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[Abstract] Benign prostatic hyperplasia ( BPH ) is the most common benign disease in middle-aged and elderly men

over 50 years old in the world. With the aggravation of population aging. the incidence of prostate disease is increasing

year by year. Studies have found that there are many kinds of inflammasomes in prostate tissue, which are involved in va-

rious inflammatory reactions and play an important role in prostate diseases. As a key regulatory factor of inflammatory

response, inflammasome has attracted more and more attention in the research field of benign prostatic hyperplasia. This

article reviews the mechanism, research progress and potential treatment strategies of inflammasome in benign prostatic

hyperplasia.

[Key words] Prostatic hyperplasia; Inflammasome; Mechanism; Research progress; Treatment strategy

S LES N 3 30

e e R HL VSIS XF 7 5 8D A0 8 2 2 R 0 o 41 40
{55 By — i 3 A (07 5 1 FCR G B4 £ e A 0
B0 3 B 0 S 7 B T A A 0 0 AP
5210 10 A6 0 0 5L L O IE D RE L S IR

ELTIH . w448 (2020YFS0320) 5 d & 7 A 3 B ik
A (22]JCYJPT0018)

EEEE . [F24#], 242 B, AL AL 4 $ I, Email: liyunx-
iang369@126. com

SIHAY . ¥&. &, 5, 5. Ka R ENI ML AT kR
HF[J]. @3 E %,2025,37(10):1550-1554. DOI: 10. 3969/j. issn.
1672-3511. 2025. 10. 027

N BERS S BG 2 E S 2R T RE B AL, B IR B R RS
A B S A L AR A & AR TR R B 5 T AR L A R E
S NE AT LA AL B 3R RE B A D g L B AR 32 45 Y
R SN RE A T & 25 Tl . A0 B B G0 g5 M 0 | A KO B
TR R RIS o IR 5 Al P S b AR e A
W95 K BR » 9 RE #E 22 b 2 95 1) 5 A 0 % R rp by 35 S B A
PR R A B A 0 RE 1) )3 B0 & R N A P LA 1 B IR 9T B
i H B M.

R KA K RIS AR AR K 4 T, B AT 5T e 2 19 4
PR T 2 1 40 A Z-18 (Interleukin-18, IL-1B8) , & H1 4k T A [
B4 98 BHLER 250 CUn R RE SR e AR 28 AL S5 A0 R E ) 11 45 Rl e Y
ENEE: 0 R R B2 N o D s a1 O
A it PR B Ak DR 4 006 (B TL-18 1 TL-18) Ay 55 — A JBL [H 2



WA E S 2025 F 10 A § 37 A 5F

10 88  Med J] West China, October 2025, Vol. 37,No. 10 + 1551 -

HAE /A A W51 1 2 bR 20 RR 2K (M -1 (Caspase- D BTG,

HAE /MAE (Inflammasomes) J& 505 7 Gt A — Fil 58 2220 7
FRAT BATTAE i 3 00k e R AL U A 1 B B b R R AR T AR
Mo BRI IAE/NME S 585 BRI BT IR 5% R L 8 E 1 1
T A A BRAGSFTER I RA  RRTT . RAE /AR R S R
g bR & B 22 B AR 1A R B G AL RE B U 22 b AR E
VoSt L5 J5 4 G 43 74 2 (Pathogen associated
molecular patterns, PAMPs)U F1 45 457 48 3¢ 43 7 #E R (Damage
associated molecular patterns, DAMPs) ™, Jf- 45 ] 56 £ 59 {2 &
21 it PR 7 1 5 2 46 4 40 A - 1RCIL-1R) 1 IL-18, 48 iE /I
A B % O 28 B 434 45 B 20 TR 1) A2 44K (Pattern Recognition Re-
ceptors , PRRs), #1 NOD #f 52 & (NOD-like receptors, NLRs)
ZW B NLRPLNLRP3 NLRC4 %, DL K i % AR 2 1 -1
(caspase-1) F$% 3k 45 1 ASCH (Apoptosis-associated speck-like
protein containing a CARD domain) . iX 6% (M 7£ 41 iy 57 H 1B
W A A U B R E B PAMPs 80 DAMPs B, 4 5iF /M A
WO 3L caspase-1 1Y T F1 58 AE 40 i 5 1 19 AL . AR AE /D
AR B8 Y S VS M TS B Be SR B R e R Bl B B R el v
JEAR S5 15 5 b A AR A B 0 B L B e 3 AN Y S AR
W= . X AE S i PRRs PUI) L 580 NLRP3 % NLR %%
B SRR AL . AR B BEvb & ASC W48 35, I8 R SE/INME 2
AR, JETT LTS caspase-1, S 3 IL-1p A1 1L-18 (1 ) &) F1 53 04
R /M B BTG 0 9P K caspase F % B L S0 H R caspase-
1, B REAE 1 HE 48 i 20 B B - 40 TL-18 1 1L-18 1 a2 1 RS i
DL K37 T 40 i B2 72 (Pyroptosis) . ASC 2R /9 3 g Al 4R e i 72
GIEL R AR/ SR

