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1. Introduction 

Paediatric septic shock is a frequently occurring disease condition that is associated with 

high morbidity and mortality (Watson et al, 2003). Shock is an acute, complex state of 

circulatory dysfunction resulting in failure to deliver oxygen (DO2) and nutrients to meet 

metabolic demands (VO2) which are usually increased during shock. If left untreated, 

multiple organ failure and ultimately death will occur (Smith et al, 2006). This strongly 

points out the importance of early recognition and aggressive treatment of children with 

shock. Comparable to adults, such an approach – termed early-goal directed therapy 

(EGDT) – has been shown to significantly reduce mortality in paediatric septic shock. 

Paediatric studies have pointed out that the risk of death showed a two-fold increase with 

each hour delay in the reversal of shock (Carcillo et al, 2009; Han et al, 2003; Inwald et al, 

2009; Rivers et al, 2001).  

Hypovolaemic shock and septic shock are the most common forms of shock in children. 

Hypovolaemic shock is characterized by a decrease in intravascular blood volume to such 

an extent that effective tissue perfusion cannot be maintained. In children hypovolaemic 

shock is mainly caused by fluid and electrolyte loss due to vomiting and diarrhea or acute 

haemorrhage. Septic shock is actually a combination of distributive shock (i.e. a decreased 

total vascular resistance and maldistribution of blood flow in the microcirculation) and 

relative as well as a absolute hypovolaemia. Furthermore, impairment of myocardial fuction 

may occur with symptoms of cardiogenic shock. 

The great majority of children with septic shock will not be presented in hospitals  

with PICU facilities. Furthermore, from a pathophysiologic perspective paediatric shock 

does not resemble adult septic shock. This strongly suggests that every physician that could 

be faced with these children needs to understand how to recognize paediatric shock and 

have basic knowledge of the principles of primary management. This chapter summarizes 

the pathophysiology, clinical manifestations and primary management of paediatric septic 

shock.  

2. Pathophysiology of paediatric shock 

The balance between DO2 and VO2 is the key factor in the pathophysiology of shock. DO2 is 

also in children determined by the cardiac output (CO) and arterial oxygen content (CaO2) 

according to the formula 
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 DO2 = CO * (Haemoglobin * 1.36 * SaO2) + (0.003 * PaO2) (1) 

The CO is determined by the heart rate (HR) and stroke volume (SV), the latter is 
determined by the pre-load, afterload and contractility of the heart. 
The VO2 is increased in septic shock. Hence, the body will try to compensate for this by 
increasing the DO2 through various mechanisms including increasing the HR and the 
venous vascular tone to optimize cardiac pre-load. Tachycardia is one of the earliest 
compensatory mechanisms. If this compensation is inadequate to meet cellular oxygen 
demands, the systemic vascular resistance (SVR) will be increased allowing perfusion of 
vital organs such as the heart and brain. In addition, oxygen extraction will be increased. Of 
importance, children are able to maintain normal blood pressure. This phase of shock is 
termed compensated shock.  
Oxygen debt will occur if these mechanisms fail when the shock is not reversed. Under 

normal conditions oxygen debt will occur when the ratio DO2 : VO2 is 3 : 1. However, as a 

result of the increase in VO2 during septic shock oxygen debt will occur already at DO2 : 

VO2 2 : 1. Microvascular perfusion becomes marginal and cellular function deteriorates, 

affecting all organ systems (uncompensated shock). If not adequately managed, irreversible 

shock will occur. Vital organs will be damaged to such an extent that death is inevitable.  

There are considerable differences in the pathophyiology of septic shock between children 

and adults. Vasomotor paralysis is the predominant cause of mortality in adults (Parker et 

al, 1987). Myocardial dysfunction in adult septic shock manifests mainly as decreased 

ejection fraction with either normal or increased CO. This is because adults are capable of 

increasing their CO by tachycardia in combination with ventricular dilatation allowing an 

increase in SV (Parker et al, 1984). In contrast, paediatric septic shock is mainly characterized 

by severe hypovolaemia; the decrease in CO and not SVR is associated with mortality 

(Carcillo et al, 2002). This is because especially younger children have higher baseline HR’s 

compared to adults; hence they cannot increase their HR without impairing CO. 

