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Research advances in the apoptosis-associated

speck-like protein containing a CARD
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Abstract: Apoptosis-associated speck-like protein containing a CARD (ASC) is an adaptor protein that has a
bipartite domain structure, an N-terminal pyrin domain(PYD) and a C-terminal caspase recruitment domain
(CARD). Recent researches demonstrate that ASC plays an important role in many signal pathways by it's protein—
protein interaction domains PYD and CARD, such as inflammations, tumor occurrences, apoptosis and the
regulation of NF-kB.
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IKTEEIERR, I LA GRS A AN AR o
12iE (B )P, ASC RN o- BRTESEFSEEL E 5T
SERAL, AT AT DA SRR I s — e S L A A R R A
PSR I AR (1, I AE O S N AN R TS5
I R A A A B

Sun 55 PSR I, asc SERAEACSEHAE S
i N ST EOE AR (HE R YA
Wk, asc FERIHIL T W& R RIS, RT3
YIRS FRECE BiE kR e, SR S5 ARG LR AT
(Kl 2).

3 ASCHyIhEE

3.1 ASCTEREER K775 EEER
3.1 ASCYERIES Gk /e

ASC & & 5E & & 1A (inflammasome) H % 1)
Pk oy T A ASC %A 1 PYD &5 #4481 CARD
g iaE I B 5 Rk S B2 AE D
MRV RAEAHSCE . NI AN 1 8 E

HEY, MRIER SR kR, RIELASEIEN
RARGIEI TV &, RS2 GE, e —KH
WP B2 A4 ASC gz 8 1R SOREAH DG [1) caspase(
KR I ) 4R AH XS 43 o e ek 700 000 (1) 22
WAEEY, ERRGE P RERZHEHRS, I
CLE B 980 524 7R KB U2 - NLRP-1 & 4E 5
A&, NLRP-3 #iEH A&, NLRC-4( Bl IPAF) %
HEE T AIM2 5EE A k. o, NLRP-3 &F
ST AT AIM2 58 5E 52 45 1R 1R R B 25045 ASC (1)
255 (|4 3). ifii NLRP-1 % i & 4 14 F1 NLRC-4 %
KER A AR ARG, ASC AT P,
NLRP-1 & f 5.8 50 1) 98 0E 52 45 /. NLRP-1
NP G Mgt e, mide ARSI NLRP-1
A =R 4y 5 & NLRP-1ay b fl e i A5
NLRP-1a [f] A [f) NLRP-1 /¢ [T #H [, ifi NLRP-1b
FNLRP-1c M # /> PYD 45 #y3% oh fig U 76 A1
NLRP-1 RAER G M, ASC nf LB & &1
ff) PYD %5 #J45 [7] NLRP-1 ] PYD 454, K5t
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NLRP-3 J i 4 7 1 5@\&3
“GARD ) PYD { NACHT [—{ LRR ]
o CARD | PYD
Cown) [ pyo T HiLRIIRIE )
AIM2 S A
(Caspase-1)—CCARD) | PYD — HIN
@ PYD dsDNA
ASC @ PYD dsONA
(Caspase-1)—(CARD ) | PYD [—HIN

NLRP-3 48 hE & AR IS 5 — MO B P G R 4 18, 4N 2= [GHT B (Listeria monocytogenes)~ 4 35 (VR & BR P (Staphylococcus

aureus)ﬁ"} ,

T AIM2 58 RE 5 AR (1 R AE 5 0 R S (0 ) XUBEDNA o > 40 BR1 S0 T IR AL A M I, 9T 40 WA RE T8 23 P

LPS(fif 2 ) 5 XUEEDNASE T J5UAH 5C 7)1 B (PAMPs) [v J P (152 1A 45 73 T 3 ASCIR SE SR ALAT I 5248 9T s lifcaspase-14)

R

itk caspase- 1B PIIL-1BHT 1A,  FFEREBATIETEK RIEANRA T

El3 ASCZ5RNLRP-3FIAIM2 45 & & kB9 A

CARD % 1) 43 5% 4 caspase-1 i & Jf 2 — 2 By ]
IL-1B A A4 T8 BT 36 PE 1 TL-1B. /) A A2 /) Bl
NLRP-1a J& 5 hE & A R IR et 2R BT . (I 55
AhWiFE 7 NLRP-1b, NLRP-1c 28 485 5 AR K44
AT 2EASC (2. AT A B S &A1
CARD £ 1 438 15 #5554 caspase-1 Hij 44 M 117 & 45 %
iﬁ;,ﬂ;):ﬂ [11—12]o

NLRP-3 1] {1 51 22 Ffoipg J5UAH 9% 73 11X (patho-
gen-associated molecular patterns, PAMPs), 1T 4 >k
BERHIESE, LPS. KfE AL JEERERR. JiF %%
XJ caspase-1 RIS MO T NLRP-3. H] LPS Hill {5
C3H/HeN /Nl A RAE N, S5 E7R, LPS JIH
3~48 h J&, /DNEUHRFSZZE NLRP-3, ASC. caspase-1.
IL-1B 2 TL-18 255 B W] R 19 N, £ W] ASC W fig 2
LR EENLRP-3 ZOAER &K, JFZ 5 T LPS i3
IR 350 9 R S S 1T

