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Abstract

Chronic obstructive pulmonary disease (COPD) is a common chronic lung disease, which belongs

» o«

to the category of “lung distension”, “asthma syndrome” and “cough” in traditional Chinese medi-
cine. In the acute exacerbation of COPD, the body will have a serious inflammatory response. Tra-
ditional medicine believes that the main pathological factors are phlegm and blood stasis. The in-
teraction between the two is an important part of the occurrence and development of the disease.
Pyroptosis is one of the programmed cell death, which is characterized by plasma membrane per-
foration, release of cell contents and inflammatory factors. The release of pro-inflammatory cyto-
kines such as interleukin-1£ (IL-1f) and interleukin-18 (IL-18) promotes the formation of patho-
logical factors such as phlegm and blood stasis. With the in-depth study of pyroptosis in recent
years, it has been found that it is involved in the occurrence and development of patients with
chronic obstructive pulmonary disease and plays an important role. Therefore, this paper dis-
cusses the relationship between pyroptosis and acute exacerbation of COPD from the pathogene-
sis of “phlegm and blood stasis”.
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1. 518

1 BEL & 1k 5297 (chronic obstructive pulmonary disease, COPD) & A3 AN 58 42 ] 3 1t < i 5%
PR ARHIE RS PE 5 [1]. COPD St SIS LA HH I P B 1 SRE S 82, $L 2816 & B, J& COPD
HHRTIHE RN, YE S COPD B Mg BRI TUE 15 0. W22\ COPD J& T “IZuik” “HiiilF”
“HBRK YERE[2]. HORHLLLA B RRSE N, RS INE A LIRS, B, o E BRI & .
AR, ZIUWFFTAR I, 15 FH ZE il s s ok R Hh 4 B AR T M5 Sl B S, YOI AR T R
5 COPD BWEINE R RHVI[3] [4]. 4ipMET i —FRe P PEaninst s, i Sl s uoas
I 2B TBOR AR RN 7, FHRER R B R R IR, RIS, A0 AR T A i R A A DY 7 (R R it 2
PR IR ER R AR A T AR RRORARIRS] [6] [7]. BRI, AR SCRRR N FRT 40 £ T 1518 1 FH 2 i e =
PN SRR AL (B K R

2. COPD S mMEHARR AR
2.1 KE—HSE

COPD Jiifir EEAET, COPD Sk A AR I A 72 Ji AL A2 il IR =I5 K28 (&R « NI B IR TR )
zi: i, RA. T B HARMRTR. R, E-S2R, K IR, EERGNFE, bl
SAERNERRIEHE AR, S WY . FTESE, PO, WS BAR, BRE, SAmE,
fEREIR. WREH A, &L, BUMKME, KARME T, Rk, WETE s, AR
R o JPRP R, EERCR T AT, AR, RREH A, EAREAE S, WA . W H ALY, 5
BT, B, WEmAE MR IIEE. CRIEGRHED) b “MovzEE, B, EdA,
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BV, BABHMZS, FPRIRI. 7 E RS2 B, BN, HABCEHE, SRR,
M A <0, sh s [9].

2.2. ¥RE—RIRPR S

COPD SWEMNHE I EE USRS E,  (FHELIE) e “BRARTI, B0/ B AR, BRI,
WM. 7 s VIR MO I 3 2R B 2. /e COPD I E B M MEUH IR, &
TR RS T = I SC RV [8]. WioNtEss, & T LR, JwKZ B, TR aAmER: MEbeE, =
ARSI KK SO B S s Ai ;B EAAG, mIOTREL, A REN . E A DIRER
PR SiafehAn, BRAKRE . TR RIS EUKBIE R RUOER. KOEREA, =E50A4A %,
AN BEAT L, MY AR, LRSS, AR, KON, R AUR, ABURREA5[2]. M
1% COPD #n#k, Mgk, B 4TI, B H AR/, PN, Wi AT i, i B 2 ik
2, XN A SR, FEURBAH LIS . gk I A5 B LR S AR S B2 R AR 1 B JRR [10]

3. YRRET
3.1. ARET{ES @K

YRM AR T AN F T AR O ) — R R A AT T T 2, BRI T 2 R R AR 1 i (caspase) VT T
¥ % 5% 1% (Gasdermin) B 53 SRS (5 5@ B [11] . AU T2 RS S @B o N Wi Re, —FiR 4 HLE S IE K,
H caspase-1 #i%; 5 —Fh& A\ caspase-4/5 o fR IR caspase-11 B3 (I IE 4 (5 i@ [ 11]

3.2. ZMESIERE

N AR T 145 BL{E 5 E K B Caspase-1 /1. Caspase (cysteinyl aspartate specific proteinase) & — &
BB EIR I IR R KRR E /K@ . Caspase-1 J& 4 0E /IMA I B AL 5o 24 f At z0iR il 52 14
PRRs 15 51 E1| P4 415 s 52 5 JRUAF 9% 20 T8 X (PAMPS) R 4 5% 23 74 50 (DAMPSs), NLRP3. AIM2.
Pyrin 2552 /K25 3853 5% 5. 25 1 (ASC) F1 Pro-Caspase-1 412 i A /IMA,  E/MAIE Caspase-1,
TS5 Ry B T 1 B8R KA . 1SRRG Caspase-1 B DA SR JE AN IE 7 IL-18 A1 1L-18 ) AN
gy, EEE H4EY)E GSDMD, fH3 N iS5 C %785, GSDMD-N @i g AH AR 7, 7E M
JE I IR SR LT IL-18 F1 1L-18 55 77 T EAR /N I B A 0 BT B AR A, oI P b B -k P 2R A
KT RERNAMA, MR, R&BETI[12].