Furthermore, children are not capable of increasing their SV (Feltes et al, 1994). This means 

that children need to be resuscitated with fluids aggressively. Nevertheless, the 

haemodynamic response of fluid-resuscitated children is different from adults. Ceneviva 

and co-workers evaluated 50 children with fluid-refractory, dopamine resistant septic shock 

(Ceneviva et al, 1998). The majority had low CO in combination with high SVR, but 22% had 

low CO and low SVR. Furthermore, haemodynamic profiles changed frequently during the 

first 48 hours.  

Another interesting difference between children and adults relates to the VO2. The VO2 is 

mainly determined by oxygen extraction in adults, whereas in children is it mainly 

determined by the DO2 (Carcillo et al, 1989). This indicates that all efforts must be made to 

maintain adequate DO2.  

3. Symptoms of paediatric shock 

The early diagnosis of paediatric shock warrants a high index of suspicion and knowledge 
of disease conditions that predispose children to shock. It is imperative to understand the 
reference values for vital parameters in children. 
Early signs of septic shock may be subtle and easily missed. Tachycardia is the earliest 
presenting symptom. Blood pressure will be normal during compensated shock, but the 
pulse pressure is widened. Children will have plethora, warm extremities and bounding 
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pulses (“warm shock”. If the shock is not reversed, signs of failure of the compensatory 
mechanisms can be noted including cold extremities and prolonged capillary refill time 
(“cold shock”). Of note, the capillary refill time has little discriminative value in paediatric 
shock. Hypovolaemic children may still have a capillary refill time that is within the normal 
limit (2 seconds).  
 

Age 
Heart rate /min 
(95th percentile) 

Respiratory rate /min 
(95th percentile) 

Systolic blood 
pressure mmHg 
(5th percentile) 

0 – 7 days 180 50 59 
8 – 28 days 180 40 69 
1 – 12 months 180 34 74 
1 – 5 years 140 22 75 
6 – 12 years 130 18 83 
13 – 18 years 110 14 90 

Table 1. Age-related reference values for vital parameters in children (derived from 
reference values by age, height and weight). Values above the 95th percentile (for heart rate 
and respiratory rate), and below the 5th percentile (for systolic blood pressure) are abnormal. 
Adapted from (Anonymous, 2004). 

 

Symptoms of septic shock 

General symptoms 
 Tachycardia 
 Hypothermia or fever 
 Decreased consciousness 
 Decreased urinary output 
“Warm shock” 
 Shortened capillary refill time 
 Bounding pulses 
 Widened blood pressure 
“Cold shock” 
 Capillary refill time > 2 secons 
 Weak pulses 
 Cold extremities, mottled skin 
 Hypotension (not necessarily) 

Table 2. Symptoms of paediatric septic shock 

Many children with fever have tachycardia and warm extremities on physical examination. 

Not all of these children are in shock. For early recognition of shock it is then absolute 

necessary to evaluate the mental state of the child. In general, children in shock are lethargic 

and have decreased consciousness, but the opposite (i.e. agitation, restless, anxious) also 

occurs. Underlying mechanisms include most likely a combination of cerebral 

hypoperfusion, metabolic alterations and production of cytotoxic substances. 

Oxygen debt will occur when the shock is not recognized and thus not treated properly. 

Clinically, the child suffers from depressed consciousness, poor skin perfusion, decreased 

urinary output and hyperventilation to compensate for the metabolic acidosis.  
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The contribution of laboratory tests is limited. In contrast with adult septic shock, blood 
gasses and serum lactate levels are not diagnostic for paediatric shock but may be used for 
monitoring the effectiveness of treatment (Brierley et al, 2009). Repeated evaluation and 
monitoring of the patient remains the most effective physiologic monitor. 

