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T &R #H

% 48

+ 2

(R RO MBI, SKEE AR 2 T S0, W 2 ShDKBE AL PP [ PR BB & Sk, PR 421001)

BT SRONUESLS A FRE R Rt O LA ME— D735, EUR L AOPK A n] B8 S 0 O WUBR - FRRE 07 . K AR S b
RNA (IncRNA) FIET-#ZS 10Uk - FEE 0 A B RO F & 4 F 2/ . IncRNA BB B H a8 W FfE T AR T
FIEARSCE R, XA WL I - PO A 5 7 P9 194 22 By B R A TR . AR SO IncRNA R T 78 U LB I - P T
B PRI —2ik, DIt — PR R CR, B ia O LSk - -0 T 10 e g R

XKgER KEEESRISRNA, 17, OB -0
FESES R363

b U — A R ), P 2RO
FEFEAN MRS . Sk 25T 2 USRS 5 1.0
UL 3 P 3, 6 T R R MO LR OGS AR
M, M e T Re FECO AN E, H RS
PR EA B R g b, X PR A LR I - -
I (ischemia/reperfusion, I/R) #ifs; . KBEIE S
i RNA (long non-coding RNA, IncRNA) 7 £ Jf:
AN E A BT, A4y 8 n O i
F 2 HETX IncRNA B9AFFE FB4E TR e peg . #f
SRGPGRF I, X EAE O LR 4
FIVE B /D | I AF R SE B3, IncRNA 7.0
IE & B R Ty h R HEEZAEH 7, SURE
O RERERFAT ¢ ) 4IAEAETS (pyroptosis) JE:4k
B TN B S 25 )RR B PR 2 L AT
B, HARRYEE PR E e B 7E R 4
EHEESMO Y . IncRNA FIET-#S 5 T OILUR i
P PR R, (ERAR A W9 3 P 1 HAARYE
FHHLH] . A< SCHLM IncRNA FIHAE T 15 538 B AR B 1)
FIRFFIE LRGN &, XPE T LR
SR ER 728, JF i — PR & IncRNA
FHET-Z R CR .

1 LncRNAS/OALERIN-B#E TG

1.1 LncRNA#Ei#&
JE 4% 1% RNA (non-coding RNA, ncRNA) R
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I 7 A0 K B AT 43 Sk /N T 200 A% BR (1) /N3 2 75
RNA (/)N RNA, small non-coding RNA) #1KF
200 M FFER 1Y IncRNA . 24 1, /NRNAE
AR ZWESE 0 AH X 5 3R neRNA 4% 45
B HIBEE 2419 IncRNA, BFFE AR b F & 48 By
B3 324 M0k, IncRNA By 0 TCH VbR,
A 388 11453 28 7 2 2 15 B 3 G i 2 1 o P
BILLE, 0 MIE 5% IncRNA . [ 4% IncRNA . N
HFIX IncRNA | JE[A ] IncRNA . #45% F RNA Fll
FRIRRNA 6 Fh B 5 miRNA £ 7655 5% 7 K 8 45
AN, IncRNA 7] NFM s A& 7K | % 5K R
SR 5 AKX R AT R YR R,
ceRNA i i J2&: IncRNA & #4EH 09— PP R AL
Bl IncRNA 7] A543 miRNA [ B AN 07 5, il
L 2 W B VR TR IR R PR Y 3-UTR XOR AR 4
mRNA IR E ik, A PR R # ML 3L T
HILAR e
1.2 LncRNAZEDAL/RIG 5 R EI1EH

IncRNA 5.0 WLVR #1556 R %) . 72/ LG L
IR 5% 15 5 09 A5 B 0 WL A Bk 48052 40 (hypoxia /
reoxygenation, H/R) ALIRE 0O LA, 4350
A 151 /) IncRNA F1 797 4~ IncRNA 335 575 7180
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S H ARIKHY IncRNA 2 5.0 ILIVR #5305 A g B 7
i FBARAE HIBLE A BT oK R I A B IR IT
LLf
1.2.1  LncRNAGE i a5 SEAE S 520 O LR A%

