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Progress of O-GlcNAc Modification
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Abstract Protein O-GlcNAc glycosylation, a type of O-linked monosaccharide modification, involves the
B-linkage of GlcNAc to serine or threonine residues of cytoplasmic or nuclear proteins, which is widely
found in eukaryotic cells. O-GlcNAc modification participates in a large account of biological processes,
including gene expression, signal transduction, immunoprotection and cell metabolism, et al. ., Aberrant
O-GIlecNAc modification will lead to various diseases, such as diabete, cancer, angiocardiopathy and neuro-
degeneration. Moreover, identification of O-GlcNAcylated proteins will facilitate to understand the regula-
tory mechanism in associated diseases. It is very difficult to identify the O-GlcNAc modification site in MS
with low responsive signals because O-GlcNAcylation is a dynamic and stoichiometric modification. Here,
in this paper, we will summarize the important roles of O-GlcNAcylation in biological processes, as well
as the enrichment methods for O-GlcNAc modification, which will provide methods for researchers to in-
vestigate O-GlcNAcylation.
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0 9+

O-GleNAc BEEAL B2 8 H BRI R B 208 X — . AR EEE ) % 42 07 OR TR, 2 19 BT o0
FATT LA NBEEAL L O-HEERAL L C-H #8 WA L ROWE i 1 ok JUL I 5] 42 2% 422 o Bl A, b OB 0
N-WESEAR A AR 2 R R 20

O-GleNAc BRI R O-ZEHERY B-N-C Mok 2 ) 4 -5 40 i N 2 11 B 1) 22 S MR B 0 = IR AR HE AR 45 5
R —FhEE S (D . O-GleNAc B S E F R O-BERR A T 22500, #R 2% A 1 o 22 2 R Al
TN TR IR EE R LA T A X PR 7 O I R S e L 2 2 AN F]. S BERR L AR 2 1Y)
P AR T 3 [R) 2 5 AN ] O-GleNAc MRS SR I — X BEEIR N 25 : O-GleNAc # B (O-Gl-
cNAc transferase, OGT) I O-GleNAc /K (O-GleNAcase, OGA) . O-GleNAc BEIEAL B iy 3l 4 2
IATETF (D BTN (2) S 5B GleNAc S A28 N2 24 1R BE
G5k 5 (3) J—Fh AT iy AT S SIS B S B . AP O-GleNAc BEEEAL B R B IR IR 1 — B iR
N-Z Bk 2 # i (UDP-GleNAe) J& &k O A= W) & a4 72 (Hexosamine biosynthesis pathway. HBP) f§ 7=
P1.OGT #5 UDP-GleNAc #5% 5| H b5 3 F R Y 19 22 2 2 5 75 2 IR B 2k 1 2 4 1L T OGA ALK G 2%
BU L ST R Bk AR A B P R R AL T LT3 A A0 A A 0 i R R SRR S S R S
5 R B A AR AR TR E A S . 34N UDP-GleNAc (1945 B 75 Z2 20 it P 28 8 32 0 I n & 3
1% %A FR MG IR A5 » [T B A A 5E R B OGT MIBETE PEFN O-GleNAc BiEE AL 7K 32 2GR Tl S A 1A
UDP-GleNAc I T LA O-GleNAc $RE R RN A F 7= AR sz 28

OH —OH 2
HO~ L0 Lt HO o §7% © O-GlcNAcylation
B — ~ Jof >
ped — "Ho \—=.0H L’N ey - |
OH o ‘< O-UDP st ¢ S Phosphorylation
Glucose 4 y 3 ]
UDP-GlcNAc 5 g :

UDPGleNAe g PO I—o— @D

(6]
— ~70GT HM ~ b ST %
- OGA HN S 0 Metabolic labeling
\_/ O:< s S
©® O-GlcNAcylation Cytoskeleton

—_— -
/ Gene expression \ @
e &
: c SIPAYY,.c S
/ —
( > &dﬁ GC?} . B Autophagosome
— - E \!

| o maturation

2/

Signal Mitochondrial
transduction motility

T« FE I 0 /N0 53 7 2 i ek A OB A W & & AR (HBP) 2 L UDP-GleNAc, 72 OGT #EfL R #% UDP-GleNAc 565 2] H AR 2 R

I 22 Z BRI A BRARFE (P FE b AR AN B4R, Lok, SNAP V21 8 1 A58 i 5 O-GleNAc BEFEAL MR AL —HEJ2 3 WL I 3 H BURH I S5 18

Wi Z51F 56 % W E A RS R B 2 SR A= Y22 I RE .

