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Sepsis paediatric guidelines
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Suspect sepsis. Say sepsis. Save someone's lfe today
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SEVERE SEPSIS SCREENING
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Soreendng Bo be done when FICL Daily Coals Sheet s snabiated,
Hursing answer question #1
P poisiont: answer suications 2 + 3, I all thnoe questions are yes, the pationi has scvene scpsia.

Screen Inftisied: Date: Time: Hirse Kame:
[

any two of € signs and symptoma of Infection both present and new io the

O YES, forwand the bl & the FICU residend.
O MO, file ferrmm b THI Auschit bie b Bursing Station.
O Hyperthermis =383 C O Chuidls with rigors [ Leukocytosis
{10000 D) Taciycandia {sce chart on (WEC count 312000 ul. 1)
O Hypothermia <36 COMGER  back) O Leukopenia
O Acutely alterncd mental Dt:.,;.m{“d_tm (WBC coumnt <5000 ul.- 1§

abyis OO Hwpe rebvcemia dplasma oo
=120 mg/dL) in absenoe of
daabcics

7 (Check all that appiy)

O MO, fike forem in 110 Auidlit bin in Mursing Station,
O Fricumoniafempyema O skandsoit Hsue O endocanditis
O trinary tract imfiection unfLamimation O implantable device infiection
O Acute abdomminal 01 Bone fjoint infoction [ Other infection
infection O wWosenad iifection
O Mendnapis D_B{:ﬂx_lnmmhm
15 | i}
"B} Are any of the following organ dysfunction criteria present &t & site remate from the site of |
the infection that are NOT consldersd to be choonis conditions?
Note: In the case of bilateral pulmonary infiltrates the remote site stipulation is wadved,
O YES, severe sepsis is present, onder serum lactate level and blood oultures.
O MO, fike fiorm in 1M1 Audit bin fn Mursing Station.
O 3BP sce chart on hack) O Bilirubin = 2 me/dl O silateral pulmonary
O coagulopathy (EE= 1.5 (34,2 mmol/ L imfilirates with PeOZ/Fi02 rate
or aFTT = 60 scen) O Bilateral pulmonary = 300
O wactate = 2 mmaidL, infiltratcs with a new for O Other
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O Faicict count = 100,000

SO = 00%
Is the answer yes to all 3 items above? (severe sepsis is present)
*  Serum lactaie level ordered? [ Ves, [ No, Explain:
* Blood cubtures ondered? [ Ves, O Mo, Explain
*  First dose antiblotic considered/ admintstered? [ Vs, O Mo, Explain:
= Enter date and time of of sovere
Date: Time: Name:

A =Fax o

0 min Recognize decreased mental status and perfusion.
Begin high flow O,. Establish IV/10 access.

% min Initial resuscitation: Push boluses of 20 co'kg isotoni
saline or collobd up to & over 6 cokg until perfusion improves or ’ iFdnd FEV ste
unless rales of hepatomegaly develop. inctrope.
Correct hypoglycemia & hypocaloemia. Begin antibiotics,
Fluid refractory shock: Begin inotrope IV0,
use atropineketamine IVAOIM
fo obtain central acoess & airway i1 neoded.,
Reverse cold shoek by titrating central dopamine
of, il resistant, tirse central epinephring
Reverse warm shock by tirating central norepinephrine,

hegkagegsed?

Catecholamine resistant shock: Begin hydrocortisons
if ot risk for absolute sdrenal insufficiency

"T

Monitor CVP in FICU. sitain normal MAP-CVP & SevO, > 70%

A ~ >4

Depariment

Cold shock with Cold shock with Warm shock with
normal blood presure: low hlood pressure: low hlood pressure:
1. Titrate flusd & epincphrine, |. Titrade Huid & epincphrine. |1, Titrate Muid & norepincphrine,
ScvOa TO% . Hghs 10l || SevOy> 70%, Hgh > 10 gidL. Scviy> 0%,
2.1 SevDs stille 7% 2.1f saill hypotensive 2. 1 still hyposensive
loading (nitromovasodilators, 3. If ScviDy still < TO% consider tﬂlqulm
milrininone, imrinone, & others) dobutamine, milrinone, A I SevOa sl < T
Consider levosimendan enoximone of levosimendan consider low dose epinephrine