IncRNA i i 1 4% 5 9 A % VI AH 5 1 NF-«B 5
T OO L UVR B3 EAT P45 . IncRNA O JIUAS 26
A & 5t AR (myocardial infarction associated
translation, MIRT) 7£.C>JJUREZEAR TR FRAA) o JE P 52
s A RBEUOILVR R RLS Rk
E 5 TP MIRT BE 2 35 10 il NF-«B {5 518 #% 19 9
6, N O LA A AR A AR e 47, st
BEDIRE . HHERL, M IncRNA KCNQI 5 &
H 5 K (KCNQI overlapping transcriptl,
KCNQIOT1) af il & ¥ 95 g Bk R 32 1k 1
(adiponectin receptorl, ADIPOR1) #p38 £ 1 M
22 Z4 R POTE  H %BS (mitogen activated protein
kinase, MAPK) /NF-«xB {5 5 %, /A48
JEIRFEIR T o (tumor necrosis factor-a, TNF-a) Fl
4% 1B (interleukin-1 beta, IL-1B) FENAYRIE
R BB, AT TGO LA A H/R 45245 2
1.2.2  LncRNA# i3 1 4 S0 A0 I 0K 52 0 ILIZR
i

tE% (ROS) FE VR B G N FHEr, 754
MR R0 W, 8 O LA B i e 4 AL B
MARGE FECO A 2. IncRNA R T R 31
%1 (urothelial carcinoma associated 1, UCA1) il
T PSS P 7 SO A BT T/ RS S SR A 7 SR 28
RARDIRERERS . A, UCA1 K- R A E 1 2
PEE LN p27 KA, S HMREANE3
(caspases-3) 4 5 090 AL 4 B 08 1= 2. 55 4b
IncRNA # i 2 # 17 ¥ (regulator of
reprogramming, ROR) 7E I/R £ 1 H/R . HJL4H Y
Hh b9, i Id p38/MAPK {5 53 % 1 Jil ROS 114/
JFINOX2 & /K-, TR A0 MIE o Rk
&I IncRNA RMRP, il i3 miR-206/ATG %l il &
OWUTR 05, HOCHE N s HL i n] fiE & PI3K/Akt/
mTOR J& F# s 27 .
1.2.3  LncRNAH IR A BRSO IU/R

TEH O SRR/ A g, O L0
R A RO RR S . BRI S R A A2
it AL dnigy, CH ARy B IR R Y
EIEY) U BE & . {H 2 R B2 A A R i EE /R 45
15 28 HRIM J&—Fh KBk 1 470 bp A IncRNA, {7
T20p12 b, EAE3AANE T, BT VR IIE

(R 38 B W b 2 R RO UL At R 3% P L IncRNA
AKO088388 7E.L> L4 ML H/R b Ei, s ihss &
miR30a MM {2 17 W AH G 2K 1 52 Beclin 1 A1 LC3-11
(R, MmN A mE > 52 M, RO
L /R #5 % | IncRNA O Il [ W 40 ] 7
(cardiac autophagy inhibitory factor, CAIF) if i #
] pS3 A WL R B 5%, AT B CoE B e, 9
0 WA AT T AR P00 e e FS Ak AT R AT ST 4
() UCA1 K-, UCAL@ LMl miR-128, #[
P AR 708 11 70 (heat shock protein 70, HSP70)
WO LA AW, SRRSO B
1.2.4  LncRNAHE if 8 45 fif 28 3 2% K 52 i O JILU/R
it

50 WL T/R AH G ) A 2P BRI SRR BT
SRy A Bl R M RS T S O R P B TN A8 B 22
ZF4E, (R R0 MEREBR 1 b 283 AL o AT
R, AN IEMEIRYT T M AR A SR B B L BRI
IRAWREN, HEEH IncRNA FImRNA 1) =ik
FE L L U/R A [R] B 8] i1 ) A X A A 3 25 57,
P70 L U/R 451475 6 #2598 45 1] RE LA i) 25 4 i
P H L, MWEBEFFEELE IncRNA Il mRNA 7] fg
JEIRYT VR T ECO R A5 BB s, B
1.2.5 FHAih

