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The impact of pyroptosis on the vascular wall microenvironment and

recent research advances
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(Clinical College of Chinese Medicine, Gansu University of Chinese Medicine, Lanzhou 730000, China)

Abstract: The vascular wall microenvironment is a complex ecosystem, consisting of endothelial cells, smooth
muscle cells, adventitial fibroblasts, and components of the extracellular matrix. The interactions and balance among
these elements are crucial for maintaining the normal function of the vascular wall. Pyroptosis, a novel form of
inflammatory programmed cell death, exacerbates the disruption of the vascular wall microenvironment by
activating specific signaling pathways and releasing inflammatory factors, thereby contributing to the onset and
progression of cardiovascular and cerebrovascular diseases. This paper reviews the latest developments in
pyroptosis, the biological characteristics of the vascular wall microenvironment, and the potential mechanisms by
which pyroptosis leads to microenvironmental disruption. The aim is to provide a scientific theoretical foundation
for basic research on the vascular wall microenvironment and for the clinical prevention and treatment of related
diseases.
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BB B4R, 5 R 703 B ARG 3E R R S50 h
FIVE R JE v B, A a] S8 i i T R
F8 B, hnak i i A O RNLT YA, AR AN L,
PRAT ME BEROA G 2550, SEUEBESRE RS, e
SEM SERENERZ AR, #E S MR BN 15, 5Bk
FERE AL, (atherosclerosis, AS). & L& i 2l ik &1 &
(pulmonary hypertension, PH) &5 2 i .0» [fIL 5 J52 95 %5
PIAHSG, W3 38X 85 m A T WU o AR it
SRR TR I A8 RE -2 M 4 43 A R B Lt
DU A L4575 095 B4 ¥R 7 3 s BORH D BEATL A1) B PR 2R
RIS,

1 ETHEHMARER

1.1 Gasdermin3 &%

Gasdermin (GSDM) ZC1E N BRI 475Nk
% : GSDMA. GSDMB. GSDMC. GSDMD. GSDME
(DFNA 5) £l DFNB 59 (PJVK)". [ DFNB 59 4},
GSDMA~E £ H ¥ & & % K ity (NT)+ linker. &
FAR N (CT)3 MNEMIR. NT. CT G Ml (757,
linker &5 K3k 22 AR, H NT S5 K335 58 28 1% i i
M1 2L B 9R DNFB 59 A B 4% i i 7 FLBE
BT AT fil 2 E RS, AR B — e s &7

GSDMD 7£ 2015 44 B I\ N £ T2 1) B AT
&, AETE E BT JEAR RGN 15 [ (5 5 R AR
H, 72 HATo R N BCAR FKR 2 —. T
FCNT s A1 CT i DL — B & BTGP 3R i&E#2,
PAEIEIAT i &K R AR ag v U 78 SO
Caspase-1/4/5/11 FIfEF T, GSDMD it 89 4] 7= 4
B, KL 32 kD [ NT F B SRIGHR ZE R
ik Tk 2 o A i Y, s AL, R JBCIL-1B AN IL-
18, [F]I A SR AR M 1K) 2% e, (K 2 ik AL,
HETT 5] RS A K o AR A, e A B AR T B,
GSDMB/C/E [#id A L h L% 47 4% [ B . GSDMB
FEAMBALATRIE, PR EN, HSErkke
20 o R E SR R A 40 B FE AR ) UKL B (granzyme,
Gzm) 7] 5 FAHMIAE 7 S0 TS, W1 GzmA J8 i %7 £L
# (perforin) i NEEAH MR 7 V)% GSDMB, 5%
FEr- 1 HBA4N, GSDMB i Al BHE45 4 Caspase-4
) CARD &k fi 48 ok 84 5% Caspase-4 751, #Emi/5
GSDMD % 5 ] 4k & it = 72 Y1, GSDMC F 2001
FERMNDRBERBEAR T R k. A%
PR, BSRBOE T 3 (Stat3) M4l RFE F LT - 1Y
& 1 (PD-L1) #HEAEH], {&ff PD-L1 2% A7 A1 Stat3
e 1k, L [F 4 5% GSDMC #% 5% ; [ifi % GSDMC