4. Management of paediatric shock 

The American College of Critical Care Medicine (ACCM) has published clinical guidelines 
for the haemodynamic support of neonates and children with septic shock in 2002 and 
revised them in 2009 (Brierley et al, 2009; Carcillo et al, 2002). These guidelines advocate 
amongst others early recognition, adequate fluid resuscitation and timely and appropriate 
antibiotic therapy. Notwithstanding the fact that the efficacy of these guidelines has not 
been confirmed in a randomized clinical trial, data strongly suggests that adherence to these 
guidelines results in improved survival (de Oliveira et al, 2008; Dellinger et al, 2008; Han et 
al, 2003). Han and co-workers evaluated 91 patients with septic shock who were referred to 
their PICU (Han et al, 2003). Shock reversal within 75 minutes and adherence with the 
ACCM guidelines was associated with > 90% survival. Worrisome however was that 
adherence to these guidelines was only achieved in < 30% of all patients. A study of 200 
children with severe sepsis in the United Kingdom showed a drop from 25% to 6% in 
mortality when shock was reversed, although only 8% of patients were managed according 
to the ACCM guidelines (Inwald et al, 2009). 
The primary goal of the primary management of paediatric shock is to prevent organ failure 
caused by oxygen debt through optimalisation of and balancing DO2 and VO2. This means 
that is important to maintain blood pressure above the critical point which below flow 
cannot be effectively maintained. Thus, shock should be clinically diagnosed before 
hypotension occurs. Clinical targets include age-appropriate HR and blood pressure, 
normalisation of the capillary refill time, normal consciousness and adequate urinary output 
(> 1 mL/kg/hour) (Figure 1) (Brierley et al, 2009). After each intervention it is evaluated 
whether or not these clinical targets have been achieved. 

4.1 Recognition and management during the first 15 minutes 

Within the first five minutes the child is evaluated according to the Paediatric Advanced 
Life Support approach – i.e. a structural approach examining Airway, Breathing and 
Circulation (Figure 1). The diagnosis septic shock is confirmed when tachycardia, fever and 
symptoms of inadequate tissue perfusion are present. These symptoms include altered 
consciousness, as well as shortened capillary refill time, bounding pulses and widened pulse 
pressure (in case of “warm shock”) or prolonged capillary refill time, weak pulses, mottled 
skin and decreased urinary output (in case of “cold shock”).  
The next step then is to administer 100% oxygen via a non-rebreathing mask (flow 10 – 15 
L/min) and to insert two peripheral lines. Blood is drawn for haematological, biochemical 
studies and blood culture. Subsequently, aggressive fluid resuscitation is mandated 
(Carcillo et al, 1991). This means that within 15 minutes three fluid boluses of 20 mL/kg 
(max 500 mL) are administered. Crystalloid fluids are the first choice. After each bolus the 
child is evaluated if the clinical targets have been met. Rapid and sufficient fluid 
administration is significantly associated with improved survival (Ceneviva et al, 1998).  
Of importance, antibiotics must be administered within the first 15 minutes. Although not 
confirmed in paediatric studies, adult data indicated that mortality doubled for each hour 
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delay in administration of antibiotic treatment (Kumar et al, 2006). Electrolyte disturbances 
or hypoglycaemia is corrected in this first phase of primary management. 