IncRNA 7] Xif — 26 B2 BRSO L I/R 5TR )7
TRV TR . YR R AL R 22, B
A R OB R 55 IncRNA fil [l g8 57 £ A1
S L S N
adenocarcinoma transcript 1, MALAT1) 7E# 580>
Wb ek, 2500 VR, &l i
miR-145/Bnip3 i B i B 75 K Jé 19 .0 LGk 97 4k
FH B30 R JRR P 2 L S [ A ELAT O il A8 LR P 1
FH B e WLUR 8305 /N R L, IncRNA
00652 7] 3 i cAMP/PK A 1 [ #0 [ia) 187 [l o LB 28
FEJK 1 256 521K (glucagon-like peptide-1 receptor,
GLP-1R), FEML-LREAAER .

2 ET50HIREGS

21 HErT#id

FET- (pyroptosis) 12— 8 11 11 b 46 9iE )2
N AL TR B B, B RA RS
FT-RREE, S ENTHEGRANT, 40 a4
DNA B2 i A it 12 nm /AL 0 s
{5 3 BE AL O T caspase-1 i 1 4 ML 42 F1
AT caspased/5/11 JIE A S MR AR . TR MR

(metastasis  associated lung
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B, AR REEREEI RS A NBEYEYS OF
. BALRRS) J5, W FENEELEA—
T-AH B S FEFE 1 (apoptosis-associated speck-like

protein

containing a caspase activation and

recruitment domain, ASC) 5 pro-caspase-1%5G&1E
WEZEHAE G, M caspase-1. 1 1L 1)
caspase-1 —J7 Y] | gasdermin (GSDMD) % i
AR AL, BN Y, 5 R RAERN ;
5 —J7 Y E IL-1B F1IL-18 AYRTA, T AL E A 7%
PERYIL-1B FIIL-18, SFEEEZRRMEN T, §RK
FiE SN Y FEAR e s AR R, A 2 GBI A A
EERI R IR Z 8 (lipopolysaccharide, LPS) ] B
FE 45 A NG AL B WA i P Y caspasell (A TEA
caspase-4/5) , HEi V)% GSDMD 5|2 fET-, [A
755 i NLRP3 A3 19 IL-14/18 43 s 120 . 55 31F
52, LPS AYEAEIE = 2 i caspase-11 HCHfi i A T-0K
B, A SRR # T caspase-1 15 5 A9 IL-1p/18 4
REHl

22 ETIOAVRBG R

HEET T IZ 2 5 2 MR L R, o
A ONLUR 5 . & AT fft NLRP3, ASC. pro-
caspase-1/caspase-1 F1 IL-1b/18 S5 T {5 518 A
AT HLVR i BARE T, XAk —
At I 1) 20 B AR T LABK IR O L VR A 3697 T
BedR it .

2.2.1 NLRP35.0HLU/RAH

NLRP3 &) sh T b B4 O WU AE 8
I3 ) NLRP3 % A& K3y 0 wiF o R B0,
FE/ B LR A (I RATAT 5T, NLRP3 A3
TG HA B AR, 25 UR 900E I b MR E45i 4
I e 50 LR B0 WT /N EG, NLRP3
w5/ N R AR SR AR 8D, O WL REFLC I
iAe I s W R I, 7RO LR U,
RAE /NPT e FA R IE T, WiiE R A C
(aPC) i 3 #1 ] NLRP3 4 PR/ IMA BRI il 55 FL 401 1
OILHZH . Bk, NLRP3 25 7.0 ILUR
Pifrpi i A%, I H o] RE BCA RO L VR #5145 69
bR .

