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ASCHE R ERIEY B R RIIEA

e 5, B, RERE, @iERL”
(BT HARER, %5 261041)

T A4 X 544 %& A (apoptosis-associated speck-like protein containing a CARD, ASC)& —# 4 &
TG F K EFZGERE G, ASCE QR EMN MASCH &A= X JE )R GG 3E & 40 03T 9% R KA
e A B ek vl R ALH] o ASCEE - ik G, 4T R R mieiE £ = £ 5LR, #ORmAR, F&
e N KIER T, ASCH EFMme AR, BAMBESYT RAFPEASCHE & 5|42 K JE B A= £ JE
TR, RAYZBATH R, BT B AR R E A K S SR R R A BOR B F . P R
WEHE., HAREEE, ASFLHRgl FBiTpHASCHE &L B dpd] LER B GER. BAT, Je@ipd
ASCHE &89 R IR Bl T KRR G T 09 AT P o AT IRITASCHE &2 KE Y #An AR
XK RIR T A R AabLdl, A ¥R @R ASCHE & R A9 AL K 254009 K R D3,

KA ASCrz & KuE; miehkT; ¥%

The role of ASC specks in the spread of inflammation

XU Fang, TANG Yuanyuan, ZHU Hanhan, QU Meihua™
(Weifang Second People’s Hospital, Weifang 261041, China)

Abstract: The apoptosis-associated speck-like protein containing a CARD (ASC) is an adapter protein that
is widely present in areas of tissue damage and inflammation. The aggregation of ASC protein to form ASC
specks and the activation of inflammasomes are rapid response mechanisms of cells to pathogens and cellular
damage. After ASC specks are formed, they induce pores in the cell membrane, and lead to the release of
intracellular inflammatory factors and ASC specks. ASC specks, with their prion-like spreading properties, can
trigger inflammatory responses and spread inflammation, serving as pathogenic factors in inflammatory
diseases such as neurodegenerative diseases, alcoholic liver injury, and coronavirus disease 2019 (COVID-19).
Monomeric compounds from traditional Chinese medicine, such as polysaccharides from Polygonatum
cyrtonema Hua, taraxasterol, and ginsenoside Rgl, inhibit ASC specks to suppress inflammatory responses.
Currently, research is also being conducted on nanoantibodies targeting ASC specks for the treatment of
inflammatory diseases. This review explores the role and mechanisms of ASC specks in inflammation spread
and related diseases, providing insights for the discovery of novel anti-inflammatory drugs that target and
inhibit the formation of ASC specks.

Key Words: ASC specks; inflammation; pyroptosis; traditional Chinese medicine
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8 T AH 5C BE 3 FF 85 FI (apoptosis-associated
speck-like protein containing a CARD, ASC)/&H
PYCARD(pyrin and caspase recruitment domain
containing)#E R D 1) —Fhik i H, SHMEA
ZER)38 (pyrin domain, PYD)AI: Bt R A B S 4L 45
¥J3d(caspase recruitment domain, CARD), FHX}4)
T IREZI422 000,

ASCHE [ i HPYDHICARD S #3543 il 5 1%
MRt A 5 R &M sZ K (nucleotide-binding
oligomerization domain-like receptors, NLRs). K
AR R B H K R B 1 RT AR (pro-cysteinyl  aspartate
specific proteinase-1, pro-Caspase-\)FIHEAEH, 4
R — N EAR1~2 um P K+ RSk, R
ASCHE M. ASCHE mif& AR 5 R LT
B LRIy, A RAEAMETEW AR E . ASCHE
R REBOES RAEMERR .. B RER. &
BAT M M E IR AE A E Y R R £
R B R 25 BRAED) . JOREME A . 2 BOWE PRI |
VA P P 20 TS S RE PR3 (1 R A= T, ASCHRE A1)
T R AT 5 S50 FE 1) 9 i I A 445 5504

ASCHE 75 2 Ph2H 2340 Mo 2 S 40 i h 356 5%
15, ASCHTE G2 20 H b (1 D B xS T+ 1 3 B 410 5
PR VR S S LR SRS R E B . ASC
BE s R T AORE . Sl AT B U T T
W TF R AIAIT FERE 195 F1 £ G 5 00 78 7E 24540
e 5,

