilia assembly program at the mother
centriole. Global Center of
Excellence (COE) Program Ist
International Symposium “Signaling of
Cancer Cells”, Nagoya, 2009.1.23

=) GF1 ok

Ohmuro-Matsuyama, Y., Inagaki M. and
Ueda, H. Detection of Protein
Phosphorylation by  Open—Sandwich
Immunoassay. Integrative Proteomics

ed. Leung, H.-C.E. 197-214, (2012)
InTech (ISBN 978-953-51-0070-6)

2. KIEXL REEH: [FER7 T2
Vo) Ak Em BEEIE in press

3. tRERSAT, MREEH : [F= v IRA
% J—® 1 (Chkl) OB BLHIEHAE &
N A P NVAGRTERF S BB 2012
FERE FH Tl Vol.30-NO.5 106-110
(2012) S bl —BR, IS, 1#8)113C
fo, SR = () Fhtt

4. ¥l o=, MREER, FARKE (W) M
AR 7e 7 407 ¥ 268 X—,
(2010) F 7 HRR

5. TS, FREER : 62 /M BITH
2T D CK1 OIEHILBE L TF = v 7
RA v MRS MBS e T
7 52-57 (2010) FS7HIK

6. AFRUNST. REEER : [PV VEb T
F FHUA & Amfa B Ak gE ) fiaE e~ v
V7 47 5-10 (2010) ST HIRR

7. RREEM. EHDhEE o B BrE o
WRERYE Mi@EH e 547
248-250 (2010) F:STHIFR

8. K= () A#c, THEEM @ U ML
PriR &R H Aie % Vol. 28 No. 1
50-51 (2009) FHiEtt

9. ?&%%T:\I@}Ega #f:Close UP Q'ﬂé%fiA K
FEHBAL O FHER 1% 1E B 2 45 BEAYIZ Rk
. PURMERGE-LY Y Rik (~T7F F)
LR ERLL ) SEBRIE %, 26 &, 18
7, 2965-2972, (2008) ¥+ttt

10. #pkde i, REEER: UV o m{b-454E
EAHEEM- o rAEE, 6%,
152, 4-9 (2007) ZoutE 4k

(£ Dfh)

R—LR_R—

http://www. pref. aichi. jp/cancer—center/

ri/01bumon/08hatsugan_seigyo/index. html

6. HFITHELAE

() gz

figdE  E# (INAGAKT MASAKI)

FHE N A ' X — (WFZEAT) - 0 A

WIEER - B E

MeEFK S 30183007

(2) B 5E 5y 3

Hipg B (NAKANISHI MAKOTO)

A BN R - B GR) WFERE (BFERE) -

%

MoeEFKE 40217774

(H19 A ~H22 4)