222 ASCH.OAL/RH;

ASC JJNLRP3 (9 Rk s A BT, (H2XS T
BRSO EER, HAfefAESi . A
g RHT,  ASC i a8 /N BRI O IR WS 47 HE ) 8K
B3, HEFEFL RS WT /N R G 3 22
S W5 ZMR, S B, ASC I

caspase-1 7E/0o L /R B4 5 5807 F 3k W 3 5, Toies
72 ASC i 5 /N BB 2 caspase-1 @ FR/NEL, #REE !
AR ARAE SN A e B s 045, A FE ARG &
J& . DWLE AL RO WLID BE RS . i, 752
W Z MRS ASC 2R FFE-O L VR 45 0 A 4
YEHT.
2.2.3  Caspase— 1 5.0 JL/RF

Caspase-1 B/ FET- R AEWEEF TR, ©
A A 2 KO 1) ) A R i 11-kDa R 235 #4) 38k B¢
Ji p20 A1 p10 3V JE ' | Pro-caspase-1 7£.0> JLH 5 7K
FRIE, DIHATEE R BTN, HEfEUR
MAISFREE T, 5 7K pro-caspase-1 il & > AL
1, BERBESEEAR O A EEE ], caspase-1
PG P SO AR AE T, NI RSB I/ i
0 A B Ok A 0 WL, BT 52 B S
casepase-1 {57 VX-765 A] r= A= ftn a8 .o P34
FH 5 200 R B0 OURE B 1) A& B DX 3N 60% R 1K
) 15% =2 X Fh R 4P VR JH 5 RISK {5 5 il #% AH
e 920 R, $R1a) caspase-1 8 T T BERE VR RO
WMLUR B, WL IRE.
2.2.4 1L-1b/185.LL/RES

RAE N R AT EERHE, SEOZ RN
(2 MR 7 IL-18 FITIL-1b 76 /R 375 5100 L 40 v
KAEEEANEH . W caspase-1 7] 3 33 I /> Py PR
IL-18 FIL-1b BEARA N T, DT T3 e i 1755 0
WLy REREAS A8 UR J5 O AL T R R = 7
RSZEGAFGY B, caspase-1 Fi bR /IN U F IL-18 7=
AN DRI T 4 B A 3 (MMP-3) I AR,
NI AT AR s A
2.2.5 GSDMDS.CIL/RHI

GSDMD ZET-M2I+F, Eifiid caspase-1 1
SUEREHOFERA L, FEANR I B ML, =
AN AP 2R AR > Y . GSDMD 5L AL
VR Z M HYI X R LAY, HECAHRE
W], GSDMD £ 5 £ % i VR 5 A MGHESE . Fili
Bifs = AL B 9, ARk GSDMD ff L fE

PR AN R 4 I B W 20 i % &2 HY R 55 0 40 i
far e

3 LncRNASHfETZ EHXER

3.1 LncRNAEZ/ERAFmiRNAETHAMRET
IncRNA i# /EFH T miRNA W 4=, =

50 A8 % 5 o B O B2 AT SCHE ad ) IncRNA

MALAT1 5.0 I &0 2 VAR G, i 2o 55 4o Mk 25
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4 miR-22 {2 #F NLRP3 (33K, i = A5 1 74
R A0 AR T RN N R D Re R A, AR 2 BT bk ok A Al
1657 5, MALAT1 2 5.0 JLUR 45 91
FPLHI AT BE 1 4R W Bff miR-133, {6 4L NLRP3 %44
JIMA AN, IneRNA Kenglotl ZE4E FRIG PEO AL
o R8I TP S R, RECBR T JE i miR-214-3p/
caspase-1 flfIHI 400 AL T, D/ DESEEL . 4EFRONL
I M AE A5 R ek g O B EE L [MIAE, Kenglotl
6 W] 3 33 mir-214-3p/caspase-1/TGF-B1 il A2 7 5
WEEF IO NUREFAEA AR T, (R IRIG IR R
O LEFZEfL

