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Advances of relationship between protein O-GlcNAcylation and glucose

metabolism in tumors

ZHANG Weilin, WANG Xinyi, YAN Fang”
Department of Pharmaceutical Analysis, China Pharmaceutical University, Nanjing 210009, China

Abstract O-GlcNAcylation is the addition of a single N-acetylglucosamine ( GlcNAc) moiety to the hydroxyl
groups of serine or threonine residues of nuclear and cytoplasmic proteins. The transcription factors, kinases of the
metabolic pathways and some cytoplasmic enzymes can be O-GleNAcylated to affect cell transcription, signal
transduction, cell metabolism and other biological functions. Abnormal glucose metabolism of tumors has been a
hotspot in the research field of tumor pathogenesis and therapeutic targets recently. O-GlcNAclation regulates the
glucose metabolism of tumor by affecting the activity of kinases in the metabolic pathway, which is closely associ-
ated with the abnormal glucose metabolism of tumor. The abnormal O-GlcNAcylation is one of the potential
reasons of cancer. In this review, in order to provide a theoretical reference for developing anti-tumor targets and
drugs targeting O-GlcNAc modification, we briefly summarized how O-GlcNAcylation regulated glucose metabo-
lism on glucose metabolism, glucose uptake, glycolysis, pentose phosphate pathway and tricarboxylic acid cycle in
cancer cell.

Key words  0-GlcNAcylation; antitumor; glucose metabolism; glucose uptake; glycolysis; pentose phosphate

pathway; tricarboxylic acid cycle; glutamine metabolism
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RIRESE . BIHET L, CA B 400 FhEfiEE &
WA 8 TT LA b2 1 s S B FE 184 ( post-
translational protein modification, PTM ) {3/ & g {1 ,
G E AL B RR L. S WAk AL FZ R AL
S W E A R B S 5 2R R
AW HERE AN B RE R AR T T R LR SE
FA 18 45 25 0-GleNAcylation ( O-GleNAc ) B
HA R R EZE AL B, 7R S R
Suid LNIVAY S VAN s & i s e A U B
RAR S

REWFFER B BRI 5 0 2 T BUR I I
I LR | B TR R R S R e KU 3 A,
TR ) 2 1 R s AR S R R O-Gle-
NAc A % Jir I8 1) S o A A A 3 S 1 ) 8 1
P B AR v ) S0 , 0 IR RO R 1
( phosphofructokinase 1, PFK1 )" TR il iR % fifg M2
( pyruvate kinase M2, PKM2) ") 1 %)% % -6 -5 1%
A3 ( glucose-6-phosphate dehydrogenase , G6PD) "'
Y2 3] 0-GleNAc B HAL B i sh S 45, R
BT O-GleNAc B 5 AL AKCE-3 4 SO 1 A9 &
GERPRCIRIR AR 71 15 i A 2 R T I
AR IR 2 SRR R B UM OC . A S Es
H oM T 0-GleNAc WEHAR B 1) B 5% 3 Jig | it
THET O-GleNAc Hl A0 A8 i Xof i 0 A5
IR

1 ZEHRK O0-GleNAc &{f

HHEBHY 0-GleNAc & i fF Jhy — il 5 2 1Y b
FALAB RIS AR A B A H e A b R
FOPEA T L KR W R P 1 L
Hl SRR 0-GleNAe NARASIBUEA 56, AnbEhie 4
(R R TR R - S S1E2 R i = = W w1
FIE B K 0-GleNAe /K- S5 3 This ), e
P SR % Tk BR 5 ( Alzheimer’s disease, AD) B 3K N
A & B A48 AH 5% 28 ( microtubule-associated
proteins , MAPT) fi{] O-GlcNAc 7K SEREAR , B R 17K S
B, JEESE T MAPT SERALIFGEAD KR,

0-GleNAc &4 H Torres 251 F- 1984 4E7£ B
Sk EL AR b E ORI, 5 3R AR A A 2 TR
O3 USRI R R A T M (V-1 2 ) B2 AR/ 95 &
PRARAL (O-FE4“ FE OB ) “ g W7 f S AL 15 1
A P, O-GleNAc 16 i J2& A5 7 41 I3 0 240 JiE