W

Persisient catecholamine resistant shock: Rube out apd comect pericardial effusion, pneumothorax, |
& intra-abdominal pressure > 12 mmHg.
Consider pulmonary arery, PICCO, or FATD catheter, &/'or doppler ulirasound o guide
Ak, inotrope, yasopressor, vasodilator and hormonal therapses.
Goal C1.> 3.3& <60 L/min/'md

o st




*  Assoss ABC's, Cardiorespiratory Monitoring
s 02 10L NRB
» Establish IV access x 2 [ 10 access if falled 2 attempis)
& Investigations (see Severe Sepshs PPO)
BRedside Glucose
Bloodwaork (CBC, Blood CES, Electrolytes, VBG, Urea, Creat,
Glucose, Lactate, PT/PTT, ALT, Blood Crossmatch)
CHR
Urinalysis | Consider indwelling Urinary Catheter)

10 min 1" Bolus — NS 20 mi/kg given IV push rapidly over 5.10 minutes

Ghve Antiblotics (see Severe Sepsis PPO)

Paediatric sepsis guidelines nsw. Sepsis pediatric guidelines 2020. Paediatric sepsis guidelines australia. Paediatric neutropenic sepsis guidelines. Sepsis pediatric guidelines. Paediatric sepsis 6 guidelines. Nice guidelines paediatric sepsis. Paediatric sepsis guidelines 2020.