BRI B AL, IncRNA AT 3 5 miRNA 437
AR AT, O A AR AR IR AR
IncRNA Kenqlotl 7£ A FH PN B & R A4 JiF 48 b A Al
H,O, A BRI St RAK b iz A ffd v 3RaA 3 vy, 3 g 41 6
miR-214 7K, HESRAR TI0E g fa T, {2t
FLN BRI . 7R B IESER , IncRNA 00339
i 1 miR22-3p/NLRP3 #1412 1 B /N I Je 40 ffd £
T2, JERRES S & 45 A B EEAE HALE . 7
JEAE T, IncRNA DANCR 3 i miR-135a/NLRP3 il
(R AR A AE . B AIEZE, IR i
e O TEM AR RGP, IncRNA /MZBEIARAE 5
Sk (small nucleolar RNA host gene 1, SNHGI1)
i3 miR-7/NLRP3 {5 5 18 B 0% NLRP3 R/ MA,
PRMFFRZEIAE R KA, IS AR E g o

WA, AR — S0 R S Ay T RS
IncRNA 3 1 miRNA XA T- A 745, DA &5
A i EH AR R R R R P AR, Xl
EREARYEN . 25 AE R IR R ApoE /NI
ox-LDL AR FR A N F Bl Ik N B2 4 A vy, AR R S
IncRNA £} 2 #3i5 % [H 3 (maternally expressed gene
3, MEG3) /miR-223/NLRP3 4l P fz 4 a1,
VAR P R D RE A, DT e 55 Sl ks AR A A oo
MeAh, KIWMEHE (<50 mg/kg) IFFRRZE 25l 41
il MALATL A0 E W A0 M AR T, Wl bl P A5
AU Bl ok R4 7

A2, IncRNA i i miRNA [1] 42 42 1 41 fg £
T2, #5530 VR EN K2 R B
X B (R IR T ORI R A KA S8 B4 158
1, A BT ASRIF K R e 25
3.2 LncRNABER T TR AT HARET

B T miRNASL, TS UL 7E IncRNA 40
MUfET A R TP AR B A . IR TRS E 2
AR A B L TS A S A

ot

W5 PR 95 "B o AE AR S 50 T S AR S 00 4 E 5K
IncRNA MALAT! il i [ 9 ELAVL1 /K - 3
NLRP3 & Pk /NA, i o 40 i £ 7 9 i 5 5 i
Bl 5L, INK4 A S A KA B SR 2 5
RNA (antisense non-coding RNA in the INK4 locus,
ANRIL) 7€ BRI PR "B 9 (8 35 A L3S h s 636, 3@
it BRCC3 #1155 N B /IVE I K 41 i v NLRP3 4
P/AMATEAL, R UETL-18 FITL-18 %M K T (R BR ik,
JIVER B Dy Re B AT L AR R R R A 0N RO A
1, IncRNA Gm4419 jifi i NF-kB (p50) / NLRP3
R AMEARAF 8 R CAL 45 IL-1B A IL-18 7E N 1Y R
PERF, bR B i A e

B3 T B HESEE AN, IncRNA JH 3 T WS i %k
MR AT IR . A0 M B, B g R K
(BNP) s&18¥.0J1 % (CHF) WAEY) #irik
Y, JF B AE UR B 52 o0 L 20 B 58 T
IncRNA LSINCTS 7£ BNP ZbH i A0 LA At H 2k
W, OS] pro-IL-1p JE USEAY IL-1B, §”
KRIERNL ™ FEFRE T, % 1) IncRNA RP1-
85F18.6 1F 45 EL I A Al SV AN iy R b kg iy, il
W5 T 5 GSDMD 124, DA T {2 246 4H i 79 £
T3 FENRFSERG , IncRNA H19 &2 5 0 /i i
IR 5t 15 19 OC 8 56 R, & i i miR-21/PDCD4
ceRNA % £ fiili &% NLRP3/NLRP6 4 11 /IMA 1 AH B 38
%, VEMEAEAIHE 5L caspase-1, Z4# GSDMD, ¢
/N A R R T