NLRC-4 ¢ iE 5 A K] LUK 2 B 4 22 1K
PEAH GO, & Re R S I 3 DU BT SV T I TR
(Sotyphimurium) WHIEHE H . AW, 4H K
P FEUD 1T IR B RGN B EL R A I, 7 40 i 355 77
Ry DRI 2K 5 1) IL-1B,  JF H. caspase-1 #1 ASC
AR R IR ORI . U8 ASC 7E NLRC-4
RAEE AR EEAER " L, SRR
NLRC-4 AJLUFIT H & %5 47 1) CARD 45 Fy b B 45 55

#E caspase-1 Hj A, H0E I — R 5V SORE B
HHE AT WL, 7E NLRC-4 28 280 & A 7R 144 e ASC
AR LT

AIM2 J& 2009 4 & (1) —FloFT B 16 B P 32 44
HE Ry e 1 b R0 i 5T P i) BB DNA. Fern-
andes-Alnemri 25 "V RS R BN,  AMJEPE P XU45E DNA
3 HEK293T 40 iy, AIM2 w LU A 5 (1) PYD
ghit IR ASC s H 4, IFadk— PR AL caspase-1
WK, B G PE I IL-1B. W W] ASC B 5 T
AIM2 A3 [ SRE R VIR
3.1.2  ASCAFIEEERT 9O0E B A AR I 3 /E

TEIR BRI 2ORE AR, i s 20 W) o] LA
WIS ASC X RAEEZ A RIS HEREAT Y. A7 5550
UEWE, B0 1 (Myxoma virus) i 1) — A4
4 PYD &5 K4 11 5 11 MI3L nJ 5 ASC A1 HAE T,
T3] caspase-1 [0S » BHL 1k 28 9 5w 2 A= 17
FHUEAS e R AT DU R B gm0 8 (1 5 R
AR I ASC p= A2 SE e PR, DT R 2 4
(RIHTI 35 R AR iR 15
3.1.3  ASCHEZRAFIE Sy b it 1E

PAHIT O T ASC 75 40E J M 1) 7F FH 7 T ) F
FEBREPIERR B T7 1, AR AR TR
] ASC {E3R15 1 % 7 it AT EEAEH . AR
JEUFE T /N BROGTT RAB AL, 8 /UM 5 N 4925 201
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SR, R EF AR N EUAH LG, ASC Bl 2R 28/ B
(1) 9 ERER B ok s, HAE R SIS, 78 ASC
il 2R PR /0N B AL A RS 38 K B D R S PR A I
Ao TIAEFRIAEI R, 7F NLRP-3 Al caspase-1 it
RO/ BRI ML BRI U 2B L
WEFURIL, AEPilsis Eanfirh, ASC nfLLE /7
Mg T Dock-2 [#) Rac £ [ FE0E A1 UL 2 1 1) 5
TR P P i 5 40 a1 sk SEAE T fE ASC Bk 2k
RO, T e S 40 R R 3 5 A FH 3k 2R AT
FECT PUIRE Sk A A0 B R O, DR sk b
TPURR SRR R A, RIS A R ) 20T O AR,
g5 " Shaw 25 PUATRBUKIRIL, AAI7E
T/ B CE B R B R ORI, AE ASC gl R Y
R P 8 TRDE IR ) B A YA LU AT P R ik . T AE
NLRP-3 Fll caspase-1 G2 /N L, X FREIR I
TR BN Ja Rk BIpLEIE 7T &I, 76 ASC 6t 2k
)/ B e DUAS 1) MOG( /) B A5 i 28 155 2571 ) e
FEVEM T kA fg i = nakh, W RM, 4
BT MF-59 1K 3% HENT 28 85 3t ks v 4 i
2% ASC [/ BRUIRE, A LR 2R 2R /N A4 9 = AR I Bt
HS5 FI4T & 5 B A4 R bR OR b, X APl 4
7F NLRP-3 Fi1 caspase-1 -2 (1) /N il o 957 H 30 21,

HH ] W, ASC AL T RAER AR Z AT
T MER, RIAE 20 B G 75 AR G 928 S5 3R A 1 4
985 N P I i R e PR AR L A B ) v A, AT 9k
RE SR SAH OGS IR 110 72 A, IR 2AE
BN RIREIR o
3.1.4  ASCIVAYAE AT [ W i A

TER VG B Az B4l e b, ASC RIA T4
A%, T AR R A 2 R AR R G fE, ASC R
WK S5 RIEE R4S P, — Ly
A PYD ¢ CARD it 8 i\ s [, 4 pyrin( #Ad )
Fl— 2 NLR(NOD like receptor) K jik 1% b1, ‘B AII4E

ASC-b

ASC-c

rscs Q@—— ]