3.3. EEHM5SEEE

YA o R4 {5 S B B i Caspase-4. Caspase-5/Caspase-11 415 . Caspase-4. Caspase-5 Al
Caspase-11 EL4%52 2 41 4 4 2% B ML B g 2 Bl (LPS) RIS, 5 i8R S M e S /K AR 23] RIS,
TG ALY Caspase-4. Caspase-5/Caspase-11 7] PLr#4: 5 Caspase-1 #H[E 1) %] GSDMD [{J/E ], GSDMD-N
OSSR 7 £l . 751K Caspase-4. Caspase-5 #1 Caspase-11 7] LLi#id NLRP3. ASC Al
Pro-caspase-1 21 i (1) NLRP3 % Jit:/MASLIE Caspase-1. Caspase-1 ##i% Ja (11 5 4 S5 S m B A ]
Caspase-1 V& IL-18 F1 1L-18 T4, (2 H ez Ifim it GSDMD-N 74 B IR AL R B 40 s 41, 55
YMffIBET[14]. Colarusso &I, COPD SN Bl = @il Caspase-4 M FHIAEA MAI T A5 S
WS 5 H R R R E15].

4. YARAEET-7E COPD A MERANIER
4 COPD #5252 51| P Y5k S M BEE RN, AL 2 Hh B0 7™ 5 1) 48 0 % % 5 30 COPD A& il .NLRP3
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R MAE BRI R 2 A IR T S /. COPD RN & FWINE (CS) Rz, AWK
W, CS el imid s NLRP3/caspase-1/GSDMD 15 5 B fil & S U F R AR AR TS, [Fl, HI&w LA
PP RABE-4/111 S 3RE LRI FET[14]. Wang Z5[16] &3, 0 TREM-1 G4 i
NLRP3 7 JiE /MK 3005 BEL T 40 B £E T k52 COPD B2 [ #E SN o IL-18 AT 1L-18 Agi i FE T K A0
B EZEJRER . Briend SE[17]& 3, 1L-18 fRiA <>k COPD WMEMME % . AW TR H[18],
SN COPD M MiE e R 4HM A 1 IL-14. IL-18 S & B ¥ m TR COPD B, iEWE R T
)R B 53 /2 38 COPD Bt N B (A% O Rl 36 WO\ o 4 AR T m] g2 (2 i2F COPD i K Jie IR SRR PR 3K

5. YRR {REEAGH . AMAY~E

G 50 SOREAN AR “BRAR 7 JEWE . FEARS IR DhRe, AR, T R A A Ak e ik
MR AL, AL T R L, (AR YR FIERE 7], B SGEE2EIANA CS & — Rl B M ih 5
A, A T i 2 g s DhRe e, AEE, EEEREOR, MK mERE, FEORRE
gh . MZREA[19]. ESCHR K CS s SR b R AR T 5 518 BELAT (0 &5 1 2 O 4 ) 5 4R
ZEIHAE ORI MY R L AR AT & o 4EM AR T I N 3 BOR & RORE R TR A, TEAR N T e
P9 LK 2 [20]

COPD HB#H VI ANA, [EAPUR, BN Z, RIERTRAE, U2 RNIMBZZER A B IE 5
VR, AT RS, R S I S RS AR 4k B [20] . 2RI AR 214K HE “ARAT . HLIS MR COPD f&
SEHRAL, IAAHTE COPD FasE Wik, W8, IERAR. BRTMAR Tlids . M2 2008 20 B
BRI IR 2T, COPD SRR “ORA” #E5130, MBI IRAE, REMERTFRESW,
g A JEERE IR, S3 COPD Stk nE &4 . KB JSRERISLNT T, COPD Suitk i & 3 i o
ML T RsEIRES, B IHE[22] [23]. BRI W, 4HMAET-Refeidt COPD S = IR TR i, Rl
WAEINE COPD & KGR «

6. BE

Zi Lprik, COPD SEINE ) LA EARSNIRAIGHL, CAEMS 5 KENA R, AR B AARSE, %
My L LSS BRI LA A AR R AE I B R . fE COPD 2 s i % et At b, 2 s T I
28 A5 T A ER AN AR 22 05 S5l BRSO B R R AR PR Tk TR R L B R B A A, T RE
T A R T R R A RES AR SORE SN, WA AR TOAE COPD S M s A #4875 s EAE T . H H BTX 140
JEAET fE COPD @M s I 1 I T i A ks, R I8 & AR IR AT

SE ik
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