FIEWE N, TNF-o i 5 Caspase-8 v 1k, #E1Mm Y&
GSDMC, 7= B A {2 £ 1T/ F () GSDMC-NT'™,
GSDME i P FE T iR 4 52 3%, Hod Caspase-3
R S PR B RO, TR A R T R T
GSDME 1E i & B p53 N S RIEEH, &
FE IR 2R e T B A, 3 BF G B o) e g 18]
f 8 76 1F . GzmB I8 BE 96 B £ #07% GSDME,
51 KT, GSDMA Fll DFNBSO )45 #4) 45 5 Fi% 1k
S H AT v Ab TR R B B 7R 8, GSDMA fE
2R B U AN PR (keratinocyte) H A S ME R IA,
MR A B A HFEER TR (GAS) Bk )E, K
4 PR B BV 82 R B (SpeB) B BTE,  7E GIn246
JaVl%) GSDMA, H#Eflk T, Mimieidtn
FIH B A, HoaZod FE AT Caspase-1 B3
i 1O, it 423 K 41 CRISPR/Cas9 ik R 4t & B
GSDMA s SpeB 5 FFE T G815 T 2L K, JIF H
GSDMA 1 iR 2285 /N BT GAS [ 9% [ M. HH
Tok/b linker 45 #4945, DFNB 59 75 /3 51l [R5 U5 T
5 HAh Gasdermin 853G AN . A 7EK B, DNFB
59 fe % B M 7 O R e 5 3 A 1P 4 (ROS) JIF
P W DA R A2 B i A A Y. DNFB 59
MEIER AT A 7, 2T HES R YMALE
H BB A B A G R E, TR T3 CT 45
FIEAS /& AL B T B o

Zx b, Gasdermin 5<% 85 [ 7E A [ 1Y) 48 Jf R 2H.
iR et Rk, @R E 1E TR IB S HOE I
NRAMRET (F D). BAXEHAET TETH
BLal, IR 7 X0 R AR B0 PR 1 1 Th e 22 R M ARy
SRR, (EXF T Gasdermin 2 A ) L4 T
25 UL S FE T AE P00 I 7E AR L)L 75 23— 2P
RE.
1.2 ETHZHEMIFZHRE

Y M £E T 43 N Caspase-1 350 f 22 i 42 AT A
J5 Caspase-4/5 oY 5l i Caspase-11 ¥ ) AF £ # 3%
7 PO 2). H i R A % 4 1 B 3 (pathogen-
associated molecular patterns, PAMPs) F145 17 #H 5 43
FH 3 (damage associated molecular patterns, DAMPs)
(1) 2 E /A FHAZ IR &5 & 5 SR UM 32 /& (NOD-like
receptors, NLRs) Z{J % i1 (NLRP1. NLRP3. NLRC4)
N2 Z R B = AT -2 (AIM2) 5K Pyrin 2 (4 241 /%
e g g, BRI 52 4K (pattern recognition
receptor, PRRs) # PAMPs 1 DAMPs #i& J5, 5 1
i 43 F 8 T2 AH OC B A A R H (apoptosis-associated
speck-like protein containing a CARD, ASC) I 2 i
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@ Jt)) 25 I Pathogen infection SRAMES S
; @peﬁom B @ —
o @ / [inammasome B us | /
" . o) | |
GzmA 00 ‘) o l Activated %(;t;\;aat:g GzmB Caspase-3
Gin246 | © | caspase4 — Active Campaset -4/5/11
(CARD) Caspase-8 ® & q
Enhanced
| * e v (1) |r|e \f )&
l transcription A : o
¢ GSDMB v L 4 ®e < @
& GSDMA Active 3 poiLip | @) B
¢ 0 Caspase-4 GSDMC pro-IL18 J @ @ GSDME
GSDMD
Ny eeV L @@ - |
L © _ 2
GSDMA-NT GSDMB-NT ,, GSDMC-NT b p ¢ . ®e P ’ GSDME-NT ) p
aspmp-nT 18 GSDMD-NT
 GSDMA
pore
pyroptosis

