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O-GleNAcf& i 7E O ALER I B E 35 5 R RI1ER
WA, A

GAIT % —AREIZSHEEE, 7 448000)

E: #E-N-CBLH 545 (O-linked B-N-acetylglucosamine, O-GlcNAc)#545 2 —#+ & &£ T % #4m
Jasb e9EFEBEAR, BB ENSHRGMEMHTIAT 52 Xdmicdiz, a8t X lmie
AT . O-GIcNAcH4F 5 & WLk o B 3 /£ 4745 (myocardial ischemia-reperfusion injury, MI/RI)#9 & £ K &
Em k. ALHENBTO-GleNAcE Mty R L3242, &A% T O-GleNAcH 46 5 MI/RIZ ] & %
F, JFi£ & TO-GleNAcHAh o Al i AT, ZFBAA AR A ERMBE AT FEFE MR T
H5 TMIURIS K & K.

KR AGE-N-CBEH BRGNSk ARESG; AT, AFETRL; AERMELT

Role of O-GlcNAcylation in myocardial ischemia/reperfusion injury

DENG Li, SU Jinfeng™
(Cardiac Function Room, Jingmen Second People’s Hospital, Jingmen 448000, China)

Abstract: O-GIcNAcylation is a ubiquitous post-translational modification in the cell, this highly dynamic
protein modification method regulates key cellular processes including translation, transcription, and cell
death. In recent years, more and more studies have found that O-GlcNAcylation is closely related to the
occurrence and development of myocardial ischemia-reperfusion injury (MI/RI). This paper briefly describes
the process of O-GlcNAcylation, focuses on the relationship between O-GlcNAcylation and MI/RI, and
discusses the involvement of O-GIcNAcylation in the development of MI/RI through regulating programmed
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cell death such as apoptosis, necroptosis, and autophagy-dependent death, respectively.

Key Words: O-GlcNAcylation; myocardial ischemia-reperfusion injury; apoptosis; necroptosis; autophagy-

dependent death

B 1M 14 00 IF 97 (ischemic heart disease, IHD)/&
R E K R B R . e L 4EH, THD
ERPIBET N BN 17 22.3%, Fom R A m 5
TR SR T UUE P A2 5r dnt . @i
Je IF 1) I3z B A kAt of O JUL ) L 9 2 R
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W SR, RIS IR FIERE A SR UESL, ME
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Ao JUL SR I P VE 45 4% (myocardial ischemia/
reperfusion injury, MI/RI)*. MI/RIE 2 fh K 2
FHERE R, WA N . . BRI
(A R T G SO = 1 1 R = N 1= ) R () 7 N
B B A BUREMURL, B, 18V ERR AR
HIVRYT J7 MR, 3 5T AUE-N- L5 %)
PEHZ(O-linked B-N-acetylglucosamine, O-GlcNAc)
&0 Rl COBE 2 AR W) & R IE 42 (hexosamine
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biosynthesis pathway, HBP)XF 41l A ) 2 M AEY) &
BB BT SRS, A2 A0 e
R R EEAE Y EER, MR A,
O-GIeNAcEMi EMIRUE AL K e B IFHC, ASCHE
O-GIcNACIEIHIEMURIH [FIAF 7Lk R 3T 250

