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SYSTEMIC INFLAMMATORY RESPONSE SYNDROME

In 11991, experts from a variety -of disciplines met for a consensus
conference sponsored by the American College of Chest Physicians and the
Society of Critical Care Medicine and proposed new definitions for sepsis and
the adverse sequelae of sepsis. " The attendees recognized that sepsis was the
systemic inflammatory response to a documented infection, but acknowledged
- that this response also rhay be observed in a number of other clinical conditions.
@5) 1t was stated that sepsis was a continuum of injury requhse,' ranging from
sepsis to septic shock, to multi-system organ dysfunction syﬁdrorne (MODS).
_ As patient progresses from sepsis to MODS, the associated moftality rate is

expected to increase. @

Definition of SIRS:

The American College of Chest Physicians/Society of Critical Care
Medicine consensus panel defined the systemic inflammatory response

* syndrome (SIRS), sc_epsis, severe sepsis, and septic shock {-3) S

Infection: Infection is a microbial phenomenon characterized by an
inflammatory response to the presence of microorganisms or the invasion of

normally sterile host tissue by those organisms.

Systemic inflammatory response syndrome (SIRS): is a widespread
inflammatory response to a variety of severe clinical insults. This syndrome is

clinically recognized by the presence of two or more of the following:

« Temperature >38 °C or <36 °C ,

. Heart rate >90 beats/min ,

. Respiratory' rate >20 breaths/min or PaCO2 <32 mmHg',

« WBC >12,000 cells/mm3, <4000 cells/mm3, or presence of more than

- 10% immature (band) forms.
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Sepsis: Sepsis is the systemic response to infection. Thus, in sepsis, the
clinical signs describing SIRS are present together with definitive evidence of

infection.

Severe sepsis: Sepsis is considered severe when it is associated with
manifestation of organ dysfunction, hypoperfusion, or hypotension. These
manifestations may include, lactic acidosis (lactate .concentration of >2
mmol/L), oliguria (urine output of <0.5 ml/kg body weight for 2 hours),
thrombocytopenia (platelet count of < 100,000 /mm’ ), hypoxemia (Pao,/Fio, of

< 250) or an acute alteration in mental status without sedation.

Septic shock: Septic shock is sepsis with systolic hypotension '(<90 mrri-Hg)
despite adequate fluid resuscitation combined with perfusion abnormalities that
may include, but are not limited to, lactic acidosis, oliguria, or an acute
alteration in mental status. Patients who are on inotropic or vasopressor agents

- may not be hypotensive at the time that perfusion abnormalities are measured.

Multiple organ failure: Multiple organ failure refers to the presence of
altered organ functton in an acutely ill patient such that homeostasis cannot be
maintained without intervention. The multiple organ dysfunction syndrome is

classified as either primary or secondary.

e Primary MODS is the result of a well-defined insult in Which'organ
dysfunction occurs early and cah be difectly attributable to the insult
itself (e.g., renal failure due to rhabdomyolysis). |

¢ Secondary MODS is organ failure not in direct response to the insult
itself, but as a consequence of a host response. In the context of the
definitions of sepsis and SIRS, MODS represents the more severe ehd of

the spectrum of severity of illness characterized by SIRS/sepsis.