GAS: AZIBEERE; SpeB: BEBRHEFASMEERB; CDS8' T cells: JIEEMETHENN; NK cells: HIRFZAG4NML; perforin:

ZFLE; Gzm: PURIHE; Macrophages: EWE4AHAE; Hypoxia: HR%; Stat3: WG 135 PD-L1: AT HIET -FCAAR LS
Pathogen infection: i B4 /&Gy PAMPs: Ji JR ARG/ 745 DAMPs: il 480 LPS: RZHE

E1l GasderminFREFESHFUHETESREE

Caspase-1-dependent pyroptosis
& ® o

% % (&)
Bacillus

s Toxin-induced
anthracis PAMPs & DAMPs S.typhimurium dsDNA THodiications

of Rho GTPases
NLRP3 NLRC4 o
NLRP1b NEK7 NAIPS AlM2 Pyrin
L | | J

ASC
Pro-Caspase-1
Inflammasome

‘ Active Caspase-1

Activated . :
) L Caspase-11 ‘ Caspase-4/5/11 ‘ Active Caspase-1
: ¥ VX
)
9 & . Q) > o
GSDMD % Pro-lL-1B ATP =
&‘ °X° CXD ®" Pro-IL-18 ® ® GSDMD  GSDMD-NT Pro-IL-1B IL-1p
o Pro-IL-18 IL-18
GSDMD-NT ® IL-18
," ot kI8 P2X7R  P2X7R
B Pannexin-1) [ (—» Pannexin1 | W@m“
: Pore
[ ] : ATP opening 0..

Caspase-1-independent pyroptosis

NLRP3
NEK7

Gram-negative bacteria

!

ASC
Pro-Caspase-1

Bacillus anthracis: WIEAFE; S.oyphimurium: FAGFEVDITHE; dsDNA: MUEENEZBEIR; Toxin-induced modifications of
Rho GTPases: # & 1%5 F[fJRho GTPEZ1fi; NLRs: #%H ML &5 KIAEZ 1 NAIPs: NLRFEF T E A ; AIM2:
BAFREZ A T-2; ASC: BT AP AR NEK7: SO AAEICHEE7; Gram-negative bacteria: 2% [ P14 5
Pannexin-1: —F S5 E8EBUERAICIIR D TIEEEH, NSFATPRE; P2XTR: IEWREP2XT7Z 14

[E]2 Caspase-1{Kk#iaY 2R BE T IR 1R FIECaspase- 1KY E TR R R
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Rl -1 Bij 7 (pro-Caspase- 1) HEAT 2ORE /M3
HH He 1 2ORE /MR B G YR IS AL ) Caspase-1, 1)
#JEXY) 5 H GSDMD, =4 A BALIEPER NT A
HAMERT CT, 3461 GSDMD-NT 4 FET:. 7E
EL HR AT, WAL Caspase-4/5/11 H £ V] &
GSDMD, [f] ] GSDMD % fi# J5 I NT F B [F) FF
A% NLRP3/ASC/Caspase-1 i&7%. Ak, BE 1
Caspase-11 14 n] 24 /#1818 £5 [ Pannexin-1, %5 ATP
P ORI S B P2X7 324k (P2XTR) A+ S A1 1,
It H AR 28 S A2 78 BN 55 =2 PG 9 M T %) 48 A 4
25 IV R A4 Ty R e A5 AH O 1R AR 95 8 o Ok HE
FAE P,
1.3 SETREMERE

TR, FETC I E SCRITAH S HLHIE 2D 4k 52 3%,
HRIL T HABRES T GSDMD (13845, Wl /R 7
W R R BRI S, i JE A Yopl il 45 A
FEA ) TGF-B WOE Bl 1 (TAKD), 5463214640 |
YEH 2 AP 1 (RIPK), i SE4E 50 17380 8k (A
pro-Caspase-8 . Caspase-8 /] %] GSDMD [ D276 £/ /4.,
)% AT B S 4k, 1F Caspase-1/11 #GHIE
WEAfffeH, NLRP3 5855/ MAidd ASC i Caspase-8,
2 7% 4 GSDME, i 5 — Fh Caspase-1 4 ¥ 14
FIRFETEAE AT . BTt # J0 IL-1B B, 1M
s IL-1a, R #E € A 5844510, pro-IL-
18 WILLr T2 AR R B AR T iy 22