1 O-GleNAcE i

AR B SRS v 6 R A R Th e B
TSNS B H LR S B A S EE AL
MR EAER, Ml I Re, 5840 f e g Xt i
A0 ) REEOIR A it BRI R . HAT, H LR R
JaBriE BRI . A8, 2Rk, FRE
EFIREEEAL . O-GleNACAE M & —Fl £ i (1) 2
B, B M BN N- 20 4 % B el i O- K F
)y NS IR E B (G PR 4H B A R R A B
A2 AR B IR RS 45 5. WSR2
K8 4371 20 0 N A s ) E AR O K, (R
H 3%~5% 1) & B -HHBPHEAT AR . O-GleNActE
T2 @ HBPREH T & IR m sl 1724, HBPEL &
WA, BER. PR AZ R, IR e
NP, Hok, FIHRNE-6-B R L
VSR -6 IR I Ak R B R AR -6- B R BT,
I L3P B SN, AR R 28 5= 7 6] i -6- 1ok
1% 53 53l % AX N - £ T 5 5 7 ) B -6- B R . N- 21
S EBE- - R FIE O-GleN A& I 1) B8z A
IR IR -N-Z Bt & L # 4 M (UDP-
GIcNAC)™ . WFFC A I, 5 HAt R 5 151 ) &
1 IR R R A B AR, T H TR A R
[ B B8 9% 8 17 O-GleNAc B i /K 7, BlfE{bO-
GlcNAcB i 5N [ O-GleN A cHl 5 5 % i (O-
GIcNAc transferase, OGT)MI/KAAEO- 4 ) O-
GlcNAc/K f# i (0-GlcNAcase, OGA). UDP-
GIcNACc/EOGTHIRY, OGT LAF & Ak # 1 75 ks
JEHUDP-GIcNAcH [ GleNA e # % 5 [ i 1 22
AR EARZRE L, Nm¥NEAFRKO-
GIcNACEMiK . MR, OGAFRIEIE/KMGIcNAC
¥ GleNAc M B H i Ak | bk, BIKE A RO-
GleNAcEMi/KF(E DY, B LM, O-GleNActE
MREAR AL T — P& P P RES , w8
AR, OISR S 2 M A R
YeFFIER MM IThAE . toh, HIETPEMBEIRS

CiEaE

CLH AR
v

k-6

FpE-6- B IR
| UGBS
RILAEIE-6-BEER
il ZMAHREA
N- LBt A & 0 -6- B IR

N-2 A -1

SR — BN 2 B S 4

: O-GIcNACKE R4 Il 0-GleNAc
HAKY R

b

O-GleNAc/K fift i
Bl EHRMSIE-N-ZEBEEEREmTIE

DAL WREIBAT R DA 4
A 5 RN 059050 5 AT 85 IR 1,

2 O-GleNAci&H 5EMURI

EFR, KREFFET TO-GleNAcEMifE
MIRIHIVER, R ILO-GIeNAcEIHAEMI/RIE K
ARBRREREREZMIEM . SheZE! @i &7
A RROCEN 4S8 S (hypoxia/
reoxygenation, H/R)VBEALHEATHEFE RN, 43 7T LA
TRAL BEO-GleNA I AN 71 20 3 i BT e . = ks DA
OGA il 71 1) 77 23 v & & B I H/R J5 1 O-
GleNAcEMiKF I 42 Al A7 75 %, #&R0-
GleNA & i 7K P F w1 ] ol O LA B HY/R 453 4% o
Laczy%s!" 2 ity g B A0 JIF 5k 1f 75 3 7 (ischemia/
reperfusion, I/R)THHALK I, & H 0T R4 AH
b, URALCMEAIO-GIeNACIE iK1 2 25 FE A%, i
— G IE I TE VR [F B 43 501 5 A R s i £ O G A
HHIFINAG-BtHINAG-Ae, 4R ER, SREA
PR AEAHLL, PEFPOGAHN i 71 2H 35 5 2 42
B T URJGDEO-GIeNAcB i KT, i TR
JERI O ThRE, A T A A BMG . LB S SRR
N, PemEO-GleNACE MK 5 EMI/RIA 5%

