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Advances in the Study of Pyroptosis in Viral Disease
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Abstract

Pyroptosis is a programmed cell necrosis mediated by GSDMD (gasdermin D) activated by

inflammatory caspase-1/-4/-5/-11, which is characterized by cell swelling, rupture, release of contents and strong

inflammatory response, inducing cell death. With the in-depth study, pyroptosis is found to be closely related to the

occurrence and development of many viral diseases. This paper reviews the mechanism of pyroptosis and its role in

the occurrence and development of viral diseases.
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Wedg . FLUR, AT A0 ) A0 AR R IR 9 B 0 BTk 4
WA DNARTRL, T8 T 48 M 1) A28 SRR A% [ 4
(LG GO A TS BESS) NIDNA R Bl . f, 4
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Fig.2 The relationship between pyroptosis and apoptosis molecular mechanism
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F5 NJE 14 i caspase-1/-4/-5F1 i Y8 VE ¥ caspase-1/-11;
caspase-1 5 75 4 PE/IMAR N B 0 . 8 /MR =
5 M R — MR B B LR A, B — Mg
JEA% , WINODFESZ /A& (NOD-like receptor, NLR)ZK [,
—MERLAS A A, BPE TAE G BE S0IR 8 F (apoptosis-
associated speck-like protein containing a CARD, ASC)
1 —™ & [ Bgcaspase-1; 8 1 /IMAAE —Fh g i
955 Mo A2 B kT o A IR ) 2 AR B 4 AT el P
B WEY. A A BRI S 2T Rk
MRS Z P G R AR B AL TS AR A o0, Ho A% B R
g 5 R Ak 45 W IEORE 52 4R B EI3(NLR family pyrin
domain-containing protein 3, NLRP3)# V£ /MA & H i
AFF 58 B R N B 21T 05244, NLRP3 %8 14 /MR B0 1T
2l caspase- 1 IV AL AN 240, S BUSUS AR 26 41 o [A]
T, BAIL-1BHT A& FIIL- 18 4 () B MIRE I, AT 5
K FHNJERE BV

A0 M AR T 5 A T A R A R A A —
SEEL R, 61U caspase-8 BARVE N T caspase, {H
SR TR, CEE AT HE K AR IR & i e e, i)
A A K R T BSOS PES 1(transforming growth fac-
tor B-activated kinase 1, TAK 1) NF-xBH il &5 F
(inhabitor of kB, TkB)#EE & A 1)l (135 14 52 2 BH
5, W20 caspase-81& 4%, 1M caspase-8 1] fg il I i75
S B R 0 ek & NLRP3 22, T S E0iZ
K71 GSDMD(gasdermin D)ZfRFIEAL . % Eb 5 4=
TZAH [ caspase-1£ll caspase-11, caspase-11lL -2
fift GSDMD 3 S 4H it £ T 1 e v (1) SR B R 35, 17 cas-
pase-8:& i 55 [ IR BN A 2R, 75 HoAth caspaseSZ i 1% 150
T, caspase-8P RE H AR — M & F B, BRItz
4, caspase-3th S HEIFET-H | IR IATE R F (tumour
necrosis factor, TNF)8 by 7 24 1] 175 F caspase-3 22 fi#
GSDME(gasdermin E), ¥ H A SR T- A NET,
X —PhE T E gk R IR R, {H GSDMEA#
caspase-1/-4/-6/-7/-8 58X -9Z4 @ 1,

GSDME X 4 Fr N DFNAS5(deafness, autosomal
dominant 5), #&-5 ¥ Gtk i PRt A O R LR AR
TN 13 R N, GSDMEHREYE I AF ] S5 13452k,
X AR K £ 50 GSDME R [ 1) C-Si 47l ek, 37
PR HRINFLERAEET. . GSDMEJE T Gasdermin
K, G F e 5 TP I NAT R AL A S,
N GasdermindE K 5% tH GSDMA. GSDMB. GS-
DMC. GSDMD. GSDME. DFNBS(Pejvakin)Zifk.