2 MEEHIMEREYIFFHE

IfiL 55 BE J& B N B2 41 i (endothelial cells, ECs).
M ~FrE W41 B (vascular smooth muscle cells, VSMCs)
I 470 S 3% 41 24 411 i, (adventitial fibroblasts, AFs)
ILEM B ES) G RE, B 2 WA 55 4
YERAEL P, 4ERFIE RIS DhRe. M8 R
TR I Bk |5 L VBN i R 2 2R I, e 4
(1 AT 5 5 A R T IO BT, & A B AR
HAE, 4ERF MRS P, I REROAEE S5 4T AR
BRI RGE. NIEMEAEYITE T B
R0 UL I8 A 45 S B AR OC, R IS T e 1) 4E
A B A A B EAE . AR I M R AR
B ESIERE, HEZFEERILERAT, QR
KRBT MEE Y L RSN 15, W&
HRAER . FETC. A DL A B A1 3 5T Y 7= A A
fift. I 2 DhRe e RE . IR B BETK ) AN I 7
A IS A PR 453 10 2% R R DA R i o F A B e A
5 A R L BE fROA B f) EE SR IR 3R P,

3 ETXMEERIMERIFN

125 AS. Il (Kawasaki disease, KD)+
PH %R Z D IERB IR ES RKE. TFFEKH,
GSDMD 7EA R AR BRI H R Tz R, £
M BEI T A AU oy, Wit — DR T HETA
HERT A tEamp %), f2rar DU s BUIR A,
H I AR T L BE R Rl B 9 R IMOA B 3R AL, MR
O 1A I (1
3.1 MEARMMEET

I35 P RS 1Y) 32 BT i 2 4 & ECs, A& 4 I
FSMET R, ECs JET 2 AS RIS &,
JuFE /& NLRP3 58 hE /M A T 0 2 T2, I B ik
IL-1B FH IL-18 &5 RV T, ARE R BEHTE B Al
(MR ZE P52, MW AR, M TIREBSHIR ECs
A A7 P, B o e B, T80 B T b
5 B, [ aE A AR, 7E AS. PH 25505
R EE BV . I 43K NLRP3/Caspase-1/GSDMD
/51 ECs £51-7E KD PR RS T B35k E . Jia
2 PR, KD g i ASC. Caspase-1. GSDMD.
IL-1B. IL-18 {23 Jh & 7 ECs Hiifi 5 NLRP3 KiX,
ZXU0E Ui Caspase-1 /- FHIEET:, #[n) NLRP3 1]
e KD /BT TR 8 AR . LA ROS. AALIREE
JIEFE 1 (Ox-LDL). TNF-a. JEZ K (LPS) & 2% &
3 ECs fE I E GG &, T ECs £E -7 h
PN R T e A D0 BRVE TT SR AT L
3.1.1 ROSi#jd TXNIP/NLRP3/GSDMDi#E % /- 5
ECsEET:

ROS T ZRJGE T Lo hifk, REZS 540 Mn Ik s
hie, ol btits. LRRmvE 2 o AR
PPN AT AE N DAMPs,  7E 28804 N S8 mk 452 45 ) A B
JHCE 20 5 SR M AN IR B, (Rt A hE R PP, ROS
[ B T B R A JE 3 PR 3L 4 fL (mPTP) Py JiEE [
25 73838 T, mPTP (1)K B ) FF 780 5 8 ROS 42
Ko Bl L kLR A T B 5 P DAMPs f %
FBWIG RS, BT 1T EF NF-«B
BE TR (A3 7 DA e S /M B S B BRI, 1
PR R 2R AR, ROS #18 I fih & NLRP3 4
INR B, 3E— 2P 5] & Caspase-1 &K #ifi i £5 T2,
im0 ROS 72 A2 ) 2 P iZ i F2,  $27% ROS 7£1X
—i R AR R T Rk AR AR B