Campaign "Surviving Sepsis": International Guidelines for the Management of Sepsis and Septic Shock: 2016. > P2 P2 P2 P2 2222 22 20 2P
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doi: 10.1007/s00134-017-4683-6. Epub 2017 Jan 18. Intensive Care Med. 2017. PMID: 28101605 Potential fatal organic dysfunction triggered by an infection For the fly, see Sepsis (mosca). Medical conditionSepsisOther namesSepticemia, blood poisoning, severe sepsis, septic shockSkin blotching and inflammation due to sepsisPronunciation/
E,sE,psEaS/ SpecialtyInfectious diseaseSymptomsFever, increased heart rate, low blood pressure, increased breathing rate, low urine output or near absent urine output, severe painantimicrobials, antimicrobials,80% risk of death [4] [6] Frequency0.2 a— “3 per 1000 per year (developed world) [6] [7] Sepsis is a life-threatening condition that arises
when the body’s response to infection causes damage to its own tissues and organs. [4] This initial stage is followed by the suppression of the immune system. [8] Common signs and symptoms include fever, increased heart rate, increased respiratory rate, and confusion. [1] There may also be symptoms related to a specific infection, such as a cough
with pneumonia, or painful polishing with a kidney infection. [2] Very young, old, and people with a weakened immune system may not have symptoms of a specific infection, and body temperature may be low or normal instead of fever. [2] Severe sepsis causes poor organ function or blood flow. [9] The presence of low blood pressure, high blood
lactate, or low urine output may suggest poor blood flow. [9] Septic shock is low blood pressure due to sepsis that does not improve after fluid replacement. [9] Sepsis is caused by many organisms including bacteria, viruses, and fungi. [10] Common locations for primary infection include the lungs, brain, urinary tract, skin, and abdominal organs. [2]
Risk factors include being very young or old, a weakened immune system from conditions such as cancer or diabetes, major trauma and burns. [1] Previously, a diagnosis of sepsis required the presence of at least two criteria of the Systemic Inflammatory Response Syndrome (SIRS) in the configuration of the suspected infection. [2] In 2016, a
reduced sequential organ failure score (SOFA score), known as the Rapid Sofa Score (QSOFA), replaced the diagnostic SIRS system. [4] QSOFA criteria for sepsis include: Less than two of the following three: increased respiration frequency, change at the level of awareness and low blood pressure. [4] The sepsis guidelines recommend obtaining
blood cultures before starting antibiotics; However, the diagnosis does not require the blood to become infected. [2] The medical image is useful when when For the possible location of the infection. [9] Other potential causes of similar signs and symptoms include anaphylaxis, adrenal insufficiency, low blood volume, heart failure, and pulmonary
embolism. [2] Sepsis requires immediate treatment with intravenous fluids and antimicrobials. [1] [5] Continuous care often continues in an intensive care unit. [1] If a proper fluid replacement test is not enough to maintain blood pressure, then the use of drugs that increase blood pressure becomes necessary. [1] Mechanical ventilation and dialysis
may be needed to support the function of the lungs and kidneys, respectively. [1] A central venous catheter and an arterial catheter may be placed to access the bloodstream and guide treatment. [9] Other useful measures include cardiac output and oxygen saturation of Vena Cava Superior. [9] People with sepsis need preventive measures for deep
vein thrombosis, stress ulcers, and pressure ulcers, unless other conditions prevent such interventions. [9] Some people may benefit from strict blood sugar control with insulin. [9] The use of corticosteroids is controversial, with some reviews finding benefits, [11] [12] and others not. [13] The severity of the disease partly determines the outcome. [6]
The risk of death from sepsis is as high as 30%, while for severe sepsis, it is as high as 50%, and septic shock 80%. [6] Sepsis affected about 49 million people in 2017, with 11 million deaths (1 in 5 deaths worldwide). [14] In the developed world, about 0.2 to 3 people per 1000 are affected by sepsis annually, resulting in about 1 million cases per year
in the United States. [6] [7] Disease rates have been increasing. [9] Sepsis more common among men than females. [2] However, other data show a higher prevalence of the disease among women. [15] Descriptions of sepsis date back to the time of Hippocrates. [16] The terms “septicemia” and “blood poisoning” have been used in various ways and
are no longer recommended. [16] [17] Play Media Media Summary (script) Signs and symptoms In addition to symptoms related to the real cause, people with sepsis may have fever, low body temperature, rapid breathing, rapid heart rate, confusion and edema. [18] The first signs include a rapid heart rate, reduced urination and a high blood sugar.
Signs of the established sepsis include confusion, metabolic acidosis (which may be accompanied by a faster breathing rate leading to respiratory alkalosis), low blood pressure due to decreased systemic vascular resistance, increased cardiac output, and blood closure disorders that can lead to organic insufficiency. [19] Fever is the most common