4.2 Management after the first 15 minutes 

After 15 minutes it is evaluated if the clinical targets have been met. If not, the shock is 
classified as “fluid-resistant”. The next step then would be to refer the patient to a PICU 
facility. It now depends upon the haemodynamic profile of the child what the next 
therapeutic intervention would be. If the child has a haemodynamic profile that is 
compatible with “cold shock”, fluid administration is continued and dopamine 10 
microgram/kg/minute is started via a peripheral line while in the mean time a central 
venous line is inserted. If the child has a haemodynamic profile that is compatible with 
“warm shock”, fluid administration is continued and norepinephrine 0.1 
microgram/kg/minute is started. Fluid administration will be continued until the liver 
becomes palpable enlarged or crackles are noted at pulmonary auscultation. Nevertheless, 
cumulative fluid administration up to 200 mL/kg may be necessary (Maar, 2004). Fluid 
administration should not be discontinued because of assumed possible development of 
pulmonary oedema, acute respiratory distress syndrome (ARDS) or cerebral oedema 
(Brierley et al, 2009). As an alternative to crystalloids, colloids such as albumin may be 
considered at this stage (Boluyt et al, 2006).  
Also, endotracheal intubation and initiation of mechanical ventilation should be strongly 
considered in order to optimize DO2. As discussed, in paediatric shock VO2 is dependent 
upon DO2. Furthermore, especially small children have a small functional residual capacity 
(FRC) that is easily compromised by pulmonary capillary leakage or if the child gets 
fatigued. Also, VO2 may rise with 15 – 30% due to increased work of breathing during septic 
shock (Butt, 2001; Carcillo et al, 1989). Last, but not less important, sedation and mechanical 
ventilation may be needed to facilitate invasive procedures such as insertion of central lines. 
Also, increased intrathoracic pressure reduces left ventricular afterload that may be 
beneficial when there is a low CI/high SVR state. Nevertheless, early intubation may still be 
subject of debate. One of the arguments often used is the vasodilatory effect of agents used 
for induction. This effect may further compromise DO2 in the septic child. We advocate the 
use of ketamine as induction agent (Yamamoto, 2000). Ketamine is a centrally acting N-
methyl-D-aspartate (NMDA) receptor antagonist allowing cardiovascular stability. We 
would also advocate refraining from the use of etomidate because of its negative effects on 
adrenal gland function (Brierley et al, 2009). 
The use of corticosteroids and sodium bicarbonate during the first hour of primary 
management of paediatric shock is also subject of heavy scientific debate. Corticosteroids 
are definitely indicated for children with purpura fulminans, or children with a recent 
history of prolonged corticosteroid use of proven abnormalities in the hypothalamic-
pituitary-adrenal gland axis (Langer et al, 2006). In addition, the use of corticosteroids may 
be considered when children do not respond to infusion of vaso-active drugs 
(“catecholamine-resistant shock”) (Brierley et al, 2009).  Sodium bicarbonate is usually 
administered to correct metabolic acidosis as it is presumed that vaso-active drugs function 
less well in an acidic environment (Tabbutt, 2001). However, the metabolic acidosis is 
caused by insufficient tissue perfusion. This indicates that is necessary to optimize tissue 
perfusion rather than correcting the acidosis with sodium bicarbonate (Dellinger et al, 2008). 
Also, two studies performed in critically ill adults with septic shock and pH ≥ 7.15 have 
shown no beneficial effect on haemodynamic variables when patients were treated with  
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sodium bicarbonate. Recent adult recommendations indicate to use sodium bicarbonate 
when pH < 7.00 (Boyd et al, 2008). 
It is unclear if optimizing haemoglobin (Hb) levels through transfusion of red blood cells 
(RBC) is beneficial. One group of investigators could not confirm a beneficial effect on VO2 
despite optimalisation of CaO2 in paediatric shock (Mink et al, 1990). Nevertheless, it is 
currently recommended to maintain Hb > 10 g/dL (Brierley et al, 2009). Fresh Frozen 
Plasma (FFP) is indicated for active haemorrhage or a prolonged activated partial 
thromboplastin time (APTT); in clinical practice usually twice the age-dependent reference 
value (Brierley et al, 2009).  