O INRE R 5 H B3 080 R EAUEMI
RIZ 75 08 PP Fa b, 382980 EHMI/RIS| ()
OIERAERKTRIFEAR" . ZhouZ "R I, MI/RI
J& O EO-GleNA B M K 7 i [ A2 B 5 0 T RE K
HEHAMGREIEL. PFREY, S4MHEKA
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FHLG, 8 O-GleNAcI 3l 71 2 2 1) 2 5 T /s Bk
AT S I T T Ac 3R I S Ak B 85 T S R D R
SRF AL 43 HSOR O ULUSC AR BB T, 9 BR S 4 /DN o0 JULARE B
AR o ERNAR T AU R I, 2255 & 05 T =
O-GIeNACTK - R B [F) {5 5 3 FH i s s BR 1 1 1)
TR IR/ 2L B IR 5 HEAT O-GleNACIB M, 3T {2k
HAM SR 2R, FHEE4ELy6C Vil 4 1Y
Hix BRI, g A R FE AN 28 0 AR IR 2
SEMAM, Hik, #EOIEO-GIeNAcE K T 1]
) 28 9 SN R E B A, AT 46 /)N O LA
S THIAR A 235 O D) B o

e oAh . BRI R OA B (ischaemic
preconditioning, IPC)Flz 2§k ifl 75 b B (remote
ischaemic preconditioning, RIPC)#IERH A H &0
BMI/RI, SR HAEMIRIF R AE LR E H B AA
P A e 4 B, HF LRI, O IEO-GIeNAc
7K T A IPCHIRIPC & 35 O UL 3 4 F 1 56
BHLHIZ —", Vibjerg JensenZ'WEF KB, TE
BRI R BUOBEU/RIE R 1, TIPCREAK T -0 LA AL T
U0 T O BEO-GIeNACE MK, 3 —5 KT
HHUH N IPCIHE I B 5RO G T (1 223 Ayt T 42 1o
MI/RUJE O EO-GleNACE K-, 3 1 R AE R 1
H. 52—, Paelestik!"FB] T IPCH il
Sk 38 o JUTLERH 56 257 A P B B A O-Gle N Acf& 17K
FNMIREMIRL. th4h, GHEFKI, RIPCH Y
Tt B G E 0 5 N R O-GIeN A& i KT, it
— Dl FERRIPC IS 5 (g e B STl 2
SRR REST T A, AT B INT/R 3R 5 5 AV I O U
055 /INEEIO-GIeN A& i /K I B 25 BB /R 5 1)
RSN f15, HAHLE NRIPCE S OGTIE M 118 i
FOGATEME: I B AT H2E 1 T O-GleNAc/K T,
O o %of I /)N BRBEAT 49 R 8 /NIRHER SR A B 45
I RS2 A 5 EESL /N RMURTR A5 B R 4R 1 T
IR T B MI/RIFT 5200 Je AL, R IR A T
TSR T MU/RLG (Gl R A R BOK SO LR
SEIEAR, I HX Ao ik LR 47 78 F £ B % O-GlcNAc
BRI . #t— 5@ 25990 O-GleNAc
1B 7K P 1T 56 4V R AR S T B MI/RTI O 4P R
H, T3¢ HO-GleNAcE i /K- ] 3F — 25 8 58 (I A
P& MAEMURIH I RSVER- . LA EREFIR], £
MI/RIF) 2RI, O HEO-GleNACE i /K B,

M2 TPCELRIPCEE A MG T T B vl a4
OGTiIEME. BFEAROGAIE 11 LA K 34 i Ca L AH A X %
%) BE A I 5 07 AR 2 T O JIEO-GleN A e i i 7K
S, MIMEREMIRIL. Ft, #E5H##0-GleNAciE
T 7K P BT fg 6T MI/RI A — bz 2 AT 5 10 2L
W

