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In order to clarify the regulation mechanisms by 0-GlcNAcylation in the signaling pathways
caused by reactive oxygen species, the alteration of 0-GlcNAcylated proteins due to
oxidative stress and the effects of 0-GlcNAcylation on the induction of stress responsive
proteins were examined. The results suggest that 0-GlcNAcylated proteins play a critical
role of oxidative stress-responses, and that the induction of stress responsive protein

is possible to be regulated by 0-GlcNAcylation.

AR ERA
(EHHAL : 1)
[EEES R [ 2 o &t
200 8 1, 500, 000 450, 000 1, 950, 000
200 9FE 1, 400, 000 420, 000 1, 820, 000
201 0FE 700, 000 210, 000 910, 000
& 3,600, 000 1, 080, 000 4, 680, 000

e S
Br&EoSF - A - 3R - A RIS



1. WHEBAR Y WO 5

EHEBESCT ) — T DO EMmMERC
AR RIZERE LR ICEEEZEZ D
ZEIZkY, RERFEBICEAELTWS Z &
BHSNTNWDE, ZO—FT, EEDOL Ky
7 AREEEAAIED Z L CREBIGESCH
o7 RB 2 I3 2 ABEER & L CHE
LTHHIEHHBALTE, 2L RIE
PFEL 7T LOEREMdNICIzZ D L
AT UV UBRbD X 5 B & o g
FHERIRE A, B iR LSO IC DWW L R
v 7 Al Z S LT T b, L LT,
U b & RIERICER 2 BIRZEM CTH 5
LT T EF AT ay I o EM
(0-GleNAc k) # v X 7 B IS E o N ©
¥4 < RS, 0-GlcNAc /L3 U v BRLIE Al
ZHIE L TS RREEN I I TE
(Nature, 446, 1017-22, (2007)), % Z CTHl
AL, EMEBESCT Y =T ANV K DI
WURTEY AT MIBWTH 0-GleNAe fkiC X
HIEMERIEI AR E L TV DO TRV s
EZT,

0-GlcNAc (HIERfIZZ v /X7 DT ) > A
LA = VBRI OKBEILIC B-N-T B F LT
aVIn -7V ay REEGICE AL
7=HbDTHD, 0-GleNAc DT =7 & >
NI TREIZE W Z &L I
o TEY ., VU bEFER, ¥ RIED
R FIERGIER S LT, Mo XA
ZAZBA D kR 2 I RE SN IC R B L TV D
ZERMLNTND,

0-GleNAe fbiT U U BRALFEAL RS % DI
EZ D20, U Uik OBERRSIE)
DPEBR SN TEZD, AFZETL Ry Z A
\Z kB 0-GleNAc {LOHIFEIZ DWW T O R %
Borz ik, UV omik, 0-GleNAc fb, L
Ry 7 ZHIHO=FD 7 a8 A F—27 Z#R
THZ LR, F X EOBRERIEICE

TAETRNRNGEALL 7 NERZITED
EHIfES NS,

2. WMEOEM

ARFGEIE, TEMEBRFRIC L DR EY AT
LZBT D 0-GleNAc (R Z v /X7 B DK
RERJEREME & 0-GleNAc kI & 2 il ikt 12
DWTHLNCTHZEEHNET S, 20D
7=, A B L AIC LD 0-GleNAe fb& v
NRIBOEEEZFDOMEEIL., &5
0-GleNAc fBIZ KD b A b L R UG O il 1)
BRI OWTHETT 5, T D7EZE L
T, U Uik, 0-GleNAc ik, L K 7 AH|H
DA R—7 &N LIEIEHEREICL D0
72 72 KA B PN A AR 1 O RSB R A > R T A
DO Z= BT,

HAERIZIE, B{EA MLV AARIZED
0-GleNAc b & v /X7 ' D25 B 2§~ 15 MEER
R TFTNIT L - THI & Z Sh MG
BIZBIT %D 0-GleNAe L&A DR 512D\ T
SN 5, F72. 0-GleNAc {LIERF D ZEAL
DELA N L AIREICE 2 DRBIZ O T
et L, V7 IREIZEIT D 0-GleNAc 1k
EMOKERER EEMEIZHOWTH LT S,

HEFE X ZALE T, BfbRX L RITKDE
RISZIZDOWTHIR ATV, BB LA L AR
HISIRER LV Ry 7 AR 72 £ o £ YITE M
FIECRE ST 52 E2HLMILTETWY
Do TIDOHRAERE X, AW CILE(L
ANVRIGECEET2X L RI7EO
0-GlcNAc fb & & DO Hl RS IZ SV TRast &
19,

3. WD Ik
(1) FExO@{bA b RIZXDHMRN

0-GlcNAc fbZ v 2 7 B D25 AL,

T2 DIEVERRFA T 2 A S5 [TEVERR



FRAR 7o & a2 AW TR ICER L A
ML RZAf L, hU STV —HERREE,
HDHWEFEL DT R b — AEEE AW
THifEE 2D, £/, BB{EA M LA
EM L& &0, Ml 0-GlcNAc {b#
VR IBOEENTHOUNT, 0-GleNAc {bHE R
TR ARV VA= SV i = N e L)
Mt %,

