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D-Z Va3 YRS (GleN) BXUN-TEF IV
“D-Z V3% 3> (GleNAc) 3% (0A)
HEOREREREEOLBECHHTHLE SN, H
1E, EEARRE LTESMHSTWAS . GleN
B LU GleNAc iE, MAMERRICEBT A7) a3
79 H Y (GAG) DMEARMEIETH L. LT,
GleN B X UFGleNAc o3HUL, 7 avy 3 /707
COREEEE L THGE S, BIEIRIEEE 2 R L
TWhHEEZLNTWA., LAL, invivo DIEERIC
BT, GleN EIEOW B~ GleN 2@ & & iR
LT, GleN #HIZ BT 5 M/ E o GAG = O
A% <, GAG OREHUHE & LT oA GleN H3hEhe 5
BEVIBROFEIFEENTHEY . LidoT,
GleN B & U8 GleNAc ORI X 2 BIEIH TR UGS 1 H
X, GAG DREIHE & 72 2 DA OFEH 2 51 = X L0
BT EIRBEINT WA D, bhvbhoikgHilla
%7z in vitro EEERIZBWT, GleN 3 TGF- D
T H BEEREINTTH S Smad 25 XU Smad
4 OBET I~V % Gl gL OB RE %
T A EEMELT \nZg‘”. F 72, EOW%ET
X, GleNAc A% ¥ 37 HoORIRBBHMIIcHS 52
EMREENTHE Y. ORI GeNB IO
GleNAc 2VERNIZ BT, Mg a2 7
FNGE LTS A2 R LT b L L,
GleN B X O GleNAc OB 2B A 7 = X 4
IEA: AN NP V/Ar AN

7, MBI 2 & % Fiv 72 in vitro EERIC
BT, GleN B LU GleNAc i, ~F v 3 GH
UlE S, 2 BUREIRIE & AL S8 B W RS S Bk
w2 TWwbY F72, GleN B X U GleNAc 51 ~
A VA ERSELEEETAIMED H DY,
Lal, BIUEEFVT v P BIUHERBET VY
2 Wz EER T, GleN B L U8 GleNAc O
FH B OFIER B X ORISR L 5 2 R WRRD
M TwaY, 2512 v FRBICBWT, GleN
BLU GleNAc OEIUL, EEZOMMEEICEE x5
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TE M OBMBEICEREELZS 2T, TR
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GleNAc iz il o Bs s £ O ALP IGEIc 8+

B E2HELTWAEY., ZofEE, GleNB
X O° GleNAc IR BT 2 4R o 4 FAERT 25T 45
TCRRLMEELZRBELTYS. L2L, GleNB
L U GleNAc ASBIENC HUT T8 B L ORI IEIE S
FIETREOMEVFRIIB VT, W IWIIC
KRS TR ST,

513 GleN B X U8 GleNAc OIS in vivo 125
AEBOIGINB L OMEREHLPIITLHZEZ
MR E T - 72, REBICBWTIE, <7 AR
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H B IO B FHBUCH- 2 5358 %, DNA<TA 7
07 LA & TR L, Wi oilns
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ﬁiymwm<@m)m,N7%%w{}7w:ﬁ
2> (GleNAc) #Eo 3BEIZEEMER 2T, 3 BME
H Ao 72 fkNE, AIN93-G AL L, 0.02%
? Gle, GleN, GleNAcid &4 a1 — v Ay —F & {fHi}
L7z AR EEET AV F =25 5—I12% 5 X 91T,
RT T4 —=F 42T &Fio 7. FERKT O 24 W
RO ER, 6 WEATIC TR 2 IS 7. SRR,
5 AWM RER L, TPIRA S L.

< AGZEIRERE (26212 1T, W45~
50%), 12 BEREIBmEH 4 2 v (W - 8 © 00~20 : 00)
OBEBETTHE 21iro72.  FARERIL, WEEFE
P Erigst i o &, [EBREMOHT X ORE
B % k3 | (BRI 55 4 3 BT & REE 6 %) 124k
DSWTETh 7.

