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Programmed Cell Death and Inflammation
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Abstract Cell death is a common biological process that plays an important role in the growth and devel-
opment of the body. Moreover, cell death is related to the development of many diseases. Inflammation is an im-
mune defense response to stimuli of injury factors. Appropriate inflammation can stimulate and improve the body’s
immunity. However, excessive inflammation will cause continuous damage to the body, even life-threatening.
Traditionally, the cell death that causes inflammation is necrosis. Recently, it has been found that a variety of pro-
grammed cell death, including apoptosis, are related to the development of inflammation to a certain extent. This
review summarizes the recent progress in the understanding of molecular mechanisms of different programmed cell
death and their roles in inflammation, which aims to provide ideas for the research of related scientific issues.
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sis), AN S B AR AR, 3l AR P A
BB AT 51 K5 I B i, S UKL Y ALy
(BT, I HF B 2ORE SR ) R A2, FERTWE T — HIA
N, RAEEERFETT7 SR AE R B RT3
FIREFE 2 B, 2 M i A0 T 32 B RE P I i, A
A AR R AN, I HASE R T 2 R
FEFFPESET M5 JORE R AR o

1 HRFEF MR
11 AT

P TR 5 R = W] Ay M2 s 0
(SRR P T A8 A AN A T (R T 2 AR i 11 -
PRI R T 2 TR 2 2 e P BRI 1 2 T SR BT
T2, AKFFH=. DNAHBG. WFEMIE . 3%
MR R, BRI ee LR 2253 24k
S mT DA S PR R T R AR YRR T
w22 00 HL B — D R 2R R A4 A I 2 (mitochondrrial
outer membrane permeabilization, MOMP), 1Zid #£ F
LT BCL2EH K Y. BCL2E H i KR4 :
Z AR E LN T/ 7 BAX. BAKHIBOK4 ; i
JHT24rFBCL2. BCLXL. BCLwHIMCLI1%; ¥4t
ANEPETAE 5 A4 BH3 S5 #4485 25 A BID. BIM.
PUMAMINOXA%: . BCL2Z & (HIE (2 # 1-A
TP TR 7 A 2 A P A AR, 351
VAT R . AN T 3 g B AT
2T, A\ FIETZ 4K TNFRI, Fas. DR3.
TRAILR1. TRAILR2. DR6. EDARFINGFR, iX
LEHE TR ER A 120 80N AL R AL T 45t
Ik (death domain), &/ 5 T2 B4 /5 B4, BT
T, FET 2R SRS & G, 8 AR IS0 T 454
1A 55 47 #2 58 1 JE ADISC(death-inducing signaling
complex), DISCH # Zpro-Caspase-8175 T H i 7%, #t
—BHEFWTHRA . [FE, SR 0] DLt
P Y)EIBID, 55 NIRRT UBCKETE 5 .

P8 T2 BT ASHIE 2 AR I3 T FI Caspase(cysteine-
aspartic proteases, K 2 2 Mg K M P 1) 2 bt 22 2 /K
fide Wi ) ) S 40 1 9 ) 2 BT, O B35 S DNAR Y #I
BT 8 HIP), CaspasefE T g b vl 43 N K2, — 2%
F& I ] T-Caspase, T %0 5 Caspase-2/3/6/7/8/9/10,
TE 20 M A2 8 T2 0 A TR R AR G S N, BfRE 4 i
WA REZM. 5 —F52 % MCaspase, T E AL F
Caspase-1/4/5/11, £ ZAE F ¥ M 40 fo K 1 /L

ARE WA 5 T2 AH 9K 1) Caspase X 7 N 2 4h
Caspase——Caspase-2/8/9/10 [ % ¥ Caspase——Cas-
pase-3/6/7 X — I T 45 R 1 7 S B A
Caspase N5 A fE K IEVEH -
1.2 SRFEMERAT

PRFE M I 12 (necroptosis) 1] FH TollFE 52 44 30 ii%
I B IR 2Rk AR AR 3R UROS (reactive oxygen spe-
cies)f& 5 MITNF-a(tumor necrosis factor-o) 4l 5]
Ko Mo, AMISETZ AR PR AR R A R A
A (complex I. complex Ila. complex IIb), {4 4H g 5351
FE ARG P TR ZEP R T R TE RO