Note: A small portion of glucose entering the cell undergoes the aminohexose biosynthesis pathway (HBP) to generate UDP-GlcNAc,

which is then transferred to the hydroxyl group of serine or threonine residues in the target protein substrate by OGT, such modifications in-
clude the cytoskeleton, mitochondrion, SNAP, and histone., etc. ; O-GlcNAcylation, as similar with phosphorylation, is a common post-
translational modification of proteins, involving in signals transduction, affecting the structure of proteins, and regulating the biological
functions of the modified proteins.
Bl 1 O-GleNAc 874 7 i i 42 R 2 e vy & i
Fig. 1 Biosynthetic pathway of O-GlcNAc and its modification in intracellular



94 W3R 2 o A SRR A RO

1 O-GleNAc Bl LA 15 v i) 78 B Kz o B2 L

1.1 O-GleNAc Bl LAk & i ity 2 PR g M

L1.1 ABARBFAY . O-GleNAc HiFALTEIL 5 st RIRE L A b R4 T 2R MR, nl il s 8 1 5 5
FHE R (A B S H SEE . O-GleNAc AT &4 RNA BATEE 1T RUEALE: SE 8 AW, T BEaJR 5 2 fhit 55
A5 A5G Spl MM E Z AR L STAT 5(F 55 SR SEE 1 5) .p53. YYT(BIBH 1) \CREB(cAMP X
WGP E) % . B T BRI 45801, O-GleNAc I TEAN SR L4 b 55 R flan, A F5T R
HHEF(H2AH2B H3 fl HO &4 O-GleNAc &M, 1Ak, V2 Mt G )81 748 B 77 O-GleNAc &
s 5 OGT/OGA #HER, #5355 F Spl (transcription factor DAER—F DNA 4548 1, BA TE Sk, o]
PR B GC/GT A A 8h T A% Bk PR G S R 2 A bR A B KO BT R . HILIARTE B = B 55
(L, Spl T AR A M L e A 5 S0 BRIt X — i R AR T Spl Feak BFE RS K R
1.1.2 A% mieAd, fEANEBHRES, O-GleNAc BERAL K EAEA R B BEA B sl . O-GleNAc BiHEAk
e P A, TR R B 20 M R RN I B 1 AT S B P B B B M 5 5 0 24 R T A
i R TP IR ARG AN & A B T - O-GleNAc MHE st S8 MR 719 & 4. OGA B3R 301 O-GleNAc
WAL ACETH R 2 S BURIAAG 2255 S A0 45 I 43 40 e AR I AU 46 A i o e I JiE s g
A ZR A OGT HHi B4 s A s 1 AR5 S RAE T SX PTRE S FH TS T 4N R R . 28 L rid e
20 RV B A 2253 B FTR o S AR L 4 RE O-GIeNAc Fads g s X,

L1.3 A5%GRAT. O-GleNAc HEABEIIAT LIRS & B ERE T . O-GleNAc S IR 28007
T 5 AN PEST J$51 I, O-GleNAc #i5EAE i 15 1125 51 v 4000 FE 8 11 70 3 ik DAL T 28 1 8 1 1Y)
FarE k. A 3CGEHGE O-GleNAc WEELAIB7E T A3 B T I 53— Rl PRIV : O-GleNAc B3k fb AE 3
SEAE LT RERE P A B R Y cAMP 55 S Fh AU (AR L5 F i e A 28 B K1 (GLP-1) ZE ARSI ) Bt Atk g
FeARZ B Z s T PR A2 AT, B et T AL AR AR . O-GleNAc LA BT LAZEARS M in
I H DRSS BRIMER (PTHD 22 9], 328 PTH e P 8 15 M AR e Pk AT AT AHED O-GleNAc H EAu iz
MRV AT T A SR A 2 K

L1.4 AR r, KEsEEI,ShERNEER O-GleNAc MRk 2 —Fh ST B 40 i P 5 S HLH 1T gk
SR IR L 78 2 RERT  HE R AIE O-GLeNAce /KA —E B VE T iR 4EAE O-GleNAc 7KF
A PEAERENY . O-GleNAc 78 5000 Z2 R AT 2 5 18 , LA 137 45 R i 85 15 D i A9 R0, 3 500 1 A%
PR AN 2 R B B IA G . A WFIE 3 O-GleNAc #R (OGT) T % # N L S (1 FH , ZES AR
HBHE P, OGT mRNA B4, SR B I B B A0 OGT 7= 2E HIMARREVE R . NI AT B2 J2 (mPFO) Hr i)
EIEAII OGT it 8 &l 2 /A-1(GLT-D I O-GleNAc s LA RE TR