1. ASCHI= A

1.1 ASCHEmRI R SiEH

NLRs & — 7L 4 M N R 70003 SR A FH 5% 23 115
Ai(pathogen-associated molecular patterns, PAMPs)
B 45455 #H < 4> T 155 3K (damage-associated molecular
patterns, DAMPs) ¥ F it 32 A K k. NLRs#%%
FI) 20 i N ) SRR G M2 2R 40 45 S e R R S i, AT RA
TE R SIE /M, SORE/IMAE BT 5 B Caspase-111)
WAL, ET (L SO A0 K UL 1 B A IL- 18 ) F
AW, P EE T (pyroptosis), TESG KRG
ARG REIEM . 40N FINLRs > T B4
NLRP1. NLRP3. NLRP6. NLRP12%E, H
NLRP3H H (R Neryopyrin) -5 22 F 98 i 14 500 A

%o NLRP3ZE A HICIASI(cold induced

autoinflammatory syndrome 1)3:R4af5, &5—4
PYD&E M3 — AN A% 1 R 45 & 5 5% (nucleotide-
binding oligomerization domain, NACHT)% 12 5#l1
—MNCKRIn'E & AR I EE T ¥ (leucine-rich
repeat, LRR). JH1, NACHTH; M3k £ 57 ATPSS &1
H S5 R LRRE A 5TIR B Ry E FBCAA, dn
PAMPsZ{DAMPs; PYD%:#J38/ SNLRP3 5 HiAth
E AT PY DA I A (1 S (ASC) A EAE AT,

IEH IR FNLRP3INACHTZS #4185 LRR &5
Ry s 45 & JF A0 T B IRATHDIRAS . 7E 40 i 8 52 K
g Hn BRI Z AL, PAMPsE(DAMPs H
NLRP3 & H 4 G R A BA IF 2 EENACHT S5 135,
NLRP3%E [IBIINACHTS: &3k k& A 55 AL, NLRs
5 ASCili it PY D&, #438 [FIYR R A 25§ BURK R ASC
BEARE, IASC-ASCKIZ Ll 4, ixsbef 4
I ASCH 1) CRADZE #4455 11 [R) B4 AH FL A FH 22 Bk
T HASCHE £ 1(E1). ASCHE H HIPY DS i35,
FICARDZE 3T ASCHE S A X HEL, PYDZ
IR FHASCE ATLIEER, THEEK
ASC-ASCEF4E, T CARDSS K5k ) 5% 375 ] 4 ASC-
PYDAFYETCIEA LR, WM RAE I ] FEASCHE
RTCVEA BN, ASCRE MK IR AS AT IS ), 1]
[ PTAASCH TR R A, — MR RIS —
ANASCHE S, #EASCHE 5 thpro-Caspase- 13 it
CARD-CARDZH3AH HAE 45 G ASCEE H I — 5
k., pro-Caspase-1 H FRELR I 1T A A Wi 14
ffiCaspase-11"", p#ffICaspase-1 MASCHE £ B¢
K, PIE| A A K 1BRT A (pro-interleukin- 1,
pro-IL-1B) Al 14~ & 187l 4 (pro-interleukin-18, pro-
IL-18), J¥ R 24 1) % P48 f Al 7~ IL- 1B ANIL -
1812, TS JiE RN T g 12l

ASCHE 51 /& Caspase- 1751k . FEIRIL-1B5 41 i
R T IR 6, ASCHE A TS i B E AL IL-
1B, Caspase-1. IL-1BMIIEALAKHIASCHE & (1)
U TL- 1B 5 B2 b I 4% 40 i IR 7 Ak 4k [
T, W 4R E A EEO . s B B AR RIIL-1p2%
SE 4N L PR - 352 4R G PR 41 i B 2 RE IR AL, R R
RN R A, BRI Y5 40 R IR R R
FRE X IR R B W RN, S B
SHAL IR O PR A0 A G R A L, 5 ) % 4 PR
(3% PE RN T e, e HE R 7 A R0 A G 92 1 2
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PAMPs
E{DAMPs

ASCEHESE

NLRP3ZEH NLRP3EE

X NLRP3EH

ASC-CARD
ZTEKASCH 4
—_—

ASCH 4

ASCHE &

D CARD O PYD ' Caspase-1

E1 ASCHISZ5H)