H B BIF 7 H0H 2 192 TNF-a4t & I #UE TNFR1
51 R 015 5 @ #%. TNF-a4 &4 TNFR1JS, TNFRIJF
U 1E MO 57 it #8 ZETRADD(TNFR 1-associated death
domain protein). RIPKI(receptor interacting protein ki-
nase 1), cIAPs(cellular inhibitor of apoptosis proteins)
TRAF2(TNFR-associated factor 2)/5 1 LUBAC(linear
ubiquitin chain assembly complex)&& [ JE R S1KL 4
7% NF-kB(nuclear factor-kB) 1 MAPK (mitogen-activated
protein kinase)/\ F 115 510 %, 4HMAFETE. LI,
RIPK1# %2 Rz & k. TMipro-Caspase-8 I TRADD.
FADDAL i 1 i i &2 & R Lalf) J¥ i U 75 ZERIPK 1
i £z FACEG R ARG 02 R A A
2, mEN T, WRCIAPs. TAKI(TGF activated
kinase 1)« NEMO(NF-xB essential modulator) )i
VA 1] B RIEPERIR, LR FRIPKT. RIPK3.
FADD#Ipro-Caspase-84H i [ & & AT fi, [FIFFRE
PSP TIRA, SR T RIPK R 1) & . 28
1M, *4RIPK3FIMLKL(mixed lineage kinase domain-
like protein) ] £ 7K1 & % 15 B Caspase-83 P B 1K
BUER R I, G RIS SE B S AR T . 7RI
FifE 5L T, RIPK3FIRIPK 12 3 it & 411 % H 1RHIM
SEMPRAN H 45 A, 2 JGRIPK3 &4 F g fh, 245
BERRAULMLKL, ‘FEFEF IR A8 HATAA,
MLKL—Ffti2 {F g 5l b 55245 Ca” FINa B T8 IE
TG, R AR EIE AL B AR R A
MLKLI[{IT357/S3581 M A O 28 )l N FE J3* PR IR B 1K)
—ANr TR SR, SO K B, Caspase-8/4
ARSI TR SEE A TR R P S E A . T
Caspase-8id A] DI i I8 £5 T (pyroptosis) it #% 175 K
RIERA, ZBOE ISR I A T Z Caspase-8 B L,
HARG T LA Rt — 2 [ -,
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1.3 £T

FE T2 1 R B (O T #H 5 () Caspaself] —
Tl AR PP 1 FE T2 77 3K, JFEAERE R0 [ Bk A £
T /& A % 1 Caspase /- T 1), H HCaspase-1/2& 5 -
TEH FL 3 W0 & Bl ) Caspase. 19934F, YUANZE!
R B, TL-1B%% ¥ BE(IL-1B converting enzyme, ICE)5
75 N 2k H1(Caenorhabditis elegans) FE1- 3% [FICED-3
A FE R, JERe g At T, RIKICEZ J5
# 1y 44 NCaspase-1. Caspase-14 1% 5 B 26 8 T2 &
K, ERAE N R I IMEEZE R O TR R
RBIE N . ST AR, BT RAERER, e
P B K B A 28 0E DR 1 R I i A 55 2 R 1 25 0 1) R
T, 5| D S E IR N o 2 24 A e s A U L B Rk
% BN IR fG B AS 5 i), Caspase-1H1 #1878 {1 28 i /M
MINLRP1. NLRP3. NAIPs-NLRC4. AIM?2 D)
S PyriniiE, — J7 1, I V) #|Gasdermin X % & H
GSDMD, 1 J5 #N-. C-P by [¥) 45 #4380 7 FF, #2E 1M
FETBON-3 B BEAE IR B S R AL, T R4 iz
BN MR AR N AR, KA TR
B 9 i K 45 55— J7 T, Caspase-11) #lpro-IL-1pF1
pro-1L-18, J¥ AIL-1PAIIL-18%E T8 2 f 4h 4 K %8 4
M. JE SRR, Caspase-4/5/117E i Jii o] DL EH 2 5
41 B FILPS(lipopolysaccharide) 4t & J£ 36 14, 7% 16 H
Caspase-4/5/11, 3 1 1) #|GSDMD 3 B £k T & AP,
7] LA5 3 Caspase- 1 113 44, %fpro-IL-1BHIpro-IL-18
D) E|F 5 A 16 M IL-1BFIIL-18. Caspase-34% A& $4
AT BB 8 A, "B TNF-oB LT 259 B 5|
T AR 7RI, ETNF-a8 b7 24515 5 1,
BAK/BAXA{K i ) Caspase-3 it V] #|Gasdermin & ji% £
FIGSDME, R JiN-ui i& Ve v B, SR T RAE. 1
XFPEET R AR FE R, GSDME ) C-Jit R A e Ak A&
Wi, It H B AR AL 471 772-BP(2-bromopalmitate)
|, Caspase-31)E|IGSDMEIT 0% B &y, 440 L
H 2R IXGSDME R ], T2 5 24 it AR T TR e A\
TR
1.4 $RET

