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[, B 5& O-GlcNAc HE S LA™
1.2 O-GleNAc HEEALIE i B E M - O-
GleNAc [F NI & BR 75 2 OGT A1 OGA 43 AL o
OGT H 2 Nt 4l e, BRI N i 34 MK EE 771
(tetratricopeptide repeat, TPR) £5 /) 35 Fll C S 1L 45
Fadsk, TPR 91 32 82 5 OGT S M 2 14 (10 51 A1
ity M C ufiE S ES 5K EA O-
GlcNAc FEIEAL ALY . OGA Hi N it (¥ {4k 235 )
W, CuE B 40 (histone acetyltrans-
ferase , HAT) 25 M 3URH 3% 42 19 3 1) 2R 45 ) Sk 4L i
H Al HAT Z5#381E &N AR, OGT il OGA
TERMEH T2 RIK, (EARE TN RE N AT ko 21 5 22
1ER
1.3 O-GleNAc HEIEALIEIRIIER  ChElAE&
ORI REE T KA AW B IERR  JIE T R A% R S5
B ARV REHME B, RIS 7= R AR 52 m
O-GlcNAc HIF] I A1 O-GleNAc i AL KT, [7]
I 35 R 7 1T LA I O-GleNAc R AL 1715 55 24 1
YA B R, WS 55 5 k55 . O-GleNAc fi#
Ak Ja T T OB o) T B R A I A S K,
0 F5 5 R -AKT I8 . MAPK i %% . mTOR JE#K
AMPK i #6556, T Bh TR 8 I8 75 4100 R 4 ¢
R,

O-GleNAc fi R4 5 1 B FIMPUR HA L. =
I 5 = IR IR 75 5 R JBR 5% 3R it 5 HBP I & 1Y
TR PR FEF B R -N- £ T 61 6 9 e /K P T v 25 U0 AH
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TR AAZ I 2 B B BB BR JR 181 2 —, W FL3h g
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EXWIER A R O-GleNAc H F Ak 7K P e i 1 fii e i 51
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2.2 O-GlcNAc S A 78 Bl 1A i 25 o (4 i B A
KA

22.1 WUEEFRE 1/X-box 454 & H-1/0-GleNAc (I
REI/XBP-1/0-GlcNAc) 4 IRE1/XBP-1/0-GlcNAc i
(S AT R VR o Bt 2 o e P 3R I9X 2
ez 4, IEB A48 8 E SOV (UPR) i 0E Kk &
W AR AS o IREL A& A 5 4 f — b 25 A% TRk 2
J& URP M=%/ i . URP 35, IRE1 340 NiE
P A V), A XBP1 mRNA (1) 45 [X 425 ) E1 26 4N
1) A B TR RET Y)Y X-box 4548 1(XBPLs) .
XBP1s & —fh#e 5 K7, v LL B ORI A P45 ik
TRAT R A 2 R - R -O- B R TR i e R 1 1 1
FIA, P O-GleNAC il HEAb /KCE™ i mii XBP1
T PR 28 70 71 ) IRE 1/XBP-1/0-GleNAc #ff, [£ 1% O-
GlIeNAc HEEAL K, B i v i 4% 7 45 55, T O-
GIeNAc Hl A AT 1 FF 1 T ] LA e dfe i e i 2
WS A AT RE . H B A K R 0™