2 | RNA it

HFiE o total RNA & TRIZOL Reagent (Invitrogen
) & L7z i L7z total RNA (& DPC
HKICHEBR, SOtER 2 HvER L. 2512,
total RNA @B, A260/A280 kB L7 A — 2R
VRS IREN R I CRERR L7z
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TLVAMO T =% 2 KT B72012, #H4DH »
TVIZE, N7 T THEOa Y Pe—-vE LT,
araB, entF, {ixB, gnd, hisB, leuB ® mRNA #%
O0lpg/ ul I L 72, KREETIE, GE Healthcare
#k CodeLink™ Mouse Whole Genome Bioarrays %
vy, #EE Codelink™ @71 b a2 —WiZft-> T
o7, cRNA 13, 1 ug®total RNA DS L
72, A L7z 2 K8 cDNA X, Qiagen 41 QI Aquick
column % Fl W T L, Perkin Elmer £t T7 RNA
polymerase and biotin-11-UTP % H\v»T cRNA (Z#&
B L 72, cRNA %, Qiagen #t RNeasy column % H
WU L, BobEllElic i vEmL 0ugd
CRNA &= 7 4 77 AEET T, 94°C, 20 70 MBS
sSEWAIEL, B ML 72 cRNA % IGE Healthcare
#t nova 4080 shaking incubator % JH v T Mouse
Whole Genomic Bioarray (2 37°C, 18 KEfi & G141
TNATNF A ¥~ 3 vafrolz, N TUFA
Y—Ta vk TLVARABTO075x Y ANy
7 7 — (1 xbFJANy 77— 0.1 mol/L Tris-
HCIL, pH 7.6, 0.15 mol/L NaCl, 0.05% Tween-20)
7 e EERIYEE L7z, RIS, GE Healthcare #1@
streptavidin-Cy5 JHW T, Z BT 30 5 Rk L
oo HADTLAR, 1XbPUANy 77 =% 0T
5490 2 M O PR % T 0.06% Tween-20 TRLEL L
Tofh, HOGIRBZMERRL, AOBEZ VTR 2 B
KL7z TUA LOARy P OB S NI HOERE Y
HsET 5712, Axon GenePix Scanner & W T 7
LA ATA4 ROAF ¥ %47\ CodeLink Expression
Scanning Software % IV THEGHREE O Wi{%R 2 5 L
7z
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BT VUABOF— 513, SRIEERLLE 2Ky
FOBIRSAR EHEEN2b 0, AEy OO
Ny 72 7oy y FEBIZEIhBAohizbo, A
Ry MRTY ZFVEENSBM LY 7 2 Eod
GWRRENS D, VI FVREMEY SN TG N
EHBIZENRIE SN o fzb D% T4 VT ) 7
L, #EEHESNIARY FOREHITSE L.
é%u,lowgh?il . BB O E
ENTWBF—FICHL 7 Z A — T H
HBLOD0HRER[FETE 57— &tLamot VAt
AT — v & LT, KeyMolnet Lite (34513
RHEET) 7.

Jras

i&&%b?ﬁ

ET 36227 oG E A MM L. ARy o
ERPAEREHE SN DD, ARy bOFHDIN
775y FEEBICE ISR enob o, ARy b
NTY 7 FIVERED R L7287 VO E &K &

LD, VI FNVBREMM Ny 775y N EAE
WM SN G o2 b ORI LR, 16157

DB BB R E o/, KT LVAMOT—

ZIERERIE TR E /2, IEBAEL 72 GleN B XL O
GleNAc oftiz, 2 hPu—Tdhb Glec DIHTEL
7. Gle & LB LSS BUREE DS 2 f5 DL 1S 70 o 72 B
W& SEBLRINEE, Gle & H LFEBURIEAS 1/2 5T
V270 o TR G & BRI & Lz,