L1L5 A5%5%AT. O-GleNAc fERERG P R IEEZIEN ., WA O-GleNAc FERE T LIAEZE T 41
B 41 K& B HEFEATE AL, PR EREAR R SR AT R SN S E VR AL I Th MBI AR ) DI BE L 1 B SRR
PRANARAGTEPE I AT AR PR RS BB R AR .t TR AR BRI TR 1 e R H 515 5
VE 2 7 TR FZAEF B O-GleNAc WAL B 5 R A A7 7EAH BA5 STl BLAR 2E A BT BHOC R ok i &2
(IEE R, 25 NF-KB 3 # FH A 98 REFH G 15538 5 1 3 5 Y O-GleNAc B AL TE 15 Je KA pe 4 iy
R mEAER .

1.2 O-GIeNAc Wi SEAL A& 59595 11 % 2

1.2.1 N2 #E fkJ% (diabetes mellitus type 2, T2DMD, MFRIF MRS Z ARG RO FR I » S8 — g AT S e e
993 » FECERAE Ay v IR, IR KT IR . DR R BB 5 R il FL Az R (8 OGT ®me Ak, M $ = OGT His
P, OGT FO3EE S IRV RINTEDE R A O, ZENRUE R, 7k J2 i 2 5% & (Mlineralocorticoid Receptor, MR)
[ O-GleNAc HEEAE T B I BE 4510 T 32 A 3 1 TR A S . Be4h, O-GleNAce B fLiiih
KR — A F B E AL IS BRRE IR 1 )12 A BN SRR AR AR R RS TP I S SR A IR it £
OGT B R 7T feAT B TS ZHEh .
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1.2.2 #2247 9% 9B (neurodegenerative disease, ND), ND J&— 28 AT I A1 1Y) 240 i #2508
AP I T BN B EPR o B G IE 48 AR BT ZR R T B = A M L2 AR R BB AL IE 55, 7R
RGN KB AT, O-GleNAc XA TTHYIE R & B T REE & CHAE A, X6 T # 8 TR AR R 5 B
IR RGP Z IR B E L b2 A R i D RE R R 2 A b ARG, R OO E
Wi g (HBP (R R IR AT O-GleNAe ARG 50 4B 5 T ol A 56 . 5HAZ B A, K
i) O-GleNAc SRR T 57 O-GleNAc S B K575 ST /R 26 2R ( Alzheimer's disease, AD) %
YIFAG. BRSO BRI I R IE A FE TE A BRI R SR AT 2 tau 2045, Tau 2 —FPE 0 ph 2o di i B 28800
PERTRAE 255 A TEBT R R BRI 1 s tau 28 1 50 W WM AL O AR A BRI 22 SR 4T SR g 4, PR 20
OGT BRI ZHIN tau 25 H A9 EEBEIR AL 12 25§ OGA AT/ tau, tau 25 Y O-GleNAc HEZEfk
i HARRE, Hrhd BRI tau 55 tau (9 O-GleNAc LS R ™,

1.2.3 BB, VP2 AR AR I s AN LR (A I ] 3 Fh B R PR Ry Warburg” RN » Xof g 1)
RIEEFLEE BEMRALT OGT H#Eik, OGA KL IF LR O-GleNAc BEFEfE, e
U581 B AR AT 0y 20k bk CLAH A i S 5E T B 4RI B O-GleNAc R 2, i i 4 i B A
T emyc IR, KEPFFEEIIHE T O-GleNAc HiEABIIFRIA N c-myc SETRFERT B 40 M0 58 1 524
3 5 SRR T R 2RI EL I A I 0 SR

2 O-GleNAc HiREAL B 1w R P S

O-GleNAc fEAME IR B B0 2 A H d T AL TR R H S R A IR H O-GleNAc BEEEAL K
BRSSO AR 8 5 S MmO ReRt st i s THALBIRE S 810 (PTMs) Y . AR
JREH 7 ) A R R B B AR FIE BEROR L 255 B (MS) HEA TR MR O-GleNAc 7347 iX i 455 S 2 ML 1
FIREEAL AR AT RE A 2)