4.3 Management after the first hour 

One hour after presentation it is determined whether or not the shock has been reversed. If 
not, then the patient is recognized as having a fluid refractory dopamine-resistant shock. 
The patient is managed in the PICU. Treatment goals in this phase are similar to the golden 
hour (i.e. age-appropriate HR and blood pressure, normalisation of the capillary refill time, 
normal consciousness and urinary output > 1 mL/kg/hour), but now also include 
maintainance of age-appropriate perfusion pressure (mean airway pressure minus central 
venous pressure), cardiac index (CI) between 3.3 and 6.0 L/min/m2, central venous oxygen 
saturation (SvO2) > 70%, normal anion gap and normal lactate. Fluid replacement should be 
continued and directed at these endpoints. 
The type of haemodynamic support depends upon the haemodyamic profile of the child (i.e. 
low CO/high SVR, high CO/low SVR, or low CO/low SVR) (Figure 2). It seems therefore 
rational to use haemodynamic monitoring devices such as pulse contour analysis or 
Doppler ultrasound to assess the haemodynamic profile especially since frequently change. 
Irrespective of haemodynamic profile, support should be targeted at a CI between 3.3 and 
6.0 L/min/m2. Pollack and co-workers have shown that a CI within this range was 
associated with the best outcome in paediatric shock (Pollack et al, 1985). Also, SvO2 should 
be maintained > 70%. The SvO2 can be used as a surrogate marker of the CO. Oliveira and 
co-workers randomized 102 children with septic shock to be managed using the ACCM 
guidelines with or without monitoring the SvO2 (de Oliveira et al, 2008). Their SvO2 goal-
directed therapy resulted in less mortality (28-day mortality 11.8% vs. 39.2%, p = 0.002), and 
fewer new organ dysfunctions (p = 0.03). However, this strategy was associated with more 
crystalloid (28 (20-40) vs. 5 (0-20 ml/kg, p<0.0001), blood transfusion (45.1% vs. 15.7%,  
p =0.002) and inotropic (29.4% vs. 7.8%, p = 0.01) support in the first 6 hours of admission.  
For patients with low CI, normal blood pressure and high SVR (i.e. “cold shock” with 
normal blood pressure), it is recommended to reduce ventricular afterload. This can be 
achieved using either epinephrine or dobutamine. Some have argued to additionally use a 
short-acting vasodilator such as nitroprusside or nitroglycerin to recruit the 
microcirculation. Alternatively, the use of type III phosphor-diesterase inhibitors such as 
milrinone may be considered (Barton et al, 1996). These agents have a synergistic effect with 
beta-adrenergic agents because they stimule intracellular cyclic adenosine monophosphate. 
Patients with low CI, low blood pressure and low SVR (i.e. “cold shock with low blood 
pressure) it is recommended to titrate vasopressor therapy. In general, dopamine is the first-
line vasopressor therapy. At high infusion rates, the alpha-adrenergic effects of dopamine 
predominate. Alternatively, norepinephrine or high dosage epinephrine may be considered. 
Once adequate blood pressure is achieved, a vasodilator can be added to improve the SvO2 
by recruiting the microcirculation. 
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Finally, patients with persisting high CI and low SVR despite fluid administration and 
norepinephrine may benefit of agents such as vasopressin or phenylephrine. Of importance, 
CO may be reduced when these agents are used so close monitoring of the CO and/or SvO2 
is mandated. 
When the shock cannot be reversed and co-morbidities that fuel the shock (such as 
pericardial effusion, pneumothorax, hypoadrenalism, ongoing blood loss, increased intra-
abdominal pressure, or necrotic tissue)  high-flow veno-arterial extra-corporeal membrane 
oxygenation (ECMO) or high-flux continues renal replacement therapy (CRRT) with flows > 
35 mL/kg/hour may be considered. Yet, these modalities may be qualified as last resort and 
their effects on final outcome need to be established. 

5. Conclusion 

Early recognition and aggressive primary management of paediatric septic shock is 
significantly associated with improved patient survival. Tachycardia, fever and altered 
consciousness are the first clinical manifestations of paediatric septic shock. Primary 
management includes aggressive fluid resuscitation, adequate oxygen delivery through 
early intubation and mechanical ventilation, and early referral to a paediatric intensive care 
unit. Future research should be directed towards obtaining stronger scientific evidence to 
confirm the components of the ACCM guidelines. 

6. References 

Anonymous. (2004) The fourth report on the diagnosis, evaluation, and treatment of high 
blood pressure in children and adolescents. Pediatrics. Vol. 114, issue 2 Suppl 4th 
Report, pp. 555-576,  

Barton P, Garcia J, Kouatli A, Kitchen L, Zorka A, Lindsay C, Lawless S & Giroir B. (1996) 
Hemodynamic effects of i.v. milrinone lactate in pediatric patients with septic 
shock. A prospective, double-blinded, randomized, placebo-controlled, 
interventional study. Chest. Vol. 109, issue 5, pp. 1302-1312,  

Boluyt N, Bollen CW, Bos AP, Kok JH & Offringa M. (2006) Fluid resuscitation in neonatal 
and pediatric hypovolemic shock: a Dutch Pediatric Society evidence-based clinical 
practice guideline. Intensive Care Med. Vol. 32, issue 7, pp. 995-1003,  

Boyd JH & Walley KR. (2008) Is there a role for sodium bicarbonate in treating lactic acidosis 
from shock? Curr.Opin.Crit Care. Vol. 14, issue 4, pp. 379-383,  

Brierley J, Carcillo JA, Choong K, Cornell T, Decaen A, Deymann A, Doctor A, Davis A, Duff 
J, Dugas MA, Duncan A, Evans B, Feldman J, Felmet K, Fisher G, Frankel L, Jeffries 
H, Greenwald B, Gutierrez J, Hall M, Han YY, Hanson J, Hazelzet J, Hernan L, Kiff 
J, Kissoon N, Kon A, Irazuzta J, Lin J, Lorts A, Mariscalco M, Mehta R, Nadel S, 
Nguyen T, Nicholson C, Peters M, Okhuysen-Cawley R, Poulton T, Relves M, 
Rodriguez A, Rozenfeld R, Schnitzler E, Shanley T, Kache S, Skippen P, Torres A, 
von Dessauer B, Weingarten J, Yeh T, Zaritsky A, Stojadinovic B, Zimmerman J & 
Zuckerberg A. (2009) Clinical practice parameters for hemodynamic support of 
pediatric and neonatal septic shock: 2007 update from the American College of 
Critical Care Medicine. Crit Care Med. Vol. 37, issue 2, pp. 666-688,  

