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HE MEH)F P IRAE T (Ut =k U BE R E B IS B K o) FT Al AE 49 R NLRP3 £ e MR &AL, 3 A h) 2 B
F Ao & mieF 1B(IL-1B) A= TL-18 HAk , i 328 LA 28 K 92 RO AR | i, ) 4m s S it B AR Mo K AR & MF @9V .
KR bRk, P A g S LA 440 NLRP3 5 5 /I s 45 A AL

Research progress on the improvement of myocardial fibrosis by traditional Chinese medicine through
regulation of NLRP3 inflammasome
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ABSTRACT
pathological process and a progression factor in various cardiovascular diseases. The nucleotide-binding domain leucine-rich repeat

Myocardial fibrosis (MF) , characterized by decreased cardiac function and myocardial compliance, is a

and pyrin domain-containing receptor 3 (NLRP3) inflammasome is closely related to the development of MF. Recent studies have
shown that traditional Chinese medicine (TCM) can regulate the NLRP3 inflammasome to alleviate MF. Based on this, this article
systematically summarizes the research progress on the mechanisms by which TCM regulates the NLRP3 inflammasome to improve
MF. It is found that active ingredients of TCM, such as alkaloids (lycorine, vincristine, bufalin) , saponins (astragaloside IV ,
diosgenin, ginsenoside Rg:) , terpenoids (celastrol, oridonin) , and phenols (polydatin, curcumin, phloridzin) as well as TCM
formulas (Zhachong shisanwei pills, Zhilong huoxue tongyu capsules, Luqi formula) can inhibit the activation of the NLRP3
inflammasome, thereby suppressing the release of inflammatory factors such as interleukin-1 and IL-18, reducing inflammatory
damage to myocardial tissue, alleviating excessive deposition of the extracellular matrix, and thus exerting the effect of improving
MF.

KEYWORDS active component of TCM; TCM formula; myocardial fibrosis; NLRP3 inflammasome; mechanism of action

L ILEF 4 4L (myocardial fibrosis, MF) J& H H T
SEEIR B K o83 B A P 0 2 5 | R o0 LT AE R 2P (B5)
SN0 i B AR T B O LR L 2N A ]
It R 2 B0 Ry U LB 2T 4 4 Y ( cardiac fibroblasts, CFs) i
SR 1B, I B g3 U 4 L AP SE BT (extracellular
matrix, ECM) 5| & S AE SN, 2 11718 B LEF 4 HE 51 25 6L
FE) RAF AL, T R S 2O T RE AL WU PE R
Z 0 S R A ME, 400> 71 5 55 (heart failure,
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HF) ..U U 5E (myocardial infarction, MI) Fl.0s £ 2 5
N B EE 2N MF 9 2O BIL ] 5 5 2R - 148 S ok
& - ¥ [& B & 4t (renin-angiotensin-aldosterone system,
RAAS) IYFFLRIE HRE RN M A AR TS5 P 2R % DI AH
KO AR BRYE Y, MF (1 &9 8 K 24 R 1/60), 11 24
MF 3 J§& 9 HF J , JR 3 iR AL R 2 2Rl T2 60%
H A EE X MF 893677 J5 25 w8 A B, HIRZ54 L RAAS
PR = H XS Tk ZE MF 2 BRI A FR , P aa
VI BT LA H A 2 Ra YT s

B BRES G A & dIRE B T 5 A AR
1 25 #4 38 %2 1A 3 (nucleotide-binding domain leucine-rich
repeat and pyrin domain-containing receptor 3, NLRP3) %
i/ MAR S 50T S RE RN M Z ARG, H
T A6 RE A HEAR 2 E A 48 i/ 3% 1B (interleukin-

HREZ 202545 36 57 8 1]



18, IL-1B) A IL-18 434 , NI 2 A4 Je ™ . WF5E
B, G045 MF 76 N i Z s B 21 4E AL 5 NLRP3 484E /)
A B S T AR A 56, DAL ) NLRP3 2 E /MA T Ak 7]
REEEE MF A RGEEY . e A Z 0 28
AR BT I, AR SO Hh 2598 #8 NLRP3 %
SiE /ARG MF (R SCHE S AT 2038, LA R I IR B e
MF 2t 2:7%
1 NLRP3RIE/MERER