A &, A%

(D) : ¢
UDP-[3H] galactose labeling Entichmient ¢
bay on - A
o] a \ o]
o \O/N}%Hﬁ/o)‘ (E) [ HOS S é0 (B)
H : W/
Oy Oxidati HO Antibody N
ol o ,/N,.({ xidation ((( n - ) ) ) Enrichment lr } —> N

(0]
HO

Ac
N
s C) -
= Probe N (F) ( f
Sy ' ‘ HILIC
A Cu(n)a ;Lbe » Click chemistry Enrichment — —>A

A

AProtein M GIcNAc GalNAc Galactose @Mannose @ Oxdated galactose @ Lectin

P2 Kl O-GleNAc 8 i 5 Flvks i SR
Fig. 2 Various strategies to detect O-GlcNAc modifications

2.1 DUtk & w Rk

ik 2R SRR SRS SRR . O-GleNAc it e BB b 0748 7710 . B AT H
(R S HEDT AR PR . — R R A A U O-GleNAc BE3EiE RNA RA T 11 C i R B E R re i 4 1
IeM 2840k, 41 CTD110. 6, —FREM O-GleNAc B B AAZFLEE A Be 1eG BT, 40 RL2™, (B2
DCEEHT IR E A AR e A B R 2 00 HARH T 2 MBI 7 PR RIE A, BT 5H WL
XA, TS AR 200 A O-GleNAc FTA, Sk Behi iR AT R0 FE R s A A i R R A AN E R A
FRITEBENE , BRI AEAE — B SR BRPES Al st % O-GleNAc WEEAL 8 [T B B2 s BT ZH S 32 T F v

W T Hil, LAl EE 2, /N IR ZEESE 2 (Wheat germ agglutinin, WGA) . 8 B 2 M A O-Gle-
NAc BT LIYG58R WGA 5 BRI R ) 8 T34 85010 73 85 . {0 WGA X} GleNAc 456 71355 . Vosseller %5
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ANFFE T —FpEE R 55 Mgk (LWAC) il M 2802 fils & A5 3 145 M55 O-GleNAc MR bR, %
FEHT 63 AN AKESY A Liu FIBAGE T—Fh AANL B4R, 2 —FhE £ RKE O-GleNAc BHEILE A
s TR

2.2 fEerRibR I L

AR RO B A AR SR IS T D, B 26 Gal T(Y289L) ¥ UDP-GalNAz YE #1615 K IR AT
) O-GleNAc #EEEALEL 19 GleNAc #543 S8 5 8 1 LAk W7 4R A 719 B A e 38 R I (CuAAO) e i it — 20 &
£ O-GIeNAc BERALE ™ . BT K5 SCGRBHIT & T —Fh— AL E B RiC Sems  FH Gal T RARIF L T
O-GleNAc BRI HT R M L 2R (Gal T-K279A) B2 UDP-GalNAbiotin 34134 42 3] O-GleNAc #EF1k
EA L SEGEN PR O — AR R E 0 O-GleNAc BEIEAL T 11 1Y & 5 R0 M 52 4503 o g
H T 2= B AR 10 5 AN T b AE IR L5 AT BE R IAREE (K50 300 kDa) , X5 E SC% =42 T Ul 52
M) , AR (4 A b 4 i 1 X B A S L B 4 O-GleNAc BEILALIK . EABI AT K IPRE, AW HE T —Fh
T3 O-GleNAc PR K B B bR 0 SR 1%, Hodr O-GleNAce #5438 Endo-M N175Q ZE K-, i i) B B 7
HILIC F 45— 9% Endo-M/S WT £, ST GalT REAMARY T AR L %07 78, ket 7 55 E bR
SEXPHE IR R B T
2.3 PBiHBRIXBLIL (BEMAD)

BEMAD 2 F ] DTT ARV S & 4 O-GleNAc 184 B8 15 4 H A1 a1 i, i 4
5E O-GleNAc BN . 1T O-GleNAc M2 5 52 BRI Z =24 B B, 22 RN I8 & FR 1 58 22K oy
TR TSR . BEMAD BHE48H 5 R Z Z R s 2RI T O-GleNAc BB R 5%
PR HEAT BISBREN  7F o B RV AR IR T2 [ B AN FOUEEE SR J5 5 A 9 (Dithiothreitol, DTT) & 4=
KBS » & ] AFT IF AU SFRICHE B TR O-GleNAc v 5., [RiF, DTT F %3 n DL S R il i
B T O-GleNAc BRI 22 IKHY & 48 FUB A A7 s 10 % 2 . 3 O-GalNAc % HAth B 5 s it 2 &
A= BEMAD W17 7= A A BE 1 o 75 B IR i ALk B B R P X6 R S 6 285 )y 3 L AR AR B A 5
2.4 WARIE