% DENB59%1, i Gasdermin# %l 1 2RI 454 ,
T BARE —MEEFL I N-ii 45 A6 3R — AN C-3i R 1
B, X PSSR I 53 B AR N R B 1% R R
HATLFI, BSRGSDMA. GSDMBAHI GSDMC
I HLAG TV AL BRI N-dii 45 A3, (R 7 AR B B3 2R
BUR, e AR B R S ] FE SR B E % A DhRe i
JE£L ; 7£ Gasdermin® A H, R4 GSDMD# GSDME
7 HN- i 45 F4) 3 AN C-3i U 55 3802 18] ] 4 caspase 22 fi#
TR AL, TTGSDMDTESN A= T2 A B AN i) B4R
AT .

R ]

IF 5T 2 B, A A T 1 32 AT & NGSDMD,
AR BRI SR 58 1t /NAAE S R T Ui IR RSN 4
F, A& % Mhcaspase-1/-4/-5/-11 1] J& #)1'%. GSDMDZE
PR 2K AR T B R 34 TR BRI AR 00, AR AE B
By T T, GSDMDJE — Fh & 487/ & 2 1
(A M5 2 1, S A — MR AN B 2 ) Gasdermin
ZERIE, B Z AT RO S5 R s A BT,
GSDMDAFAE T NEA/N R4l g, Hem—Ff
BLAE S A i b R IR I B Y. GSDMD Bk 2k B
SRS 4§ caspase- 1 G TL-1BA N 1, {H £ BH 1k i 34
HIIL-1R4r W9, fEAE T3k FE 3% 1L fcaspase-1£11
caspase-111] DA77 P 1 2 i GSDMD H [ C-ig 1 15
S FIIN-ity 445 6 3k 22 R) PR SZe 421, AT RE T8O 3 1 1Y)
N-Jii 5 #3800 TE 8 4% L T, - X N-3ii A7 4 1) 4
H, 15 29GSDMD#{ 4 :caspaseZ2 fift J5, N-ifi 45 1) 15,
A5 40 N S S IR E R E &9, B s
AR Bt — B9 N E AR N10~14 nm¥HFi% %
PEFLIE, 40 MR 2R 25 e Bk, 4 i bR B DO REH 2%, 5
BUN NG, 2 5] E A A A, R
TR B AL i A B (lactate dehydrogenase, LDH), FF H.
BELAARNEYD, B UTL-1BFIIL-18, vl i Z Lo
WRETI, TS5 50 2 R R 7, dE— 20 i 0E I
R, AR AR TR AR I AR R, AR PR AR ) 2 M caspase
HIASA], APRE 2 AR T caspase-1 148 ML 2 FIAK
##i T-caspase-4/-5/-11 [ AE & HL i 45. 7EHLAR T G %
T R P 0 s M DR R N, T R s AN [ g 26 A /N
Woificaspase-1, JA A& MAET IR E. 2990 BEAKNIR,
9 M /MR AT B 3% 55 S caspase- 1 B AR B JE T ASCH 4
caspase-1 R &, caspase-1 R4 ¥E b J5 & A KMk, 724
AA EVE N caspase-1, Fi [ caspase-1 1] 4 5 4 i 5
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fEGSDMD, A8 AT H, S gE i ok 26 58 5
P, BOE [ caspase- 1314 7] 4 A TL-1 B AT A& FITL-18HI 44,
W FLHE AL N A TL-1BRIIL- 183 4304 HH g 4k, ki
SEEZ R T, 9 KRRIER N, 51K HIEET