SR/ IMA R 18 1 0 B K B 1 1 (Caspase-1) 2k
TR R AE SV 2 A E A", NLRP3 RAE/MAfE
{2 SR Z2 T A L PR R, I RE A TR S AR G 4
F#5% 5 (pathogen associated molecular patterns, PAMPs )
F45 45 40 52 531455 3K (damage-associated molecular pat-
terns, DAMPs) , 2 5 G N 25", 1% /MA i NLRP3
1 . & Caspase 55 52 45 14 35 1 0] T 4H OC B A5 M 235
(apoptosis-associated speck-like protein containing a Cas-
pase recruitment domain, ASC) fil Caspase-1 Hij {& (pro-
Caspase-1)ZH Al . NLRP3 £ [ /& NLRP3 48 %E /IMA 1) #%
DA, s 52 2 R 7 &2 )T 91 (leucine-rich repeat,
LRR) . 5 B 4k4%5 #44: (nucleoside triphosphatase domain,
NACHT ) FIFEE [ 454 48 (pyrin domain, PYD) 3 #4341
i PYD 25K 5671 5% 5 ASC AR B AEHT , LRR Z5#4 38l 671 B¢
PUNBCHR , NACHT 25 K38 671 57 /K fift I — W72 (adeno-
sine triphosphate, ATP) . ASC 1Y P 3 53 7l A7 PYD Fil it
KA A BTG S 42 45 #9350 ( caspase activation and recruit-
ment domain, CARD) , H B 4% 4 $2 NLRP3 25 [ Al pro-
Caspase-1, pro-Caspase-1 J& 9 ik /- T (9 BT 14, 94 16 Ak
JE REAS 1k — A (8 EAIE 28 240 I DY 5~ TL- 18 1 IL-18 B AL 24
AR, 5 e et
2 NLRP3ZIE/NMES 5 MF H#LE
2.1 5| RKIERK

JAE SN S MF JE I T2 K 25, NLRP3 AR AE/MA
Al 2 A2 MR CTE AL 3 PR AR A 3 RAE S
2 MEA IR AR A ST S ARG 2 A0 B8 s B B i
1% A kB (nuclear factor kB, NF-«kB) {551 1§ & 1735
VEHT, 2452033 32 {411 51 PAMPs Fll DAMPs i, p65
1% 4% 28 200 A% 4k 1T B0E NF-«B {5 5 38 1, 73K 3
NLRP3 %4 /MAKE K e 53¢, AT L 98 NLRP3 | IL-1 Hif
A (pro-TL-1B) Fll pro-IL-18 4 4% 53 7K 5 5 76 3076 B B
NACHT %4 #4355 o0 7K fift ATP 4 3#00% , {2 #F 4 £ 5 PYD
SER I 2 18] B AH ELAE T, $E 146 55 ASC Fl pro-Caspase-
1, 58l NLRP3 S AE/MA R I AL™ 7 Ak, NACHT 45
F4) 3838 RE 1% 340 Caspase-1 - 85 4] pro-IL-1B #ll pro-IL-
18, 1 BB Y TL- 1 1 TL-18 , M A 5 41 0 48 i B 21
AU, AL MG AR 2 FE BTG 1Y Caspase-1 1] LI ZY
f#t 1 ;% 2 D (gasdermin-D, GSDMD ) Jf-38 33 I Jif AH H. 1
FHAEAN MR b LI, £ E TL-18 FIIL-18 [] 40 141 B¢
B, 2R A AR T AR E RO B AE AR
12 J& 38 1 IR £ BB 5 Toll #£ 37 1A 4 (Toll-like receptor 4,
TLRA) 454, HIE5'S NLRP3 S 5E/IMATE AL , AT fiE 1

TEZEG; 2025475 36 44 8 1]

IL-1B [ BTSN P5 Se ASC BE 55 (1) T8 B A 4 Jifd £
T, NLRP3 RAE/MANE Ry AT Ho g% 2 55 10 5522 40
THL7% S B 11 1 5 N B2 S A T S Rl S s R
NLRP3,ASC pro-Caspase-1iX 3 Fli # [ it 2 [B] i A H.AE
X A 435 LA 928 - 01 B 1k 2o B 9 0E i b HL A o
B X, U1 NLRP3 SAE/IMARE TG AL, Caspase-1 Fifi 2
PO B 5 & — R T W 9AE R ™
2.2 (RHRFHENMERRIE