FEBEOLB LA KEZE1ICE LD GeNT

SEBIASEM L 2R G YL, 1598 ki s &

16,157

GlcN < 0.5

1,196

B1 GlcN 8&U GlcNAC HEEE S5 Z it B EY
A GicN BEU GleNAC THEIELANLH 2 BLL EISEN UTcEsBEDHL
B GlcN B&U GlecNAC THERIRL LA 0.5 EBLUTIOED UTcEsBEY L




GIcN:0.84  GIcN:0.76 GIcN:0.36 GlcN: 0.96 GlcN - 0.91 GlcN = 0.71
GIcNAC : 0.84 GIcNAc : 0.54 GIcNAc : 0.46 GIcNAc : 0.70 GlcNAc : 0.63 GlcNAc : 0.79

GlcN : 0.86
GlcNAc : 0.61

E2 GlcN3&U GlcNAc HEEHER - IBERIBICSR ORE
GICN B KU GIcNAC HEMER - HEFTEDRBIEIERERD MRNARR UANVICEBZREFE UG FEi Uic. [

[FCHEY,

OlF#ze Uie. ODOETFICRURER 37 sO—-ILTHDTILI—X (Gle) D mRNA I L AL ELEE UAEEE

THB.

GlcK : Z)LO%FF—1 (Glucokinase) GPl: ZJLO—Z-6-U VBV XS—T (Glucose phosphate isomerase)

PFK : IR 7L b7 —1 (Phosphofructokinase)

FruBRPAL : )L b—2Z-1, 6-EAU VEENURAU VEET —

¥ (Fructose-bisphasphate aldolase) PGK : iRKF U VBt —T (Phosphoglycerate kinase) PyrkK: EJb

s+ —1 (Phosphoendpyruvate kinase)

DHHT, GleN FREIITFEBIABM U 72855 W 12,
93 TH -7z, —F, GleNAc THHAEI L 72z
HEWE, 1280 s . F0%h T, GleNAc
BRI SIS L - B W L, 665 TH - 72,
F 72, GleN B & U GleNAc dh# TR L 7228
HREWE, 615 TH - 7.

GleN THHA A LB YL, 1645 ki =
Niz. FD%PT, GleN FFEMIZFHEE WA L 2R
B, 1196 TH o7z —F, GleNAc TIHH
A LB EE, 1640 ML s . 2ok
T, GleNAc FFRMIZHEIAM WA L S I,
LI T o7z, F72, GleN B LU GleNAc 8T
FEBANED U2 vn L, 449 TH - 7z,

2| WV EUBKUN-ZEFILINVIYVE
VHEREICS A RE

GlcN 8 X U GIeNAc 73R 125 2 2 w82 W
B L7. LI, MEERIZBEART B BER OISR
WEEBL L NV ERE Lz F O E, glucokinase
(GleK) @5 L N J)vid, Gle & ik L T, GleN
B L OGINAc i & 120.84 5 72 o 72, glucose
6-phosphate isomerase (GPI) ®#H L ~)vid, Gle
EFIR LT, GleN T0.76 %, GleNAc 12 0.54 {572 - 7.
6-phosphofructokinase (PFK) DFEH L ~nid, Gle
LU T, GleN T0.36 15, GleNAc 1£0.46 572 - 7z
fructose-bisphosphate (FruBPAL) ®#EI L ~id,

E ERBEAENABNEE AL
: GleN - 1.9
v GlcNAc - 3.4
V
Fwayz /g he
E3 GlcN 8&U GlcNAC B GAG 8RRICE A
HEE

GleN B LU GleNAc AAZ U DY = /T U A SR
DS ERED MBRNA BIRUNIVICEEZRIFUCE
EFERR UL

GFAT: I3 =2-OW 0 b—=R-6-UVE7=
J k527 15—t (Glucosamine-fructose-6-
phosphate aminotransferase)