DL EFRBT, IncRNA 3 ) I 2 11 i [ )
BT ST IncRNA (/K-8 % 5 50 I &
ARIEADG, BT RRALA A SCHEME T fEAR 1E 9 .
JEH., [ IncRNA [ 259 st hT ik nl (e 2 385 sk
A AR T A OCER TR TIR )
33 LncRNAEEERTFELTCHXEARATH
FgET

2019 M ECHTIF 9 R W1, IncRNA fig 142045
AN AETS . 7£ LPS Ik A Flagellin/Poly &b # ) /N BLE
BEWRTEE W4 (BMEM) H, IncRNA A% & 45
¢ /& 1 (nuclear enriched abundant transcript 1,
Neatl) AEE %5 pro-caspase-1454, fE#E NLRP3,
AIM2 RME/AMARI L3S, Fa e AR caspase-1 PU R
& (p20 : pl0) 21 (p33 : pl0) 2, MIfjHEBRAK
## T caspase-1 JIE B AHMIAE T, UESE T IncRNA X
1A B b R IMER B REER
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4 ZitE5RE

TEAMEPE NN IEPE D BT, IncRNA 13
IR SR HEESCE R A T 5l A DG 1
MRS, DT O I A5 00 RITEF FIE s 5 2 e
5 ()8 BEAE AR . ARG SR BR A A, B AR IncRNA AR
T-HZ 5O NLUR B kA 5k, B2 AT
T IncRNA 7E.0 L /R 534515 5% T 4 L T i AL
WFFE AR D R I, S54 760 WL UR 3545 F0H:
iy 5 F A Y, IROTATLURE, ZE0HL
UR #5105, IncRNABR T3 if miRNA #b, A fE
I A R B ) R AR T, R T AR
W25 50 B0 4 IncRNA, A B TR ARk
0L UR BT 7k AH I, SEELF T BOm 5
IWAFFEE — Sk ik . B8, XF IncRNA A 922 bk
PN BUR S 4T, HA B0 oo LR 3473 1)
IncRNA f323IE 52 . 117 IncRNA 7 B 75 AR v i s 55
ARG AR, HAMEA PN, e a4
ARFBERNZ 5.0 LUR 1Y IncRNA , FEBE R H R
BT 5 A BRI 7 K, IncRNA H#
Y miRNA B N JEPEIESR , RS ET (5 5
I AH G AR 1 B TE N R0 AR FKF- (B TR AT A
PP A & T LIVE MR, o
IncRNA 3 5 7E IRk PRk, BN 5 & EREMN
miRNA Z5 G T REAR - A 252 m 7 s, M
SR R 9 IncRNA AR I ZE I RIG 7 A HLAT T el 9 7
TSR, H2 H AT BA AR IncRNA /- S 1937
ST, PRGN R Z AL, Hrnfa sy
IncRNA FY R E PR f R MERL . 220 REM], Hl )
IncRNA WG Y7 F B I RN AR AT — BUB K
BRBEE, {H B % % IncRNA T 2 47 F14 T 1948
K, BRI T F 518 A IncRNA K1
KPR, I AR O L /R 33455 T 8 B6 T T 5
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Long Non—coding RNA, Pyroptosis and Myocardial
Ischemia/Reperfusion Injury
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Abstract Reperfusion after acute myocardial infarction is the only way to rescue ischemic myocardium, but
recovery of blood flow may lead to ischemia/reperfusion (I/R) injury. Long non-coding RNA (IncRNA) and
pyroptosis are involved in the pathological process of myocardial I/R injury and play important roles in it.
LncRNA can directly or indirectly act on pyroptosis signaling pathway related proteins, and then regulate various
pathological processes including myocardial I/R injury. In this review the roles of IncRNA and pyroptosis in
myocardial I/R are summarized to further explore the relationship between them and provide new ideas for the

prevention and treatment of myocardial I/R injury.
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