symptom that occurs in sepsis, but fever may be absent in some people such as the elderly or those who are immunocompromising. [20] The drop in blood pressure observed in sepsis can cause decay and is part of the criteria for septic shock. [21] oxidative stress is observed in septic shock, decreasing the circulating levels of copper and vitamin C.
[22] Cause Infections leading to sepsis are usually bacterial but can be fungal, parasitic or viral. [23] Gampositive bacteria were the main cause of sepsis before the introduction of antibiotics in the 1950s. After the introduction of antibiotics, gram-negative bacteria became the predominant cause of sepsis from the 1960s to the 1980s. [24] After the
1980s, it is believed that grampositive bacteria, more commonly stafilococci, cause more than 50% of sepsis.[7][25] Other bacteria involved include stuutocococococococ species pyogens, Escherichia coli, Pseudomonas aeruginosa and Klebsiella. [26] Fungal sepsis account for approximately 5 per cent of serious cases of sepsis and septic shock; the
most common cause of fungal sepsis is aby Candida yeast species[27] a frequent infection in the hospital. The most common causes of parasitic sepsis are plasmodium (which leads to malaria), Schistosoma and equinoccus. The most common sites of infection resulting in severe sepsis areThe lungs, the abdomen and the urinary tract. [23] Typically,
50% of all cases of sepsis begin as an infection in the lungs. In one third in half of the cases, the source of infection is not clear. [23] Diagnosis Early diagnosis is necessary to adequately administer sepsis, since the initiation of rapid therapy is key to reducing the deaths of severe sepsis. [9] Some hospitals use alerts generated from electronic health
records to draw attention to possible cases as soon as possible. [28] Blood cultivation bottles: orange cap for anaerobes, green cap for aerobes and yellow cap for children's blood samples [29] In the first three hours of sepsis suspicions, diagnostic studies should include counts White Globes, Medicine of Séfica Breastfeeding and Greach of Appropriate
Cultures Before Starting Antibiotics, as long as this does not delay its use in more than 45 minutes. [9] To identify the causative organism, at least two sets of blood cultures using bottles with media for aerobic and anaerobic organisms are necessary. At least one should be drawn through the skin and one through each vascular access device (such as
a catheter IV) that has been more than 48 hours. [9] Bacteria are present in the blood at only about 30% of cases. [30] Another possible method of detection is by polymerase chain reaction. If it is suspected that there are other sources of infection, cultures of these sources should also be obtained, such as urine, the cepalorraquide liquid, wounds or
respiratory secretions, as long as this does not delay the use of antibiotics. [9] within six hours, if the blood pressure remains low despite the resuscitation of the initial fluid of 30 ml / kg, or if the initial breastfeeding is ¥ four mmol /1 (36 mg / dl), it is due Measure the central venous pressure and the central saturation of venous. [9] Lactate should be
remedied if the initial lactate was elevated. [9] Evidence for breastfeeding medicine about the usual methods of medicine, however, is poor. [31] Within twelve hours, it is essential to diagnose exclude any source of infection that requires emergent source control, such as a necrotizing soft tissue infection, an infection that causes inflammation of the
lining of the abdominal cavity, an infection of the bile duct or an intestinal infarction. [9] A perforated internal organ (free air on an abdominal X-ray or CT scan) an abnormal chest X-ray consisting of pneumonia (with focal opacification), or petechiae, purpura, or purpura fulminans may indicate the presence of an infection On. [Necessary vocations]
Definitions Systemic inflammatory response syndrome[32] Find value Temperature performed36 A°C (96.8 A°F) or A°C (100.4 A°F) heart rate A°90/min Respiratory rate A°C A°F/min or PaCO2 = 32 mmHg (4.3 kPa) WBC x4x109/L ANTE (4000/mm3,) = 12x109/L (0 4=¥ Band 4x¥2 Training tool to teach the progression of sepsis stages Previously,
SIRS criteria had been used to define sepsis. If the SIRS criteria are negative, it is very unlikely that the person will have sepsis; if it is positive, there is only a moderate chance that the person will have sepsis. According to SIRS, there were different levels of sepsis: sepsis, severe sepsis and septic shock. [17] The definition of SIRS is shown below:
SIRS is the presence of two or more of the following: abnormal body temperature, heart rate, respiratory rate, or blood gas, and white blood cells. Sepsis is defined as SIRS in response to an infectious process. [33] Severe sepsis is defined as sepsis with organ dysfunction induced by sepsis or tissue hypoperfusion (manifesting as hypotension, elevated
lactate or decreased urine production). Severe sepsis is a condition of infectious disease associated with multiple organ dysfunction syndrome (MODS) [9] Septic shock is severe sepsis plus persistently low blood pressure, despite the administration of intravenous fluids. [9] In a new consensus was reached to replace detection by the Systemic
Inflammatory Response Syndrome (SIRS) by the sequential evaluation of organ failure (SOFA point) and the (QSOA). [4] The three criteria for the QSOFA punctuation include a respiratory rate greater than or equal to 22 breaths per minute, a systolic blood pressure of 100 mmHg or less and an altered mental state [4] is suspected of sepsis when
