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Abstract: Objective To investigate the role of Nod like receptor protein-3 (NLRP3) inflammasome in airway remodeling in rats
with chronic obstructive pulmonary disease (COPD).Methods Using the random number table method,24Wistar rats were divided in-
to COPD group and control group (12 rats each).The levels of NLRP3 mRNA in peripheral blood lymphocyte, inflammatory cytokines in
bronchoalveolar lavage fluid and airway smooth muscle thickness were measured after the models were successfully established. Re-
sults The NLRP3 mRNA level of peripheral blood lymphocytes in COPD group was higher than that in control group (P < 0.05). The
thickness of airway smooth muscle in COPD group was (14.25 + 0.63)pm*/pm, which was higher than that in control group [(10.44 *+
0.61) pm*/wm] (P < 0.05). Compared with the control group, the levels of IL-18 in BALF of COPD Group [(62.98 + 1.69) vs. (36.24 +
3.45) ng/L] and IL-1B in BALF of COPD Group [(54.51 £ 1.91) vs. (38.06 + 0.90)ng/L| were increased (all P < 0.05). The R value be-
tween the thickness of tracheal smooth muscle and the relative expression of NLRP3 mRNA in peripheral blood lymphocytes was
0.799; the R value between the thickness of tracheal smooth muscle and IL-18 in bronchoalveolar lavage fluid was 0.938; the R value
between the thickness of tracheal smooth muscle and IL-18 in bronchoalveolar lavage fluid was 0.970 (all P < 0.05).Conclusion The
increased expression of NLRP3 inflammasome in peripheral blood lymphocytes of COPD rats plays a key role in airway remodeling,
which provides a new target for the treatment of COPD.
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