TR 1 T A A SO R & 4R PR B BB 5 ANk — R (B S (9 an H 28 0 e A B A 2L 2L &
Az HORT 3 A Ak S ST iR B TR S W . FITIIR 25 25 F0 il LA AR NSBEIRRN O-BE K,
PR VU M SRR AR S A L BT DATSUAAT 5 0 3 S 1) SR 2t SR LA B B (TR A b . R IR 1k
B 3-EEEME (APBA) Il 4- I HIETIR (VPBA) . APBA B0 SE7ERGME A AL 29 K WUk I, B L bf
HUEETEE N 2R i1 bvioee 2 ] Bvive = 1 5 E 1 - 3 A
2.5 JIHERL

FEFAb A T RO A T 5 e s R R Sk, SRS 5 T A IR ISR AT A s i & A= SR B . R 8 1
(BRI 3R 2 I T B T 3R 1 7K AT AL IR IR A9 R BRVE U R R PNGase F B N RobE, SEEERFEM
DA BEMHE SOR AR R R0 W LR A WEA Y . WM TR 2 2, SRR o B 1 R 2 1
B A AR T3 45 SGP. 45 48 SGP B, MR Ak B 2 14 e IRk S Ak SR AR R L, 5 R A T B 2
FIBRF AL Tl SAs IRRZKIEREI. JE T B2 0 vk BOR AR A 1Y SGP s R Btk A 228 T Kb
SAs BIfF B,

2.6 ARl iCE ik

RTS8 B S A IR R B R A1 1Y GIeNAc 2514 » B L2323 45 (Metabolic chemical re-
porters, MCRs) #3400 ss F2 0 QIR 54l UDP-GleNAc 28019, E e L 5% 72 B OGT ML T
% O-GleNAc BRI 1 1 3 72 (& 3) . % AR IC A T B AR M ES., SREEL
Staudinger N FHEE R AR FIEEE SOV DAB I AR SE , HE R S RO e R, S SR/ %
TSRS E PR R W /N A TTAS 232 I . AR R IC A — PR & 5 IR PE R UDP-GleNAc
B IETEGr 4 UDP-GLeNAz 2R G A FREAR A 2 P 7 20 A R 2 A vpoo] BB AR e A1 7= A=
T BEpAE
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Z MCRs Zah, . ‘N ={DADPS]

f \ / \ Lyse
o = | @w T
\ 7 N’“\» ~ 4: r J Cu(l), BTTAA

Whole protein
DADPS S " » b J
treptavidin 'nboun .
. beads proteins DADPS| 1AA. DTT. R

— MS
\_/ Trypsin 1
"t — o —
2% formic acid | ||
u/
|

Mz
Biotinylated Enriched .
proteins glycoproteins freeze-dried Large-scale MS

T B B R LB IR S A ) I S S A AR 24 3 A (MCRs) A BRI 5 , 44 15 T W 24 A 4 3 DADPS SRS 2R
JEIATHER IR W S PR I AL » SRR B MRS BRI s A R P ISR FT T LC-MS/MS 43477

Note: After treatment of cells with metabolic chemical reporters (IMCRs) containing bioorthogonal groups such as azide or alkynyl
groups, the lysates are reacted with the cleavable biotin DADPS alkyne, followed by streptavidin enrichment and tryptic digestion,

and after removal of unmodified peptides. the desired glycopeptides are released and collected for LC-MS/MS analysis.