Ry AT HAM NS T, A
SUSE A . B2, MASCHE S G L, nf
R A 2 i IR L2
1.2 HREET SASCH A FEM

YN B EE T A& — Fh B B Caspase- 1A 3 1) 72 7 14
AHMOAET, FE T 40 O 2% 40 B ol i ) 50 3 1k O R
JECE A P 2D B ASCRE s R AL AR T S . Al e e
oS50 G2 N JORE RN DA G, K
RYE/MEEL S E T . i E T IE
I JER AR A OC 43 - BT 4N B 4H 2R I W i it
17, fLFEPAMPs. DAMPsHI i Jifi 2 &L & 1% .
PAMPs KR T A1, S & dmE s 2 M. B i
BWE. OWEZBEZE. B HRTE R
DAMPs & 21 Jifd 52 21|45 1 B3 ARG 42 25 o s R s 1) —
KPR, LS AN b BRI A A =R R . TS
H.ORER. WM AFE AR LI, W ED
(Gasdermin D, GSDMD)# & /1 FASCHE 25 11
B, ASCHE ARG, 41+ GSDMDES i & [
L BRI, AR mim
Caspase-12"17) ] 3 [ GSDMD# 5 8 (71212,
TE R GSDMDE 25 fL, 2t B i i Mk ke A e,
MRS, RAMMIAET . ASCHE &R 40 K 1
TL-1 B4 0 P9 254038 5 GSDM DS 5 7 F LB i 21 it
PP 1 A NKYT R A R g AT DL B %
PI B ¥R 40 f ) GSDMDE [, 11 32 48 il £ T
ASCHBE AR, 20 i AT AT LA SE Iy 41 B P 9 SR A

P, o AR B TR o RS, Bk
Jeilt— 4K,
1.3 ZARESPASCIE = 5 R EY B

P 98 RE P BB 1 I A AR 4l g Ah ASC
BE R, A RIE A O M AR As B, md s I
AR N2 2 S i, i AT PUIE I ASCHE £ %
i MR (E2) . 4™ 2 ASCHE s J5 o i it
H RIS BRI AT Feff, — B oL, ASCHEiiE
ik ok B PR AR T R R N AN IR B, TG
ANLRPIFIASCHIZERE &, R4 ASCHE
A2 AN ASCRE S AR H Fa e, TEANR AN RS
PR¥EFAEDENE, P DHRPTSE AR AR . ASCHEE A
A ROTR B R, Befe T SHANM IR
ETHEMEASCE A T MASC-ASCEF4E, i
(RIASCHE i I AR A 7 BEA™ . 44 ASCHE £
BE AT DL B B2 0E 41 i Ab Caspase-1,  tH AT DL 75 0
o A AL S T T A S CBE A 0T, gk i 0
Caspase-1, BB 7 Gk 4H M AN = 7 15 40 J ) 48 3 4
FfL A AL 5 B0 Caspase- 152531 3 T 0 A fish % 48
L) JRE IR s T, Y R, MR B R
Ut AMJE T ASCHRE s T 5 /N R S g & A, 41
FLAR ASCEE fE 1T LI S R4 B B 4 . B R
AR R IEA T, §7RAAE X I AP ASCEE £
WA ABEANTEIR RS, L0630 RS EEE Hh 4
YIEAL, SEORE XY KRR R D281,
2 L 7 ASCHIE £ B 2 A0 B H IR B AR 5 A . ASC
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ER4 sk AR

—

@ oo-1p @ mw-1p

© proll-18 @ 118

N e

ErR4mH

B2 ASCHEREREY MPRI~EE

N\ I
‘\
o —0
S
00
@ active Caspase-1 ’ DAMPs={
PAMPsTI%
. GSDMD pore
ST i S S T e ASC R AR AN SR A Y

B A i 2R T B il AR 52 B0 P I, At e Rk
PRI W B REARE T, SEOLEK %
i S o

YA ASCEHE £ AT 4 4H B 1] 88 PR R8T 2L A o
T[] A7 S 5 T S B 9% (1) 3F J& v Kk 4% B AR
o 20N ASCHE 5 7T 755 S e 40 i = A= 16 ASC
BEAUPUAR, fEAGA B 1 B Rk, RN IE
PG RECY, ASCHBE I [ B ik A i 38 o 5 64
A A ASCHE S I (R HEIL-1 BB, ASCHE 57
W2 —TL-180] LLISE R A, e i2E Topk B2 40 Al A
Btk EL 4T M (38 A Y, B SN AT R i 1,
MRy MR SEE oy IL-1TAIIL-21
AR . 53— P ASCHE i P~ IL-1 BRI L T4 iy
FIME5E, HINCD103"CD69 4 41 % W ic A7 T4H o Al
P SODR A A 1 i

ASCHE 55 I T AR JECRT A i 20 3L (1) 2 1 4
PEEME A . R B A B BEEEOR
e 10 PR RO A0 R 3 R 55 7 VAT B AT AN
CIR I A R & s w1l o TR R Nl N X 7
i e - ASCHE S K, R G 72 MR P S 30 15 AR
AR PP A I A P ASCHRE RTK P, 2
I S 00 5 R N eI T A N DA bR A
ASCH HIK, T4 Bhi2 B8 1 B s %8 0E 7K

