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Clinical value of serum SP-D,SAA and CXCL12 in prognosis
evaluation of AECOPD complicating respiratory failure
PEI Lei LI Li"
Department of Emergency ,Shuguang Hospital Affiliated to Shanghai University of
Traditional Chinese Medicine ,Shanghai 200021 ,China

Abstract : Objective To investigate the clinical value of serum pulmonary surfactant protein D (SP-D) , se-
rum amyloid A (SAA) and chemokine 12 (CXCL12) in the prognosis assessment of chronic obstructive pul-
monary disease (AECOPD) complicating respiratory failure. Methods A total of 236 patients with chronic
obstructive pulmonary disease (COPD) in the hospital from January 2017 to June 2019 were retrospectively
analyzed. According to their condition,they were divided into AECOPD complicating respiratory failure group
(115 cases) s AECOPD group (76 cases) and stable COPD group (45 cases). The levels of serum albumin
(ALB) ,alkaline phosphatase (ALP),SP-D,SAA,CXCL12,arterial partial pressure of oxygen (PaQ,) ,arterial
partial pressure of carbon dioxide (PaCO,) and acute physiology and chronic health evaluation Il score (A-
PACHEIl ) were observed, the relationship between each observation index and the severity of respiratory
failure in the AECOPD complicating respiratory failure patients was analyzed,and the observation indexes to
predict the prognosis of the AECOPD complicating respiratory failure were searched for,and their predictive
diagnostic efficacy was evaluated. Results The serum levels of SP-D,SAA,CXCL12,PaCO, and APACHEII
score in the AECOPD complicating respiratory failure group were higher than those in the AECOPD group
and the stable COPD group, while the level of PaO, in the AECOPD complicating respiratory failure group
was lower than that in the AECOPD group and the stable COPD group (P <C0. 05),and the levels of serum
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SP-D,SAA and CXCLI12 increased with the severity of the patient’s respiratory failure increased (P<C0.05).
Multivariate analysis showed that PaCO,,SP-D,SAA and CXCL12 were risk factors for the prognosis of death
in the AECOPD complicating respiratory failure patients (P<C0. 05). The AUC of SP-D,SAA and CXCL12 in
jointly predicting the death prognosis of the patients with AECOPD complicating respiratory failure was 0. 932
(95%CI:0.870—0.971) , which was better than the AUC predicted by SP-D, SAA, and CXCL12 alone, and
The serum SP-D,SAA and CXCL12 are

involved in the occurrence and development of respiratory failure in the patients with AECOPD, they are risk

the differences were statistical significance (P <C0. 05). Conclusion

factors affecting the prognosis of the patients with AECOPD complicating respiratory failure, they have impor-

tant clinical significance in predicting the prognosis of patients with AECOPD complicating respiratory failure.

Key words: pulmonary surfactant protein D;

pulmonary disease; respiratory failure
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