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Clinical Study of Intestinal Mucosal Barrier Function in Patients of Aecopd with Acute Heart Failure. Song Xiaojie, Wang Houqing , Xu
Tie. Xuzhou Medical University, Jiangsu 221000 ,China

Abstract Objective To investigate the changes of intestinal mucosal barrier function in patients with acute exacerbation of chronic
obstructive pulmonary disease (AECOPD) complicated with acute heart failure, and to evaluate the correlation between intestinal mucosal
barrier damage and severity of disease. Methods Totally 105 patients with AECOPD were enrolled. According to whether they had heart
failure, they were divided into AECOPD group ( control group) and AECOPD complicated with acute heart failure group (heart failure
group). After the enrollment, all patients was performed to detect the blood routine, PCT, hs — CRP, BNP, serum D - lactic acid and
DAO levels on the first and fourth days after admission. The relationship between intestinal mucosal barrier function and disease severity of
two group was analyzed. Results The levels of serum D - lactic acid, DAO, hs — CRP and NLR in the heart failure group were higher
than those in the control group. Correlation analysis showed that the serum D - lactic acid and DAO were positively correlated with hs —
CRP and NLR. Conclusion There was severe intestinal mucosal damage in patients with AECOPD with acute heart failure, and the se-
verity of the disease was related to the degree of infection.
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