& 25 4 1k 35 IR 1) B 5 5 38 58 W 2 i B MIF,
Bracey 2 5E 5 H , NLRP3 4 4E /IMA ST MF A4 oF
YEHIFFAS S8 2 s T 20 B X 1 B s 448 , A1 NLRP3
RAE/MA I NACHT 45 ¥4 358 5 6% 2 1k 32 14 4% Smad
[ (receptor regulated Smad protein, R-Smad) #{ 75 , #4 7
J5i B R-Smad 5 L[] 3 49 Smad 25 254, TE UG S 2
Gy, IR LT dE AL I () 58, T B MF BT il
AN AT 5 AT BAIE e BBk NLRP3 B I , CFs 18943
b IfeAz 2453, R-Smad AYFOE K P 8 2 T R X i
7 NLRP3 45/ IMA R e BA AR 2 4L /R
2.3 BFHEECMILIR

CFs S 27 2 Ak 1 78 v % S SHERI0N A M, BB 6% R 1t 70
WS IR 2R R A e E R, TR 2L
ECM W55 DURR iz PR R AP AL R AR R iR . 7%
A4 K 7 B (transforming growth factor, TGF-B,) VEN
NLRP3 RAE/IMAR T IR, 2O I 1 G SR 2T 2 Ak
K-, BRE AL HE.00IE CFs B30 o1k, 1752 ECM AR
SECO NI RE S E ™, A, NLRP3 RAE/IMAR)
T4k 2x 58 pro-IL-1B 1 pro-IL-18 % 4k Ay B 1) 43 7Y
YU N, RO LA ) L IL-18 REfS 4 S5 5 Bl Y
ST AN, TR AAE S, 2 5 0 LA A5 497 /5 0 =
A 1L-18 A1 IL-18 if 1] 3 i TGF-B,/Smad3 Hll 1) 1F &
AL, HF— 252 i CFs /R 09 ECM RS TTAR , I
AL R

25 b ik , NLRP3 R4 /MA T B IESE 5 MF A9TE A
FE R B A0 56, I NLRP3 RAE/IMATE AL , AT LA 4%
AR AEI7 , IR £F e AL L ) 3Rk, I 2% ECM
JUBL, DA HESE MF 7
3 Wz NLRP3 & AE/NMEE L AT MF
3.1 HZFREK
311 BV

A R — R R AR A W, T EORTR T A e AHE
Yo B8 EPIEIE & B, A R BE 3 AR MK R
NLRP3,ASC.GSDMD ., pro-Caspase-1 F£F 4L bR i 73
FHEEFE M I (collagen 1 ,Col 1) .Col A EIKF-
PAKIL-1B HIIL-18 45 48 E 71y & i, B $E T+ MR
SO T N1 s O N i 7o AN s -l il BUM S R Ll
NLRP3 RAE /MG LA B8 D5 4 PR -8 2 28 kA il
O IUSAE SN, 3 I MR L JILZH S P £ 4EA AR 5GP
TR, MR MF 2E , 4P MK UG NTZHZ

KB N BT B, 5 =™
MBI ST K B, A 35 T e AT I8 25 R IR MF R e JUE rh JLAR
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VA UL U it 1) T LR I S A S LS & 1K
RO ILEARAR S 7 , B O R RO LA 8LEA
PRAPE 5 38 AT A M R B U S5 2 FR A3 ORI UL
[ i ff Col T .Col M 7K LA K % AE - IL-1B8 . IL-18 Al
Caspase-1 £ [ A 7KK, 18 MF 2 B, SR 1fif NLRP3
M FASCHEH M RBKCFIFR B E N, HAMNE K
B, KA B NLRP3 5 ASC 38 15 BRG A T
Do ZEEFR KPR L E D NLRP3 %
JiE/IMAR IS Ak, T 3 TP S A R, DT 9 i
TorUATF IR SRE RN AT , PR U LSRR DI BE , 2
2 ECM TR A5t MFAEHT