compliant 2 of the QSOA criteria [ 4] The SOFA score was designed to be used in the intensive care unit (UCI), where it is administered by entering the UCI and then repeated every 48 hours, while the QSOA could be used outside the ICU [20] Advantages of the QSOFA punctuation are that it can be administered quickly and does not require
laboratories. [20] However, the American College of Médés of the Orax (CHEST) expressed concern that the criteria of QSOA and SOFA could lead to a late diagnosis of serious infection, which would lead to a late treatment. [34 although the criteria of the SIRS can be too sensitive and not sufficiently specific to identify sepsis, the SOFA also has its
limitations and does not intend to replace the SIRS definition [35]. The gsofa has also turned out to be little though decently specific for the risk of death, being the SIRS possibly better for screening [36] End-Organ Dysfunction Main Article: Multiple Organ Dysfunction Syndrome Examples of End-Organ Dysfunction Include The Following : [37]
Lungs: Acute Respiratory Distress Syndrome (ARDS) (PAO2 / FIO2 Ratio 1 month) total serum bilirubin bilirubin A¥ 4A¢ mg/dl, or alanine aminotransferase (ALT) A¥ A¥ A¥ 2 times 1 higher emission of normal normal consensus However, it continues to evolve, with the last expansion of the signs and symptoms of sepsis to reflect the clinical experience
of the night. [18] Biomarkers' biomarkers can help diagnosis because they can point to the presence or severity of sepsis, although their exact role in the management of sepsis remains indefinite. [39] There is a review of 2013 the evidence of moderate quality exists to support the use of the level of Procalcitonin as a method for distinguishing the
sepsis from the non-infectious causes of the SIR. [30] The same review found that the sensitivity of the test will be 77% and the specificity to be 79%. The authors suggested that Procalcitonin can serve as an useful diagnostic marker for sepsis, but warned that its level only does not definitely diagnostic. [30] A systematic revision of 2012 found that
the soluble urokinase plasminogen activator receptor is a nonspecific marker of inflammation and not diagnosed with precision sepsis. [40] However, this same review concluded that SUPAR has a prognostic value, since the upper higher levels are associated with a higher death rate in those with sepsis. [40] The measurement in series of lactate
levels (approximately every 4 to 6 hours) can guide the treatment and is associated with lower mortality in sepsis. [20] Differential diagnosis The differential diagnosis for sepsis is broad and has to examine (exclude) non-infectious conditions that can cause sir signs of SIR: alcohol abstinence, acute pancreatitis, burns, pulmonary embolism,
tirotoxicosis, Anaphylaxis, adrenal insufficiency and neurogenic shock. [19] [41] Hyperinflammatory syndromes, such as hemophagocytic linfohistiocytosis (HLH) may have similar symptoms and are in differential diagnosis. [42] Neonatal sepsis in common clinic use, sepsis refers to a bacterial infection of the bloodstream in the first month of life, such
as meningitis, pneumonia, skinonephritis, or gastroenteritis, [43], but neonatal sepsis can also be due to infection with fungi, De De De De-parasites. [43] The criteria for hemodynamic commitment or respiratory failure are not useful because they are too late for intervention. Physiopathology This section needs expansion with: Viral sepsis. You can
help by adding it. (March 2020) Sepsis is caused by a combination of factors related to the particular (s) invasive (s) pathogen (s) and the status of the immune system of the host. [44] The early phase of sepsis characterized by excessive inflammation (sometimes resulting in a cytokine storm) can be followed by a prolonged period of decreased
functioning of the immune system. [45] [8] Any of these phases can be fatal. On the other hand, systemic inflammatory response syndrome (SIRS) occurs in people without the presence of infection, for example, in those with burns, polyaumas or the initial state in pancreatitis and chemical pneumonitis. However, sepsis also cause a similar response to
SIRS. [17] Microbial factors Bacterial virulence factors, such as glycocalyx and several adhesins, allow colonization, immune evasion and the establishment of the disease in the host. [44] Sepsis caused by gram-negative bacteria are believed to be largely due to a response from the lipidic host to a component of lipopolisaccharide, also called
endotoxin. [46] [47] Sepsis caused by gram-positive bacteria may result from an immune response to lipoteichoic acid on the cell wall. [48] Bacterial exotoxins that act as superanxes can also cause sepsis. [44] Superannigenes simultaneously join complex histocompatibility receptors and T cells in the absence of antigens. This interaction of the forced
receptor induces the production of pro-inflammatory chemical signals (cytokines) by T cells. [44] There are a number of microbial factors thatCAUSE THE TYPIC SOPTIC INFLAMMENTATE WATER. An invading pathogen is recognized by its molecular patterns associated with pathogen (pamps). Examples of pamps include lipopolysaraids and flagelin
in gramnegative bacteria, Muramyl. Muramyl. in the gram-positive bacterial cell wall peptidoglysm, and the CPG bacterial DNA. These pampms are recognized by the pattern recognition receptors (PRR) of the innate immune system, which may be a membrane boundary or cytosolic. [49] There are four families of PRRS: toll-like receptors, type-C