Pl 3 AR ISR 4 O-GleNAC B 6 i 25 111 IR PR el
Fig. 3 Flow chart of metabolic labeling enrichment of O-GlcNAcylated proteins

2.7 %/KVE 0k €40 i (Hydrophilic interaction chromatography, HILIC)

SRR VR (i S —FE GE AR & 4R 7 1 . 1% Il S /Kb R (A e L M sl 55 2R A ik o) ok
TR EAENE IR AR AOERE . SORE BRI AT LA LA S iR et B 4 . O TRUAT BEHERR K NBEEE A O-
GleNAc HESLAU IR & B S E T8 72 O-GleNAc ML K& 42 2 i I S5 H PNGaseF F1 O-H7 il 2Bk N-
BB O-JME . A HEERR— PR — A AL RIER B RRL, T TSR T X O-GleNAc S IE 175
TR E AR AR A PNAC-1 4R O-GleNAc BERAAER (AT 1707 i R 2B, I 183 AW 1 ol R 3
T 197 4~ O-GleNAc 57 . Ik T 558 R R A HR S, A R FHEE I L TR IR A 7 W R A4 43 0 8 4 X Ry v
FH T I A A fifi L i b i ) SRR (EL TG XA R 2 40 A AR S ) O-GalNAc B 1
T B2 R TAL

Ac OAc N, N
Acoé&fom AcC oA Acoéoi o AcO&%fom A oé&,OAc ACO%OAC
¢ A%L0 Ac TAcO ¢
Ac H NH
N, N,

Ac,GIctNAZ Ac2AzGlc Ac,6AzGlc Ac;6AzGIcNAc Ac,4deoxyGIcNAc Ac4GlcNAlk

éS[ AcO N Ho PH Aco OAC
AcO & é:‘ é:‘o g
AcO Ac  AcO HOAc PrO OPr AcO (0] OAc
NH
OZQ 23 = O:S ONHv&
Ac;6AlkGIcNAc Ac,GalNAZ Ac;6AzGIcNAc 1,3-Pr;GalNAz Ac,GlcCCp

N,
4 CHRIEM HexNAc I T O-GleNAc BEREILE I
Fig. 4 Reported HexNAc analogues for O-GlcNAcylated proteins enrichment

3 TR 4% O-GleNAc Bi 3L fL B K114 MCRs

MCRs EHGUEME— A FHIIRESRET 7GR A2 P AR B I LRI R A0 k. RS AR )
TEZSH REATE i 4 SAWE A, 0 SRR ik o LAl 200 L AC , e o RS B A A e A1 Db A L B0 A TR
TR B2 AR T 2Rl A W E ST RN SO R B AE I R BN ASEEE O-GleNAc BiEREAL
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AL ECE AL . R DR 2R S8 A 44 4E Ok T ARGE 1R FH T O-GLeNAc iR 2R 11 & 45 07 5 5 1)
MCRs(J& 4),

3.1 GleNAc Rl

3.1.1 Ac,GleNAz: B Bertozzi HBAIFFE & B S 55 —MIEBI AT PAZ: GleNAc #0256 8 UDP-GleNAz,
WL OGT $5izSCB H BER (LI . 2R ET I FF & AR A O-GleNAc i3 AL 181 1) nT A 45
PRAL T —AER TR AHJZ T GleNAc # KR HAEAE— A PR . UDP-GleNAc S22 (i, Bl Gle-
NAz R ORI . ZBRT GleNAz BIFRICECE Al GleNAc 8 T e AWt

3.1.2  Ac,2AzGle: Pratt S5 & T 2-&R-2-M A BB (2AZGlo) , i LWL Ac, 2A2Gle AbPRANML) L A B
2AzGle AFRICHIEER A I, AR ICHAM A A FUSURIES AR 1. (i TANRESZ OGA JAFE 328 b AR 11 5
b LB BRI BRI 2A2Gle XTANMIA — @ I REEPE. 2A2Gle 5 RN AT O-GleNAc Hi 1L & i
HABEPEER MCR, - H#F—2 0T OGT KM 2R, 2A2Gle BIBRIFFERT R IR A AE Tk 2 I 6 4 05 PR
XA AR P B 2R P B bR i LA A

3. 1.3 Ac,6AzGle: SJeRTAIFFFEEIER T GleNAc #b, OGT 38 7] LA FH R0 R IR FNAE R AR BAMEXT 5 1 B R T
B, R TS AT AR & R RO S S R B AR [ BR (T 32 TR VE ] Partt S6TF & T 6- &%
6~ AR (6 A2Glo) . IR 6 AzGle ZbFRARMI T IARIHARIC O-GleNAc 181 1) 240 i P4 25 (3 5%, LA 1R R
52 OGT fERETEIRSNEZ UDP-6 AzGle 1ENEY) K 6A2Gle 5585 BWE A B, I BB O-E#NEH
7. XFARICAE T 6AzGle 3| 6 AzGleNAc Ak , A R BR 45 b 071 53 e R D IR GFAT A&
HFRICHEL . 6AZGle IBFFEIT &% OGT /MR UDP-GleNAc 2 A 22 Rl AR A A 515 1k ELAT 21 5 1)
A3 MCRs 7EMEER 4T R R 3z

