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Fig. 1 The main determinants of postoperative
infection
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Table. 1 Host defence against bacterial infection

fever(IL-1,THF,IL-6)

recruit and activation of nevtrophil and macrophage
(IL-1,TNF,IL-8.IFN- 7 ,M-CSF,G-CSF,GM-CSF)
production of acute phase protein(IL-6,IL-1)
activation and differentiation of 7.8 cells
(IL-1,1L-2)

oromation of antibody production{IL-6)
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Fig. 2 Postoperative change in PNM count, PMN chemiluminescence and serum G-CSF after
gastric cancer and esophageal cancer operation
O * Gastric cancer (n=10), @ : Esophageal cance (n=6). **p<0.01, *p<0.05
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Fig. 3 Susceptibility of bacteria isolated from
postoperative wound infection to prophylactic
antibiotics
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Fig. 4 Change of WBC count and CRP value after surgical insult
Each point is the mean of values measured blood samples at variable times.
Blood samples were obtained from the patients with cancer of the stomach (@),
cancer of the colon and rectum (M), or gall stone (A) after operation. (All
results expressed as rate of value at preoperation.)
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Fig. 5 Changes of severity score according to

bacteria
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Prediction and Countermeasure Against Post Operative Infection in
Gastroenterological Surgery

Takashi Yokoyama
Department of General Medicine, Hiroshima University, School of Medicine

The risk of postoperative infection is high in gastroenterological surgery, because bacterial contami-
nation by the resident intestinal flora occurs easily and patients often suffer malnutrition. So it is
important but very difficult to predict postoperative infection and take measures to deal with it. In this
paper, ] summarize the bacterial organisms, local environments, and host defense mechanisms in pos-
toperative infections and discuss the preoperative evaluation and treatment of compromised hosts and the
influence of surgical stress on postoperative infections. Moreover, I summarize the methods for early
detection of postoperative infections and the frequency of causative organisms according to various types
of postoperative infections or to various conditions of the patients to select the proper antibiotics for
postoperative infections. Since prediction of postoperative infections is difficult, it is important to
recognize the risk factors underlying these infections and to make an early diagnosis of the infection.
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