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[ Abstract ) Objective To investigate the peripheral blood expressions of NOD2, NLRP3 and downstream
inflammatory cytokines in patients with COPD and their correlations. Methods A total of 200 patients with COPD were selected
in the Affiliated Hospital of North Sichuan Medical College from January 2015 to January 2017, thereinto 100 patients with acute

exacerbation of COPD were served as A group, other 100 patients with stable COPD were served as B group, and then patients of
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B group were divided into low — risk group and high — risk group according to the pulmonary function grading and acute
exacerbation frequency within 1 year, each of 50 cases; meanwhile 100 healthy people admitted to this hospital for physical
examination were selected as control group. Expressions of NOD2 mRNA and NLRP3 mRNA, serum levels of IL-13 and IL-18
were compared among A group, B group and control group, among low — risk group, high — risk group and control group;
Pearson correlation analysis was used to analyze the correlations of expressions of NOD2 mRNA and NLRP3 mRNA with serum
levels of IL-1B and IL-18, FEV,/FVC and FEV,% in patients with COPD. Results Expressions of NOD2 mRNA and NLRP3
mRNA, serum levels of IL-1@ and IL-18 of A group and B group were statistically significantly higher than those of control group,
meanwhile expressions of NOD2 mRNA and NLRP3 mRNA, serum levels of IL-13 and IL-18 of A group were statistically
significantly higher than those of B group (P <0.05). Expressions of NOD2 mRNA and NLRP3 mRNA, serum levels of IL-13
and IL-18 of low —risk group and high — risk group were statistically significantly higher than those of control group, meanwhile
expressions of NOD2 mRNA and NLRP3 mRNA, serum levels of IL-1 and IL-18 of high — risk group were statistically
significantly higher than those of low — risk group (P <0.05). Pearson correlation analysis results showed that, NOD2 mRNA
expression and NLRP3 mRNA expression was positively correlated with serum levels of IL-18 (r =0.625; r=0.656) and IL-18
(r=0.701; r=0.723), respectively, was negatively correlated with FEV,/FVC (r= -0.389; r= -0.415) and FEV,%
(r=-0.513; r=-0.558), respectively (P <0.05). Conclusion Peripheral blood expressions of NOD2, NLRP3, serum
levels of IL-1B3 and IL-18 are significantly elevated in patients with COPD; expressions of NOD2 mRNA and NLRP3 mRNA are
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significantly correlated with serum levels of IL-1B and IL-18, pulmonary function of patients with COPD.
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Table 1 Comparison of expressions of NOD2 mRNA and NLRP3 mRNA,

serum levels of IL-13 and IL-18 among control group, A group

and B group
50 f%  NOD2mRNA  NIRP3mRNA  IL-IB(ngL)  IL-I8(ng/L)
MIB4L 100 0.110.06 1.04 £0.09 29.45+4.62  247.43£24.13
A4l 100 0.44£0.12° 7.23£2.14°  48.89£7.21° 420,54 £51.29°
BH 100 0.32£0.11"  5.16£1.86"  39.23£5.79"  345.29 £28.67%
FAl 278,07 370. 16 265.26 560. 19
P <0.001 <0.001 <0.001 <0.001

TE: NOD2 = BAF RS & 35 BALLS Ik 2, NLRP3 = 7R 4 & 55
RGP ZAEH 3, -1 =H{HAK 18, IL-1I8 =N FK 18; 5
Xt BELH LA, “ P <0.055 5 A 4 EiE, P <0. 05
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Table 2 Comparison of expressions of NOD2 mRNA and NLRP3 mRNA,

serum levels of IL-13 and IL-18 among control group, low — risk

group, and high - risk group

4% fi% NOD2mRNA  NLRP3mRNA  IL-IB(ng/L)  IL-I8(ng/L)
N4l 100 0.11£0.06 1.04£0.09  29.45+ 4.62  247.43+24.13
RBEH 50 0.30£0.10"  5.08:1.14%  37.78+ 6.98° 330.78 £23.62°
XA 50 0.49£0.18  9.32£2.07%"  57.31£10.54%> 445,71 £40. 83

Fif 200. 88 842.26 256. 62 781.10

P <0.001 <0.001 <0.001 <0.001

T SOHIRLALELAR, P <0.05; SATKELL LS, P <0. 05
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