Tt S84 25 U AH BLAE H 22 1 (thioredoxin-interacting
protein, TXNIP) 1E 4 #iii 48 i& & A (thioredoxin, Trx)
g R, I B A IR Trx Bt E L
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TR, RN A A RIEOK S R, AT I 28 RE
S HKBR ZUEHE K, ROS REW8 (2§ TXNIP
M AR e o 2 4 M )i, E M s R 5 NLRP3 254
H A G RORE /NI 0% . TXNIP-NLRP3 4 5 /M
J& H TXNIP., NLRP3. ASC # Caspase-1 ZH B [ K
NTEZEAZEY . TXNIP E A A AL S B8
AP AN REREED, 25 AS. BIRE K
HOOF RSB A . R R, BRIV
(ASM)/ ## 2 8 it (Cer)/TXNIP 15 5 i B BE 0% 0%
NLRP3 2 5E /M B, Liu 25 P 5@ g C8-Cer 43 A
Jif & ik 9 52 41 Bl (human umbilical vein endothelial
cells, HUVECs), KILBEAE C8-Cer W 5 )38 I A4
FHI TR RE, 203 773837 FFE, TXNIP, NLRP3,
Caspase-1. GSDMD mRNA 1% [ ff7¢i% if, LDH.
IL-1B 1 IL-18 (PRGN, Mg a3 m. I
NLRP3 ##17] (MCC 950) i )5, TXNIP/NLRP3/
GSDMD i i 4 B Wr, 1% P B2 4l iR 8 A sz 1t
A, I AR KA ] TXNIP 548 ] siRNA 1141
TXNIP, a4 % d0# HUVECs £1-. %1 C8-Cer
RefZ i ROS 72248, 4kaR4h T AL N- 4B
R R (NAC) b3, 3 H e B Wr C8-Cer 5 F 1)
FET0, JfH S TXNIP/NLRP3/GSDMD 13 5 il
& ROS /5 ECs HET- KR

gr bnThn, AL SEOR AN T I SRR G KR
FEIEPLH], T TXNIP /& ROS & &AL i) 5 5
IR, @5 NLRP3 #E/MEMEAER, N5
ECs £ T2, I, ROS/TXNIP/NLRP3/GSDMD 15
50 I R 4% BT RE A VR T 0 I A A O 5 0 1) B L
LLg=
3.1.2 Ox-LDLi#i¥miR-125a-5p/TET2iB %/ FECs
FET

NEBAE N PR 2 B H ECse N 245
#iit, LDL # %4k N Ox-LDL, %M T A . Ox-
LDL j@ it 5 ROS A= i #2455 ECs- i 48 i 18 1 ,
ST, &5l AS PEFEF . miRNA
ZHETFEUN N E I REFER, miRNA i 4%
HUILPR R IL, M ECs AR WAL R B9,
W 50 & B, miR-125a-5p #£ Ox-LDL &b # 1) ECs
ERIE, ik B R ) ] TET R 2 f s g X
DAEEE 2 (TET2) ERIE, SECRH I mtDNA %
R RIARThRERERS, {2i3E ROS ;=4E, H¥ NF-«B,
755 NLRP3 % i /MAFHB0E Caspase-1, BEHUE %
Rl 7~ (1 IL-1B 1 IL-18), #x &4 5 ECs ££ 1 B9,
PRI, 3 1 455 miR-125a-5p A1l TET2 [ % ik /K

AIREAN AS BEIT TR AL I ERE A
3.1.3 TNF-aiffiid Caspase-4/GSDMD HlCaspase-4/
Caspase-3/GSDMEE I/ S ECSHETS