3 O-GlcNAcfg i SMI/RIRIE FFE4RRasE T
A

N DR AR AT, LUgI— Bt
T2, BRAERIFAEG A KL, L4zt
T2 K 2 00 I8 A S A AE T R AR A i) A
TR At T 2 — i i =3 R A e il
T, REHARE SIS mEAFEE. TR
KO, PRI 25 T MURIR K R,
I BRI 8 AR AIE 32 B Dy = AN [R] 1 40 1 A
T, BT 2R PR IR S0 AN B W a1 A
T2PY, B AR O-GIeN A& 18 o 8 4% A% 17 P4 41 A
FETAEMURI A EEZAE . B, IRABRE
F1 i O-GleN A e i 55 7% Fr 4 40 Jif AL 1 T) f i 4 5
., AIRE = ONIR T A TIET MI/RIR 45T i) B2 18
W -
3.1 O-GleNAci&iF 5 AT

0 AR TS VR BE T R S KR AL 2 A0 i 3
a5, Rz 452 ADNANT R, 4ifg i —
ANARE AN, T RRE T /ME . 48R JE T HLE 5
AN R AR AN IR IR AR, IRl OR AR XY S T
B E R I OR & E R & H KRR (cysteinyl
aspartate specific proteinase, Caspase)Z /N, M
T 7K 2 B R AT R G oA DNA . S &
AP AFET Z AR AT, A0 T e A4 R 52 44 7E 4
Ml B4 & R ESE TR 5 ek, EidBg
H F i Caspase-8>K & fif Caspase-3 J5 3))Caspase 24 Ik
BN, BETT S-S 2 AR A AR TS . R i@ A AR
NERARIRAS, BACE . 50 B M 55 3 56 2 M
IR WOE , 3B R E S P s, Jf e
2R T A JIE 3 3 14 1 4 FL(mitochondrial  permeability
transition pore, MPTP)JFFI, AT i £0.45 40 i
TR CHIF T2 T B 712 N BRI T2 88 MU TR B
BB, — 7710 ] 545 I 0% pro-Caspase-9 /¢
LN Caspase K S L, o5 — T TR 5 - 40 i
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P DNA ) EESE Je W 24220, RS, O LBk
W1 R 5 ARG 258U R 2804 Th BB 52 4 T B
VESHZE M T B OB R 2R, R H BT O-GleNAc
AG Vi 9k AF B 3 e T % i A AN R A A S T 11
HIAH PRI T R A,

Ngoh %PV E 37 1 8 o £ K RO L4 AR H/R
B, RS IEE XA, H/RAFE T RKEE
P4 % (reactive oxygen species, ROS)A: UL K £5#
W, (RHEMPTPIFIL, 2 S BN M T 3% 1Y
Ine ik — 5 i i B 75 5 4L OG T ELOG A il 571 T
1 O0-GleNA i 7K1 7] FEAIKH/R 75 T IR O S A1 5
HEE, HEIMPTPIF, Wb 7 4EF T, T
FiRI5 B 1 JrOGA PR IRO-GleN A& K -, 7 =
H/Ri%E S MROSA . Luohii i it & fh &
(hydrogen peroxide, H,0,)4b3.CrJL4H A A4IMI/RT
A BLBOIR &, R ILH,0, 0] 50 L4 i
microRNA(miR)-423-5pf Kk B E T+, T
O LA R T . PR R BL, OGT AR
miR-423-5p 1) T EFEHE A, O N4 R 402 H,0,
Ab P B P 2 I s B i Jeid R 1A miR-423-5p, 1
AR ZMHOGTINRIE, MifiPEKO-GleNAci& 1
Ko T B YemiR-423-5p 4L 3 P T BRmiR -
423-5pA] {H BRH,0, Xt OGT M &I E I, AT $2 5
O-GIcNAcE MK, A& BEIKH,0,15 S 10 UL
HPET: . L EAFTEIRR, O-GleNAcEifiK T 5MI/
RIFIR AR EEVIAG, FF HAEMIRLE 2 2w
T = H1O-GleNA i /K T rl id i FEIKROS 457
LA LMPTPIF I ) 77 AW I MI/RI 3 1) 0 UL 48
MO T:, MTRAEMI/RI. Suh2&R7 58 i by 2 4
IEU/RASERY R S0 dok 2 2 ] 6 W Ak 2 T S 25 R i 1/
RJA B EO-GleNAcE i AKF, FH ATl /R 5
F P J53 (9 8 4 (endoplasmic  reticulum  stress, ERS)
JNL, BRARE REAN A o SR, HETRT
O-GIcNACE i BE 75 il i 2 MI/RLF 5 FIERS P
O JULZH PRI T2 0 oA DA DGR 7, A KT 75 K A
FLE— L .