1M N Yicaspase-4/-5F1 i Jiicaspase-117] LA {E Ji
P 38 i Tol IR 32 44 188 6 B 43 Rl 9 45 & A B TG 22 W
(lipopolysaccharide, LPS), M/ F #$AE IR TE, X 5%
MK #icaspase-4/-5/-11 I 40 i BE T2 5 AL FR A JE &
AR AR oA, ALK R 455 1 LPSHcaspase-11
(R 7K A PR O, ELHERGSDMD, 5| & 40 H£E
T-. cspase-1130% J5 18 7] 5 NLRP3FIASC— i fish
caspase-1 S, HE— 25 Rl AET-7; HFEFRE
) 7&, Ji Slicaspase- 1175 BB TR K72 ERY, 21
/A5 % VEcaspase 0 £ 40 M A T AL R o
W&+ EERER, I BE AT 8 sEeE ik I JE
SERYEAER, WA A T 2 T8N R, BARRELE
AP IE T — P IR E

3 METSHREMNER
3.1 XigfR

NI S8 T 3 4 EH P MR S AELA (] FR
B N GG BE-14! (human immunode-
ficiency virus type-1, HIV-1)F1 A\ & G2 i 55270
(human immunodeficiency virus type-2, HIV-2), HIV-1
A& S ) 3 s S A, I R 2 8t Fi A, e
BUW ML) 3 ERHIV- 10 B e A £ 5 BdiCD4" T
2, T A M AR a2, A2 RSGR E A A s P
B,

BEAT JLF BT A A N B AR A S 36 B e 3500,
CD4" THH M2 81 48 1T 3 B 5 40 o o 1245 O, 4 i
T 5 3000 13 R A AE A G MRS, I HAE S W) B 92
NN, EGEHIVE B fo 40 H 08 T B S0 T 40 f #E 5
XL RAUR A AE RS B [ CD4T T4 g Hhre,
BB J5 BORIT FTAE SE, AU 5%E G HIVIR # [/ICD4" T
IhK E 240 i 6 o 2 3 ot A PR R T R AR Y, LR 95% Ak
TORARHAFICD4" Tk B2 40 Ffd W) B8 T H caspase- 171 &
(R 2 AR T2,

DOITSHEPIR] FH A4 4h N\ itk T 48 o 5% 4 8% 77
(human lymphoid aggregate culture, HLAC) % 4t ( FH T
i PRT N e kAR BRI 2 2R 40 i), T FECD4 T A AE
HIVIE G i #2612 07 X N 7 8 Fcaspase-11£
TEIEHIHE HIVIE G CD4" T4 /e, R |

HIV-11¥] X458 1 NL4-3 B Pk 1) 25 1K) GFPAR 5 5 R
BRIRYLHLAC, J5# FH % 't b id caspases 11 il 71 #R £
1 %2 V5 4L B caspase- 1 fllcaspase-37E ZE T HICD4" T4
LA () 43, R IR B AR AR P R IR G I CD4” T4 i
57w Hcaspase- 113G PE. M, 7877 28 B GL 10 41 B
3 AR B K Bl caspase- 1V 14, caspase-3 ¥ 14: B i
BAR, H 3 R BT 7= A B G 1) 4 B A, F B cas-
pase-1 5B AET-HI5C. 7EME G I 7L, caspase-1
i FIVX-765 B T 0 il caspase- 1 1 247 LA JLIL-BIF)
gy, BEMHNE] 7B QEHIVIHLAC R4 H FICD4™ T
YUARAET:, HE— B UE, HIVIEGL G 5] AR fa s 4h
Ji e () i DR 5 il B AR T G RIS AR T
VBN R B 40 M A2 PR AR T 7 ST B W HIV IR e
SRft IR IR TR A
3.2 mEMRFX