ERBE T (ferroptosis) e 1 2K A& FIL ) — Fog BRI 48
PERET TR R AEAN T ERENMETE,
T AAET S HSREE . I FE MK
W SE AT 51k, EAETEA S YA AR
12255 7 5 HARAE T 7 A A . X —4bTd
R (b 25 9 200 B S5 R i Joid v 1k 4 22 L 2ok AR /1

DA B 2 R AR I 35 E LK

BT, K2 P f o 5264 v] 51 R ERBE T,
FERHE SHEHIEA <. P IBEAMUEE
B A Z AMANRNIE S 25 0 2 MM
PSR E AR, I L2 A e H Ik NADPHAI 4
BEQLOZEM BT i 1522, BRI T Rt T Z R e 5
B ——2 Bt H Ik S Ak P B4 (glutathione peroxidase
4, GPX4), & s fig FROSHIAR B FTEL, i —Ff &
HRERESE TS5, RIJUA 5 A0 8 g
BEERBE TR A BB 20724 /N 43 Ferastinid 1 17
iDL P D R 2 R S A, B AT 1 A T
AR IREL, 15 GPX4M) K A e H K & Bl
ZBH, #E1 5) & B AEROSHIAR RAELBET . (1S,3R)-
RSL3fE E MM HIGPX4, T 808 M 1 i i &t A AL
YI(L-OOH)R &, 51 KEFET . MMliproxstatin-1. fer-
rostain-1F112k 25 & 771 #4558 6 4 1 IEROS Y 7= 4, A
S5 Hb Rk A BT BR BR AR T LR IE B A . A,
BEOERNTTSESE T4 S %. ML
ToRAE R, % 2 AR50 I F-4(nuclear receptor
coactivator 4, NCOA4) 1] 175 T 8k & 1 e 5 E A i
(autophagy), AT 38 HIiE 252k IR B, R IEERAET
1.5 B

AR RAEE R Z . G T AR B G 5
W SIS 25T, A R AR . B S R e
BN A B B BV, JE S VAR IRRL G, TP R B R
B AA, DLRE RS0 N 259, AT S E AR B A 75 22 1)
fe i DL S0 i s 1 SE . AR B B iz ik B
Tl (1) 77 XA ], W LB 4 i) B R AT 4 v B
H I (macroautophagy). fil F W (microautophagy)fl
7T AR T 1) H W (chaperone-mediated autophagy,
CMA). — ki, BRI B AW, M2 5T
A28 A, WA UONER R, B R X ik
FEVE AR R AR . R A AR L
Fi AR [ Wi (mitophagy)~ i S AL Y044 H 1 (pexopha-
gy) P E WA G4 TR 1Y) 7 44 H 1 (xenophagy) 5, il it
o S T R AT AR Y PR IR A A 28 SR 4 AT AR AR S

BRI Z 1R B R IA 2 AR TS oy
7, BT lIGHT (preinitiation)
i ffi(initiation). %E fHi(elongation). H W& /NMA JE A
(vesicle completion). & (fusion). [ FA] H (deg-
radation and recycling). LC35jik & 1 7E H Wi F& H
EICHEEH -
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Gk -

