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Correlation between serum clara cell secretory protein, transforming growth factor-@, levels and pul-
monary function in patients with chronic obstructive pulmonary disease

GU Qingqing, WANG Zhixia, GAO Xinyuan, GAO Jing, YUAN Xiaomei

( Department of Respiratory Medicine, the First Affiliated Hospital of Xinxiang Medical University, Weihui 453100, Henan
Province ,China)

Abstract: Objective To investigate the correlation between serum clara cell secretory protein ( CC16) , transforming
growth factor-B, (TGF-B, ) levels and pulmonary function in patients with chronic obstructive pulmonary disease (COPD).
Methods One hundred patients with COPD admitted to Department of Respiratory, the First Affiliated Hospital of Xinxiang
Medical University were selected as subjects. According to the lung function classification of the airflow limitation, the patients
were divided into mild-moderate group (n =39) ,severe group (n =40) and extremely severe group (n =21) ;and 50 healthy
persons in the same period were selected as control group. The fasting elbow venous blood of all subjects was extracted on the
day of enrollment, and the serum CC16 and TGF-B, levels were detected. The lung function was detected by lung function
tester. The correlation between serum CC16,TGF-B, and one second forced expiratory volume as a percentage of the expected
value (FEV1% pred) ,ratio of forced expiratory volume in one second to forced vital capacity (FEVI/FVC) in patients with

COPD was analyzed by Spearman correlation. Receiver operating characteristic( ROC) curve was used to analyze the diagnostic
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value of serum CC16 and TGF-B, in COPD. Results The FEV1% pred and FEV1/FVC in the COPD group were significantly
lower than those in the control group (Z = —8.813, —=9.967;P <0.05). The serum CC16 level in the COPD group was lower
than that in the control group,and the serum TGF-B, level was higher than that in the control group (Z = —7.288, -7.144;
P <0.05). The serum CC16 level in the severe and extremely severe groups was lower than that in the mild-moderate group
(P <0.05) ,and the serum CC16 level in the extremely severe group was lower than that in the severe group (P <0.05). The
serum TGF-B, level of COPD patients in the severe and extremely severe groups was higher than that in the mild-moderate
group (P <0.05) ,and the serum TGF-B, level of COPD patients in the extremely severe group was higher than that in the
severe group( P <0.05). The serum CC16 level was positively correlated with FEV1% pred and FEV1/FVC% (r=0.819,
0.684;P <0.01) ,and serum TGF-B, level was negatively correlated with FEV1% pred and FEVI/FVC% in COPD patients
(r=-0.821, -0.761;P <0.01). The area under the ROC curve of CC16 level for the diagnosis of COPD was 0.866 (P <
0.05) ,the critical value was 98.13 pg - L', the sensitivity was 72. 0% , the specificity was 98.0% ,and the Youden index
was 0. 72 ;the area under the ROC curve of TGF-, level for the diagnosis of COPD was 0. 858 (P <0.05) ,the critical value
was 688.20 ng + L', the sensitivity was 74.0% , the specificity was 96.0% ,and the Youden index was 0.70. Conclusion

The levels of serum CC16 and TGF-B, are correlated with the lung function of COPD patients. They have certain diagnostic value

in the diagnosis of COPD and can be used to evaluate the severity of airflow limitation in COPD patients. It is expected to become

a new biomarker to assist clinical diagnosis of COPD.
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WEART XA, 2R A G FE L (Z = -8.813,
-9.967,P <0.05)

%*1 COPD Ay BAZXEMINEELLE

Tab.1 Comparison of lung function between the COPD
group and control group M(Py,Pys)
2 5] n FEV1% pred /% FEV1/FVC /%

Xf HR4H 50 81.10(73.88,86.90) 78.50(75.25,82.59)
COPD 4 100  43.60(32.48,56.70) 53.21(48.39,65.01)

A -8.813 -9.967

P <0.05 <0.05
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Tab.2  Comparison of serum CC16 and TGF-p, levels
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P <0.05 <0.05
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AL AR (P<0.05), COPD T J& 28 FiI 5 1%
A H M TCF-B, /K= T COPD &2 4,
COPD # # JZ 41 J.# 1ML 7 TGF-B, /K-F-# T COPD
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Tab.3 Comparison of serum CC16 and TGF-g, levels in

patients with different degrees M(Py ,Py)
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SRR R P <0.05; SR EA AP <0.05,
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98.0% , 2B+ 0.72, TGF-B, 21 COPD iy ROC i
RN A 0.858 (95% A {5 X 7] A7 0. 80 ~0. 92; P <
0.05) ,Ilfi AAB H 688.20 ng « L™, ZEHJE K 74.0% ,

FEIE R 96.0% , X545 %00 0. 70,
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Fig.1 ROC curve of serum CCI6 levels in the diagnosis of COPD
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