I B 1 S 28 A HH I 28 09 B 5 S B A% G, T A
T RF 5 993 75 (hepatitis B virus, HBV) AT P B4 AT 48 95
B (hepatitis B virus, HBV)/& 44 5 K & 9 - £F 44k
JHEA L 22 e 1 XU AR v T 283 gk — 28 5]
JHA5 455 BRI AL ] S Ak 22 2 38 R IR £ e AT R0,
FF g 4 o, S48 R O 2 A o 4 i (kupfTer cells, KCs),
J2 I A — b i L PR R ST A0 M SR A, A A R AR
PP 0B BT AERT D B R A T T A
H, TKCs& % 11 /M 3 ZoR I, HBVIZ A 16 £
Je AT R G T P RIK Cs, KCsil i 423K 4% M 48 i [
T (ARIL-18) A1 5 i H 44 5% 473 48 i (natural killer, NK)
AT R, KCsHLPSHIIUG, W3k 28 5 & 1)
NLRP3MIL-1BJ5 s 4 il £ 1= [HHBVIER e4d 15,
HBeAg R 18 1 41 it 3% P4 407 2E, 0 il caspase- 1980 77%
FIIL-1BRR A S ik, A i THBV I HF ANEFN G 92 i
06

KOFAHIZEPME F — #k i B 20 2R 57 FHCV
(JFHI T)RMRHC VIR YL % Huh-7. 540 i 175 572 5 1k
YRR AE T IR, I GEHCV G ] AR 88 4L 240 o
HIBEHE 2, 31155 S caspase-37r T 40 B 8 12 i HAE
FIFAM-YVAD-FMK FLICAR 7 % /& YsHC Vs 5 1)
a0 Ho 34T YL, I 52 caspase-1 /75 M, KIHCVH &
FUE AL i caspase-1 HL 1] 35 25 38 0 3k — 2D i 0 & B,
15 Fl caspase-1 i1l 351 v {5 2= 2 LA _E IIHC Vi S 102
FPHESET- AR, IR SE, 4 A2 T2 B HCV
A EZAET 7 3. HHC VRS 1 Huh-7.541 5
HCVAEZ 9040 i R ILHE F7, UESEHCVIR AT 78 AR R
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HCVI4 i i S an T, Rk, 3 — S0 i
JLAE TR I 989 B 1 B0 I AR R 4 FH AR 48 i £
TIAEIT 2893 B4 H0 2 Bty 75 s L, T Ry
R I 2 BRI T SR HEE B T Al
33 BEER

IR S 5 490 B3 (dengue virus, DENV)/&
Gen| I —Fhaz A BRI, (R HURF R
HH B 1% Ak, 5 3OS R A A A A o B e I
PG AR TLLE A BARILEUR LS A B #f, 2
TANZEF] H K JSDENV ) JFAR B AZ 40 f, 46 M cas-
pase-17EAN [ 7K T 1) 3= K1 4 S caspase- 1 HiT A< F B0
10, KILAEDENVIEGL ) FAZ AL A, caspase- 111
WIEOE S EET A O, FE R TR B TE S 3
P RIRHLIE R AR RAEH o

WUZEPIE i DEN VR Jx 19\ 38 5 A% 20 it oK 5
P47 LI 200 it U 8% 381 5 caspase- 10 AH 5% (R TL- 1 BT
A IL-18F#AFINLRP3 /) L i, I H A FHCAL B 5
5A(C-type lectin SA, CLECSA/MDL1)AE Ify #1 1] 4 1
5 W 441 i N RP3 48 1 /IMA s FIEE T, Rk, w]
DAHE I 5 4 2 B I G AL S AR TR R V)
3.4 B

TR EE T R AR R AR R A, RS
Al EOE R KIAT, I HLI o 5 51 & p i & 90
SN 5y G U™ B A = AR T3 . NLRP3 & /Mg
e U I R G ik R b o P A T DAL,
IE AR SCHTA, NLRP3 %8 14 /MA I 7] 2 il caspase-1
IR FIBLS, S8 IL-1BRT AR ANIL-1 8B4 ) ple i 5
PRI, T T B A AT