3.1.4  Ac;6AzGlcNAc: Partt %Lk 6 AzGleNAc FEA & i T 2B AY GleNAc 22040 Ac; 6AzGleNAc I 5%
FRIFL AL RIS . T 6 MRS AR, T IAREE T GleNAc #MBGEARFE 16l UDP BE LAt
T ABRIFSE A I 248 1E 5 IR GleNAc-6-8 TR i i 21 s B 1R A 90 H B AGMI BB H 6 AzGleNAc B R 1k
6 AzGIcNAc1-p, 4k %4k A UDP-6AzGIlcNAc, K T #E—F5T 6 AzGleNAc 45, F 6 AzGIeNAc #E1ThR
IO SRR TS S5 AN B AN I 3 43I ad A2 F 14 SR (N B2 (0 ORS 26 . O 422 54D AW ) 440 B P9 2 14
Ji X IESE 6AzGIeNAc 3 O-GleNAc BEEALHE (5 EA i B e

3.1.5 Ac;4dGlcNAz: Peng George Wang 5 & &1L T 1,3, 6-— L Ik 3-2-5 -2, 4- XU 58-D-nt, Mg 48 255
(Ac;4dGIeNAZ) » B AT Ll id GalNAc Hi st . 4 OGT #8240 NEA R F. T C4 fzB /b, Rt
Ac; 4dGleNAz FEARTHOFRE AT B e, HAh, O-4dGIeNAz i OGA ELAT #5m i 32 v, KRR
7 T Acy4dGleNAz FIIFRICRCR . BT S Z 2R FEbRIC & SR RIS 2 4R 1) O-GleNAc ML 7
T2 — o A ORI B AR S 0 T L

3.1.6 Ac,GleNAlk: GleNAlk S B B GleNAc 2504, Ac, GIeNALk 7] DAZEARBE 5128 L2 Hibric
FIEAFT, Pratt HH A AT Ac, GleNAlLk, 57 &8 GleNAlk 7T LI GleNAc W#hRa&E . Jerrpgarss
HE GleNAz vl LI 46 A GalNAz, 117 GleNALk ARE ., #E 1M GE T L& — A9 CHRIC O-GleNAc Bi3LAk &
H. FIH GleNALk ARCE &AM E A, FRISE%E T 374 NE AR, Kb 279 AN LLRT3A HGE 1 i, [H
IS 192 3460 NEDD4-1 7] LUK A2 O-GleNAe BERAL B4, 32 B U HRE NEDD4-1 BOBEEIL ST
3.1.7 Ac;6AlkGIcNAc: Pratt ZH & T —Fh B iR Ac, 6 AlkGIeNAc, 55 Z BB i3 1) Ac;6AzGleNAc A
FE %ot 200 0 2 T A AR 1 B i 0k R M L T A I TE] PN 52 X O-GleNAce B5 34k & 1 R AR,
Ac; 6 AIKGlcNAc Aigif i GleNAc #hRo 42 76 4 Ml A UDP-6 AlkGIeNAc, fH 25 Ac,6AzGlcNAc
ML) W FR £ Tk 1 2 A 2 A BB 6 ALKGLeNAc BEFRIE R 6 AIkGIeNAc-1-p, [AIRFtF FZRET e 2 R
ZGAREAT T EE T 469 i O-GleNAc ML ER 1, I B2 e R AR & F GG 1T 5 O-Gle-
NAc HESAAB A 5C . 3 Fi 6 1 7 8 75 4l i 1) & & ALpe s e R i R P R T b R S EE . B,
Ac; 6 AlkGIeNAc BEE Y R F A 2 B K & 2R 2R B9 O-GleNAc FEAL rT 9 Ak s R mT BB