3.2 O-GlcNAciE i 5T F 4RIt

KWLk, SHIE—EH BN N — MR K
A ARG TSRS, RS L
FEERDCNYNHE K 4N f e 2. SR, BEE
AR, KREIUEE R, (715 — Fho 2

L RS ROUT RS0 B AR T Tk i PR SR T A
X, ARSI T2 7 IR P62 — Fh A
CaspaselJFE P HEANAIAET:, HLRIR/IF 2R W
SZAKRHM HAE FH 5 M (receptor-interacting  protein,
RIP)ZK T o B2 A4 AH BLAE FH & I8 1 (receptor-
interacting protein kinase 1, RIPK1)FIRIPK3#fif g
b, I IERIP[F B BAE 2 5 78 R A8/ B8
Ja . IR A AR NS S5 R ORE B (mixed
lineage kinase domain-like protein, MLKL)H &
b, SEMLKLEERIFHAL ZAMIAE, 2% 51EH
PR K RO AR 220 B, Giogha® AN,
OGT/r SH10-GleNACHE Ui AT 15 B R Ak, 35 4+ VS 1
RIPK3 1) 22 S B AN I s B ki, 1E 1T A 54 | A2
PEIRBE R A IR, $R7R 52 m0-GleNA /K-
A A RIPK 3 A 3 (0 B8 7 4 I8 56 AT 6k 2
MI/RI.

Li%eCOR 2R T A 2 0 AR U I A5 7E SR 9% 401 i I8
WA g I AR RO VE L I ST A P N B A
BT O AL, R I8 B R R R R B OG T4
FEORAR GG VERI G 5R, IR0 R i 22 08 S
RAE. MIERIEOGTZ A FRIPK3EH JF A R467
B B R A O-GleNAc& i, ki P 1L RIPK -
RIPK3 [ [FIJEAH BARR], $0HIASEAMARI AR, &
2N R e R S B AR P IR SRR S T .
X HE R L[ RIPK 3 [F1O-GleN A& i A T B FliG 77
LR RIEPE BRI Bt I AERYIE T KIE . Zhang
S R o B RO LR R AT 7R B, L
SR S5 Ak R T R 2 A N O JIUREZE AR L G 0 T
AE. KB M s 715, K T IRIPK1/RIPK3/
MLKL{E 5@ B8 A AR PR S . i — 2Bt A K
W, HALHA GRS A2 I T VRO EHOGT
e e, TN T RIPK3HO-GleNAcEMi K1, i
i 40| 7 RIPK3S5MLKLI S &, &l 7ML/
RIS T AR P VIR AL A2 . B4k, A FHOGT il
7R AT S BT -G R S AL B A S O LIRS E . At
T EE R, EMURDERE A, 380 F8 7 PR
HU R A I R B 1 EAT O-GleN A& 11 T FH T MI/RI
PO LGB PP IR ST, 2 A O LR 4
TEF . 28T, H BTREF0 8T X B8 e PR S0 A 5 il
[F1O-GleNACEMiI{X F T RIPK3. RIPKXKJR)E T 4
AR/ AR E AWM, ¥AAZA0-GleNAcEf
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( Beclin-1)

lin-1

E2 O-GleNAcEMHEMI/RIFBI{ERHLEIE

freie B, ViHEE 2o RERE TR
Foftr <88 5 A AEMIRLE AR /2 75 2 K 420-GleNAc
&4
3.3 EAKRO-GleNAclElf 5 B MR 1T T