lectin receptors, head-like receptors, and rig-I-like receptors. Invariably, the association of a PAMP and a PRR will cause a series of intracellular signaling cascades. As a result, transcription factors, such as nuclear-kappa factor b and activating protein-1, regulate the expression of pro-inflammatory and anti-inflammatory cytokines. [50] Host factors
upon detection of microbial antigens, the systemic immune system of the host is activated. Immune cells not only recognize the molecular patterns associated with the pathogen, but also the molecular patterns associated with damage to damaged tissues. An uncontrolled immune response is then triggered because the leukocytes are not recruited at
the specific site of infection, but are recruited throughout the body. Then, a state of immunosuppression occurs when the pro-inflammatory cell 1 T Helper 1 (TH1) shifts to TH2, [51] mediated by interleukin 10, which is known as “Compensatory Anti-Inflammatory Response Syndrome.” [24] Apoptosis (cell death) of lymphocytes further worsens
immunosuppression. Neutrophils, monocytes, macrophages, dendritic cells, CD4+ T cells and B cells undergo apoptosis, while regulatory T cells are more resistant to apoptosis. [8] Subsequently, multiple organ failure occurs because the tissues cannot use oxygen efficiently due to inhibition of cytochrome C oxidase. [51] Inflammatory responses
cause a multiple organ dysfunction syndrome through several mechanisms such as described below. Increased permeability of pulmonary vessels causes fluid leakage into alveoli, resulting in pulmonary edema and acute respiratory distress syndrome (ARDS). The use of oxygen problems in the liver harms. harms. salt transport, causing jaundice
(vellowing of the skin). In the kidneys, inadequate oxygenation results in an injury of the tubular epithelial cells (from the cells that coat the renal tubulars), and therefore causes acute kidney injury (AKI). Meanwhile, in the heart, the alteration of calcium transport and low production of triphosphate adenosine (ATP), can cause myocardial depression,
reducing heart contractility and causing heart failure. In the gastrointestinal tract, increased permeability of the mucosa alters microflora, causing mucosal bleeding and paralytic ileum. In the central nervous system, the direct damage of brain cells and alterations of neurotransmissions cause alteration of the mental state.[52] Cytokines such as
tumor necrosis factor, interleukin 1 and interleukin 6 can activate procoagulation factors in cells that coat blood vessels, leading to endothelial damage. The damaged endothelial surface inhibits anticoagulant properties and increases antifibrinolysis, which can lead to intravascular coagulation, the formation of blood clots in small blood vessels and
multiple organic insufficiency.[53] Low blood pressure observed in people with sepsis is the result of various processes, such as excessive production of chemicals that dilate blood vessels, such as nitric oxide, a deficiency of chemicals that constrict blood vessels, such as vasopressin, and activation of ATP-sensitive potassium channels.[54] In those
with severe sepsis and septic shock, this sequence of events leads to a type of circulatory shock known as distributive shock.[55] Management Intravenous fluids are given Early recognition and focused management can improve the results in sepsis. Current professional recommendations include aof actions (“packages”) to follow as soon as possible
after diagnosis. In the first three hours, a person with sepsis must have received antibiotics and intravenous fluids if there is evidence of low blood pressure or other evidence of insufficiencySupply of Organos (as evidenced by a high level of lactate); Hemocultures should also be obtained in this period of time. After six hours, the arterial pressure
must be adequate, a close monitoring of the arterial pressure and blood pressure to the organs must be carried out, and lactate should be measured again if it was initially raised. [9] A related package, «Six sepsis», is widely used in the United Kingdom; This requires the administration of antibiotics within one hour after recognition, hemocultures,
lactate determination and hemoglobin, monitoring of urine production, high flow of oxygen and intravenous liquids. [56] [57] In addition to the timely administration of liquids and antibiotics, the use of sepsis also involves surgery. Drainage of collections of infected liquids and adequate support in case of organic dysfunction. This may include
hemodialisis in renal insufficiency, mechanical ventilation in pulmonary dysfunction, blood transfusion and therapy with drugs and fluids for circulatory insufficiency. Ensure adequate nutrition, preferably by enteral feed, but if necessary, through parenteral nutrition, it is important during a prolonged disease. [9] Medications can also be used to
prevent deep venous thrombosis and gastric ultrasounds. [9] Antibiotics Two groups of hemocultures (aerobic and anaerobic) are recommended without delaying the start of antibiotics. Crops of other sites are recommended, such as respiratory secretions, urine, wounds, cephaloraquide liquid and catalyst insertion sites (in situ more than 48 hours) if
it is suspected there are infections for these sites. [5] In severe sepsis and sectic shock, wide-spectrum antibiotics are recommended (usually two, an antibiotic Z2-lactam wide coverage, or broad-spectrum carbapenem combined with fluoroquinolones, macrotic or aminoglucosides). The of antibiotics is important to determine the survival of the person.