W B Y 22 2R/ 93 A IR Bk Bk b i BB M, b
RIZEFAAXS H— (& 1) . 0-GleNAc &4t O-Gle-
NAc BEILFEFL I ( O-GleNAc transferase, OGT) Fl O-
GleNAc ¥iEF B ( O-GleNAcase , OGA ) 3X W F lilf 3h 75
P2 0-GleNAc &1 g 3R 1 A2 A 1AL 1 7/,
OGT 4k GleNAc F B A IS #) £ 1t 2 5 ) 26
BEFR 1 — #5 8 (uridine 5’-diphosphate-N-acetylglu-
cosamine , UDP-GleNAc) %2 & H IR 22 AR 5 7 &,
PRERIL )R AL T N B-O-FHHHE 5 T OGA HEALIX A
WA P AR, B SE BN 28 1 T O-GleNAc &4
(Il TR EE 2 A O-GleNAc BEREAL i
TKV-Fifi o A W L 25 0 U IR DR Y R A ok e 4
BRI B Y A AT & AR IS, A, 0-GleNAc
WA A B Ay 2 — e BURR)  T FRE FR E
T Bl AT N SR R S i S A SR 2
A 8l , O-GleNAc 8 i~V i) Bl I f 25 5 B 4%
oo L5, 0 T 98 OB DR o T R 22 IR AT R R

ﬁ%[19,22,24]
o
HOH,C_
Ho% HOH,C_
HO™ AeN HO S0
\ P HO™ A,

Ser/Thr

uUDP UD
E OGT ﬁ

Naked protein Glycoprotei
z; OGA §

GlNAc  H,0
B 1 A 0-GleNAcylation &4
OGT: 0-GleNAc #4542 ; OGA ; O-GleNAc Bl fiifi ; GlcNAc: N-Z,
PR 2 W e 5 UDP : R PRI e

\
cN Ser/Thr
in

2 PERIRETENS

MHE A AR B Bk U, MR — A AR R
G L R % T 5 A AR R AT 4
WA 2R Y 1A 1A Qi ) B 2H B 0, A A
T o E A8 285 4 5% 12 35 [ ( glucose transporter, GLUT)
AP T SR A0 B P, 3 2ok W T A IR O i A2
( pentose phosphate pathway, PPP) DL & = R BR1E 21
(tricarboxylic acid cycle, TCA ) 25 2171
FEAAS TSR MIEBLT , HUA 32 B o =R IE R AN
AR AL R A o A R A W s 7E AN L T
DU, AT SE A AR TR A AR A28 O ook OB 0 e W, W T
AR P A 0 B = W5 R (adenosine triphosphate
acid, ATP) 5 8 (LB R 1k i 42 A8 22127 20 it
2001, FEE AL R Warburg 2650 55 % 1, i
Je A RISl A SECPR BT T A o S M T A iR A
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FetE ATP 175 SR AT 2 A, il AN ASORE
PREACBERR AL 1) J7 AT A A WA o AT
RN A R i i Warburg 5007 , 2 b6 240 Mg
SRR — KARHE o FE3E G TG R F f e 20 e o
7 WIS EBOTIDNE 1 i 3 =3 Y 5 4 I, 200 60 A A0 1 fip
FEREVIMESFEL R K F- ATP/ADP & NADPH/NAD ™,
(ARSI IV AR A7 A 1 (0 A PR I B, 394 56 e
SR 2 6 VTR SZ T AR A R R

