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[ Abstract ] Atherosclerosis is one of the most essential causes of ischemic vascular disease, while
inflammation and cell death play an important role during its development. Pyroptosis is a programmed pro-
inflammatory cell death proess. Recent studies have shown that the pyroptosis of endothelial cells, macrophages
and smooth muscle cells accelerates the progress of atherosclerosis. Therefore, It may provide us a new method
for the prevention and treatment of atherosclerosis-related diseasesa to have a better understanding of pyroptosis.
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This article aims at reviewing the relationship between pyroptosis and atherosclerosis..
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Bl Ik ok A £t (atherosclerosis) f&—Fl ™ H &
AR AN R R AR, R PLEI R A%, Bk
SRR AL 38 AN 2 R TR B G R L5 L A 30
JOKEENS PSRN AE o Sk R A A8 rh BT A
YR R A AN RAET S, - H2 0w Bl ok i h Ak
MyiERE . BEGRBIZ RN S RIEFENR B S8 5 |
P )17 €7 = = L o VA o (o P 2 S e
M RAYEIRBE , J&— PR SZ AR A S A i AE T
Jrattt,

— Bk e AL 4R AT

Sl DK A A R A 2 M % ] T I A5 5 1) B
FREERN . I ILHAER, SR FERE AL 1Y A0 R SR
Hn, IERE SR B G . AR
Bk B 2 AELH ZURIAR BT AR, UM TE A
ML AS B 18 JEE IR AL B4 b i >

BITK R RERE AL %) A A 5T 8 28 LA J L& R
JITIESE : (1) Shkok e AL BES i 77 DL 20 kA

FHR AR, I FLxX S g i Rl 5 5m ™
WA (2) SRS FERE AL [ B 2 MR
FEA IR T AELE ; (3) oI 5 L3S R AR &
Wy A W] A ST

AMIFET- AR AE R C A Sh Kk AL R AL 5T
R VRTINSO T4 7R 3l ke s 2 v
RFET-FIRAE Z AR R o TESh IR AEREAL Y A
JE i A rh i LS B N B 4 (endothelial cell),
AR A . 3 LA L (smooth muscle cell) A HAB S Y
IR A AET s DIEERFSE A o s Kok A 1L
SU AT B UIADC, SR, TR T E R
R A8 P TR 2 R e 5 1k 2R 1 W (caspase) -3, 7E3)
Yy B N WS S0 Dk A Ak 28 vh AR /DG . A AL O
ToJ BRI 4 A A P psE T, TERLAR
MRE AT, WA LUEBRZ R0 kL)
RERY 240 | 2878 Y BCH S 2 A0, TEZEHR N 3F
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FIE FoRUE, SRSl ook R Ak A8 rh 1 40 A e A=
MM TJSET, N SE &R, SR B ik ok
FERE AL BESR A o] WL S PR, i B, i SE
R, KBS Kok FERE AL SR rh e T 40 M i) il
S A8 K AL A 7 SO R) T A R o B
B[] J 5% caspase-3 B p53 (5 A 1) I K e 35 g ik
SRR S . B AR R, dEMAE T AR
SRR FERE AT O, AR i S kot REAE AL 28 A
e P R PR R AR

UM ET

I AE T (pyroptosis) 42 caspase PG HITH & E D
(gasdermin D) /M- RMEFE TR MIET . HAF AT
e T ) S E A R, B 2 R A A0 A PN o AR 5 A
J5, A4S AN R (IL)-1 B L IL-18 M B SRk 2k
1 B1(high mobility group box-1 protein 1, HMGB-1)

41 B AR T A AH AR OF T AN [R] 9 caspase /i S0
MR T T caspase(caspase-2. 3.6, 7. 8. 9Fl
10) -5 AAEAET R 1E caspase(caspase-1., 4. 5,
1L 1243

4 B A2 1240 K caspase-1 HC S PE Fll caspase-1 E
WGP . Caspase-1 KIS P B9 40 BEAE T3 42 0, 9
JEAR S ABE 73 B0 A5 A DA = s R 1)
&, HE MG 4K caspase-1, caspase-1 H 322414 2 &
D M AR SEIL-1 B FIIL-18 [ i3, Caspase-1 FE K #6i
PR AT IR, IR 2 WIS caspase-4/5S(A\ 4l
JL ) K caspase-11(/)> BUAH L ) B 45 2L A0 T Je R
Do VA KCER DAY R 7 A B NOR 3 i) LA S IL-1 B
FIIL-18 FA R Ab 433 , 38 ] LABK 5l caspase-1 4K 4 14
NLRP3 R /MERHIE . IL-1 B 2 RAE | MY 5K
FRSE AL ANE B S5 50, (EAL A I i
PEGRE R A VE T, TL-18 {23 THI 41l i . NK 41 i
FIZ M REVE T AR R AFND- y 1974, fie i
TH2 AR R E , Tk g

NLRP3 481/ MAFN caspase-1 J& 41l FE T~ 1% T
PR L Ry, 2 B KA AR RE AR O Y S PR
A5, I ELAT LUK ML M S Kok LA ALY HE
KELI KM, 5AIRAREAA G, NLRP3 R M/
PR AH 5 1% 43 (B ASC, caspase-1, IL-1 3 F11L-18) #l
caspase-1 TE Sl IR FERE AL 28 2H 2 %) 5 W 4 e A i
PR RBHE  , OF H A0 ™ AR A s ek i
AL ARG R AR

