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Table 1. Definition of systemic inflammatory response syndrome and sepsis

SIRS criteria

Two or more of the following criteria:

Core temperature »38°C (100.4°F) or (36°C (96.8°F)

Heart rate »90 beats/min

Respiratory rate )20 breaths/min or PaCO2 ( 32 mmHg

White-cell count ) 12,000/mm3 or ¢4,000/mm3 or >10 percent immature neutrophils

Sepsis

Evidence of SIRS accompanied by known or suspected infection.

Severe sepsis

Sepsis accompanied by hypoperfusion or organ dysfunction:
Cardiovascular:

Systolic blood pressure (90 mmHg or MAP {70 mmHg for at least 1 hour despite adequate volume resuscitation, or the
use of vasopressors to achieve the same goals.

Renal:

Urine output <0.5 mL/kg of body weight/hr, or acute renal failure.

Pulmonary:

Pa02/Fi02 <250 if other organ dysfunction present or {200 if the lung is the only dysfunctional organ.
Gastrointestinal:

Hepatic dysfunction (eg, hyperbilirubinemia, transaminitis).

Central nervous system:

Acute alteration in mental status (eg, delirium).

Hematologic:

Platelet count (80,000/mm3 or decreased by 50 percent over three days, or disseminated intravascular coagulation.
Metabolic:

pH <7.30 or base deficit 5.0 mmol/L AND

Plasma lactate »1.5 x upper limit of normal.

Septic shock

Severe sepsis with persistent hypoperfusion or hypotension despite adequate fluid resusctation.
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Figure 1. Population-adjusted incidence of sepsis,

according to sex, 1979 -2000. Martin et al, N Engl J . . , .
Med 2003:348:15486. Figure 2. Overall in-hospital mortality rate among

patients hospitalized for sepsis, 1979-2000. Martin et
al, N Engl J Med 2003;348:15486.
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