—MAE DL, B I A — Bl A8 T 2
FEEFRRZ . AT EREE T, H AT LAORY
Y S 32 U T, SRR SE IR B kA2, [ m]
USRS, FRoO B AR A6 T, FR 40
HET I AR A M T B R I R AR SRS A A T
AT BRI R AR, 2RIy 2 R E R B AR
HIFE T 22 B3] BN, £ R RR ki, 3
B8 15 I B A TG D] 1) Rl o 2 410 1) v g 2H 24 1) 4 i
TR,

1.6 “MpEZE

41 il 32 2& (cellular senescence) & $i i & - 8] )
HERS, 4N 3G 58 5 0 A0 B 0 A0 AR B T e 12 A R
RIS R, RA T A i . e, 48
M 3E 2 AT — Rl M AE T2 07 2, B 3 2 1 40 i
AR . YA E M2 S ERER A,
Fr LA ZEaR A 48— N A 32 25 3 0 ROAE K AE |
BORTOT O RE e . AU ZE 2 R 48 — A A BUIRAS, 40
e R A K RE 7, (R4S TR BE A A7 AN B Al
WS YE . 3 E R A0 B S RGIE bR, #OR R
M B b o 20 R 322 R AR B R VE DR 25 2 DN AR
i mmkLTIRE RN . A LGS RUWERA
TR R S, AR D 3R AR A8 ik e, I
S AR R R U R DL RO B T G AR,
MBS EWEE, 240 2300wk, 40N A K&
LA, G DA S A AZ AR AR R 2 AR K, L)
SRt RAEARA . W AT DAEAE AR EX R
BEAT RN 4552 (1) W RE AR FUBE H A (B-GAL) T
PRGN, (2) J 3 H O A2 B4, 2 T 3 2
AR ) i 41 it 988 2 1 (retinoblastoma, RB)ZK ik 1 i
K BA; (3) S FEARICHRD, L ATKi-67(MKI67);
(4) BT 3R 45 45 11 7 A= DNAR A BLZ; (5) 774
I A G e Gy 5 2R 4K (senescence-associated
heterochromatic foci, SAHF)”; (6) ;=42 K& 3 Z FH K
77 W3R (senescence associated secretory phenotype,
SASP).

2 RELE

SO R SETE N 52 B4R 05 R Y % 21—
RAH AN, 0 R T2 15 052 4 B 46 S,
HHE e R AETE FUR I B IR IR R G SN
o JORERALEH R BRI . A DL S PR 2%
JIEALAE U S S RIS M A . WU EG 0 5 2 5

WIM BRI SO R 2 A S5 I Bk ROAE, B
I 22 A S . B SO SO I 2 i AL A
— RIVEAC IR, ¥ & BV AL L R S8, R
P R G ZAVIAL I Z B . 2 T SAENL A
REFE IR QL RE I, A B 1) 7 A AL ok B A 4
= 4 R 9 B 0 i 5 B R L B AL, IR VP R
A G LA, I B R e 918 A 2 AE LATE B30 iR
e T2AIX AN BEE A, 32 A 4L 2t 2 i 1] T
B . SR SORE 518 1 JRE B K DX At 2 X 41
GUR T B TR AN [R], A8 JRE FE RE S 8 475 45
WHIEE R . — RN, RAE RN A — P R AR %
B, 8 S A A2 4 5 B0 JL A2 (n 4 1 )% AL A4
AFF AR 5 AR JORE L2 Tk — RPN, ankh
ELE BIKRFEREAL . TR, AR EIE

B 3= 2558 1 452 2R3 52 44 (pattern recognition
receptors, PRRs)/EHIA [F] Fi %8 PA 1~ AT 5 & FF 42 |
RAERAERRE, B TR ZAHE TR =GR 2
& Tollkf 52 & (Toll-like receptor, TLR). NODFEZ
& (nucleotide-binding and oligomerization domain-like
receptor, NLR). PYHIN(pyrin and HIN domain-con-
taining protein). PKR(protein kinase R)FTRLR(retinoic
acid-inducible gene I-like receptor)®'??, TLR & 5 i
HH, EARE B SR RRE AE  f 2, A LA
A5 G 2 1R S AL A0 P b R A B iRk, SRR
RN EIBEY) . TLRA SIS 5 4% 5 ] 32U A 5
e MG AL, 2K 53k 22 MRk 2 D9 A JRE A L 1A
¥, INTNF-a. IL-12. IL-6%%, S My K RIEM A
R RE. b, IR 3 AL T (co-stimulatory
molecule)FIA, JA BIHRF M g% N Z = AP, NLR
FIPYHIN A J57 32 4, PR 51 i A S5 4955 i sl A= 4
PRI SE R (R T, G 2 LS JORE MR AE
W Z I BB SR AL, T 2 5% S A
FAF FHEE, IR RIRGPE B . TTPKRAIRLRIE R
TR R0 S A dsSRNAGE BEIFN 703, SEBLHTR 75

