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Prognostic value of horizontal change of plasma kallistatin in critically ill patients with severe sepsis and septic shock
WANG Hong-bin, HU Yu-jin". Shaanxi Baoji Peoples Hospital, Baoji 712000 , China

Abstract Objective: To investigate the significance of plasma human kallikrein binding protein ( Kal) level in the
prognosis of patients with severe sepsis. Methods: Eighty-eight patients with severe sepsis and septic shock were divided into
survival group (n =58) and death group (n =30) according to the clinical outcome after 60 days. The differences in clinical
characteristics between the two groups were compared. The correlation between Kal level and clinical parameters was ana-
lyzed, and the prognostic factors in patients with severe sepsis and septic shock were investigated. Results: There were sig-
nificant differences in age, case number of acute respiratory distress syndrome, case number of septic shock, infection, A-
PACHETII score, SOFA score, ICU time, mechanical ventilation time, Kal level and CRP level between two groups (P <
0.05 for all). The level of Kal was negatively correlated with age, acute respiratory distress syndrome, mechanical ventila-
tion, septic shock, APACHE [ score, SOFA score, ICU time, mechanical ventilation time and CRP levels (P <0.05 for
all). High APACHE Il score, high SOFA score, low level of Kal and high level of CRP were risk factors for prognosis of pa-
tients with severe sepsis and septic shock (P <0.05 for all). Among them, the plasma Kal level <4 pg/mL when ICU ad-
mission was not favorable to the prognosis of the patients. Conclusion: The plasma Kal level <4 pg/mL is not conducive to
the prognosis of patients with severe sepsis or septic shock when ICU admission. The plasma Kal level may be an important
predictor of prognosis in patients with severe sepsis and septic shock.
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