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[ Abstract]) Objective To analyze the correlations between serum levels of hs-CRP, IL-6 and TNF-a and left atrium
structure change of persistent atrial fibrillation patients complicated with pulmonary infection. Methods From June 2014 to June
2015, a total of 150 patients with persistent atrial fibrillation were selected as case group in the First Department of Internal
Medicine, the Traditional Chinese Medicine Hospital of Pi County, Chengdu, and they were divided into Al group
(complicated with pulmonary infection, n =54) and A2 group (did not complicate with pulmonary infection, n = 96)
according to the incidence of pulmonary infection, into Bl group (with LAD over 40 mm) and B2 group (with LAD equal or
less than 40 mm) according to the LAD; and a total of 50 people with sinus rhythm who admitted to this hospital for physical
examination were selected as control group at the same time. Serum levels of hs-CRP, 1L-6 and TNF-a and left atrial structural
parameters [ including LAD, integrated backscatter of left atrium posterior wall (IBS) and periodic change value of integrated
backscatter ( CVIB) ] were compared between control group and case group, between Al group and A2 group; meanwhile serum
levels of hs-CRP, 1L-6 and TNF-a were compared between Bl group and B2 group. Results = Serum levels of hs-CRP, IL-6 and
TNF-a, and IBS of case group were statistically significantly higher than those of control group, LAD of case group was

statistically significantly larger than that of control group, while CVIB of case group was statistically significantly lower than that of
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control group (P <0.05). Serum levels of hs-CRP, IL-6 and TNF-a of Al group were statistically significantly higher than

those of control group (P <0.05); no statistically significant differences of LAD, IBS or CVIB was found between Al group and

A2 group (P >0.05). Serum levels of hs-CRP, IL-6 and TNF-o of Bl group were statistically significantly higher than those of

B2 group (P < 0.05). Conclusion

Serum levels of hs-CRP, IL-6 and TNF-a of persistent atrial fibrillation patients

complicated with pulmonary infection are significantly elevated, existing left atrial enlargement and myocardial fibrosis, hs-CRP,

IL-6 and TNF-a may play important roles in the change of left atrium structure.
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Table 4 Comparison of serum levels of hs-CRP, IL-6, TNF-a of
persistent atrial fibrillation patients with LAD over 40 mm or not
15 L s ) (D)
LAD >40 mm 4] 92 7.21£1.41 156.23 £44.15 135.32 £42. 11
LAD<40 mm 4] 58 6.23+1.04 125.43 +36.50 111.21 £32.32
tfl 4.89 4.64 3.95
Pg <0.05 <0.05 <0.05
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Table | Comparison of general information between control group and case group
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P >0.05 >0.05 >0.05 >0.05
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Table 2 Comparison of serum levels of hs-CRP, IL-6, TNF-a, and left atrial structural parameters between control group and case group
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Table 3  Comparison of serum levels of hs-CRP, IL-6, TNF-a, and left atrial structural parameters of persistent atrial fibrillation patients complicated with

pulmonary infection or not
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