RAEAN A7 N B D RERERS, TNF-a AN
5l PH B 2 K. PH N K D Reks
iS5, 1E ECs £ T Fdid 7% Caspase-1 & i [
22 WL AR I Caspase-11 R 28 B A7 38 9 1ML
29 B, Wu 2 P pif 5 K 8, Caspase-11 7£ PH 3
VIR R s, 38 I PR R R B AT i Caspase-11
WETE, RERSHRRSE PH ke . fRSMNETT TNF-o 5%
NIhizh ik N 2 40 i (human pulmonary artery endothelial
cells, HPAECs) ££ 1=, & I} Caspase-4. Caspase-3.
GSDMD A GSDME 4 %% i 3%, VT %k Caspase-4 fig
g f#) GSDMD K335, /b LDH A1 IL-1B BRI
EAFE R, Caspase-4 HIUTERIE AT FF{I Caspase-3
F1 GSDME-NT [#)3%1A, i Caspase-3 [UTER{ PFA
7 GSDME-NT ] % i&, XJ Caspase-4 il GSDMD
J TR, JE I Caspase-4 7] fE £ V] %] GSDME
Z B0 T Caspase-3. AMiE — 3 Z (A VEH G &,
Tt 90 38 i e P FL T I VAR SE T Caspase-4 1 i 34
% Caspase-3 3 i #% GSDME-NT (] % ik, 3 #iE
Caspase-4/GSDMD #ll Caspase-4/Caspase-3/GSDME
A S 10 HPAECs £ T2 /2 175 PH w1 Py i Th g F&
S 0 I L A ) B L BRALR, 9 PHL B2 W AN
RIT SR T R
3.1.4 LPSi#idCaspase-4/5/11-GSDMDAFISP1/
RCN2/ROSI&# B/ FECSEE TS

LPS & 22 [RPIVE R ANEL ) EE A7), (E4HTE
NG FE R LPS e 52 M A& A4S,
b J5 # e ie = S R AN R IR AR TR, 455 IR AR TR B 2
& CD14. CD14 ¥ LPS 1% % Toll F£5Z 14 4 (TLR4)
MBERE R T 2 (MD2) TE iR B E &K, Frmtt
Wl LPS HRiRfIRN A 25k, Ffilid o Caspase-4/5/11
73 GSDMD kit A fE T, ot — DR RE e
87 (R E R o

LPS Wi Py fe 21— AL & Wl (eNOS) 1
WEERAL, DUERMIESEE A 2 (reticulocalbin 2, RCN2) A]
IG5 IR . RCN2 2 3 Jhk 7 Bk 240 it J5 it 4 35 P 48
R B 5 7 AR 4 R 7 OB R 7, 25
TE RAE, RO IME R EREEEH. JEHT
(1) RCN2 A& 100 AS 138 76 -2 AN E YR B4,
/5 % 5 I 4 11 (HDL) d# g R i ECs H* RCN2 [ 3%
KT AS™ . Zhao %5 " W 5K, LPS nli@id
5 5 2 9 1(SP1)/RCN2/ROS 13 5 il #% 7 5 ECs
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T, Z5 R IR RCON2 FE K Bl B g 9% it /> LDH Al
IL-1B R LA 2 ROS =4, $Mi AT AH KR
NLRP3. Caspase-1 fll GSDMD [#] % ik, [F I 5 4t
LPS X eNOS B {4 /E A ; HH, NAC ]
JHFR RCN2 SHEET R . A Ah, 1% SO IESE |
SP1 1] H # 5 RCN2 JH 8145 & IF 4% RCN2, it
Foik RCN2 #1851 SP1 4l 7%t LPS 55:1) HUVECs
FETHMEER. Az, LPSHHET £ EE5E
ZANSF BCs 517, RCN2 fEiX —id 72 b g 5 B 45
YEF, 7 RCN2 (15838 AT fg & Va7 ML 98 5 R AH
R AR AR o