3 ZEAR 0-GleNAc (£ 5 MEER G R E W
XE

3.1 O-GlcNAc #& # 16 xF 3 & 48 4& B ( glucose
uptake ) #98 4=

W2 H (GLUT) B — R EEH
B4 0 H 2 W R A T R B, H AT O R B 14 34
Va2 3 I S 0L, MR AT [ 5 A R 3 [ 7 31
PVRFAE W] 50 R 3 DR R : Kk 1 (GLUTs 14,
14) %% 2(GLUTs 5,7,9,11) J2 %% 3( GLUTs 6,
8,10,12, HMIT) *" . Hovp GLUT4 J& % 45 I 135 Bt
AR SEHE R o Buse £ B R AE /DN R
HEWLAAG W Y GLUT4 | &5 ] 0-GleNAc &1,
Park 255 7E i — 5 WF 98 & 81 GLUT4 (1) O-Gle-
NAc A8 5 1) A 40 M A A9 o, JLATL ) v g
GLUTA %5 57 {5 &R I 0-GleNAc #i A& 1 i@
b S G PERHIBTIZ A7 A_ A BRI AL B A , DT 3R 5 3L
U T A A 5 O S A R A
B B A GLUTA [ 52 o7, 28 11 52 i Hox 4
PRI, GLUTI AR f ) iZ 3Rk W ) Wi i ia
PR Z — 76 s 4 B rh FL 3R 5K 32 BB 5 5 H 1
( hypoxia-inducible factor, HIF-1a ) [ 98 17,
Ferrer 25 % 31 OGT %} GLUTI %% 5% 8+
HIF-To HA AN, OGT 3k 5 1y fin 5 | kS 44
FEAK 0-GleNAc &4 R ik K7 LA, fff HIF-lo 3
PEE 0 LA E GLUTL 1 % 3% 1 458 B 505
WAk, S0 BRLH AR e, OGT it 25 i [ /s 8 5 [R 1- 4%
4% 1 (sterol regulatoryelement binding protein 1,
SREBP-1) "' HIF-1a* F1 GLUT1"® L) J% 19 2 Jd
42 -8 (interleukin-8 , TL-8 ) % 35 2 35 1y A ] Fp 2k
NG 92 24 L 1 2 W B B g 1, A 3R A
RS E . P, #E0 OGT 7Bk 0-GleNAc #i 54k
e ik PR A OGS, IR B 1 B O-GleNAc gk
AR, 25 T 5 W) Jiek 8 200 L b GLUTL (1 3% 55 i

TG PE TR o & e f bl 3 B VR .

M (hexokinase , HK) Xf 22 Ff S il BAT
BEER A A, PR A2 22 P A i 25 W e R £ b A
e Y 615 192 %5 75 B ( glucose-6-phosphate , G-6-
P) i HON R iz A (18 2) , HK Rk i
W2 B HIF-To {4, Yi 4500 72 R %
OGT i3 %A1 293T 2 b A B HK F 35 1 2 54
5, DN HK 84252 %] OGT fia s, HonT e ad il 4%
HLfil 5 Ferrer 257" & B OGT %t GLUT1 J# 4L
2L

CBEB IV SOFR A 4 % B 33 ( glucokinase,
GCK) VR 819 U 85 4 1 25 o 19 DG B G, A 2
FFHEAG 0 W A 25 1 22 25 . Baldini %5
FE/N TP FP A I 2] GCK A7AE O-GleNAc &4, it
—H/NREE G KB O-GleNAc B4 BE 1IE S o i 35
GCK ik it , e IR 7 A R AR 2, 3 BOE o S
HApem ™4 FIRAITSE R OGT figfb iy i
15 O-GleNAc #3564k A& i £ 7 % 5 X305 1 $8
W B B d R E
3.2 O-GleNAc 4% AR A5 48 5% fif 49 iR 42

RSP AS e S A P ST S T Y
TR A VR A AR B e 1 E 2 o IR SR L
fiff 1 ( phosphofructokinase-1, PFK1 ) /f A bl I fift i 75
F1%) 5 S i , 30 2o 0 N IS AR R AR A SRR
SRAZERPTT . 24 PFKL L TR IR, A1k
6-WE IR M (fructose-6-phosphate , F-6-P ) % ik fk A=
J 1 ,6- 1% L (fructose-1,6-bisphosphate , F-1,
6-BP) "k A BRI R 4% 5 1 24 PFKI 3% P Bl 4
I, F-6-P sl 46101 G-6-P, i ABERR R AR
(K2), 1 PFK1 #5445 H 0-GleNAc H LAk & 1
HYAE™ o Yi 4548 PUGNAC (OGA fil il 1)
A2 BN T i 98 240 i v e B0 PR (14 3% 14 ] Wb Bt
A, 38 3 AR AR I AT 70 A 7 246 D0 3] PRKT Ay
55 529 (i 22 &R KM 0-GleNAc B EAL B, H5i%
PLE G N AR5 5 B AR B L, 5872 B 4 1Y)
F-6-P Wl B K- REAR , HL 32 2550 1o 5 1 i i 120
P A, ARG FE RE W] g m . JF Hisr
T PFK1 g [a]ER &3 PFK1 [ O-GleNAc 3L
A7 25 S529 T RS 2,6- B S I A~
BERRERAH BLAE T, #E— 2D 4D PFK /) S529 {7 g1
0-GleNAc ML ALK BELIWT S529 7 515 2,6- iR
FOERIAH AR R, e A 2, 6- W AR SR M A8 1
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Wifko BRIz b, 0-GleNAc BEH:AL QL RESD | PFK1
18 5 SR AR TR 1 G, SORH AR ™ ) LR &5 e
I, 755 H1299 fiides 40 i i) 48 Ml A= <. DL B RS
S5 REW], PFK1 1) O-GleNAc 5 5 A6 ] i 92 240 Jfd
R SRR