- oY

FE RN T4 ARt RT DU, AR R A AR S K
FHN (0 R O P R, AT ASC 2 75 7
CERIAS S HE S UL B B e JORE B A AT M R
FEAE . 2010 4F, Bryan %5 P9 BE50R L, 75 41
P RNA B A& KOG 10 5 22 FC B 40 T b 24K AR By
FEM EWEGH MU, 38 i western blot £ 1 £ PY Fh A
[l A6 4 T T ASC BR . IX Uil ASC & (A 7E
P 40 A 1) 40 5 s 1) e R v R 2E B D)l 4
FEAETT RN TR R, 43 il iy 44 A ASC-b.
ASC-c Fl ASC-d( Il 4*, shfg )y maf sk, H
H ASC. ASC-b fl ASC-c W[ LL5 NLRP-3 44 11,
RAEE AR, G RUiTH caspase-1, F115% 5 IL-1PB
S RRE D T IR TR, W) CARD %5 #4351y 5 %
ASC R AEAE 1) 5 BRI
3.2 ASCTEMEAEFMATHHIER

2003 4, Guan 25 PV LI, 8T R 4120
W ase R 2 DR AT B DT BR . WESTUESE, asc
5 TR] 1) PR R 0 BRI 5 3 A7 7 F88RE 2 I A Ry
SR P T ase SRR IE & AR I 2 DUER,
NS TR TN € D S 01 W NG (W =
ASC 0] BEAE 40 B O 12 3 #2 b ¥R . 2003 4F,
Masumoto 25 7' 7 HEK293T 4l it K %1k ASC,
S KT caspase (W41 M T &L () 5). 4
R SR A asc FER AR, BT IS Fr
59 X UiH], ASC {E caspase 753 ¥ 4 i 7 T2 5
RO IEETAEH . 2004 47, Ohtsuka 25 P 5 jof Sz 46:
UESE, ZRRiAT R H TR 480 1 p53-Bax (4% 5
GEBEAT, 10 ASC {ESLyH Tl BRI . fE41
FT kA, ASC 5 Bax fEH, A Bax a4 £ £k
FLAA, -S40 (0 2 C KR,  [R] IRk B 2k b A4
JI65 LS T d 3 PR AIR, 3R 177 5 B caspase-9.  caspase-2
HI caspase-3 [FIIE FF 15 S AN ML T2 R AE . AR,
24 ] siRNA BH W P Y8 1 ase JE K 1 R IA B, |

HiAL
D CARDE #
] B RE R m R

ASC-b H & WA G g e % 7 PR )93~ 11 LA B () S KR . ASC-clFIPYD&E A Bl 2% T 26~8547 B (1) & ke ; ASC-diit 2k
T 36~9347 B HIFB 2> PY DS K ak () S FE B AN 11~19507 B 1) 2 B CARDSE Ml i G 518, BUIMTAC 2 Y/ 694N AN 2 ) HoAth 2 i
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NF-kB & —Ffi e R f,  — L8R GAEAH DG )
PR 7] LSS NF-«B, MIEGE R RIE S
v P B2 47 PYD ok CARD &5 44k 1) 2%
(1482 5 S NF-«B {5 5l #% P, Kk, BAE
W ASC X 1He 38 st A7 PR 7 H

SR, ASC {E NF-xB {55 5 % H 11 1 42 4 H
SEAFAE UL A5 R, H ASC kI 4%
Yo NI B, AR5 H LPS 8 TNF-a s 44
BEP T o) J, I NF-kB 3% Pk 5 0 A R G O
BB JaRF5E R, ASC 7 HEK293T 41l iy
(1) Ik ] 2 e S5 v 55 NLRP-3 S W] 45 F IF 0% NF-
kB IRE M, X MO 1 FH 7R 2 ASC ORI I Al — 4%
PAAD S (FER A S5 ) B A i ek BY R,
Stehlik 4% P2 B, ASC A2 5 T4 f) PAAD % jik
AL FVE I LAS S NF-«xB 15T EBRN K
ik ASC I, ASC w] LA4ifi] TNF-a. LPS 1 IL-1pB
SR JE N I ) NF-xB (& k. 3X— 30 IE
FHPIHLE 2, ASC _Lf) PYD &ifyld 5 IKK (NF-xB
FHI 7 Ie-B W ) EAWAHEAER, I 38Ul
FRAk, MBS Ic-B (135 2k, 4% 1 # i) NF-xB ()
WEPE. S5, % NLRP-3 X FE & 4 PYD 45
Fllif i, TS5 G A% TR ) NACHT 45 1) 351y
HE& 55K, 1 ASC Mk MriE IKK &4 ) 1% 42 A
-, A IKK G Ay i 5 0 FE AL A e
M NF-xB (135 4k B

e TR VAR VA ES 7 ATACE U NI (1 R

Hidb ol LU Y, ASC d 6 (4R T2 is AL ik /2
I NF-«B, W RAKM T ASC 52 55 i b i) HoAth
PAAD ZRE ML AN A, DR
it T] ) IKK SEPrRisy, 5 H L
HEAE2E -

4 BEE

LR bPiA, ASC 25 Z & fH 5 Fi1e, fE
RAESCIE - G PR T B i oRg A A A5 TR A 28 AL B
HIEM . B X ASC IR ABETT, Hit— LW
I SLAE IR e AR AN R AR e ey T A LR, D44
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