Butt W. (2001) Septic shock. Pediatr.Clin.North Am. Vol. 48, issue 3, pp. 601-25, viii,  

www.intechopen.com



 
Management of Septic Shock in Children 

 

283 

Carcillo JA, Davis AL & Zaritsky A. (1991) Role of early fluid resuscitation in pediatric septic 
shock. JAMA. Vol. 266, issue 9, pp. 1242-1245,  

Carcillo JA & Fields AI. (2002) Clinical practice parameters for hemodynamic support of 
pediatric and neonatal patients in septic shock. Crit Care Med. Vol. 30, issue 6, pp. 
1365-1378,  

Carcillo JA, Kuch BA, Han YY, Day S, Greenwald BM, McCloskey KA, Pearson-Shaver AL & 
Orr RA. (2009) Mortality and functional morbidity after use of PALS/APLS by 
community physicians. Pediatrics. Vol. 124, issue 2, pp. 500-508,  

Carcillo JA, Pollack MM, Ruttimann UE & Fields AI. (1989) Sequential physiologic 
interactions in pediatric cardiogenic and septic shock. Crit Care Med. Vol. 17, issue 
1, pp. 12-16,  

Ceneviva G, Paschall JA, Maffei F & Carcillo JA. (1998) Hemodynamic support in fluid-
refractory pediatric septic shock. Pediatrics. Vol. 102, issue 2, pp. e19- 

de Oliveira CF, de Oliveira DS, Gottschald AF, Moura JD, Costa GA, Ventura AC, Fernandes 
JC, Vaz FA, Carcillo JA, Rivers EP & Troster EJ. (2008) ACCM/PALS 
haemodynamic support guidelines for paediatric septic shock: an outcomes 
comparison with and without monitoring central venous oxygen saturation. 
Intensive Care Med. Vol. 34, issue 6, pp. 1065-1075,  

Dellinger RP, Levy MM, Carlet JM, Bion J, Parker MM, Jaeschke R, Reinhart K, Angus DC, 
Brun-Buisson C, Beale R, Calandra T, Dhainaut JF, Gerlach H, Harvey M, Marini JJ, 
Marshall J, Ranieri M, Ramsay G, Sevransky J, Thompson BT, Townsend S, Vender 
JS, Zimmerman JL & Vincent JL. (2008) Surviving Sepsis Campaign: international 
guidelines for management of severe sepsis and septic shock: 2008. Crit Care Med. 
Vol. 36, issue 1, pp. 296-327,  

Feltes TF, Pignatelli R, Kleinert S & Mariscalco MM. (1994) Quantitated left ventricular 
systolic mechanics in children with septic shock utilizing noninvasive wall-stress 
analysis. Crit Care Med. Vol. 22, issue 10, pp. 1647-1658,  

Han YY, Carcillo JA, Dragotta MA, Bills DM, Watson RS, Westerman ME & Orr RA. (2003) 
Early reversal of pediatric-neonatal septic shock by community physicians is 
associated with improved outcome. Pediatrics. Vol. 112, issue 4, pp. 793-799,  

Inwald DP, Tasker RC, Peters MJ & Nadel S. (2009) Emergency management of children 
with severe sepsis in the United Kingdom: the results of the Paediatric Intensive 
Care Society sepsis audit. Arch.Dis.Child. Vol. 94, issue 5, pp. 348-353,  

Kumar A, Roberts D, Wood KE, Light B, Parrillo JE, Sharma S, Suppes R, Feinstein D, 
Zanotti S, Taiberg L, Gurka D, Kumar A & Cheang M. (2006) Duration of 
hypotension before initiation of effective antimicrobial therapy is the critical 
determinant of survival in human septic shock. Crit Care Med. Vol. 34, issue 6, pp. 
1589-1596,  