FE R A T RAE N TR BOEFER ON TR
JL A . NLRATPYHINZC R JE 28 (3 AF Dy il Ji 5%
w25 7 R /MERI AR, B AT E A DU R
NLRP1. NLRP3. NLRC4FIPYHINZ i (AIM2)>>7,
NLRP3/AIM2 5 # 3k & 1 ASC(apoptosis associated
speck-like protein containing a Caspase recruitment
domain)i#id PYD(pyrin domain) & & 14, Fil
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i ASCIICARDZ: ) 1% 5 Caspase-1 i 74 #H H.1F H,
NLRPI/NLRC4iE 1 H & CARDE #% 5 Caspase-1
g5, SRR MR R, S5 AR OE T Caspase-1,
D) FITL-1BANIL-18 () /I A AT 3% 1 (K TL-1BANIL-
18, JFRE A RIS Z 5 SORE K 4. NLRP1E 2R
JHOEERE — ik (muramyl dipeptide, MDP) 1% JH £ 4L £
% (anthrax lethal toxin), NLRC4 | 3= B8 52 41 B 1) #F
B 5 NI 3 90 3 5255 57y, NATPsth ] LR
IX G T A S T 2 HENLRCA R 7% ALP, - AIM2
T A T B0 B (dsDNA. o, i 4 S iy
HELFENLRPIJE/MA, [K49°E 7] LLRJIPAMPs
ADAMPs, & LA [ F G 2 ) B E A A .
BT RIS BOAAR 51 K v Bl AR 2R DL L ROS I 77
Az H BT T NLRP3 I BEOE & 34> B 2L
NLRP3 & A RAL GENS 5] KV 2 R BB, Wve it
WhAH 2% ] #A 14 275 4iE (cryopyrin-associated periodic
syndrome, CAPS). A W A&AE KA MM K R
#=Y), EEEBAE: (1) AR, AR
BRI AN R, BT PAS R BN LA S S AS ] 5
(2) RAERPLH R AP AN IAE T, 4HMBE T Ja R
TR A5 Tl BT 5% SOAE R AT A B EL 5 . 44
i & A 4545 8RB T 77 42 DAMPs(damage-associated
molecular pattern molecules)&{ PAMPs(pathogen-
associated molecular patterns)if, ¥ 28 A5 5 1H#E,
FETCRNER 7, SEEE RAELIML, 5 K JAE R

B A 4 L A T AR QR R AR S PR SR R R
AR B FE T, 4H MR A0 E A (1 B
BRXT T4eFr RN Ra S . HLUEE A G R 2 2
REFN, RZ W5 EWREERIERR A A &
L) A R G 4L BE IR B (systemic lupus erythema-
tosus, SLE), ‘B & — M8 KRGt B3 & 0% M50,
I ZANEE RS, Wil B R A R
Gt —MBORUL, SPESRERFEEN (AR, 15 0k
A B BT A, TP AORERREEIN (A, B2 Fh
18 s, CLFREAE . O A . PR IR AT R
Wi PP RGP KRR . K2 BUG I  i)
BEH R IR IR, WS, EEL. RS, PAER
TSRV, X8 R R 5 3 RORE R 5 K AR 1
Tie Ty 4b, TEBRE AR 2 A T AT LUSENF-kBAI
STAT3(signal transducer and activator of transcription
)X L G PRI S IR, B B (i s 1 G
fAiE 1238, MEERMER.