W e 52 DA IR Bl 4 (v A8 R i i L I
R WA BRI P BRI AE M . Wel SR SR, 4
I iR 6 97 /9 MI /N BRI % NLRP3 ., IL-1B8, IL-18
mRNA 55 7K F1 a3 UILEN 2K 1 (@-smooth muscle
actin,a-SMA) .Col 1 .Col I /K-35 3 FEAK ; HeAh , i
SANHIAR BT A B, 1697 4/ 0N B B H 3 200 A )
B PR WE R 1T B M L 4 i) NLRP3/IL-1B 5
530 % R I A R SRR U AR AE S Y . MCC950
SEEPENE NLRP3 S /MAII 5], iZ A 5 1A BA i i L
A MCC50 g R B £ e AL Ve , &% B 2 4 RE
il NLRP3 R AE/MA M F 5, H ZF R IFT0 2 2=
5o HUCHEAR 9B R 3 AT H/E NLRP3 2 AE /A i) 37 )
I, A NLRP3/IL-1 {5538 #% 130 |, 8070 2 AE X F
RO R IE  T J 92 40, Wl 2 4B A, BT 2 i ML/ L
Y MF i

L5 L TIR A mRi KT WE R R AR A Y T
PE R A3 AT DL 2530 5 NLRP3 4855 /IMATE £k K 48 5 BH
B, RAE IR VE R, NI 6 MF 19 &4 & J .
3.1.2 B

R A R B R BB 2 — o da i A
WF5E & B0, B W AT RR IS A RO RE BT & R i R R E N
HIC2 > {JL 41 i 1 NLRP3 . ASC ., Caspase-1.GSDMD
FZRIBZKE (9 A b 25 00 LA M e 1A, 4
FOR N ZR AR LA B (ORI AE AT 5 R, bt 58 e 45
i, BHWT R A A m i A2, 25 FBUR LR IR T T BR
M Z2 R, #1051 & i P 4 (reactive oxygen species,
ROS ) it i A= 1 LA S NLRP3 48 5E/MA TS 1k, . Caspase-1 18
1 o Caspase-1 ¥l g AU LSRR AE SN 3 233t — 2
PAGLERAAR T BCEAEEER , 1o 5 A T 30 a9
—id ARG, IR, 8RB 2R
fiE R AR 7, /D ROS 7=, AT il NLRP3 % 4E
IR TE A S A0 B AR T T O LA A 1 ok A RE AR
W, WO LA U SE S LB s, DR UL L, e 25K
X MF ()t

EHBHEEHAEYN EEN S —. BH
SN R, T BRSSO i MF K BRLO
ZH 41 H NLRP3, Caspase-1.IL-18 FI IL-18 [ F} 55 , ol 3%
OWEFEft . BB, B3 8 1 22 % MF R PLT 7T Ge
SR o ] NLRP3 4 i /MA ) e 3k Je A R T B¢
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T SE LR

AS BT RG BAS B FEIGEAARZ —,
Ren S FFE T T A2 B AT Rg X I Bk 1
(angiotensin II , Ang I1 )55 (1.0 WILAAE S I (4 520 o
gERFH], NS RAT R 257w Mot i 7 =0 B ke 17
Ang 15 S 00.0 WU 5 5 S, HLIRAEDH] T Ang 1T
1% S NLRP3 , ASC , Caspase-1 #5 [ 22 ik 7K F 5 [\ i
e R, A EIE T LB BT A 1 (sirtuin 1,
SIRT1) (5235, #E M| T NF-«B {5 5@ i, T T
NLRP3 RAE/IMA 2 MG i1, S0 T & LR K
MMF#ERHE . HtiER, NS84 Re s s
SIRT1/NF-«B {5 5 il 7 1 7 ] NLRP3 4 AE/IMATE 1L,
AT HIMF,

i Lk MR E B e O AS BT RS
T A0 AW AT 38 41 ) NLRP3 485 /AT Ve, W0
WL LR AES 30 & FE BT MF VEFT
3.1.3 ik

THAEAZ NP AR 2L i rp P20
W= b &Y. s SC ISR T T A &
X MIK B LA ZUR 5 A2 . 853 BoR , Hifes
5 BRAR MI K BLO WLZH 21 NLRP3 S8 E /IMA A 56 55 1
NLRP3,Caspase-1.IL-1B . IL-18 i 33k s (HAF-E R MY &,
A b /D T p65 &R AR A, W NLRP3 48 E /MA
FIE A R = A THIVER . Hbders , R A ELL R AT
BT . ELREAN 6] NLRP3 JAE /IMAKH S5 11 A0 Fak LA K
T L R A AKBE T 5 AE R AR, AT ML 1)
MF = A4 VE