Langer M, Modi BP & Agus M. (2006) Adrenal insufficiency in the critically ill neonate and 
child. Curr.Opin.Pediatr. Vol. 18, issue 4, pp. 448-453,  

Maar SP. (2004) Emergency care in pediatric septic shock. Pediatr.Emerg.Care. Vol. 20, issue 9, 
pp. 617-624,  

Mink RB & Pollack MM. (1990) Effect of blood transfusion on oxygen consumption in 
pediatric septic shock. Crit Care Med. Vol. 18, issue 10, pp. 1087-1091,  

www.intechopen.com



 
Severe Sepsis and Septic Shock – Understanding a Serious Killer 

 

284 

Parker MM, Shelhamer JH, Bacharach SL, Green MV, Natanson C, Frederick TM, Damske 
BA & Parrillo JE. (1984) Profound but reversible myocardial depression in patients 
with septic shock. Ann.Intern.Med. Vol. 100, issue 4, pp. 483-490,  

Parker MM, Shelhamer JH, Natanson C, Alling DW & Parrillo JE. (1987) Serial 
cardiovascular variables in survivors and nonsurvivors of human septic shock: 
heart rate as an early predictor of prognosis. Crit Care Med. Vol. 15, issue 10, pp. 
923-929,  

Pollack MM, Fields AI & Ruttimann UE. (1985) Distributions of cardiopulmonary variables 
in pediatric survivors and nonsurvivors of septic shock. Crit Care Med. Vol. 13, 
issue 6, pp. 454-459,  

Rivers E, Nguyen B, Havstad S, Ressler J, Muzzin A, Knoblich B, Peterson E & Tomlanovich 
M. (2001) Early goal-directed therapy in the treatment of severe sepsis and septic 
shock. N.Engl.J.Med. Vol. 345, issue 19, pp. 1368-1377,  

Smith L & Hernan L. (2006) Shock states. Third, issue 27, pp. 394-410,  
Tabbutt S. (2001) Heart failure in pediatric septic shock: utilizing inotropic support. Crit Care 

Med. Vol. 29, issue 10 Suppl, pp. S231-S236,  
Watson RS, Carcillo JA, Linde-Zwirble WT, Clermont G, Lidicker J & Angus DC. (2003) The 

epidemiology of severe sepsis in children in the United States. Am.J.Respir.Crit Care 
Med. Vol. 167, issue 5, pp. 695-701,  

Yamamoto LG. (2000) Rapid sequence intubation. Fourth, issue 5, pp. 81-92. 

www.intechopen.com



Severe Sepsis and Septic Shock - Understanding a Serious Killer
Edited by Dr Ricardo Fernandez

ISBN 978-953-307-950-9
Hard cover, 436 pages
Publisher InTech
Published online 10, February, 2012
Published in print edition February, 2012

InTech Europe
University Campus STeP Ri 
Slavka Krautzeka 83/A 
51000 Rijeka, Croatia 
Phone: +385 (51) 770 447 
Fax: +385 (51) 686 166
www.intechopen.com

InTech China
Unit 405, Office Block, Hotel Equatorial Shanghai 
No.65, Yan An Road (West), Shanghai, 200040, China 

Phone: +86-21-62489820 
Fax: +86-21-62489821

Despite recent advances in the management of severe sepsis and septic shock, this condition continues to be
the leading cause of death worldwide. Some experts usually consider sepsis as one of the most challenging
syndromes because of its multiple presentations and the variety of its complications. Various investigators from
all over the world got their chance in this book to provide important information regarding this deadly disease .
We hope that the efforts of these investigators will result in a useful way to continue with intense work and
interest for the care of our patients.

How to reference
In order to correctly reference this scholarly work, feel free to copy and paste the following:

Martin C. J. Kneyber (2012). Management of Septic Shock in Children, Severe Sepsis and Septic Shock -
Understanding a Serious Killer, Dr Ricardo Fernandez (Ed.), ISBN: 978-953-307-950-9, InTech, Available
from: http://www.intechopen.com/books/severe-sepsis-and-septic-shock-understanding-a-serious-killer/early-
recognisition-and-management-of-paediatric-shock



© 2012 The Author(s). Licensee IntechOpen. This is an open access article
distributed under the terms of the Creative Commons Attribution 3.0
License, which permits unrestricted use, distribution, and reproduction in
any medium, provided the original work is properly cited.

http://creativecommons.org/licenses/by/3.0