Gle & B LT, GleN T0.96%% GlcNAc i3 0.70 1%
7% 7=, phosphoglycerate kinase (PGK) DI 1~
WiZ, Gle & HEE LT, GleN T 0.91 %, GleNAc 1% 0.63
775 72, pyruvate kinase (PyrK) O3 L~
Gle L LT, GleN TO0.71 1%, GIcNAc 12 0.798572 -
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BLT&

transglutaminase 6 (TGB)
transglutaminase 4 (TG4)
Insulin-like growth factor 2
tissue inhibitor of metalloprotease-1 (TIMP-1)
tissue inhibitar of metalloprotease-2 (TIMP-2)

fold change | fold change
(GlcN/Glc) |(GlcNAc/Glc)
8.9 29.3
3.4 37
3.1 45
7.9 6.5
3.1 3.2

&2 ClcN HENICEEMEN L EEF

fold change | fold change

M (GIcN/Gle) |(BIcNAc/Glc)

5-hydroxytryptamine (serotonin) receptor 1F (HTR1b) 30 05
interleukin 17 recptor B (111 7rb) 20.9 0.8
guanine nucleotide binding protein, alpha inhibiting 3 (Gnai3) 12.6 0.8
Interleukin 17A (I117a) 7.4 05
proliferin related protein (PIfr) 7.3 1

chemokine (C-X-Cmotif) receptor 4 ( C xcr4) 5.6 0.8
hydroxysteroid (17-beta)dehydrogenase 1 (Hsd17b1) 4 0b
5-hydroxytryptamine (serotonin) receptor 1D (Htr1d) 3.7 0.9
phosphodiesterase 10A (Pde10a) 2.6 1.5
hydroxysteroid (17-beta)dehydrogenase 3 (Hsd17/b3) 2.3 0.4
guanine nucleotide binding protein (G protein), gamma 3 subunit (Gnd3) 2.2 0.8
inositol 1.4, 5-triphosphate receptor 1 (Itpr1) 2.2 0.8

#3 GlcNAc BENICFEIRDED L& F

BLFH

Fold change | Fold change
(GIcN/Glc) [(GleNAc/Gle)

CCAAT/enhancer binding protein (C/EBP), beta (Cebpb)

FBJ osteasarcoma oncogene (c-FOS)
V-raf-leukemia viral oncogene-1 (Raf1)
Nuclear receptor coactivator 1
Apolipoprotein A-l (Apoal)

1.0 0.2
1.0 0.3
0.9 05
0.9 0.5
0.9 0.5

72. glyceraldehyde 3-phosphate dehydrogenase,
phosphoglyce rate mutase, enolase @ mRNA %
Bl L XV iE, Gle, GleN, GleNAc @ 3 B [ < 4
HEE ol WICHH LS 2 2B 2B L
7o, ZORER, REHAOHERE TS S fructose-1,
6-bisphosphatase (FBPase) O, GlcN 1 0.86 15,
GlcNAc 1 0.61 {5725 72,

WIS, FRAER B X OB A DAL o B AT B i A
FIZBWT, GleN B XU GleNAc THEIML Tw5#
fRFeBER L7z, TOME, GAG IEFEKIZB VT,
glutamine fructose-6-phosphale amido transferase
(GFAT) ®ff#%, GleN & Gle @ 1.9 4%, GleNAc i
Gle @ 3.4 1572572

S| JWIVEVUBLUN-ZEFILIILIATVE
VEBICRRNEE U BT TR
GleN B X O GleNAe A8 Gle & g LT3 E L X
NWHBEB LT BET2ME L. 2O Gle &
e # L 7> transglutaminase 6 @ # % i 12, GleN &
8.9, GlcNAc 1% 29.3, transglutaminase 4 @ i st
1, GleN X 3.4, GleNAcE3.772-7. %/, 4~
A YRR~ 2 (insulin-like growth factor-2,
IGF-2) DO#IFHMEX, Gle & L L T GleN 25 3.1 %,
GIeNAC 134572 » 7. 36102, HMfEx v 7
U757 —+A et —-1 (tissue inhibitor of
metalloprotease-1, TIMP-1) @ H % i ik, GleN i
7.9%%, GleNAc & 6.5 & 20, TIMP-2 OMxHE L,
GleN i 3.1 1%, GleNAcF 3.2 7 - 7.
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GleN 5 B A5 B L N OV 380 L 72 38 (5 1 B
22K LA FoRE 17 f-hydroxysteroid
dehydrogenase-1 (Hsd17bl) & 17 f-hydroxysteroid
dehydrogenase-3 (Hsd17b3) @ Glc & b L 72 #H %t
1, GleN i 445 & 2345 GleNAciZ 0.5 & 0.4
&y, GleN OB THFIZHI L U288 L
7z. 7z, guanine nucleotide binding protein, alpha
inhibiting-3 (Gnai3) 3 & 0" guanine nucleotide bind-
ing protein (G protein), gamma 3 subunit (Gnd3)
D Gle & i L7 HxH a5, GleN ik 12.6 f5 & 2.2 £,
GIeNAC 13 0.8 &£ 0.8f5& %0, GleN DA THEFITH
B~ s,

