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The characteristics and clinical manifestation of 120 subjects with non-specific pattern of pulmonary function tests”
Yang Zhaohui' ,Chen Yahong®*
(1. Department of Respiratory Medicine sthe First People’s Hospital of Qingdao Economic and Technological
Development Zone ,Qingdao,Shandong 266555,China;2. Department of Respiratory ,
the Third Hospital of Peking University ,Beijing 100191,China)

Abstract: Objective To analyze the characteristics of pulmonary function and the clinical significance of non-specific pattern
(NSP) ,and provide basis for the clinical research. Methods A total of 120 pulmonary function tests of adult patients from January
2013 to June 2014 were selected and divided into NSP group(n=20) and normal lung function group(n=100) according to their
lung function behavior. The pulmonary function test results, clinical diagnosis and radiological manifestations were analyzed. The
relevant factors affecting NSP occurred were selected and logistic regression analysis was used to analyze multiple factors. Results
The FEVI,VC, TLC,FVC,MVV and FEVI/FVC in normal group were significantly higher than that of NSP group and the RV/
TCL was lower than NSP group,the difference was statistically significant (P<C0. 05). Patients in NSP group were with obstructive
and (or) restrictive clinical manifestations. There were 9 patients were without lung disease. Univariate analysis showed that age,
BMI, smoking history,smoking,obstructive diseases,and restrictive disease in NSP group were significantly higher than that in nor-
mal group,the difference were statistically significant (P<C0. 05). Multivariate analysis showed that age, BMI, history of smoking,
obstructive diseases and restrictive disease were independent risk factors for NSP (P<C0. 05). Conclusion Old age, smoking and o-
besity could increase the incidence rate of NSP. The clinical characteristics include obstructive and restrictive ventilation defects,and
need to be identified positively.

Key words: lung diseases;total lung capacity; sensitivity and specificity; lung function nonspecific performance;respiratory func-

tion;clinical characteristics
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