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Fig. 1 Comparison of lung function of 3 groups of rats
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oA 3 2R BRI i) 2 1 PR K 7 22 57, 45

RIE 2) 25 L0 1L-18 /K W 2K T T Hi2H 0
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Sz EITC R EE S (p=>0. 05). H1 bk 4h 5 nT %0, HH
ARG N B R AT E RYEH F TL-18 F1 1L-18 43
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Fig. 2 Comparison of 11.-18 (a) and I1-18 (b) levels in serum of 3 groups of rats
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Fig. 3 Comparison of IL.-18 (a) and IL-18 (b) levels in BALF of 3 groups of rats
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Tab. 1 Correlation between lung function indexes and

inflammatory factor levels of rats

RMERF il i it g 7 e -1 BH.
BALF 1 IL-18 —0. 546" —0. 587" 0.981"
BALF 1 IL-18 —1. 600 —0.222 0.572*
Mg+ 1L-18 —0. 330 —0. 389" 0. 602"
I3 A 118 —0.321 —0. 406" 0.476"
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BN K 7K Z 1] B AR DA
Tab. 2 Correlation between lung function indexes and

inflammatory factor levels of rats after removing confounders

RYERF ity A i Sl T 7 I BH 7
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Influence of NLRP3 inflammasome on lung function and inflammatory
cytokines secretion in chronic obstructive pulmonary disease rats

LIU Yipeng,OU Zongxing”™ ,CHEN Zhongren, WANG Lei, SHEN Bin, LIANG Haimei
(Department of Respiratory Medicine,Central South University Xiangya School of
Medicine Affiliated Haikou Hospital, Haikou 570208, China)

Abstract : To investigate the pathogenesis of leotide-binding oligomerization domain-1ike receptors family pyrin domain containing 3
(NLRP3) inflammasome of chronic obstructive pulmonary disease (COPD) as well as to explore the relationship between the
secretion of 1L.-18,1L-18 in COPD rats and lung function, we randomized 36 wistar rats into three groups: the control group, the
COPD group and the intervention group, and built the COPD rat models. The intervention group was given AC-YVAD-CMK
inhibitor at the same time as building. Respiratory resistance (Rrs), total lung capacity (TLC),lung compliance (Crs),I1.-18 and
I1-1B levels in serum and broncho-alveolar lavage fluid(BALF) were determined after building. Results showed as following:1) The
TLC and Crs of COPD group were lower than those in the intervention group and the control group (p<<0. 05),and the decreasing
order in the levels of Rrs were the COPD group, the intervention group and the control group (p<<0. 05). 2) IL-18 level in serum of
rats in the COPD group were higher than that in the control group and the intervention group,and the IL.-18 level in serum of the
COPD group and the intervention group was higher than that in the control group (p<<0.05). 3) The I.-18 level in BALF of the
COPD group was higher than that in the intervention group and the control group. The IL-1p level in BALF of the three groups was
the greatest in the COPD group, followed by the intervention group and then the control group,and all of difference were significant
(p<<0.05).4) Rrs showed significant positive correlation with the 11.-18 level in BALF. Taken together, the TLC and Crs decreased
in the COPD model rats.but Rrs,I1.-18 and I.-1B levels increased.and the I1.-18 level in BLAF of rats was correlated with the Rrs,
which indicated that 11.-18 was involved in the inflammatory response in COPD. Moreover, the lung function might be improved, and
I1-18 and IL.-1B levels might decreased in COPD rats by inhibition of caspase-1 activation in NLRP3 inflammasome, which indicated

that NLRP3 inflammasome was involved in the pathogenesis of COPD rats.
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