5| N-ZEFILIILIYZ VEENICRIEHEE)
UTciBInF8

GleNACHEF B B L N VA L iz T
HARIIWCR L FOH % FBJ osteosarcoma
oncogene (c-Fos) @ Glc & g U7z MkHEE, GleN
£ 1055, GleNAcix0.3& %D, GleNAc @A THH
ZHBL RV AEA L7z, F72, V-raf-leukemia
viral oncogene-1 (Rafl) @ Gle & Hli L 72 4%l 75,
GleN 1+ 0.9 B, GleNAc 1 055 & % b, GlcNAc
D HTHFIZHEI L Nk A L7z Raf O T
A F &2 WE L7 F O, mitogen-activated
protein kinase kinase-1 (MEK1) @ Glec & b L
ToMFHE AT GleN 12 1.1 £%, GIeNAciZ 0.7f5THh -
7z. extracellular signal-regulated protein kinase
(ERK1) o Gle & W L 7= MxHEIE, GleN & 0.8 f,
GlcAc X 0.6 1 T& - 72, calnexin ® Gle & I#& L
7oMRELE, GIeN £ 0.8, GlcAciZ 0.6 TH -
7. M IN 2 K -1 (tumor necrosis factor
receptor-1, TNFR1) & Glc & H ¥ U 72 48 %) 13,
GleN 13 0.8 %, GlcAc i 0.7 CTd - 72. pI0RSK2
D Gle & B L 72 EIE, GleN X 0.9 % GlcAc
1 0.7 % T3 - 72. nuclear receptor coactivator-2
(NCOA2) @ Gle & [l U7-HxH#E i, GleN 13 0.9 #,
GleAc 2 0.5 TH - 7-.

GleN 8 £ U GleNAc (%, BIEifk g o % 7 ik
BTH B GAG DEABEHETHL I L, 0A %
EOMEBRBEOUCHICHENTH S L 8h, B,

HEAHE L TACHBESRTWS Y. GleN B &
" GleNAc i, fillaicBWw T v a—2h b GAG
~NORHREE AT LI Eh D, W ORI
FHT LT THALEEZLONTE. LrL, b
b, Rk ATDCS & v 722 B W
T, GleN R EHlao T VAU 74 A7 75—
PEZ BT A%, GleNAc 3G ICBE 52w
EERMELTVEY. Coifid, EEALKELTO
GleN & GleNAc 1, #4 b 1EMEH T 5 stk e
WIZERRIELTWS.

REBETIE, DNATAL 27074 EHWT, GleN
B LU GleNAc PO BIZTIEH L~V & g L7z
HiH, GleN B £ OV GleNAc &, Gle &l L <% 4
#) 3,000 DERE Y DS A WF I CEB S ¢, 0
FiR 1, GleN B X U8 GleNAc 1& GAG o FE AR b
OMFLE e DR ST, AEREST & LTS
B ERRLTWAS., F72, GleN B X U GleNAc #
W BT 2RO BT EBUL, B0 SEBIZH &
& Q5T CHRERM L REBAB Oz A3 52 &0
ok or bbb, GleN B L GIcNAc H#
PIC X > THRONLIENIE, KT EE4 DT
R RERDH 5 2 &2 BEET LAV THL 2L
7z