AT iR B4 i M2 ( pyruvate kinase M2 ,PKM2) &
AL IR AR Joc 20 ST ) S i . Wed 2510 2 B
PKM2 25 [1%5 405 {3 75 2 R F 26 406 hy A 2R I
[FIFEAFTE O-GleNAc BEEAL B (&1 2) o i —2D At
R PKM2 [ O-GleNAc B EAL K F-AE 2 Fh 268
9N I 200 i R AR ZH 2 b 24 B3R, HLZ B
IR PKM2 0 SRAA () B2 1, I I SR A4 T 1, 2
O PKM2 25 (10 #% W B i, ZWFFE WAk 58 T
PKM2 ) O-GleNAc 16 1 5 Jifr 75 48 i P 4 23 1 1
FE LRI N JIE R DNA A K P-4 e S5 i AR
BHERE I G, X5 R PKM2 11y O-Gle-
NAc EHEAY BEAT ) T4 2 Bl e AR 19 A IR A2 01 T
PRI, e g A B 3 5 5 5 %

R _EIRBIEFEAN , B FE AT AW I A o e Y
AR S5 T b A 3] O0-GleNAc Wi B AL & 1, 2
LW R B I 45 B ( fructose bisphosphate aldolase,
Aldolase ) 1" H ¥l -3 -5 iR i &L i ( glyceralde-
hyde-3-phosphate dehydrogenase, GAPDH ) 6N
1% H 3 2 38 ¥ ( phosphoglycerate kinase , PGK ) ¥
o RMASKE, 0-GleNAc Wi EEAL TLT- /2 BT A 1 8%
fitp T 1Y) L ) 4 A
3.3 O-GleNAc #% 2 Av 3t %, 4% &% B2 i #2 ( pentose
phosphate pathway , PPP) #98

PB4 (PPP) o 6-T B2 7 4 W8 Y — Fb
IREAR . PPP AT LA HE OB A 7 AE 5 0ol 20 A 1
Bl iR A — A% R 5 R ( nicotinamide adenine dinu-
cleotide phosphate, NADPH) F=4= i %R 5 18
Ji B R, A F T 15 %8 (oxygen species, ROS) HY
TR . 0-GleNAc i 7 PPP 18 i t iy 4 # ff:
FHAE WA T A WA 55 . Yehezkel 254 2% BN Y5
KRN 56 R B H %9 ( colorectal cancers, CRC) ZH
JfLfY) O-GleNAc W 5& A6 5 M S AR K P A7 15 22 57
OGA TTER IR CRC 40 f& O-GleNAe 1
FAE 7K P35 i, PPP 242 1) BRI GOPD ) 4% 5
IV B T, W R R R i A AR I B R R
3%, AR TENIRZLIE A0 i vh R B O-Gle-
NAc ik f97F [, PPP i A2 6] 0 5 - R

KRB S - R AR AN 7 - R 5 K BT w25 122 ]
B, X LRI W 0-GleNAc &4 18 1%
WEBEIR i A vh B B sh AR

Fritb =z 5k, 25 PPP i 12 B S i o A7 7E O-
GleNAc BEREALE (P 2) o Rao 45 FIALA# M b
LKL GOPD 4 84 (22 &R A T O-Cle-
NAc &Hfi, 321k OGT s & il OGA #RE %14
il O-GleNAc & 4ii /K ~F-, GOPD 1) ¥7% 4 4% 52 5 T 4%
GOPD [) O-GleNAc M7 s 5 7% U AT 22 R i X i
PG o AN, BB ST /N AL s S 1 [ A
FEhRiciE KB GOPD A 0-GleNAc &M n] LAY i
NADPH Fi Aty PPP {4 i £E 1, 42 &5 PPP i B%
FIETE