3 BEFMRTERELE

IR SR W, SRBEAE B A M BT T R i R
RE A, TR T4 2 Bl R A IS B, A nlii gt
KE&RAE . lan, AR T R BN, PR T Caspase /i
11 )5 I pannexin 1388 T& [ 802 R i — LS AR
PR R A P R R g A, A SO R AR, IR
B DA HRAEFELE N, Wi h, &
PEBE R R T BRI, AT SRR ROE & A, IF H.
FE— € A BIAEET, ok 3 40 M ) Bt 5 1 2 ik
RABGRPELE . FIoh, HABRE P AT 177 5
S RIE RGBTSR R(EHER).
31 ACSRELE

SR, 4 7E 32 ) A YR BRAMIERICR 51 K
MR AN 2 PR Bl 90 R AE R e L . X A W
J7 T R K, — & 08 T2 I R HR K & Caspase H 28 BE P0G
2> Y] #IMAVS/cGAS/IRF3(mitochondrial antiviral sig-
nalling/cyclic GMP-AMP synthase/interferon regulatory
factor 3)5% # Vil AH O¢ B 5™, — /& Caspasefié {11 il
RNER BT BN — 28 R DR [ 20U, AT AT
ill 9 S W SR, CaspaseX -l 485 & A4 & JE
WHEN, HAAARLFR . AHFRY], —FZpE
1% 1R 7] i 1 (polyribonucleotide nucleotidyl transferase
1, PNPT1)fEMOMP(BAK/BAX A 5) T M Hi 44 41
JEETRDRETR, VIFIZRIE RAEAH 5 H F FImRNAANZE A {4
dsRNA, Bij1E RAE R ZES. T4k, KAMOMPIHA 15
1 I BRLAR AT LRI A A s AT R 0 25

H AT, ZRAAMOMPER 1 /1 3 8 T2 R A 46, 1E
Fra ol TSR R ER . LRI,
TES/D 35 4 F) Caspaself, MOMPA] S EUK #fimtDNA
1] K SR 5 £cGAS/STING (stimulator of interferon
genes) 78 i I B IO, PEIIFN-Bo 8 T2 & [A) 98 4 1)
AR, WIJTGR 2R i i EBAX/BAKH H & AR /b,
41 B t4 K c(cytochrome ¢)FF i, 2 J5 K EBAX/BAK
SERNRI B T AR E b, TR I FLIE, SokifA
PR D, 32 0% e B, AT mDNARET, 11 5] K
FAEBPEA, 74k, MOMP T B2 i i (I mtDNA
I REAE TR 36 52 20 0 A A5 TLROA R SR S 5 A7 5K 1)
G AL ANLRP3 2 A NR R ) JF 455, BT 0E AL
NE-«BE LTI R, Ja & 3 BUL-18FIIL- 1B B il
TE 8 12 # 8], Caspase-3/77] 41 FmtDNAF % fi#, M
1M BH 12 3 5 cGASHI AR H.AE H, 1 HlmtDNA S 1)
cGAS/STINGS 5, FEH T “GpBIiER”. kAL,
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mtDNARE IS HIV, SLESE 28 8 55 R AEA G, 7E
Caspasedi Z 15 ., MOMPIE GE 8 5] 12 2 H 1
#ill 7fl)(inhibitors of apoptosis proteins, IAPs)H] i, M
M HNIK(NF-xB inducing kinase) )ik i, 2 %E
KA, B E KA R A A 58 MOMPRY, 4R 1Ak 25
e FEWETREAE, JFIE 2okt 5w i) 77 e ke | 2, A8
AHHRAF TG . M8 bR K A A BRTMOMPHY, /b & 1)
Caspaseii 14 F ZU I dsDNA 5 4% (B 45 41 5 41 B A1 975
E5)MmtDNA PR 2 LA G T & AR, i 218
A WFECGAS/STING A 1 3d i, 51 K RIR e, TReP
WA S A7, 2 B AERNA 2H 70 PNPT 14 $1 fil,
£ A dsSRN AN I MOMP 5 # 3k 73 T-MDAS 45 4,
BOEMAVSSEZZ AL, TG HENF-kBAIIRF3, & B
TrFILER .
3.2 FRMBATERELE