21 R A g R R IR — il R AR i 2
&Y . AWFIEIESE, 5 H AL T ATH NLRP3 4 4E /MA
PR FAN A , 4 0 5 R AE IS EL 3 5 NLRP3 & 14 3L 47
SE G INT RAEIMABITEAL . Gao ZE ISR T
AV HH ZAE MG ME /N BRI BT RAVERT . BF9E
RI, A p ROH 2 B E R T MIS MF /RO ILZHZY
NLRP3, Caspase-1,IL-1B 4 [ (1 KA K-, I i >
ok R ey v S ol P MR N VI PSS
g L H 20 o 0 A AR R K, 41 i) DAMPs Xt NLRP3 2
F Y BB SEG VE FE , AT 9] NLRP3 45 /IMA A 64k
AR ZAFFE IR K& B, 4 B H R S5 NLRP3 2 1119
ot S R TE AL g, 2 — 25 P i NLRP3 48 i /IMA 1 1
fbo AR IR, 4% 0 22 0T 5E 2 1 i) NLRP3 48 5 /)N
A A3 T it B8 R 4P R AE R T 10 MIF, 3 Ol A 8 R
FICMEAEIRTT MF 258 T Rb2 AR 40

ZE LRk, TS HRLT R AT B AR 28 M Al
43 AT 38 240 NLRP3 S8 /MA 176 fhad 72 | iz M5
.0 A5 , DT T 190 M B % AR %
3.1.4 M2k

122 BT R AL A 2 By . B TR
WF9E o, p i SR A S 3 5 | & S AR S 9 E 2 N 175
1Y CFs, 7E 2o 2k (2 = B AL S , NLRP3 485 /MA
AHC R R IBZKEAR B 6], I8 IL-18 \IL-18 A & Col

hEZG B 20254545 36 545 8 1)



I .Col Y% 1R ATt A BRI, Bz T MF
o RN, AL R 0T R A B0 ) NLRP3
FAE/IMEZEIR , AR AL BKE | SR T I8 48 0 FIZF
YL SR B8, M MF E )

LW RN B Y PRI KR 2k 5 .
FAE SCBESE R, 228 2 a0 MF K B Col T Al
a-SMA Feik [, B H TG REM S CFs 340 ; LAk, 2
b k& B NLRP3 & GE /MA WG L5 , a-SMA \NF-kB,
NLRP3 % # iA 7K - Fl Caspase-1 . IL-1B /K F- IR T &
[ G R L WSS (=1 7y O A (5 A =1 R o
SUR IR, 2038 MF ., F G /R, 220 3 n il ad il
NLRP3 RIE/IMA R TG IR T 1 MF .

MR R T S8 DA SE SRz v S R i 9 2R Ak & W
Zhang " F5Y & IR, MF /N R ZE 8 MR B2 AR PR , e
WLAR HOHES 1E 5, A WLEE 31 40 B I T | 9 E 20 A = Vi 2R
%, A Hr Col T .Col MAY/KF-HINLRP3 . ASC , Cas-
pase-1,GSDMD 25 [ ) 35 7K -2 i 5 FAIR , 3R 7R AR iz
TFBEAE A 2 ) MF /N ) FP NLRP3 4 5E /IMA 75 4L
P AR, MR R AT 38 o 0 NLRP3 S8 i /IMA A1 1L,
I 3kt G 20 A3 T RN RE S N 25K, RS £ 4
PR SR F B 7K, T8 MF R

25 LTk, AR R MRS S
Yy figam 1 310 i) NLRP3 48 5 /IMATE A, s 572 48 90 g e
YUAAET S, PO LT YR LI R b R G2 MF
32 HHEH

FLh - =ML R B | R TR A B A .
IR & B, LT =R IL AR AR MF /N R
AU WLZH 2 F 35 i 2 1 R A 0 UK i 44K 7, k] T ECM
BT, WD T S A0 K F BB, I T P2XT %
& (P2X7R)/NLRP3 4 4 15 55 38 [ (38005 , i ek ss 1T
MF Fl S E SN 5 RSB e B, FLok+ =R LR A 5
P2XTR 57 A438079 AHAUAIRL N o R ULEE R , LIk
= BRAUATE ] P2XTR/NLRPS 48 (5538 1 O 4 2%
MF (& JE .

