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Relationship between the level of MMP19,8-OHdG and CC16 in serum of
patients with pneumoconiosis and their disease progression and pulmonary function
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Abstract: Objective To analyze the relationship between serum matrix metalloproteinase 19 (MMP19),
8-hydroxydeoxyguanosine acid (8-OHdG) and Clara cell protein (CC16) in patients with pneumoconiosis and
the degree of disease progression and pulmonary function. Methods Ninety-seven cases of pneumoconiosis oc-
cupational diseases treated in the hospital from January 2018 to September 2019 were selected as the pneumo-
coniosis occupational disease group,and 50 healthy people with healthy occupational physical examination in
the same period were selected as the healthy control group. The serum levels of MMP19,8-OHdG and CC16
were detected. The receiver operator characteristic curve of subjects was drawn to analyze the application value
of MMP19,8-OHdG and CC16 in the differential diagnosis of pneumoconiosis occupational diseases. Logistic
regression model was used to analyze the relationship between MMP19,8-OHdG and CC16 in serum and the
degree of disease progression and pulmonary function. Results The levels of MMP19,8-OHdG and CC16 in
the pneumoconiosis occupational disease group were significantly higher than those in the healthy control
group (P<C0.05). The levels of MMP19,8-OHdG and CC16 in the serum of pneumoconiosis occupational dis-
ease group increased with the severity of the disease and the degree of pulmonary function injury, and the
differences were statistically significant (P <C0. 05). Logistic regression analysis showed that high levels of

MMP19,8-OHdG and CC16 were independent risk factors for disease progression and pulmonary function in
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patients with pneumoconiosis,and the differences were statistically significant (P <C0. 05). The sensitivity,
specificity and area under the curve of combined detection of MMP19,8-OHdG and CC16 in the differential di-
agnosis of pneumoconiosis were significantly higher than those of single application (P <C0. 05). Conclusion

The expression levels of MMP19,8-OHdG and CC16 in serum of pneumoconiosis occupational disease patients

were significantly increased, and each index was an independent influencing factor affecting the disease pro-

gression and pulmonary function.
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