TEALT AR B I0OE 5, 2 Caspase-83 4411
) B, B ) ey 9 T AR 9 PR EM. RIPKIFIRIPK3
MTHMERILTAE T, FHEIFEWMLKL, 51 KA TEH:
JHT2, SRFEI 40 2 1a) ) FEURETRCH: N 254, X B8 A 2%
Y2/ NDAMPs Il 3 FR 4B & A= 98 0E S B, B80S
PG 8% o MLKLAK RS AR 7 PR SEAE /N BRI
NaRE  BIZ RGFRE T DL S0E [ S 3
G E R . X R T7 5 VR 22 5 R
JE I8 7%« ) koA A A5 e AN R A3 0 B H 98 (P R B R
RS VERR W I 51 ) A A Ok 12 e v % JEL IR
(Crohn’s disease)- {50377 14 BT UM 25 11 98 58 ) LIpIAE
HRBEHE R TANE, 4% TR, FH T4
ANRERE IR, TCE S NHERRI, MR A B AT 1%
fife, MR 2 LR AMESE 5] R RRE S L, HH IR SR AL
INFERIHRFAE, X — i FE A FR 4k R PR T
3.3 ETSRERSE

FETC AR MU B e S N, 3 JE I AR T ]
B S50 AR, O I G P2 N R 1 s T AT
i, M AT NS SENUERR R E. Bl
RIL, T 25 5 8 B M0 « A M0
PRZE BRGNS 1 R AR

FE T AH 55 8 (9 GSDMD = 7 4 7% 41l il vp 3%
Ee MfEE NI, 0P EDZIAE B s B, FF
PEREEE TR A, il RYER 7 R S 5, BUEHLER)
B Thee . TAENLAAR ) IE R 4, <3 H GSDME
HEERIE. WITAYN 27 F R IXGSDMER 4 i
FEAEEETD, TR GSDMEN] £ BT B T b fE . 24

W PR GSDME i R /N BREEZ ST 25 ), Fe& i)
BERIER, Wi Ak B S, 5N
FROAT G U 2> 2 2 ke . BFFL3R T, GSDMEA 8
TCAE BRI S 2 AL ) a2 e J A T, A
Eb2 ', GSDMERR 1 7E K 2 B A i) i 4t i v AN 36
ko R, MR AN AT IS EIAE F B = A B AR
WIEHE BT IR AT H VIR R, X R MR AR
I7 J5 B SE R HL A R R 2 E L. ETFEZA
FIBEAL/K T-#IEGSDME S A {3 4 i ', GSDME
FEDR B JE 31 X 38opk H Ak, Ak T3 A dIR S
FHDNA R 2 Ak il 4101 1] 751) i 75 Al v Ak 2B, 00 2 {2 sk
GSDMEZE [ 13RIk, $2& w7 25700 i 4t M i 2% 4
1%, Caspase-3 B LSRN 2 T2 R AR bR &,
MwA N S ET R AERRE . HFFREY, Cas-
pase-87] UL 5 EGSDMDZE H W V) &, 75 T £ 1205%,
IXEEEHE B, 1X JLMCaspase FIiE . 2 HE T K @
(2SR, R TR ST 2B s iE 1, B
ICEIVEH, R4 1 B 20 R L .
34 SRTERELE

BRAET. 5 Mg 4] U B Ao g% IO 55 22 A
A ORI B R OC. A R AR R AR T SR R TR
HIOE RIR L IR, WIDAMPs%:. R IR AL
I (lipoxygenase, LOX)F1 3 S ALl (cyclooxygenase,
COX)BAL ) R SE T 20 2 v, 46 A8 DU A T A X 4 3 i
LOXFICOX P Fiig 15 5 8 28 M A o RBE i 1 42 4o
P55 A0 M A AL BT, (H 21X e D AMPS R 51 AL il ik AN
TERE . WK b, MR NAE BT 5 23 0] g B 3 B4
P, 7B o FEUREERE, X At T B
MR AR AT 51 R BB, BRI, A & 18 R AT
TP AR TT G IR R i . B E25%)
T FED A 2, AR iR 40 U R OSRH 58 FREAIE, FRATTRT
DA R 23R i FL kBB T, AT bR A 35 0 4 A
TR BRI I 4H S
3.5 BRESRELRSE