W s % I 30 A P R M e K | At i A
W XUBZESIR B FHEA B8 1K Ang 1T 30 /Y )7 v
W/ NEUR AR MF, I 45 T8 0 16 AR 21697 )5 , 4541/
BRLAA Lo I BE 2T T et , NLRP3 25 11 A9 BH 28 05 32 ik
b AR R AT IL-18 A9 75 1 B S B AIK , NLRP3 .Caspase-1 .,
IL-1B J ASC ) mRNA Fl & I R A ¥ W2 T8, dit
P, 05 T 0% I A T 3 A 0 7] NLRP3 98 i /M 1) 7
A, AR 2GR 57 A 5 ASC 45 & M Caspase-1 B i
TE R, DR S TL- 1 B YRR , BAARE 8 S AN 240 B
T 7K, IO IE v S E AR 1 5546

JEE BT M I R Y6 97 18 M 78 1l M 0 1 9 (conges-
tive heart failure, CHF) 577, tH A (LI4L S (8 S
AN SRR RIS R, B T BE
A SO CHF /I BUG JILZH 20 ROS 19 4= i, B AR
NLRP3.,ASC } Caspase-1 £5 [ [ % ik , I8/ IL-18 A9
B, L4 R, BE B 5 AT fE 8 2o 170 il ROS/NLRP3/

TEZEG; 2025475 36 44 8 1]

Caspase-1 {55 18 P& BT , W0/ 98 AE PR 1 (BB, D%
CHF /NG LAY A T, DT 450 LB A T AT
MF 1]

25 LT FLnh b =R I T T E R |

J7 A5 252 5 AT 3E A PR NLRP3 S 5E /IMA S HAH OGS

S AT L U AR SO AR B AR T, DT A AR

MF B

4 HFHEERE

NLRP3 RAE/IMATE MF (144 Ji& F B FIG ST 47

HRXREEMMAO, MU SR, 2y Bk Cazsom .

WA RARRLLR () K7 (FLib =k

FU I T 0 L3 SR A5 ) T A 1 ) NLRP3 8 E/)MA

BT , A R/ TL-18 (IL-18 55 S84 PR 1 A B , Va2

WL, I E M ECM TR, 13X 28 % Bk ik

LW MF AR TR IRY T 1848, di4E 7R T NLRP3

AR AR MF AR G2 R ARG Y7 Y R A

SO AR AT C AT T R 2 0 ORI T

T 2578 MF IR97 TR AL A fE e — SRR 22

b S, 2R IR = R A BRI TR R, B

R S B PR BT ER AR A 15 A /], SR IR IR 7

i, AR, TR LB A R BE A A B IX —ifh

SPIEI ., HK, BARE AR h e DR 2 sk 1

B2 g Z sy 28R MR R e .

Jei BT 2 4 Fh e i NLRP3 JEAE/IMATE 1L , 18

D IL-18 IL-18 25 ST P 5 YA, 0 T 9 AE S0 | |

U B AT TR RSB A o AR AT ST T A W]

i s 257 MF VAT 0 (8 BRI RTE A5, LA S s

T8 B FIAE S AN AH AR T, B RS B 2 . XA

1A B T4 TP 259877 MF (R AR 5k , A B

TS 25 AN E PR AL r 2R s HeAE , i %R

FEAC L, JEAT B 2 (0 9250 0 3E , LA ORBIFFE 45 R0 nl 45

PR 1, I 2N X 25 7E MF R 55 H i R R

FERLHRIBEE , IR AL Z T % 2 T P g PEH]T, LA

Koy 5 HAIG 7 O AR ES SE B AR T RCR

S 3k
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