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The incidence of pulmonary infection in CHD patients with heart failure, pathogenic bacteria distribution
characteristics and influencing factors analysis

TIAN Xianwei, ZHANG Xueping, LI Yibo, LIU Zhigiang (Xinziang Central Hospital , Xinziang Medical
College sthe fourth Clinical College s Xinxiang s Henan 453000, China) *

Objective  To investigate the incidence, pathogenic bacteria distribution and influencing factors of
pulmonary infection in patients with coronary heart disease (CHD) complicated with heart failure. Methods A total of
106 patients with CHD combined with heart failure admitted to our hospital from June 2022 to June 2024 were taken as
the study objects. All patients were tested for pulmonary infection,and bacteria identification and drug susceptibility tests
were performed for those diagnosed with pulmonary infection. The difference of clinical features between infected group
and uninfected group was analyzed by single factor analysis. Logistic regression analysis was performed to analyze the
influencing factors of pulmonary infection in CHD patients with heart failure. Distribution characteristics of pathogenic
bacteria in pulmonary infection of CHD patients with heart failure; The common gram-positive and gram-negative bacterial
resistance in CHD patients with heart failure pulmonary infection was analyzed.  Results ~Among the 106 patients
included in this study,a total of 35 infected patients were included in the infected group (n = 35), and the remaining
patients were included in the uninfected group (7 =71). The proportion of age > 60 years old,cardiac function grade >
I ,invasive operation (yes) and hospital stay > 10 d in infected group was significantly higher than that in uninfected
group (all P<C0.05). Logistic regression model analysis showed that age, cardiac function grade,invasive procedure and
length of stay were risk factors for pulmonary infection in CHD patients with heart failure (P <C0. 05). A total of 86

pathogens were detected in 35 infected patients, among which the proportion of gram-negative bacteria, gram-positive
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bacteria and fungi were respectively from high to low. Cefoperazone resistance was 96. 15% in Klebsiella pneumoniae,
16. 67% in Pseudomonas aeruginosa, and no resistance in Acinetobacter baumannii. The drug resistance rate of
cefuroxime was 53. 85% ,83. 33% and 91. 67 % , respectively. Amoxicillin and ampicillin caused 100% resistance to A.
baumannii ,and the resistance of each bacterium to different antibiotics was significantly different. The drug resistance
rate of 11 strains of S. aureus to the first two was more than 90% ,and the drug resistance rate to erythromycin was
63.64%. The resistance rate of 7 strains of S. pneumoniae to these three drugs was 28. 57%-57. 14%. The
corresponding drug resistance rate of 5 strains of S. epidermidis was 60%-80%. The resistance rate of vancomycin and
linezolid was lower than 20%.  Conclusion In this study, 106 patients with CHD combined with heart failure were
studied and 35 patients developed pulmonary infection. The risk factors of infection were age > 60 years old, cardiac
function grade > |[ ,invasive operation and hospital stay > 10 days. A total of 86 strains of pathogenic bacteria were

detected, most of which were gram-negative. There is a great difference in antibiotic resistance among different strains,

which provides a key basis for the prevention and control of lung infection in CHD patients with heart failure and precision

May 2025, Vol.20,No. 5 o 657 -

medicine.
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Table 2 Logistic regression analysis of the factors affecting
the occurrence of lung infection in CHD patients with heart failure
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