— NN, B MRS E R R
il 9, 7 1E 2 H A Bl — 6 20 it 5 453 105 A AS 52 B 5
HERAERNL o RRE/MA ) B R FE AR IR . 24
2R bR & A L AL FIMOMPIE L, 7= A4 IFIROS Il
mtDNAZ FEENLRP3 RAE/INME, 518 JU0E, TR
ZIFNy U 38 it 3 3EDAPK 1 (death-associated protein
kinase 1), BRI IFHOEBECNL, 1F T A Wk 1 i
YT E RS, ORIk B MR R AR BRI Ry S U
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Gk -

F S ] 7 R IR 2 58 1A 5, ALHE R MR AW K
BN 2E 5 (Caspase-15541), FHIE S E &4 HIE
5 RERAELSFRLHEE K. B WA EAATG12-
ATGSE AW W BLIIRIG-15 545 5, #0131
Fi7 4. MAVSRZ PR RIS — A5 K5
REAADCIO AR 5. et FA) 2 3 ik 389 ITMAV S 7K
S HE 26 kLR R Bk T KRIG-1AE 2415 5 15 .
FIR, ATGOA i [ 18 25 4 J5i 9 A D STING I 18 i I
P TBRK 35 AL, 2Rk A (5 Wt mT DL ik i
FEmtDNA-STINGIH B4 S0, 75 ZRR 1k H W 1) 52
A Parkin B PINK 19k 2 (1) /N B, R 202 3l 51 2 Y
FAE R KB IN, 57 HmtDNAZ S {4 ) 55 40500,
W R 7 1k ik B 8 M I B R A AR A, ARIE T
1552 B A RAT I 1 IR G2 98 M I I [ [P

E R T st 98 ) 7 vl 4l 2 Ab, AT BAIE
Al YR JERE AR, MAVS I sk B 1, A e 145
FIARFINLRP3E AL BT R I, DUkIS SRS d A
W5 ] DA it Caspase ¥ 14 DA L IL-1BFITL-18 1) 73k
18 ) g0 70 S AR B, TL-1B1 23D, JF B
R E WA L C3ZE R 2 BRI RE LG, 2L
W BEAE 2R (— 2L BT B 20 7E A A5 40 A ) o R 4%
YEH, BRI E 244 galectin-8 B T H M AT 4 E 1
HO LA, B 5k, galectin-8Fk 1R HE H Wit FE AT,
I BOHTKBKG/NEMOAMINE-B, M 51 & 45, H:
R, galectin-8% 5 I FF R HRIRIL-1BI1 73 e WP, 1%
SLIF TR N T A0 P 2 LR A 3 Al A MIE 7% 4
I RTS8 R A e 1 B A
3.6 MRESRELE

WM — s R NRK T JOE R A, B
RFAE I 22 77 T 1) 56 5 P 9 1) 4 i 3 284 LA 4
BFE AR E, I g i o AR A A IR T i
b B 7 A A AR % 4 F, WIIL-6. IL-8. GROaF!
TGF-B%5, ‘e AL A 25 A5 e 1% B K52 4464
HAEF CA4E R0 B Ak T 52 2 i BE I T BEXT 98 RE 4H
B 6 TR A S S R A 55 4y WA OO0, 1% 3R AL
TEZ YN hn, BT DA 2 et R A, B
T 6 S AP il h ks o R 1 L A
A B R IR HE BRI AR . BEBEAR .
T PR RE S04

4 REERE
T AR, B X0 BE T 1 4 F AL 5, £

Tk B 4 S8 207 OB R e SR T A 7] 240 i S %)
TR AR T e G B AR L PR M S AL 47
it — . R B2 EEBITERAR, &
HAERE JORE R A, H RN T O R A BARTE A AL,
— TR, ERCRIF A, AL
G TV MM BN AMAE R IR N 2R
AFRIZET T3, ALt e LR R R A, I
5V 2 SEECE 8 VE ROE KPR K BT K. TR
AR P IEAE T 5 ROME R AR 5% 2 R L], IE KA
BT IR AL 1 B3, IFERS TR 25 AT, KT
RE TR I AR B ROR, A I PR _E X 90 A s TR
FREE, [F, X R AT L Rk
T AIEOL, T AE R EL AN FT MR S e,
U, & 23R AR T BOA S H A 4 R sE Ty 5K,
I JME R A AU e, AT LA A G 2 2R ¢
FIFLEE -
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