GleN B X U8 GlcAc 12, BH#SHEIIBVT, 7
rorvEgear oS FrEBERENsEs Lk
HEENTWAE, bivbhiid, D g sk
ATDCS % MW 72 2 BRIZ BT, GleN A8k fl fa ot
HE LB L2ary Vol F rBaritnsesl e
L TWwA, REROE, GleN B XU GleNAc
T LBV NV AEE L 72#{z & LT, GFAT
R L7 GFATIE, Z AW 3IveTVs b—A-
6-1) VDS, FNFIVEEEIVIVIV-6-Y
ARG T AEETH LY. AKNIZE VT, GleN
BILUGINACIE, ZWVI—APHTNMT h—Z-6~
U UBARBLTORENS., KEBOKE,S,
a7z GleN B L U8 GleNAc 1E, GAG o # AH 1k
P2 B DHR R 5T, GleN B & U GleNAc A B R %
DR TCHEL, GAG DB % R 2 4 5 W igME s
RS/ ¥ 5102, GleN & GleNAc iF, TIMP @
BHE LAV EBNSE. TIMP I, ¥ o0 EH%25
WM sMETHLT M) vy ARy uTaF T —ED
Ly —THo" " KEBROKE GleN B &
OF GleNAc 1E TIMP @3Bl L NV 2 38 S+, GleN
B LU GleNAc 1E, MAEREOERIEDO AT %
<, GAGOy =8 L, GHigsiiE o) GAG =



IR B RENEASRIE X Tz,

REBEOMEER, GleN OARTHEILL NV HIL 72
MR+ & LT, Hsdl7b (2% H L7, Hsdl7b i, £
I BWT, T AN V= AR T A b 2

ERESELMETH LY. EREREME (0A) 11,

LYEDFIERDS BV E I L TEn 2 & 2T
W3 GleN 2 Hsd17b O3B L~ )L & B 5 & 72
FEA o, GleN oBEHUIZ X 5 0A OJEikerE/EH o
AHNZALELT, GleNoIikox A oy sy LN
% FREHE TS B W R ARG S . KRR
&, BT AR HWIZERTH Ao, Sk MEE
< AR TENIME T 5 LB H L. Tz,
AR IVE VDG T AEBANORBIIOWT L, 4
% METAZENEINS.

72, Gnai 3BLVPGnd 3HEDG T VST HED

IR FHHL NV GleN OKRTHWINL Twiz G ¥
YNV, G Y Ny MRS BRI Y NSk
GITAHZ LTI TNRELL, MlgNIZBwTEd »
FAytyYr—b LTHRETREY. REBRORE,
GIeN B8 7% ¥ 7 F MZERDPGFIEL, GF v X
B R/ R AL, EAMEOREEZ T 506
MEARIE X L7z,

c-Fos B & U Rafl & GleNAc JF I L~
A U7z, c-Fos i, Y7 F MV EERSBHFO 1>
ThH Y, BRWITEBAENT 2 2 LA ST
%% % -Fos %, Lo Raf 7535 E1L L, MEK 7
Ar—=TFahl, ZOTRIIH DML OEE LRI
55 OREBORY, Raf O Filidh b MEK 71 A
= REZFDOTHIIH HEBOEET ORI L XU
GleNAc TR A R LA T oRI1E, GleNAc
WX B MEIOERREAER L, Raf ¥ 7 F W5 kS
OWEITH A REEAVRIR S N, 55, RSB

RIEET NV EEFHLT, MEATAHIEPLETSH
5.

AEBIZB VT, GleN B X 0F GleNAc 234 #HHC
52 5B RE LR, BHRICHS 75620
B O mRNA B L ANV TN Z R LA F0
HIZBWT, GleK, PFK IHERBICH G T 5L
LTHONRT WA, —J, BHAERIBTLEEL Y
WA L TH5H FBPase AT LR L 72,

GleN 3B X U8 GleNAc 1, i vitro DFEBRAIZBWT
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