Galectin-32 ]2 43 A7 T 5 9% 44 g A1 b R 20
IB-2- FLAE M 45 & & 1, BEAE R T 2 Fh e ThRE AN
Tl AR P I s . CHENSECOME AFTHSN I 26 B Jk 4t
Galectin-33& K R bR /N BRANEF A RSN R 5, K
I Galectin-3 7] fi¢ HENLRP3 78 JiE /N A 1 435, 48 5
HSN 1L £ B B3 175 3 (10 i 0 48 0

KURIAKOSEZ P 7t K B, Z-DNASS & H H
VAT LR S R G 8 I Bz, RT3 1 HR 28 9 805 5 (in-
fluenza A virus, TAV)/2& 4L 4 ffd (IFINLRP3 %8 14 /M43
i, A SR T RIERIEE T, FEIAVIER G 1R
oML R A FERE S BT A, B O mT B BE W 4
J £ T AT A BE L BRI T SR AT I T 4%
35 Hith

KORAKAZEB2 3 il A Fil A ] 38t 4% 15 5¢(BALB/

cHICSTBL/6) ) 1A HEVE /N B, 284 5 BRI IN i 15
TR YL BUHV 5 £ 1 T AR Y AR i W RE RO B, BT
RIRBEAY S5, AR oA A rhoRsr A8 T AH O B R 1Y)
mRNAJK, KI5 T O Wcaspase-1. IL-1BLL
JAL-18115R3%K b, UE S R 25 G A (8] v S0 /)
RETEE T S, I H AR H caspase-1#I 5 3H 76 T
J&, IR 2 e A A AN [R5 R .

LEIZE B3I 50 R B, 738995 5 717 (enterovirus
71, EVT1)EYLFEAL T GSDMD ik, I HAEIX —
AR, EVT1HR R 8 H A 3CAE Q193-G194%) |22
fift GSDMD, 777 —/ i GSDMD o528 S (1 E Th i
P GSDMD v B, AN REAIHI EVTL ], 11 H cas-
pase-124 () GSDMD, ;51 1) GSDMD Fi X g 411
HIEVTI R, IXRE RN T EVT VRT3 L@ 5T
BB o

ZHUZEPILE B A Y R Jk PR B 47 B 1 Al b
N BRES R B AR B 9T R BN, GSDMD3: RGN
BT 2 PR T3 7 S L T H B SR 1 B SRk, 9 HOWL ¢
FINIrp9b-. Caspl/11-FIGSDMD-HR [ i i & IR 2 21
BAHEREPFPRREEE NG ). SEAR/NRAHL,
= PR DL 98 PE/NMA R 7> ASC Bl caspase-1 17N B
TR/ R B = R R R 2 B A B
Prs R FEE R TE, DUSCESE I IETE K A%, R %
PS5 AT DRI/ B S 2 R R T i e . 141
PAHIE 745 SR B, NIrp9b-5 & Bl #5 ASCHlcaspase- 13
[F) 2H 2% 98 P /MR FF A T W b R A B AR T DABR i #E R
T I S A

4 4EiE

G R EE T — OB R I A 2% 1) 2 B R
W, Z2H7 5B IR ORI, Tz
T REFRANE G R &R . R B AL
A J5 A G caspase- 136 1 5 S AN AE T I R 4. 9L
AR AR T e B TR VR, AR IR, 2
FETARE N — XTI &), — 7 106 B 15 B S5 Ak
By 1 J g, S 4ERFALAA IE 8 1847 A 35 A ] Bl 1) 3
B T 55— sk B AR T 2 T B 9% 0
SR A, TN s K R A K . B R 2
Tl 25 PR 5 8 B A 7T 3R B, 4l caspase- 17T BH I 2
RO AE T ERR, FRAK IL-1BANIL-18H IMiE FIE KT, M
T 38 380 50895 25 M AH LRI VR T RAOR o B T
FJa HBURHLE S A BT AT 4, PRk, TR IR
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