PPP 4%t (1 H Al 52 3] O-GleNAc (325
P, Miguel % 3 iof FORL % e 1) T B 4 5 DR
UG 9 240 L AS49 wh i) OGT Fi OGA, & 1 >4
OGT JUBRIN , | K 20 -] 58 Jiu % 1k ( epithelial-mes-
enchymal transition, EMT) %) 3= B AR 54 N-45 %55
F b BS54 L8 0 T OGA JUERI, 2%
L HLHIOFSE s 7 EMT i #2 o, PPP iR 45 1)
FTEACHEIEE G6PD F%E ER LR ( transketolase , TKT)
FIR AL, PPP AR TG PEACH ™ ) FOBE R A
B (ribose-5-phosphate , Riboes-5-P) Jg />, 11 | 4% 1
FRANAR BTG B, D855 1 XS e e 2k e A v i Ak
I, A g ik — 2 Ak, BOR B 22 Y R4 2R
O-GleNAc M B a2 5 PPP iR A= A
5, TR R Jeasd A b X A R AN I 28 15 A8, 4
T M A A A A A T B b R AR
3.4  O-GlcNAc # A 5F = 3 828 7% 2R (tricarboxylic
acid cycle, TCA) X4 e9i8 F

TCA G g W % A% F1 L 1% 128 5 (electron
transport chain, ETC) 2 [a] (1L I , S22 o 18 B 22
PGB AL, BEAE 7 A= T T A= 1 R 0015 LY B S i
R . 0-GleNAc M fE TCA F5 3K ) 4
s 0 8 3 A BF 9 4 8 Slawson T4 38
1t PRI Yt 3k OGT 5 OGA 75 SILAC #Ric
PN A 25 B4 RS 40 JHE 1Y) O-GleNAce Bl 3L AL 7K,
55 SR W] DY IR 1R 5t S B 52 5 14 ( pyruvate dehydro-
genase complex, PDH ) | JIii & sk /% B ( aconitase,
ACO) A7 1 it & i (isocitrate dehydrogenase,
IDH) | o-fi % — R it & Bl &2 5 1K (a-ketoglutarate
dehydrogenase complex, o-KGDH ) F13% 3 ik &l B A
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4 (succinyl-CoA ligase, SCS) ik mH LKA
THE, WS, Ferrer 457 R ] LC-MS &1 T
shRNA g% OGT [ MDA-MB-231 = [H M S I 48
Jar TCA R b A e B2, 55 Tan 2601 Ay 9256
ZE R —30, Ma 257 JEBE R 1 R 5 T 000 IR %
KER O AL A rp & B TCA A B Hp i 8 43 il
FEAE O-GleNAc &4 (& 2) . Jfid i RL-2 Hiik
(O-GleNAc B ) 4T o s T UTHE S50, ik
TR N S ( pyruvate dehydrogenase , PDH) & O-
GleNA 54 8 1% . MEAh, Wang 261 75 AU B
WA 0 e L5 A 1 2 R K 4 8 ( fumarate
hydratase , FH) 5 75 v 22 AR K7 S K 4= T O-
GleNAc &4, HAZAE A7 Bl T I e 20 B ve Al 55 5
BRI DNA BT, 8 s A I AA T 58 . X Se b5
B8 7% 0-GleNAc B HAL B i TCA 1 25 rb i il
FETE R PREE
3.5 O-GleNAc 4B A A3t 5 R B 5 09 iR

B AN Ry —Fh E 2L BRIR SN ), Ay e
AR Y A= K g B SR A RE 1, S MR RE AR Y — 1>
FHEGHE 0 YES #2655 [ (yes-associated pro-
tein, YAP) DL N2 545 PDZ 455 B 1 e sk AL H0s

