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Analysis of the clinical characteristics and risk factors of nosocomial infections in patients with hepatitis
B virus

LI Pengcheng' , HUANG Youfeng®, ZHUOQO Yili', L1 Feng' (1. Infectious Disease Department, Mindong
Hospital Affiliated to Fujian Medical University » Fuan s Fujian 355000,China; 2. Department of Urology, Mindong
Hospital Affiliated to Fujian Medical University) *

Objective The clinical characteristics and risk factors of nosocomial infections in patients with hepatitis B
virus were explored,and to provide a scientific basis for formulating effective prevention and control strategies. ~Methods

A retrospective analysis was conducted on the medical record data of 103 patients with hepatitis B virus complicated by
nosocomial infections who were admitted to our hospital from 2022 to 2024. The serum infection patterns and etiological

characteristics of the patients were counted. Combined with factors such as the patients’ age, gender, and underlying
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diseases,a multivariate Logistic regression analysis was carried out to determine the independent risk factors.  Results

Among the 103 patients with hepatitis B virus,the main infection pattern in the serum test results was HBsAg+ HBeAb
+HBcAb (39. 81%,41/103). The proportions of the infection patterns of HBsAb + HBeAb + HBcAb, HBsAb +
HBeAb, HBeAb+ HBcAb, HBcAb, HBsAg+ HBeAg+ HBcAb, and HBsAg+ HBcAb were 23. 3% ,12. 62%,10. 68%,
8.74%,2.91% ,and 1. 94 %, respectively. The main infection pattern among male patients was HBsAg -+ HBeAb +
HBcAb (48.28% ,28/58) , followed by HBsAb+ HBeAb+ HBcAb (18. 97% ,10/58) ; the main infection pattern among
female patients was HBsAb-+ HBeAb-+HBcAb (31.11% ,14/45) ,followed by HBsAg+ HBeAb+ HBcAb (28.89% ,13/
45). The main infection pattern among patients who fell ill in 2022 was HBsAg+ HBeAb+ HBcAb (53.57%,15/28),
followed by HBsAb+ HBeAb+ HBcAb (21. 43% ,6/28) ; the main infection pattern among patients who fell ill in 2023
was HBsAb+ HBeAb+ HBcAb (32.56%,14/43) , followed by HBsAg-+ HBeAb+ HBcAb (30. 23%,13/43) ; the main
infection pattern among patients who fell ill in 2024 was HBsAg+ HBeAb+ HBcAb (40. 63%,13/43), followed by
HBsAb+ HBcAb (18. 75%,6/32). A total of 103 strains of pathogenic bacteria were detected. Fungi had the highest
proportion,accounting for 48. 54%. Gram-negative bacteria accounted for 39. 81% , and Gram-positive bacteria had the
lowest proportion of 11.65%. The main fungus was Candida albicans. The proportions of C. tropicalis,C. krusei ,and
C. glabrata were 11. 65%,6. 80%, and 2. 91% respectively. The main Gram-negative bacteria were Pseudomonas
aeruginosa. The proportions of Escherichia coli. Klebsiella pneumoniae, Acinetobacter baumannii, Enterobacter
aerogenes , Enterobacter cloacae were 11. 65%,9. 71%,6. 80% . 4. 85%, 3. 88% , and 2. 91% respectively. The main
Gram-positive bacteria were Staphylococcus epidermidis. The proportions of Staphylococcus aureus,E. faecalis,and
E. faecium were 3.88% ,0.97% ,and 0. 97 % respectively. The resistance rates of C. albicans to fluconazole, voriconazole
and itraconazole were 25.00% ,14.29% ,and 7. 14% ,and there were no resistant strains to amphotericin B. Pseudomonas
aeruginosa had the highest resistance rate of 66. 67 % to aztreonam,relatively high resistance rates to the third-generation
quinolones such as ciprofloxacin and levofloxacin and to the aminoglycoside gentamicin,and the lowest resistance rate of
16.67% to the carbapenem meropenem. There were statistically significant differences between the infection group and
the control group in terms of age,diabetes,invasive procedures, prophylactic use of antibacterial drugs,length of hospital
stay,gastrointestinal bleeding,and ascites (P<C0. 05). Further multivariate analysis showed that the presence of diabetes,
gastrointestinal bleeding,and ascites were independent risk factors for nosocomial infections in patients with hepatitis B
virus, while the prophylactic use of antibacterial drugs was a protective factor (P<C0.05). Conclusion The main serum
infection pattern of patients with hepatitis B virus complicated by nosocomial infections was HBsAg-+ HBeAb-+ HBcAb.
The main pathogenic bacteria were C. albicans, followed by P. aeruginosa. The presence of diabetes, gastrointestinal
bleeding,and ascites were independent risk factors for nosocomial infections in patients with hepatitis B virus, while the
prophylactic use of antibacterial drugs was a protective factor. When managing patients with hepatitis B virus, attention

should be focused on monitoring these risk factors and taking corresponding preventive measures.
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Table 1 Distribution of infection patterns in patients
with hepatitis B virus.
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Table 2 Univariate analysis of nosocomial infections in patients
with hepatitis B virus.
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Table 3 Multivariate analysis of nosocomial infections in patients
with hepatitis B virus
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