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Abstract: Objective To explore the clinical value of serum PCT in diagnosis and prognosis assessment of bacteria caused sep-
sis. Methods A total of 80 inpatients admitted to our hospital for bacteria or fungi caused sepsis were selected. Another 20 cases
of non-septic infections were chosen as controls. Fast venous blood samples were collected from each septic subject in the morning
before breakfast on the 1st, 3rd, 5th days, and from non-septic subjects only on the first day. Enzyme linked fluorescent assay
(ELFA) was employed to measure the serum PCT. CRP was determined by immunity-turidity method. Results Serum PCT level
was much higher in subjects suffering septic shock, compared to which APACHE-II score has merely slightly elevated. The fluctu-
ation of serum PCT level paralleled with the variation of septic condition, whereas CRP did not. Conclusion Serum PCT level is
closely correlated with the severity of sepsis, suggesting its big value in assisting physicians with accurate and timely severity deter-
mination.
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