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Definition and Pathophysiologic Mechanisms of the Sepsis
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Sepsis is the overwhelming disease resulting serious outcome, and has the high morbidity and
mortality rate. In surgical patient, many of them have septic condition, and consist of 8% of
critically ill surgical patients. And postoperative sepsis is common complications result in 24

MNZA M2 HMZ 50, ~44% of mortality. Understanding of definitions and pathophysiologic mechanisms of the
120-752, M|t st o|meiSt  sepsis is the mainstay to treat and manage the septic patient. In this section, we describe the
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definitions and pathophysiologic mechanisms of the sepsis, briefly. (J Surg Crit Care 2013;3:1

Tel: 02-2228-2127 -5)
Fax: 02-313-8289
E-mail: jakii@yuhs.ac Key Words: Sepsis, Definition, Pathophysiology

T - A= T
© SO AR EO R, 30~50%0 AMgES HElE AE AE WHe 2T ¢ Sl S8 FEol 4 itk
1

PR o v YR BBk YA,

=
A 8% Be] s ok A3o] ot EEE XS IjHZ0| Hol

3 glel, ipelarso] wlad 8] siA| Hch” ofwt oA

= S Aoy & & Aa8 TSl ol 2o HBZ-2 Schottmueller’7} B Wil EAsh= Alate] ol
ATl Weh= B97E Lo, o st A7RE Qe A WAShe Al S 4SS AEoR VIS ol%el HET,
T AN FBSl Qg WASH= ATl Al ok T s BT 5 ol 7HA] o7k o] A9
FE F PP TS B AT Ao R Aol th ol 1991d Sl Ao AAG ARl Ele] Hels
¥, 59 559 WEFel WA Aol APFES oAl o A9 @S] ot Aot miAslek(rable 1) @S
ek 5% ¥ 852 55 W T ohE, AW BE 2 iR IS Sk v, AA AT T
= OF 1~420% AEE Bk 9lov], of F of sondllA $5 o ejlof o) AT 5 SltkEig. 1). A EUA v
@Gl Wtk Ao Hitso] gict. ook Hao] 5 ¥ Aol of3 AAATHGe] WAk B9 BTl T
@GO WAL FAGL OF U~4nR & AMFES HolAl o

ot web] il ot 7Hg 2as Ase & F H8S

Journal of Surgical Critical Care Vol. 3 No. 1, April 2013 |



] Surg Crit Care Vol. 3, No. 1, Apr. 2013

Table 1. Definitions of systemic inflammatory response syndrome, sepsis, severe sepsis, septic shock, and multiple organ dysfunction

Infection

Systemic
inflammatory
response

syndrome (SIRS)

Sepsis

Severe sepsis

Septic shock

Signs and
symptoms of

A pathologic process caused by the invasion of normally sterile tissue or fluid or body cavity by pathogenic
or potentially pathogenic microorganisms

The presence of at least two clinical criteria
@D Body temperature >38°C or <36°C
@ Heart rate >90 beats/min
® Respiratory rate >20 breaths/min or hyperventilation with PaCO, <32 mmHg
@ White blood cell counts >12,000/mm’, or <4,000/mm’, or >10% immature neutrophils

The clinical syndrome defined by the presence of both infection and a SIRS
(presence of infectious focus or confirmed infectious process)

Sepsis complicated with organ dysfunction
D Hypotension (Systolic blood pressure <90 mmHg or Mean arterial pressure <65 mmHg)
@ Decrease of systolic blood pressure >40 mmHg from baseline
® Hyperlactatemia
@ Oliguria
® Altered mental status

@ Sustained circulatory failure characterized by persistent hypotension despite adequate volume resuscitation
@ Hypotension requiring inotropic or vasopressor agent to maintain the hemodynamic stability

General signs and symptoms
@ Rigors, fever (sometimes hypothermia)

sepsis (@ Tachypnea/respiratory alkalosis
@ Positive fluid balance, edema
Generalized hematological/inflammatory treaction
D Increased (sometimes decreased) white blood cell count
@ Increased inflammatory markers (C-reactive protein, procalcitonin, interleukin-6)
Hemodynamic alterations
@ Arterial hypotension
@ Unexplained tachycardia
® Increased cardiac output (Cardiac index >3.5 I./min/ mz) /low systemic vascular resistance/high SvO2
Altered skin perfusion
@ Decreased urine output
® Unexplained hyperlactatemia/increased base deficit
Signs of organ dysfunction
@ Hypoxemia (acute lung injury)
@ Altered mental status
® Unexplained alteration in renal function
@ Hyperglycemia
® Thrombocytopenia (<100,000/mm3)/ disseminated intravascular coagulation
® Unexplained alteration in liver function tests (hyperbilirubinemia)
@ Intolerance to feeding (altered gastrointestinal motility)
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Fig. 1. Infection, Systemic inflammatory response syndrome, sepsis
and severe sepsis.
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Fig. 2. Scheme of pathophysiologic

mechanisms of sepsis.
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Fig. 3. Overview of pathophysiologic mechanisms of sepsis (Adopted by Lewis, et al. ] Vet Intern Med 2012).
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