SRR EA PSRN O o INE AN R
7 AN K VA 40 W& IR IR S E R T8
MUI/RLI A% A (5 Wi s 38 00, H 1 W 7 st I A P 98
RN KEAFREN. =R IR (adenosine
triphosphate, ATP){E®R I B B 1) AR BOE 1 IR H
— B BR V5 X B 1B ¥ (adenosine monophosphate-
activated protein kinase, AMPK). AMPK/EN—Fh
e RN R BOE , 5 B0 ULZH L E T B il K
SR B WO BT R 40 Mo g8 AT R AR, AR
ATPAEFFRERARS . FRIEERT BL, AMPKA A
i, ROSHRRIE MG Beclin- 111 R S8 7 i &
H R R A B W e B s 0 B 1 4 i o 22
AR T B B A%, 5 B0 VLN e T e R A A
WA AE T, HEI I EMI/RIP,

R 2 AR I, O-GIeNACIB A {E B 1
ke HEPEEGHERIEMEH, b — RV EWEX
B B E N O-Gle N A c & 1 i) o< i ¥ 25

FIPY. MarshS5 P 7 & B, 50 BRZE O LA Al A
b, M2ZRE PRI /IS B 20 85 11 A O L4 A ) e
TR, @ #IHBP& /2 K O-GleNAcE
M 7K P ] PAER 0 i X — LR . bAt, @i AR
PETF T =0 B ZEL O LA B 1) O-GleN A& i 7K ~F
Al PR R O LA B oE . LI B
W45 5 3 B 1 9% B 2K 1 Beclin-1 2 2E T O-GleNAc 2
M, R T AR A . Wang S b
ST PRI /N OMU/RUE R BT A TS R B, S0 R4
AHEG B8 PR /N BRCo I r vy TR A 51 JBR B R 15 3
T miR-24 &K FO-GIeNAcE i /KT 18 i, 53
MI/RIJ 8 BRI 71N BR (100 ULRE B8 THT AR 38 K F0A7 35 %
FRAR o 1l g 82 A% U7 920 SR ik miR-24 AT B AR BE JR
/N RO NE R OGT RV, 33k 17 PR A 1 Wt AH DG 2
[%4(autophagy-related gene 4, ATG4)[O-GlcNAc
BT, BAEMURLT R O WAR 3 1E
o HEERMZ, O-GleNACEMiTEMI/RIF K& 15
49 /5 FH 75 55 PR 97 /1N BRASE 28 5 A A5 284 o AH L 7
J& o TR PR B LR S 00 I 2R F1O-GleNAcf& ik
P 2R T R AEMURUG 272 3 m . M,
B PRI 1) v L BEIR 25155 5 O-GleN A e B i /K T (i
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HEr I8 & 51 O NE A AT RE I AL, &
SO ThEEREACT, DLET RN, MNEWES
IE % 1 % # 2R  AEMI/RI AN [8] [ B3 47358 5614 16
O-GIcNACEM, AT BER BT I MI/RIPHTHE 25

4 NEERE

SRR TMURIFI RS2, HiTHE
F: R E MG, BTG IR B TC A 8067 F B Rt
B AEMI/RI. O-GleNAcBIH1E A — R LI
RSB, W@ k2 R oC B B AT O-
GleNAc& i, M2 5 FEMURIN K4 K EiL
. A8 T 0-GleNAc& i 5MI/RIZ [8] ) 5%
#, LR T O-GleNACE X MI/RIFE S 1L UL 4H
JFE P Mgl B AT T R 4 (2) . AR TR 2 1)
W 7% 25 58 3 O-GleN A& X H Al MI/RIAE 518 2% 1)
SN IR 2 AL, BUH9O-GleNA 2 1
BEMURIFEME T 2 B, 2 H R 2 s
MI/RI I R S B

& £ 3k
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