caspase-1 B 5T I#E 1L-18, {68 % & ¥ H A8 R IE b 19 1R
MY, BRT 1L-1B, caspase-1 i 5 5 55 —Fh 4R g 4 1L-18 1

DAMPS (PAMPS
\

/
{
/

\ /

BOm AT W T . caspase-1 BE AL TL-1a A8 2T 4E 40 i A=
KHTF-2 HFHAME AT W., A, caspase-l iB£5 5 T 41
MOBET B9 P AR 3K - 408 U8 T AIRBET

A A AR T SURR S A0 R PESR AL 8 T 40 M AR R Mt T Y
— 7Bl T L 3 A R T 4% S A if PR R A I N S L B O R AR
TR AAE KR Y & A AT R BL AR BB By A BL R A —
SR M B TS R BT caspasel.
caspase-11 45 , 4fl Jfd £ T 95 Je ) 40 L o9 38 /9 — R 50 3 T A
I A e SO M O LR A MR K R AR
AN P 2 RE T L I L AN P 5 vk A R AR )RR RO

caspase~4 ., cas-pase-d .

KRB SAE SR AR AR TR AR A O 42 M AR R A 28 ik
7o HAE/NMARA T 00 A0 M A T B AN IR 1) 28 Y A0 i

TR T caspase-1, caspase-l H £ & & & ¥4 5E /N
WA G T LA A0 R T, SR /N R RE BT 3 40
J P B %) fE B {7 5, 2 TSNS caspase-1, MG fL Y caspase-1 AN
AR #E TL-18 A TL-18 45 48 iF 40 i (K] - 9 L2, 38 R 4 55 1k 1)
# GSDMD # H K GSDMD 4] # 5 Nynﬁ 1 C i, H N i 45
4 58 19 B T, GSDMD-N i 5 2 14 i B 45 & -4 AT A LB i
GSDMD AL, 1L-18 453 i % L 43 3 » @ﬁcfﬂiﬂﬂwﬁ%&xﬁéﬁﬂ
Jg K 7St . GSDMD L3 1 L Jin 158 oF 2% i 85 1 10K /9 35
B I LR BOB B I K R S A0 MR 2E AL 51 R RO O £ 3
AT BRT caspase-] OB & Mg 240 B AR e &
E‘iéﬁﬂﬂﬂﬁfﬁﬁ:sﬁ&ﬁﬂ caspase-4 , caspase-5 . caspase-11 4§,

XL caspase A DL H1 40 1# 5 £ 85 (LPS) 25 9 B i im ™ . b4k
Wang 2518 & AR S B 15 WL F 5 caspase-3 fE V) & GSDME %
FL o i AT, I W o — B 5 48 E 2 0w AR G /Y 41 i AE T
HLH

/ caspase- 1 pro-IL-18 pro-IL-1B

pro- caspase 1

caspase-4

-
e

2 - caspase-5

LPS caspase-11

IL-18 IL-1PB

GSDMD

GSDMD-N HO

A
[\

B 1 REMNSHEEETIBER
Figure 1 The inflammasome-mediated pyroptosis pathway
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