Howm. M2 ASCRE S iEERIAR &, Bl S8 ih
YOVE BRI ASC BN B AWk T DA Sz Bl A
158 ) 28 i TR 2 A i Ty e vl S R EE T,

2. ASCHERERIEY MAEXERTPIER

ASCHE iU ZAFAE T A SRE TR AL, 52 Fh
RAE g B RELEEMA G, B8l
i F A7 40 M 7 AR I 40 A0 AR TSR TOE N I &
gt, o FEE AR AR N A 5]k A e DR T
W, TEHER 5K A G RAE R N,

2.1 ASCHIR 5#EZIRITIEERR

K] /R 2% #F BRE (Alzheimer’s  disease, AD)f&—
AT REAMME RGBT, 2R
F. ASCHEAZADH A RIER KRB ZER, Ht
Jp3 B FE B BOIE BT AD BB 1 5 ORE AN B
P, AD il 44 P AE AR BYE R 2R [ (amyloid
B protein, AP)“Y, ABEADAMPs, BiE XML
RGP I 4 i AANLRP3, i i 97 15 S B T
FRASCHE £, 5 B0 48 2H 2R 98 i I I A 28 Je Jol f1)
YA T, AR T e 2 R 4T MR A ASC B
R 8 i 4 B D] 5 Tk — PR RO B 28 98 J
Bio WFFTRN, ADIR N KN 22 11 ot 40 FE P9 A0 20
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JfL A1 35 REAS N HE ASCHIE A5, BRI 2 40 S 4P ASCHE
MIEFIABLE &, S 5ABUIEL, EARREMY
Bl A R A R A . W A AR /N BRI 1
AN AMIASCRE R BRI BN Z, SEURN
P 22 52 S 4 L 4 2 T - 9 i 2 PR BRI %2
B SN ER T %2 R RE A 2 T AR M FNIE Bh R

2 246 22 B P U R T R O AOE R
N, WEVEA DA B R A A S ASCHE A 40 i A0 38 i 5
HCR KR H, 5 350 X R 2 45495 R K 2 E
] 4 222 S8 2 16 DR o 5 25 5 S b 48 3R AT M 95 4 i
A, MORRA R, ASCHE A5 FR XU 2OREA 55
R AP S LI B B, 2 AR T AE 0 A A
B JERVER ARG, AU S ZINLRP3,
FEA IR IASCHE £, ¥ KSR AL . He 5t
FURIL, SIS BRER I rh XA ok 453 49 BE 5 — IR
HXGmES L, 40N ASCHE 5 LAINLRP 3K #i (1)
7R FE R A, I b0 = ko P A )
s

8145 M4 i 45 473 (traumatic brain injury, TBI)H 3k
a2 B E S EGE G K, v e S B IR IE
RAEBIET . FEMAEBEET S5, 4iM =& ASC
BEAT I ANARAN T, 200 SRR I ASCHRE 1 B,
525 AR . 20%~25% M TBLER 2 K i
NAERR G, dHRRANFEHLS 3 I ASCHE A2 TBI
7 F 000 RIE R BRI Rz —, AMAb IR
N F N E - ASCRE S5 5051 & T TBIS S 1 fifi 57
U H AT, AURE AR ME— T B4 1 A 45 4
()T TolHE it o &4 A &7 20 9 55 B W FRMIG 20 7 I 3
FPLASCH T PR, T LLBH I ASCHE AT #E,
A 11697 TBIFMITBLS S 45 . sk, ASC
BE A 2 AETBIATBIE S 0 fifi 452 475 7™ 372 i B
R IEFEE B E bR 0
2.2 ASCHER 5B 4EIRG

TR 0 355 T 4 P R I A i = 2 SRR . R PEE A
B =R SRR A S DAMPs, S EUTF4
AN E G20 i = AL ASCHBE £ . ASCEE £ 2 kS VE I
PG IO OR SN R 2, 175 5 I 40 M 0 s A R s i
REFIL-1B. IL-18%%, I Afusl 555 2 RIEX
W, SEUTFHMpET M40, PetrasekZEPYHf
FER I, NLRP3. Caspase-18LASCHE H i) HE A i
B /0 BT 90 PR T P T T AR MR A A, P T

RIS A RET A o ORGP 28 28 2 R0 A /) Bl
I R AN IV Hh 40 B P AP ASCRE U FF S AR AE,  JFAT
DA fink 5 H At 40 6 A BT R ASCERE AL, 37 K IE 4 i
DX, 2 RS P A )