LSS
%) ( transcriptional coactivator with PDZ-binding

motif , TAZ ) J& i I 2 i vh 2 2% (5 S5l g i 5 5 15
FEL TR A S Tk e A Hh A S AR, AT
2 e A A e Ve G FRUTE 100 7 SR 1, b A T e 110
IR R 3 e RS 1 % A R Zhang 45 R
FERI, N R 68 20 M 7 = BE RO S 00 R, YAP 5
241 LR R IR KA O-GleNAc BEEALME M, 4 YAP
241 FOBEREA AV 3 978 1 N IR H 968 40 i 28 e i ik
TESE , FE/NEUAR N U, 988 20 FR SRS AR L, e
LG T RE T W 0 BEAIG, AR AL A 5 B YAP 11y
0-GleNAc WA B IR BRIE A Hi% B kR (b 18
Wi, 4 e LG SR e, fel 4 ot e ARk B 1S i , DA T
(X230 g2 240 38 5 (11 2) o Clark 2557 o K ) 5]
Bk M4 BB ( glutamine synthetase , GLS) Fl4¢
22 Tk 1 1 & 1 ( glutamine dehydrogenase , GLUDI1 )
(&2) EAFTE O-GleNAc B HeALB M . HeAb, 853
FFEEIR c-Myc'™  HIF-1a'*" F1 SIRT1'® 2285
il it 0-GleNAc WAL 2 285 7 25 2 ke Al
SRIMIDE T O-GleNAc BE LA 8 1 4 % 3 26 i 17
TG PEFI DI RE P A 42 B B ST AT M, Lot TR
WF5E 0-GleNAc i 5L AL ] i g A8 vh 45 20k g X
R0 BN ] e A AL, 6 OB T 90 S A
M 25T 5T R LA R S E U,

A

-RPIA 5
- ! Ribose-5-P TKT

Pentose
—’| Xylulose-5-P
Yoo phosphate
Pathway

Sedoheptulose 7-P H
Glyceraldehyde-3-P

-

g

(PFK ] |.

) o

X

(Aldolase )| |(GAPDH )

B
Q
~
B
<

% Fructose-2,6-Bis-P

3-bis-P-glycerate
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([13-bis-P-glycerate |

Glyceraldehyde-3-P

H
% Increases levels EX] [ Fumarate ]

-
P

#% Increases activities

*%% Decreases activities

2 0-GleNAc EMidE A2 5 M AR WEREMR R RR 1812

TCA Cycle Pathway

H !
[Succinate|<—[5 uccinyl-Coﬁ]}/l !

Glutamine
Pathway

______________

Glycolytic Pathway TDHA PKM
\ I Lactste I { Pyruvate } AR fPhosphoenolpyruvate /
/
R ¢ 77
[ v D
E It /_Acetyl—CoA _______ ‘/’ \
| - e GLUD] |
| (T |E | 2 ol |
i e R=1 T T S
Glucose 1 s [Oxaloacetate} {Citratel g E'J AN Strd
e J SRR |
1 \ - 1
ﬁ( O-GlcNAcylation [ % ﬁ( ﬁ a-KGDHJ } Glutamine| !
\ : i :
1
1
1
1
1
1
1
1

ERRIRIGEN R4 A BN S g A
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S R A S T R e A e A e 7 Y —
WEbRR . AR, BORBZ R I G b
Je A W ACINRRAE | DA S TE e e A SRR 28 e
B e Q. AR AR R T — R A
I ELRE R R, 7E GLUT KR I T iz
AL, 38 R % HBP  PPP 253k 42 E 174G,
AR ALMUAME . 5 IEH AN, iR 2 i
R RS R A A SR B AR AR FE R I AR
T, TR 20 AT 2 B W I A AR A T A A A
o BIIL, S8 OB A 2 R A G R 2
— o M Pasteur 42 i 58 < A AP % I, ] Warburg
RO AR H W5 | R A 22 g N KT e S A s
TS . B B O AR AR R R 55838 A8
Wi A 55 & IS 5 ik Sep Aok 78 T A B AEAE O-
GleNAc &/, kb in GLUTL , PFK1 . PKM2 FI G6PD
S X LT O-GleNAc il HE Ak K 7 2l 28 i, LA
IR S W S HEZ B AEBE o H EASHERE
PR ALA R 0-GleNAc B5 5 Ak K 77T LU 2
RN E g AW N = RN LR €788
S bR A AR P RIOR o R X T 0-GleNAc
BEIAL 5 M A = 8] 5C R BB 5 AN TR A (B
AR HET R KIL—f, AT &I T 5
B AT & A2 O-GleNAc BEIEAL &40, X n
o 5 A5 30 B ) ELABIL R 0 ANV AE LRI 2
PTG A BB 1 38 R & B, 1B O-GleNAc B
Tl 5 e S w AR Z i B O R B A A A
(o BRI, % T A5 1 b OGS i Y O-GleNAc
BHRIR A SEATELAT , BT TF RE (BI04 A fih
A IRTT ST IIRE 259 T A AR T i SR B A0y 1] o

£ % x ik
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