3.2 GalNAc %Kity

3.2.1 Ac,GalNAz:Bertozzi FH &K H5% T N-B & L BE2EFUH I (GalNA2) . FIH Ac, GalNAz X fitd Jii 1 fifd



%1 T 5% O-GleNAc AL B i BT 5T 17 R 99

) O-GleNAc f 5L 8 A R AT HARic. & 0 DLl it GalNAz #h gk 12 7= £ UDP-GalNAz, 7F
GALE fIYEAF UDP-GalNAz #4k 5 UDP-GleNAz, Ac, GalNAz [Alif 2833 GalNAz 58{ GleNAz #$& 1%
PR ZHE T e 2 i Ac, GalNAz Aric 4 L D AL (A IF X 2 24k . SR, DRSS & ARG B 1 28 UM 2
F R 2lA% B RN 2 1 T AKX O-GleNAc B4 B 474082 9 . X BB Ac, GalNAz &% O-
GleNAc BEEALE R IC A 189 MCR, 548 GALE o] LIRAT 400 N UDP-GalNAz Fil UDP-GleNAz
(R L X AT BER I GALE 2% 0] S A9 I AE 41 AR BR A4 vh R4 T BAUR B VE L 807710 BE A2 9500 h & #5 1E
. I, GALE #9372 R A= 9 2 Rk 1 A SRR 7 i — A A R R

3.2.2 Aci6AzGalNAc:]. Li %I T—M&FH C6 R AYRIAERIR BB Ac,6A2GalNACc. 158 K B
LA SHARCZ AN E AR, 5eRiRE R GleNAz #1 GalNAz #84MHH H . Acy, 6 AzGalNAce 5 N-##
B/ O-WLE AN GBI TR —FERET 1 O-GleNAc BIRIHHEE B HA R & ARicaes
R, HAh, BT LC-MS/MS 1 B2 7 73 s I T Acy 6 AzGalNAc 285 H 1 964 A8 1 BT, (L4517
ZEEIELE O-GleNAc JEY) . Acs6AzGalNAc 1B A = 80MEs 5 AR ED , E 28T O-GleNAc #i
AT BRI N 22 L 0B O-GleNAc LA B e A B 5 S Ak 1 SRk 0

3.2.3 1,3-Pr,GalNAz: Hao 415 78— AL R IR HOME , & AT LARE 200 B i3 280 M g, B8 T 221 AN 505
SRR SHERALRIR Y . 1,3-Ac, GalNAz 1 1,3-Pr, GalNAz EAJEH & AR ICeR A ST S
WA 4 4 BT IO A B A0 B B BT 5T R 8 1, 3-Pr, GalNAz . 1,3-Ac, GalNAz EA7 B & 55 S Al
8% 1, 3-Pr, GalNAz J&—Fh I 08— AR AR R AR IR ET o RN 10 & B R el 3 R AR MR AR IC 9 » 4
SHHIALHRME T IERR AT RES .

3.2.4  Ac,GalCCp: Patterson i 1 ¥ A N 19 W -5 16 AL A 9 445 (Cyclopropenes, CCp) HoG HIELS &
G T T R (Ac, GalCCp) . LI K LA N G HE M DI e 5 & A R EHHHAL. 5 Ac, GleNAz I,
Ac,GalCCp A I AFHUEE mARIC O-GleNAc MEHEALE . T4k RN W2 B T A4 41 v]
PACFNSE E I T, JF HAR NGBS AT LIS & B AL S W) R & Wy [R] I 1T, BRI AR R 19 22 D RePE 0 BF 55 65
TS RBERIANSC A 00 T 1 22 2043 AR Sl F R % e

4 [l

M 1983 4E IR AL O-GleNAc HESFEAEIE LK , Kt BB 5T IR O-GleNAc 05 34k 52 1w 240 i 57 5% A5
ST R A SR A iR . AR E AR R A LR G5B MA BYIKR . AT H BRI O-Gl-
cNAc & s AT FE AN E AR FNAE TSR /N FHREN R O-GleNAc FEIALER F 0 %58 15 T 81 K INAE
. BARBUA 15 FIREE R O-GleNAc BEEEARCE R I B4 30K fdE Sk (B B R BE 52 4t 1
FEFESEAER T, AR T B A R © 3R A BT I & T R SR AR S AR R LU O-Gle-
NAc &1 B 78 R H .

RUETER LA BT O-GleNAc B 5T B 2 BUS TR KR B £ nl A R A5 2 i e, [
U B9 T A R Ak 2 T e 3 A5 R A e 8 22 [8) A A 40 1E 58 SR o SR A IIAER 2 BE 1 O-GleNAc ML A
X AR SCEE B O-GleNAc Ml LAk i A BT BE A SRR R 2 b A I IR R B B2, X
FREE T O-GleNAc BEIARAE U AAAS AR SRy 36 7 968 i 4 a5 LA SCHE 1) 245 499 R 0F o R NSt I e 1 Ak s Ay
FIRY SRR
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