(2) BALA NV AFBET R F—TRITE
75 0-GlcNAc fb & v /R 7 B D& E|

N-7EF L7 NayI=x—FH

% A (PUGNAc: 0-(2-acetamido—2-
deoxy-D-glucopyranosylidene)amino
N-phenyl carbamate) Z ¥ A0 L T il @
D 0-GlcNAc L L BN &8, Wik
fbx ML RICkoTHIERHZ END
THRRIN=VRICED LD REEL R
ETPBRET 5, £ 04T
EHOMNCT LD, B a v H v
N7 'Z (HSP: heat shock protein) 72
EDRXNVRARES N7 HIZHER
L.ZHh 5o 0-GleNAc L fE fifi O A 1% |
KOt 0-GleNAce fk % I L 7= #% A il #5023
GFETDHNEIDITOVTHL M
T 5,

4. HFFERLE
(D) fEx oA ML AITLDMIEA
0-GlcNAc fbZ v 2 7 B D23 AL,

O EMMICHELx OFRILA ML 2%
L, MBaENEE R L, Bk
ANV R, IEMEEREIEAA L LT
AAPH (2, 2’ —azobis (2—aminopropane)
dihydrochloride) . MEN (2-methyl-
1, 4-naphthoquinone) . MV (methyl
viologen) . t-BuOOH (tert-butyl
hydroperoxide) Z M3 5 Z &I X

DAL, 24 BRI oM AFR %
calcein/EthDl KON MY X 7 )L —
EHWTH AT, ZORER. BEM
@ 1 W MEN 23 fie & 7 M 23 @& < | tBuOOH,
MV, AAPH DNEIZEMENK L 2o T
ol e TEMEEE SR A F O M
BEIE, ERTAIEHERE L L IRE
PED @S, B S M N -~ O 554612 K
FLTWADZ EBRRBEINE, £2
TN D & D> 72 MEN & tBuOOH %
W, BB{fEA MLV AEZARMLIZEED
0-GlcNAc b % v R B DK@ % FF
B ER Wy = A Z Ty
TA4Y IRV, EOREE.
b A ML AAMICE Y Mo
0-GleNAc fb &% » X BN E&T 5 =
ERHAL NS T,

@iz, b A FL & LTHEE R
FTrUI T AEHWE, @S RY
T AE, RN T I VR F AL
OB EZIRTI® D2 &N
LTV,

BEMBICEER T N U LAZIR
M35 LI Lb 7 u~F ke
Poly-ADP-ribose polymerase (PARP)
OUWNRAEL, THR =Y ARFHEH
SNDTEPHALNIR ST, T2
ZOLEEXDOMIAND 0-GlcNAcfb & >
N7 BrEFARZEZA, HEES b
Vo AOHEMIZEY 0-GlcNAc ik # >
NN T A ERHL NS
> 7,

INHLORRENSL, BILA ML R
ARICE VBRI S DA M
fa N O ZEALIZ I W T, 0-GlcNAc b #
YR B RS LTV D AREME AR
%’ iz,

2) LA RV AFFET R F—T RITBIT D



0-G1cNAc fbZ v /R 7 B D E|

OMML N D 0-GleNAc fb L~ v & ZE 4k
SHT, BIEA MLV AFET R b —
VAICRIETEEEMRMNLE, T
vF LT raY I = — 8 HEA
(PUGNAc) # W 1 L T M N o

0-GlcNAc VX L Z2#in&¥i-¢ 2 A,

EEEZ?TFU'?A&LE&’J:%)TﬂE]\
—VANMEEST S LR L NI
o, Thbb, BiLAX ML RAIZK
STHERZIENDTHR =V RIZ
BUWT, 0-GlcNAc fbZ X7 H ¥
MDA B > DR HER) R 2R 92 & A
RIS T,

@%FZT, 7TRF=YRIZBIT
0-GleNAc {L D ENIZ DWW TR ET 5
e, AMNLVRAIGEZ RXITETH
% heat shock protein 60 (HSP60)
WWAEBL, ZORBAEHH ZH 72,
TOFER, @S M) v LAREZ
£V HSP60 DFIBLNHMT 2 Z &2
ooz, F7. P HSP6O HL
B2 W7o TR & 0-GleNAce Fr 5

BHEIC LA A4 L5 72y MiTkV,

HSP60 1% 0-GlcNAc L& #fi % 5% 1T T W
HIZENHBMNI o T2,

@ 0-GlcNAc fb % v X7 B Dz
L7 OR b= v AR E R
0-G1lcNAc 1k HSP60 28 B9 5- L T\ 5
EONERDEZD, TREF—T R
RN CTdH 5 Bax & HSP60 & D FH
HERIZOWTIZ DWW THRHF L,
0-GlcNAc {t HSP60 D ¥EANIC K ¥ Bax
& HSP60 & DFHAAEH 23K T L | Bax
NI Farr R T~BITTHZ LI
L oTT RPN 2ADBRESIND
(FEBS  Lett. 580, 2311-2316,