32 MERBAARET

VSMCs 73 Aii T ah Bk (¥ A JEE, - 3= 247 5 17U
SRRV VR, 4ERFIIRIE R 1217, TR B
EEEEM. WHEARE TH VSMCs 25 Z R
B M, e S koR T R TR, VSMCs 4 4
DT B R Bk 2 AR s 7E AS B EREY B
VSMCs FET IR H Rk A= R AU G, O L UNHE T RE,
HISSLF4ENE, BB AR e B mr R R,
Ox-LDL A5 VSMCs %% AIM2, ] AIM2 [1)id 3%
IR HEMBEHR AR A, HEE Caspase-1/GSDMD
WL HE VSMCs =17, #EmnE ASH Y,

Fang 25 “V Bjf 5 % B, GSDMD %} VSMCs ET*
AL B 994 B B2 520, GSDMD 3 [R5 4k i ek 4%
ey I e 5 B0 I B A AT Ang 1115 5 (1) 32 3 ik
VSMCs 45 T2 ; #7 GSDMD cDNA [f] 2 20 fi #H 5%
WEE 9 B (AAV9) F i RIA 2 INE Ang 1115 T /)
S B BT IR VL4 B (MOVAS) £ T2, A 4h, 1E
TNF-o 5 5 AR AME RS o, 3o R 251 siRNA
B AR Wt —BiE52 T GSDMD i #% MOVAS £ 1.
#I] GSDMD 45 1) VSMCs £ T 1] §E A2 = il 1% IfiL
B EMINEERIT A

Fu 25 "V 57 & 3L VSMCs 42 T2 /2 i 3= 5h ik
Jo T B B L BRI, SRR T o SR 2
JEB 52 44 (a7nAChR) Wi % 15 32 3l Bk I8 T2 1 1) 5%
i K A FA ML 38 A 308 28 11 E BB (ApoE™)
N R R Ang 11, #5718 R, Kk
HUIE EBh ik GSDMD Al NLRP3 48 5iF /IMA Y 550
I3 %0 K7 K P TF & . 30 a7nAChR AT 1 4]
NLRP3 i, BEESkER, REMMEEANT
N, FRAR IS 2 N . 3 4h, HEFAERUINR AR EL,
a7nAChR™ /NERLESVE Ang 11 f5 N TE T E B k401
FHHEIN T R VEFE TR . o7nAChR [ 305 i 7]
1 1] TNF-a 5 5 () MOVAS (1) % {5 i, % A%

NLRP3. GSDMD {31k, BEMMAET . H ik
#E M o7nAChR f % 3@ i BH Br NLRP3/Caspase-1/
GSDMD {5 5@ i, L% Ang 11 751/ BRI 30
Jik IR i3 i€, a7nAChR W i 2 8 3= 2 Jik % 78 7E 11
29WIEIT A 5

GSDMD & VSMCs £ 1 7% Ifi % 44 H 1 1E F
IR G, Caspase-1/GSDMD 3 % 42 H 3= 241
i, 1H Caspase-1 | Jif 1% 4 F M Gasdermin 5 Ji&%
HALR RS 5 MR thoh, BRI
£ T A 75 (2 MCC950, VX-765. FNDCS,
L) GeiB IR VSMCs £, 2RI B,
{HEF X% GSDMD il 71 ( 40X £ LDC7559, 5
BB Ol ) M A 7e s ™. ik, Aok
HOEOISAME EWEWIVA” 3= Sl b7 M SN E R AN ok 1128
fih Gasdermin ZJi% il 02 /£ VSMCs £ T2 H ¥ 7 1
B8, R AT MR E RIS, 52
EEMPIETER, WS HE RS AT M
B % Sy 1M 25 98 RH G 1A YA T B AR T 1Y) S s A
5N
33 RRATHEMRRET

LA A IS AN T3 A0y B 4 (1 R 4 0 S 4
K, TR VAT OSBRI A A S L R
TR I Lo AFs a2 AME I EZA 2 77,
LR R v i 97 98 S AR PS5 SR P v A, TR
A AT DA LA 4E 4R B R B e Ak, LA uh i AR
Wi M4y 138 AT R T VSMCs ff 386 5 AT £ 4,
HEIEHEAFLM T, AFs i FEIER LRSS, =
TEWER. RORE. B/ Bl BG SN BAA T,
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