= AR T S Bk AL
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TN SEE LT EARH , SIE S IKoRE
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caspase-1 FlIL-1 B % sk ¥ 3R 38 W & 4 v, RUITE
N Bz 41 Y P X BE B 5T 175 F caspase-1 175 16 FT 41 Y £
T AT IGE, MG R 1 E LA 2 (apoE )
N R TR SR 3 A, AL AN M b S A B B
ik P R, I FLICAM-1 I VCAM-1 1) 3 35 43 73] 38
Y 17845 70 3.5 6%, {EL7E MR £ A 7 1K A ) apoE ™
caspase-1"" /N, 205 HAEAN T 2 /5 A1 1565, X
PR R, caspase-1 AT A 2 PN Bz 4 it
AT Ak, 5 | ED DA S 20 R T, 1RGN e 200 i 285 o
53 FICAM-1FIVCAM-1 (3R 3% , 34N Bz 20 A ) o
AR RERE . 5380, ZESh KA AERE AL A i, 2
SN B2 410 caspase-1 28 PR 132 B HH], PN 240
L caspase-1 R A1 B A2 T 055 , ZMNE ML 41
AR S RSB P b I EA A% A0 i
SLEETT LAV BR apoE ™ /INER S ks B AT AL B b i |
W, e caspase-1 1] BEIH 10 PN B2 4D
P B A0 ) P AT RS . A FSTIIESE, apoE ™
/N PN B T A AR IR0 S0 K sk A A A AT LA
caspase-1 [F)7H fl T , IESE caspase-1 75 Sl Ik ok i
REAE AR DG 1 JR e 6 SCBEVE T, A AR T ok
TR A5 2 5 S K RERE AL AR 1 & 0L
Z, SR FERE AT B I G B, PN Rz A )
caspase-1- 2P/ IMAIE AR AT DUBEN -5 2 kb ke i Ak
FHOG Y KU PR 7, 51 9 B2 AR i A, i Py i 5 2
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VT8 LA M AL FN TR BN N i, Itk — 2Bt A ik
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I %% B IR 35 11 (ox-LDL), FH-4 i2F 3l ik it A 1 Ak 1) &
JEUL B ARSI, ox-LDL I [ B A
A L & NLRP3 R/ MAF caspase-1 =4z, 355
FE W40 i b caspase-1 4 AU TL-1 B FTIL-18 Y i
o AP/ RNA(siRNAs) 0 THP-1 E
WGk 21t H NLRP3 AZ AR (NLRP3 48 14 /IMAR 1) 56 20 7
R4 yFeak , i NLRP3 6355115 72%, I H. NLRP3
FE R A DTBR 58 AT BR T IH R A AR A TL-1 B 43
Who SR, TEBAMEXT IR siRNA % 4L 1) 410 it vh 5 W
FZEXF NLRP3 235 FIIL-1 B 43 WA A B @4l . ot
A1, Rajaméki 2817 % SRR 2 A A AT fk ok A6 5 e
A P NLRP3 e M/ IMATE Ak, Jinid apoE™ FR 2k
SEREREAL Y A JE o DRI, R e A S ) 2R /D
A B4 98 TG T R B ik oS AR A A R RE 118 S i 2
202, DIEWIG RN R T 2 M/ MA —caspase-1
M FA A TR IR AR EWEN. Eak
KA B, NLRP3 48 /MR 5 561k 3 i
TR A f) ™ B R RS AR O, A RS gL E|
NLRP3 4P /MR 7 A8 F 60 7K 240 i R 105 40 Jifd ) 20
JiL I H 2500 ik P S o AR R 25 51 3 Bk ok A il 1k BE
Hrf NLRP3 . ASC. caspase 1. IL-1 B Fl1L-18 F ik
2 S5RGE MBEHA L, 13X 2653 T 75 N E B
RIZRIRE L [ gjo W5, NLRP3-caspase-1 WS
57 ox-LDL %5 19\ 5 05 40 it 15 17 . DNA M 1 LA
JAL-1 B FIIL-18 f)7=A , I H X NLRP3 4 1 /&
(NLRP3™", ASC™ B} caspase—lflf) P A B A 1 L o)
IR A 2 /N B G 32 S K A s Ak P 1)
R BURKRERE AL, I 0 o I ] e
S, ISRRBET Ak AR & AR AR T, AR5 )
—ANE WEL AR AR R ) S AR R AR A AR T, K
FET- AN ARSI 2 MM R 7 R o S BOR FE I, -
TR LA AT E RSN 40 R TR
RIS &R A0 B A0 AR T, AT 7E B S A8
TE e 2 N8 L3, FR M BEER IR BEAZ L. BEAL,
AR 4 AT AL R P RN ST AR st ik ok A s A s 6 PR 26 2
ox-LDL 1 IH [&] P2 {4 (1) 2 7 AR 861 T caspase-1, 2Bl
YA T T BES: 5 0 Sl B AR B Ak s A 1 g 240
JZET, SE A 29 28 v 1 SR AEAZ O T BRI BE AN
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M S RN S5 9 /0 5 | L 21 A AR 3G hn, A
M B IERREE | SRR AL AL, DL Bk
BOANRaE g
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AT — R R R P IS T, MR E
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