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[ Abstract] Diabetes mellitus (DM) is a metabolic disease mainly characterized by chronic
hyperglycemia and has multiple etiologies. The complications of DM, such as coronary atherosclerosis,
nephropathy, foot disease and cardiac dysfunction, have high morbidity, disability rate and mortality. DM and
its complications have a long course of disease and are easy to relapse, which are difficult to be cured, seriously
affecting people's life and health. NOD-like receptor pyrin domain-containing 3 (NLRP3) inflammasome is an
important component of inflammatory response and innate immune system. The inflammatory cascade induced
by NLRP3 activation is involved in the occurrence and development of DM as well as its complications by

releasing inflammatory factors, damaging endothelial cells and affecting metabolic stress. Therefore, as the core
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of the inflammatory response, NLRP3 may provide a new target for the treatment of DM and its complications.
Traditional Chinese medicine plays a key role in the treatment of DM and its complications, and has a regulatory
effect on NLRP3. Thus it has become a novel research strategy to prevent and treat DM and its complications via
modulating NLRP3. However, at present, there are relatively scattered reports and a lack of systematic review
on the role of traditional Chinese medicine in the treatment of DM and its complications from the perspective of
NLRP3. As a result, this paper reviewed domestic and foreign literature in recent years and conducted the
discussion from two aspects: the influence of NLRP3 on the occurrence and development of DM and its
complications, and the progress of traditional Chinese medicine in intervening in DM and its complications

through NLRP3. This paper provided reference for the research on the regulation of NLRP3 and a new direction

for the treatment of DM and its complications.
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NLRP3 4 AE /N4 (14 35 30 40 i 1f 457 P4 RS 240 ik 285 B 53
T (ICAM)-1 il VCAM-1 [ & 1k , D i ik 20> 3 ik 45
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INETE AL, B AR Caspase-1.,ASC 5 [ Fl1 IL-6 . C JZ [
H I (CRP) \TNF-a 7K F, 4 IL-10 /K F-, BEAR K R
I8 & 1% TC . LDL TG 7K -, ¥ 15 4% bR % 50 ik 5
BB AR BRI B B R AE AR AR Y . AT 24 R RE D
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IATE DM M H I & E Hh 09 4F B 5% 22 06T 2l ) Fn 4
JIL S 56 I PR B AR S8 A G B = . Rk, AT HE— 45
JinsE NLRP3 48 i /A5 53 #% 5 DM K H I &
A S B I R 5T, TR AF 5T NLRP3 48 5E /N LT
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