2.3 ASCHIS 5#Al s RiE &St 25 (corona virus
disease 2019, COVID-19)

PR R AR N B 2 B B0, ASCIHRE A2
FLORE T M KL 40 i B A 355 4 M (neutrophil
extracellular traps, NETs)**. NETsE A kI
Wk, KM R A, BOE A R,
Gl I B RORE SN, 5 R R 4 i A TN
MMEET, FHMBAES, SRS E M
AT o

COVID- 19 W 5 vy 7 1) oo 1AL 200 i o A7 A
KEASCHE R, ASCHERUR)HNETSs B A b
FLAR MBI BET:, A s 40 il B S, S EU™E
[fICOVID-1971, Jtah, COVID-19%% # K Y 43
T EAZ AR e AL A i A R 4 i ) AS CHRE
o BRI ] S A ASCHE S
JSG A AT ik 4% NETs () R J50R 40 i D] 5 XU 22 2
16J7COVID-191) —Fh U5 % . a- ML FRER W] LLFEAIR
ASCHE fUKF, HMHINETs 5 5 19 5 W 41 A 1) 7
T2, IR 0,

3. ASCHIES5HEX%Y

53 v 24 T DA 98 0 s B T ASC]RE U 1
PP TL-1BFATL- 1811 7= A2, 4% G 3 R 45 AR 4 1) ¢
FERIE R, JACRE A% 5 ASCRE A 5%, %
W — MY 20, ShenZ5PUE TN, HkS £ @
FHFNARRE R AL /N iR FPNLRP3/ASC/Caspase-1 4 1%
IMEIESIEES, FHASASCHE & I RAE L, K%
PrE|fe . PLR . PUAAIE R, R IDATE /) B 1)
PREE RNE o T2 S RS> T8 2 9 1S B e 0 & 0
il J& 5 V. B4 2% A0 4 B A0 R R i A% 1 = iR 1 5
(14 /)5 B SR AR e 400 i 9% i ASE 7R i ASCHRE ALK TR
TNIEL I Caspase-17KF,  FHAG L EAIL- 1 BRE AN
GSDMD#f#, MfanpeET- >, A 2HReliE
LI P R I8 ASCHIE A5 i) 77 2k
o B N BRI A A R A DO TR AR R
i g i NLRP3-ASCAH BAE H /N BRI 'E -
AR RS SO AT LR 4EAL . 7 a1 ] [ v 4
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HILPSi% T I ASCHE &R JOREA R HIIE Ak KA DT A
Gz T E BT, WS ZRMY NGRS
Ao ) /0 R A U U O R N b I A A 4
MMINLRP3EGEDY, FHIEASCHBAL, e 7/
U 2 B S IR B MR ST TG R
BerthelootZ5 VR I, ASC Y4 K4 14 7T 22 fif /N
B PR TR BN &5 o 3R 75 3 1 TR S Y o X B R A 2 i
HAE AT SR RIE RN . ASCHLKPLAFE
)73 R FE T A R TR R ASCIE 25, FELITASCBE £ i
TRERAEL R, MHITIL- 1R, IR B I A I
R, FFH AT RIIL- 18 4 K, fRAET
T IEH R RE . A AR AR N — R L
Tk, BEANHINE 2 6 S 00 B A% B R A A - ASCHE
RERCFIL-1B43 W, HIASCIz &L, RiIFASC
B 5 7E A% E IR AT M rp R R, DR R IR
JE Bz Je 0 51 A6 1) 28 M 400 B 92 0 O e i Jm 1),

4 BREESRE

ASCHE A SRR it e o R A% T B EAEA,
ASCHE FAE RAE /KT 12 W A1 il vh B — 2 1
e RAME . Hh 258 I ASCIE AL, 250 2 M
HOREIR A, A% 2 Bl JE PO I BT B 1R
BAFINECAE « O M« RSV AT L M43
P35 . — s rh 2GSRI A 24 B A i 1 15 ASCHE
RAE T AU OGE SO, AT R A AR
A AR S BRI R B AT fp it — 2 T . 4
X ASCHRE s R S8 Pl PR ISE FH 2905 /b, a4 T B
ARRMEY . £ FERE, EVES.
¥ MEZERAZ, GG EZMEEOR. By
%, WHRZRAR, RZGRE . TR T .
52 SR MR FCASCRE RUATT HT B . RORASCHE
FAHR 2GR A 2Bk 2, JUIARs S B i PR L
ASCHERUARTT JORESIA 1 2R 42

ASCHERAE RIS T BN E 2%, ASC
PERAESEY BRI HLHI A 2% . B TCASCHE
RBITE B B0 A 2 AL AT LAYV 2 R VR
FTARBURTRIEE IR AE B, $E R ASCRE /25 I K
NRNYEBIR BT IRAE 7B IT 1A
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