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Analysis of clinical characteristics and prognostic impact in sepsis patients with different pathogen types

SHI Qingling, GUO Weidong, XU Zhenxing (Department of Critical Care Medicine s the Fourth Clinical
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Objective  This study aimed to compare the clinical characteristics of sepsis caused by Gram-positive
bacteria (GPB) ,Gram-negative bacteria (GNB) ,and fungi, with a focus on analyzing the 28-day mortality rate to reveal
the impact of different pathogens on prognosis. Methods A total of 85 sepsis patients were enrolled and divided into
three groups based on pathogens:GPB,GNB,and fungi. Basic clinical data, vital signs,disease severity (SOFA, SAPS II
scores) » comorbidities, and clinical outcomes (7-day mortality, 28-day mortality, length of hospital stay, duration of
mechanical ventilation, and ICU stay) were collected through retrospective analysis. Kaplan-Meier survival curves and
logistic regression models were used to analyze the effects of different pathogen types on patient survival. Results The
mean body weight of the GPB group was significantly higher than that of the GNB group (P =0. 02) ,and the heart rate of
the fungi group was significantly higher than that of the GPB and GNB groups (P <C0. 05). The SOFA and SAPS II
scores of the fungi group were significantly higher than those of the GPB and GNB groups (P <C0. 05). The 7-day
mortality rate (20. 0%), 28-day mortality rate (40. 0%), total length of hospital stay (13. 3 days),and duration of
mechanical ventilation (76. 1 hours) in the fungi group were significantly higher than those in the GPB and GNB groups
(P<C0.05). The total length of hospital stay and ICU stay in the GNB group were significantly longer than those in the
GPB group (P<C0.05). Survival analysis showed that patients with fungal infections had the worst prognosis (log-rank
test: P<0. 05). Compared with the GPB and GNB groups, the hazard ratios (HRs) for 28-day mortality were 1. 815
(95% CI,1.569-2. 0183 P <C0. 05) and 1. 721 (95% CI, 1. 488-1. 971; P <C0. 05), respectively. Multivariate logistic
regression analysis confirmed that Gram-positive bacterial infection and fungal infection were independent risk factors for

28-day mortality,with HRs of 1. 51 (95% CI: 1. 23-1. 82) and 2. 15 (95% CI: 1. 70-2. 72, P <C0. 05) , respectively.
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Conclusion Sepsis patients infected with different pathogens exhibit significant differences in clinical characteristics and

prognosis. Fungal infections are associated with more severe illness, higher mortality rates, and longer hospital stays,

indicating poor prognosis. Patients with GNB infections have longer hospital stays. Therefore,accurate identification of

pathogens is crucial for optimizing sepsis treatment.
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Table 1 General clinical data [ Mean %+ Standard deviation
or median and interquartile range (IQR)]
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Table 2 Primary and secondary outcomes[ Mean + Standard
deviation or median and interquartile range (IQR) ]
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Fig. 1 28-day mortality survival curves for GNB group,
GPB group,and fungal group
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Table 3 Univariate and multivariate regression analyses
of variables for 28-day mortality
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