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ABSTRACT Objective: To explore the etiological characteristics of septic shock in patients with liver cirrhosis,and to analyze the
risk factors. Methods: The clinical data of 640 patients with liver cirrhosis, who were treated in Chongqing Three Gorges Central Hospital
from January 2012 to April 2015, were retrospectively analyzed; the incidence and location of infectious shock, and the etiological char-
acteristics in the patients with liver cirrhosis were also analyzed. The risk factors of septic shock was analyzed by single factor and multi-
variate logistic regression analysis. Results: The incidence of septic shock in 640 patients with liver cirrhosis was 14.38%, the site of in-
fection was located in the abdominal cavity, digestive tract and lungs. A total of 96 strains of pathogenic bacteria were isolated and cul-
tured, including 52 strains (54.17%) of gram negative bacilli, 18 strains (18.75%) of gram positive cocci, 26 strains (27.08%) of fungi.
Single factor analysis showed that age, antibiotics, gastrointestinal bleeding, hospitalization time and hepatic encephalopathy were rele-
vant to the septic shock in the patients with liver cirrhosis (P<0.05), the sexes, serum albumin, invasive procedure were not relevant (P>
0.05). Multivariate logistic regression analysis showed that age= 60 years, the use of antibiotics, gastrointestinal bleeding, hepatic en-
cephalopathy and hospitalization time>30 d were influencing factors for the septic shock in patients with liver cirrhosis (P<0.05). Con-
clusion: Gram negative bacilli are the main pathogens in the patients with septic shock; the age= 60 years, the use of antibiotics, gastroin-
testinal bleeding, hepatic encephalopathy and hospitalization time >30 d are influencing factors for the septic shock in the patients with
liver cirrhosis. So relevant measures should be taken according to the etiological characteristics and risk factors in order to reduce the risk
of septic shock in the patients with liver cirrhosis.
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Table 1 Distribution and composition ratio of primary infection site in

patients
) ) E 43kt Percentage
Infection site Infection cases
(%)
Abdominal cavity
o 41 44,57
and digestive tract
Lungs 25 27.17
Trauma 11 11.96
Urinary tract 6 6.52
Skin soft tissue 5 543
Blood 2 2.17
Biliary tract 1 1.09
Other 1 1.09
Total 92 100.00
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Table 2 Distribution and composition ratio of septic shock

pathogenic bacteria in patients with cirrhosis

Pathogenic bacteria Strains Percentage(% )

Gram negative bacteria 52 54.17
Escherichia coli 18 18.75
Pseudomonas aeruginosa 13 13.54
Klebsiella pneumoniae 8 8.33
Acinetobacter baumannii 7 7.29
Other 6 6.25

Gram positive cocci 18 18.75
Staphylococcus aureus 9 9.38
Enterococcus 6 6.25
Staphylococcus epidermidis 3 3.13
Fungus 26 27.08
Candida albicans 22 22.92
Other 4 4.17

Total 96 100.00
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Table 3 Single factor analysis and composition ratio of patients with septic shock disease

Total number of Number of
Factors ) . Percentage (%) x? P
cases infections
Male 387 56 14.47 1.203 0.089
Gender
Female 253 36 14.23
= 60 412 67 16.26 2.652 0.049
Age (years)
<60 228 25 10.96
>35 126 12 9.52 0.956 0.394
Serum albumin
28-35 338 37 10.95
(€49
<28 176 43 2443
Have 211 25 11.85 2.846 0.024
Antibiotic
Not have 429 67 15.62
Have 209 31 14.83 1.566 0.195
Invasive procedure
Not have 431 61 14.15
Gastrointestinal Have 325 62 19.08 3.564 0.000
bleeding Not have 315 30 9.52
Hepatic Have 217 54 24.88 5.689 0.000
encephalopathy Not have 423 38 8.98
Hospitalization <30 368 41 11.14 3.057 0.015
time(d) >30 272 51 51 18.75
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Table 4 Multivariate logistic regression analysis

Factors B OR 95%Cl P
Age= 60 years 1.627 4.275 3.231-5.897 0.001
Use of antibiotics 1.764 4.692 3.163-5.616 0.000
Gastrointestinal bleeding 1.248 2.341 1.387-4.391 0.021
Hepatic encephalopathy 1.989 5.325 3.689-8.112 0.000
Hospitalization time>30 d 1.696 4.123 3.356-5.462 0.000
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