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Abstract:Objective To investigate the correlation between serum fibroblast growth factor 2 (FGF2) and
angiotensin converting enzyme 2 (ACE2) levels with the severity of chronic obstructive pulmonary disease
(COPD) and their predictive value for prognosis. Methods A total of 114 COPD patients treated in Hainan
Cancer Hospital from June 2020 to June 2022 were selected as the study group. According to the severity of
the disease, COPD patients were divided into acute exacerbation stage and stable stage. Another 114 healthy
subjects were selected as control group. Serum FGF2 and ACE2 levels were detected by enzyme-linked immu-
nosorbent assay. Pearson method was used to analyze the correlation between serum FGF2 and ACE2 and pul-
monary function indicators. Multivariate Logistic regression was used to analyze the influencing factors of poor
prognosis in COPD patients, and receiver operating characteristics (ROC) curve was plotted to analyze the
predictive value of serum FGF2 and ACE2 for poor prognosis in COPD patients. Results Serum FGF2 level in
the study group was significantly higher than that in the control group (P<C0. 05) ,and serum ACE2 level, the
ratio of exertional expiratory volume in the first second to predicted (FEV, %) ,the ratio of FEV, to forced vi-
tal capacity (FEV,/FVC),and peak expiratory flow rate (PEF) in the study group were significantly lower
than those in the control group (P <C0. 05). Serum FGF2 level in acute exacerbation was significantly higher
than that in stable stage (P<C0.05),serum ACE2 level ,FEV, % ,FEV,/FVC and PEF were significantly low-
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er than that in stable stage (P<C0. 05). Pearson correlation analysis showed that serum FGF2 and ACE2 levels
were negatively correlated (P<C0.05),and serum FGF2 and ACE2 were correlated with FEV, % ,FEV,/FVC
and PEF (P<C0. 05). The serum FGF2 level in the poor prognosis group was significantly higher than that in
the good prognosis group (P<C0. 05) ,and the serum ACE2 level was significantly lower than that in the good
prognosis group (P<C0. 05). Multivariate Logistic regression analysis showed that FGF2 was a risk factor for
adverse prognosis in COPD patients (P<Z0. 05),and ACE2 was a protective factor (P <C0. 05). According to
ROC curve, the combination of serum FGF2 and ACE2 predicted the AUC of poor prognosis in COPD patients

better than that predicted separately (Z=2.514,2. 610, both P<C0. 05). Conclusion

Serum FGF2 level in-

creased and ACE2 level decreased in COPD patients, both of which are closely related to the severity of the

disease. Combined detection has certain predictive value for poor prognosis in COPD patients.
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ljEne 114 10. 2442, 38 198. 73424, 28 66.61+11.20 64.87+11.28 5.97+1.49
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