222 —HEAEAEE (nNOS) Y O-GleNAc HEFEAL,
DEARZ TCAMEAET. B A P e KRB R IR
PRI F B N-H 5E-D- R A &R 52 (NMDAR) i |
FBFIES . F5EE A S B A AL nNOS BuiE, B
T 1) nNOS 15 R i Ji5 #0% & 1 95 (postsynaptic den-
sity protein 95, PSD 95) A H.{f HJ¥ i NMDAR-PSD
95-nNOS B &1, 51 RAFAE A=A Mty d i, F3
A ITCYNAET: . nNOS f£4F O-GlcNAc #EFEAL A7
&5 % O-GleNAc BFEHAL . nNOS (1] O-GleNAc
PRI T XAy IR s & oA st T R
i nNOS ) O-GleNAc #EEALE LAY nNOS 5
PSD 95 [AH FLAE FH RACHE PR & oo 40 gt T2
223 —HMAEAGM | fHEEEH (NOSIAP) [ O-
GIcNAc HE AL LRI HIZ T S 2 A EAET.  NOSIAP
Wit 5 nNOS (¥ PDZ Z5#43% [PSD 95, KIFRIVEY)
(Dlg); BE#EREE -1 (ZO-D] 454k —%A 1k
RHIAER . HET NOSIAP HJEARNEH] Je et 20k
WIlA] NOSIAP H1 nNOS Z [H]{)5% RIEAEFE. H
W5 R WP, NOS1AP f77E O-GIcNAc LA
TE XL 75 B A, NOSIAP [#) O-GleNAc #ideAk 1z
RGN, B T L5 nNOS f G, AT B 1L 4
JCHMIBET .
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2.2.4  TEIRHIE B(AKT)-Bel-2/Bel-xL #HICAE T2
HEK T (BAD) ) O-GleNAc Fl 34k 1 1 4l 28 201
T AKTR— ML A R/75 @ R, HAEMpAK
FAY 2 200 i T s O L A 2 P 22 b SRS
LG RIEEELZE/EM . BAD 2 — MMt
H A AKT Bih 2R 1L BAD 1) Ser136/Ser112 %%
£, MIfifE BAD 515 1 Bel-2 8 Bel-xL 45
&, BRI T . O-GIeNAc Bl 5 AL 7] f 8 i & 1
AKT ) Ser 473 1 Thr 308 UL /2 BAD K Ser 136 £
R ITIRCES BRI ST 5 (P R AT 2 2 4 i
PET P, N AR TR DA H A et LR B, 540
HIRTEAS ], 98 T 20 M R P VR BE T, AN S 58 i
&, XA e SRS EFA LN BRI IR, A B TR
1l 2% AR G2 SN, S SR 2 L D S SRR AR
225 JEI Y BRI R B RS AL R -
kB (NF-xB) p65 I BRs L 78 hE SV JEE S S S2: dikt
LA i 2 w5 | i 45 4% 1) B B R 2 — o A g
BAWMARKMER . 2MIEBGETERNR M1 BRg4 i,
JE& TR S A, 105 2 0 B Thl 48 B A1
A, I AR R AR 1, s TS (ROSD | i
JABE R F-a(TNF-a) « I 28 ALD-1B I A%
L E -1 (MCP-D %, ZXHEIEEHR M2 B
Wk ZH 0, 48 Th2 20 Rl Ak = AR S R Aa R K5, 4n
K MR 1 (Arg-1) . CD206. 4k A4 KA F-B (TGF-
B) S IL-10 %5 NF-xB & 41l jifg Py 8 B 4% s s I8 7
Z 5HURR 2 0E [N | e B%, eI T
BB . T NF-xB #Ifi| # H (IkB) 5 NF-xB 24
Ay PHITE B R AR, BRIEFEN A%, R eTE R
H R p50-p635-1kB H A4, i NF-kB &b T AiF AR
. AWFE OGA #iHi7) Thiamet G (TMG) {2
Bk p50-p65-1kB H A1) O-GIcNAc i34k, 7EiR I
AL AR M AZ R, TS I Ve R R A i, I 4
Y PR T (3R IA , RIS B2 i AR AL 54 72 31 M2
FAP,

2.2.6 Tau E A O-GlcNAc HE AV E I AR
ARSI IER  Tau & A& — M5
HEEMKMEAR, S5gEFME IO UL GhR
FIR S I T IR o 7 Fi S50 000 R 1L 35 P8 VR 3R] , Tau
R FEOLRE, 5l kMR ARt
S, WFFUAE B, 5 Bt RN R (R sh R A o
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Tau 2 [ O-GIcNAc FEFE AL 7K T (134 0 ] LA 1] Tau
RO, SR 2R B R ER
2.2.7  O-GleNAc F5 Ak 8 1 15 2R ki T e 5
MATIRE RN S0 R IR RAR EE E 1 O-
GleNAc B Al ] BE X 18 5 sk sk 4205 | i i # 42 T
B LR PRI 28 S5 RS B R FL B, $R R kiR
HH O-GleNAc i F: A0 7K 2 b A4 S A0 B I FH 45
R ENGRYER , Bt T ZRRL R RE &P 1, 4 1
LR RLARI T B BAR AN R R AE AN 2 1
O-GleNAc A7 £ 1 %52 TSR R A o

B /1M A 1 (dynamin-related protein 1, Drp 1)
Fe R RIAR I R B i, FEAR IR RLAR ) 777 24
I E EEAEH . #0] Drp | ] LLUE S b w4
JEAELS, AIORY R G 32 SR fiL PR 424 B A
WFFE I, OGT 7 /) R Bk ifL PR 5 Y 35 T e
1M OGT A & T Il 2 I B 5% « B OGT 2k [A]
BT S RN R A b e 2o se T, I
HALHE Drp | WIS 5 1 kkifk . Rk OGT W]
AEIEL T Drp 1 I Th g SR LR i i 100 73 E R 4514
A TCIAET .

3 HrRERZE

O-GleNAc Hl S AE 35 5 BRACHT . ZehifR Tl
e A0 R AE s E MR S T T B . AR
H O-GIeNAc A4 PR 15 A0 e Xl i i 12 i A i 21
FRZARAVE R fH O-GlcNAc Hl Bk & sh A R 5 1,
2 a0t D GURAN R G R, RS AR R B A
X387 e p I AP T RE . B4, B TR DGR A
KZJF R T MMz 5, H O-GleNAc fE %4k
L f i A i 25 A R R R SR L R e 4 T B, oK
KAl T iE— B IRE .
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