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Introduction 

Sepsis is defined as a systemic inflammatory response 

syndrome, such as fever, tachypnea, tachycardia, or 

leukocytosis, in response to a culture-proven or clinically 

suspected infection. Later, the grading system of sepsis was 

modified to include severe sepsis, septic shock, and refractory 

septic shock (Levy et al., 3002). 

The occurrence of septic shock seems to peak in the sixth 

decade of life. Predisposing factors include male sex, non-white 

ethnic origin in North Americans, co- morbid diseases, 

malignancy, immunodeficiency or immunocompromised states, 

chronic organ failure, alcohol dependence, and genetic factors 

(Annane et al., 3002).  

 The pathophysiology of septic shock is not precisely 

understood, but it involves a complex interaction between the 

pathogen and the host’s immune system. The normal 

physiologic response to localized infection includes the 

activation of host defense mechanisms that result in the influx 

of activated neutrophils and monocytes, the release of 

inflammatory mediators, local vasodilation, increased 

endothelial permeability, and activation of coagulation 

pathways. These mechanisms are in play during septic shock, 

but on a systemic scale, leading to diffuse endothelial 
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disruption, vascular permeability, vasodilation, and thrombosis 

of end-organ capillaries. Endothelial damage itself can further 

activate inflammatory and coagulation cascades, creating in 

effect a positive feedback loop, and leading to further 

endothelial and end-organ damage (Hotchkiss and Karl, 

3002). 

Although the use of biomarkers has significantly 

improved the diagnosis and management of other acute 

diseases, such as coronary artery disease and pulmonary 

embolism; yet, there is no single accepted biomarker or 

combination of biomarkers for use in patients who have 

suspected sepsis. There are some biomarkers under current 

investigation (Shapiro et al., 3002). 

The initial selection of antimicrobial therapy should be 

broad enough to cover all likely pathogens and be able to 

penetrate in adequate concentrations into the presumed source 

of sepsis. An antifungal agent should be included in the 

antimicrobial milieu for presumed fungal sepsis (Labelle et al., 

3002). 

Other treatment options are the steroids which are used in 

specific conditions and the recombinant human-activated 

protein C which is used with specific limitations. Vasopressors 

and inotropes are used when there is need to restore adequate 
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hemodynamic function and to preserve tissue perfusion in sever 

sepsis and septic shock (Mullner et al., 3002). 

Septic shock has a high death rate. The death rate 

depends on the patient's age and overall health, the cause of the 

infection, how many organs have failed, and how quickly and 

aggressively medical therapy is started (Munford, 3002). 

 

 

 

 

 

 