(2006)) D TlX72WheE TPHE LA, L
ML, AEBREMHFITEBWNTIE, fiE
B2 b U o AERINIIZ L - T 0-GleNAc
{fb. HSP6O XM TH b DD, Z D&
& HSP60 & Bax & DM EMEHDIK T
IROENT ., KR LSO T8
FEAZ L0 I S 45 rTRetE S | v 2
BRI NI,

@DFZT,.SIHITBIEA ML RISEIC
BT 5 0-GleNAcfb D & EHIZ DT Ha
HT AL D A RNLVRARERZ L RIE
T Hheat shock protein 70 (HSP70)
WEBL, ZORILHZFH T, £
¥ 8 SN il = 3ol N ML VAV AF ;' S ha Q)
HSPTOD B3 HE M L 72 23, PUGNAc @
WA L0 MBI O 0-GleNAc L~ L
EEINEE 5 & EOFEERME S
L2 N LN o7, HSPTOIX 4y
Ty eyt L CMEE#EDRE S
O TR TR b= ZAHED
RbbodrZEenHEENRTNDL, 20D
7= .2 ORI 0-GleNAcfk L =L D
HMN A N VRIEEZ L RNI7EHETH
HHSPTOD FE BN & /v L T @Mlﬁx
ML AFHET R b= 202 I
ﬁﬁéﬂ%@%%<mwawé%>
%, SOICHEMARRN LTI 2 & T,
0-GleNAcfb #/r L 7= 8{b A b L A&
BT R N— ZDOEH S 2T A
SN Db D EMEEIND,

UEDOFRERIY BEX L RIEE
\ZEB W TO-GleNAciL % > /R 7 ‘B8
EaEEE R L TWD I L NRE
émlﬁ’XvamK&yﬂ7W
FEH - FFEIT BT 0-GleNAcik & I
:%ﬁﬁ@%%mﬁ@#éﬂ%ﬁ%
RRLEERIIREVWEEZEZIONS,



5. ERFERLE
(WFgFefRFE . WFFEsy 8 K O EERF 725 |2
X TAHR)

HEstam 0] (B4 1)
(1) Miura, Y., Sato, Y., Arai, Y., Abe, VY.,

Takayama, M., Toda, T., Hirose, N., and
Endo, T.: Proteomic Analysis of Plasma
Proteins in Japanese Semisuper
Centenarians. Exp. Gerontol. 46, 81-85,
(2011)

(2) Miura, Y., Sakurai, Y., Hayakawa, M.,
Shimada, Y., Zempel, H., Sato, Y.,
Hisanaga, S., and Endo, T.:
Translocation of lysosomal cathepsin D

stress or

caused by oxidative

proteasome inhibition in primary
cultured neurons and astrocytes. Biol.
Pharm. Bull, 33, 22-28, (2010)

(3) Miura, Y., Endo, T.: Survival
responses to oxidative stress and aging.
Geriatr. Gerontol. Int., 10, S1-S10,
(2010)

(4) Miura, Y.: Proteomic approach for

biomarker discovery in radioadaptive

responses - Age—dependent variations
of cell response to low—dose radiation—

Biological Sciences in Space, 23, 17-22,

(2009)

(K] (6 1F)

(1) Takatoshi Satoh, Yuri Miura, Yoko
Sakurai, Tamao Endo, Wakako Hiraoka :
Effects of O-linked N-acetyl
glucosamine (0—-G1cNAc) modification on
oxidative stress—response, & 49 [A]/E
Y Ble e, HEES, 2011.9.16-18

(2) Satoh, T., Miura, Y., Sakurai, Y., Endo,

T., Hiraoka, W.: Effects of 0O-linked

N-acetylglucosamine (0-GlcNAc) modifi

—cation on oxidative stress—induced
apoptosis, 26 48 [B] AWmEe, Al
7, 2010.9.20-23

(3) e, w0 . BHPET FRFn
FEF. EwHEER © B ML RSB K
ETOREATN-TEF LT a3 ME
RO, Fe3[E A AMILA b L A4,
Rz, 2010. 6. 24-25

(4) Zid b, BB, BHEF. AKE
M. EEEER  O-RaMN-TEF LT
a9 I ERE (0-GleNAc {k) [Tk D7 R
k= 2O, 5 62 [ A AR LA L
ATy, f&liE, 2009. 6. 11-12

(6) Zjli b . BT, EEER S
B N7 ®F T3t I A
(0-GleNAc fb) (2 & % DNA A Y 7
FTOOFI, AARIEFRE 129 5, K
#B, 2009. 3. 26-28

(6) b . BT, EEER AL ¥
Y X T B D 0-GleNAc {LAES, B AR
R SE 5L MRk, dBIuI,
2008. 11.19-21

J

6. WFFERHAE

(1) BrgeiikE
=i @b (MIURA YURI)
15 BRSEAT BUE N FOS R B 7 IR
o2 — (bR REHFERE ¥ —
WRZERT) « FOREME R R FER o ¥ —
WFERT - FATLIFER
roeE & © 00216574



