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Abstract : Objective To explore the changes and significance of NLRP3 inflammasome in the rats of chronic obstructive pul-
monary disease(COPD). Methods 30 male rats were divided randomly into two groups. Control group (n=10) was given
with drink and eat freely for 75 days. Smoking group (n=20) was given with inhaling cigarette smoke to establish rat model
of COPD. After 75 days.the rats in smoking group were divided into smoking COPD group (n=9) and smoking non-COPD
group (n=11) according to the maximum expiratory velocity (PEF) and pathologic changes of airway lung tissue. Bron-
choalveolar lavage fluid (BALF) was collected to calculate the count of macrophages (AMC) ,neutrophils (NEU) ,and lym-
phocyte (LYM). Enzyme-linked immunosorbent (ELISA) , reverse transcription-polymerase chain reaction (RT-PCR) was
used to detect the NLRP3 inflammasome in BALF and lung tissue.and the relative expression of NLRP3mRNA. Results

Compared with control group,the count of NEU (X10°/1.)(524.2+73.1,916. 9+84. 8 vs 106. 6+31.8), AMC(X10°/L)
(1 570.94273.5,2 307.8+410. 4 vs 496.6+61.7) and LYM(X 10°/1.) (72. 1 +14.7,115.4423.8 vs 21.6+4.2) in
BALF of smoking COPD group and smoking non-COPD group were increased significantly, these indicators were also in-
creased significantly in smoking COPD group compared with smoking non-COPD groups ( F=350. 59,100. 57 and 82. 63,all
P<<0. 05). Compared with control group, the count of NEU, AMC,LYM in BALF of smoking COPD group and smoking
non-COPD group were increased significantly, these indicators were also increased significantly in smoking COPD group
compared with smoking non-COPD groups ( P<(0. 05). Compared with control group,the concentration of NLRP3 inflam-
masome in BALF (pg/ml) (107. 8+23.5,126.7434.9 vs 76. 7+15. 1) ,lung tissue (118. 8+33. 3 pg/ml,147. 44-40. 2 pg/
ml vs 84. 14+21. 5 pg/mD of smoking COPD group and smoking non-COPD group was increased significantly,and these in-

» BEETH: LBTEUXBARARER SRS 14-E12).
1EE B R (1968—) . B AR @l AT BEF . HF 53 7 1)« 2 W i 8 e L i 25 . E-mail : yangwen19684 @ sina. com.



70 UK IR E S0 338 e 20184E 11 H

J Mod Lab Med, Vol. 33,No. 6,Nove. 2018

dicators were also increased significantly in smoking COPD group compared with smoking non-COPD groups (F=19.53,
9.17.all P<<0.05). The NLRP3 mRNA relative expression in lung tissue of smoking COPD group and smoking non-COPD

group was significantly lower than that of control group.and the NLRP3 mRNA relative expression in lung tissue of smok-

ing COPD group was significantly lower than that of smoking non-COPD group ( P<C0. 05). The concentration of NLRP3 in-

flammasome in BALF,lung tissue,and NLRP3mRNA relative expression in lung tissue were significantly positive correlated

with NEU, AMC and LYM count ( P<0. 05). Conclusion

NLRP3 inflammasome involves in the occurrence and develop-

ment of chronic inflammation of COPD., and closely related with inflammation cells of lung tissue and airway pathologic

change, blocking the activation of NLRP3 inflammasome is expected to be as a new target and direction in the treatment of

COPD.
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