[55] [5] Some recommend that they are administered within an hour after diagnosis, affirming that for every hour of delay delay administration of antibiotics, there is an associated 6% increase in mortality.[33][55] Others did not find any benefit with early administration.[58] Several factors determine the most appropriate choice for the initial
antibiotic regimen. These factors include local patterns of bacterial susceptibility to antibiotics, whether the infection is thought to be a hospital-acquired or community-acquired infection, and which organ systems are thought to be infected.[55][20] Antibiotic regimens should be re-evaluated daily and reduced if appropriate. The duration of treatment
is typically 7A!10 days with the type of antibiotic used directed by the results of the cultures. If the result of the culture is negative, antibiotics should be reduced according to the person’s clinical response or stopped altogether if there is no infection to reduce the chances of the person becoming infected with multiple drug-resistant microorganisms.
In the case of people at high risk of infection by multiple drug-resistant organisms such as Pseudomonas aeruginosa, Acinetobacter baumannii, it is recommended to add a specific antibiotic to the gram-negative organism. For methicillin-resistant Staphylococcus aureus (MRSA), vancomycin or teicoplanin is recommended. For Legionella infection, you
choose to add macrolide or fluoroquinolone. If a fungal infection is suspected, an echinocandin, such as caspofungin or micafungin, is chosen for people with severe sepsis, followed by triazole (fluconazole and itraconazole) for less ill people.[5] Prolonged antibiotic prophylaxis is not recommended in people with SIRS without any symptoms. Infectious
origin, such as acute pancreatitis and burns, unless sepsis is suspected.[5] Administration of aminoglycosides once daily is sufficient to achieve the maximum plasma concentration for a clinical response without renal toxicity. In the meantime, in the case of antibiotics with low volume distribution (vancomycin, teicoplanin, colistin), a loading dose is
required to reach a therapeutic level appropriate to a Infections Frequent infusions of beta-lactam antibiotics without an excessive daily dose would help keep the level of antibiotics above the minimum inhibitory concentration (MIC), thus providing a better clinical response. [5] Giving beta-lactam antibiotics can continually be better than giving them
intermittently. [59] Access to the surveillance of the therapy drugs is important to ensure an adequate therapy level of drugs, at the same time avoiding that the FRAMACO reaches the toxic level. [5] Intravenous fluids Survivor session campaign has recommended 30 ml / kg of liquid that will be administered in adults in the first three hours followed
by the tetraction of liquid according to arterial pressure, urine output, respiratory rate and saturation of Oxygen with a target average arterial pressure (MAP) of 65 mmHg. [5] In the children an initial amount of 20 ml / kg is reasonable in shock. [60] In the cases of severe sepsis and siltic shock where a central venous catheter is used to dynamically
measure blood pressures, fluids should be administered until the central venous pressure range 8-12 mmHg. [54 ] Once these objectives are met, the central venous saturation of the oxygen (SCVOZ2) is optimized, that is, the oxygen saturation of venous blood while returning to the heart measured in the cava vein. [5] If the SCVO?2 is less than 70%,
blood can be given to reach a hemoglobin of 10 g / dl and then unstoppy until the SCVO?2 is optimized. [44] In those with acute respiratory affliction syndrome (ARDS) and sufficient tissue blood liquid, more liquids should be administered carefully. [9] The crystalloid solution is recommended as the fluid of choice for resuscitation. [5] Aluminum can be
used if a large number of crystalloid is required for resuscitation. [5] Cristaloid solutions show little difference with hydroxyethyl starch in of risk of death. [61] Starches also have a higher risk of acute renal injury, [61] [62] and need blood transfusion. [63] [64] Different colloid solutions (such as modified gelatin) do not have an advantage over over
Albumin also seems to be of no benefit to the crystalloids. [65] Blood products The surviving sepsis campaign recommended the transfusion of red blood cells packed for hemoglobin levels below 70 g/l if there is no ischemia, hypoxemia, or acute bleeding of ischemia, hypoxemia. [5] In a trial of 2014, blood transfusions to keep the target hemoglobin
above 70 or 90 g/ 1 made no difference for survival rates; meanwhile, those with a lower transfusion threshold received less transfusions in total. [66] Eritropoyetin is not recommended in the treatment of anaemia with septic shock because it may precipitate blood clotting events. Fresh frozen plasma transfusion usually does not correct the underlying
coagulation anomalies before a planned surgical procedure. However, it is suggested transfusion of platelets for the next platelet counts (10 x 109 / L) without risk of bleeding, or (20 x 109 / L) with high risk of bleeding, or (50 x 109 / L) with active bleeding Before planned surgery or invasive procedure. [5] Immunoglobulin IV is not recommended
because its beneficial effects are uncertain. [5] Monoclonal and polyclonal preparations for intravenous immunoglobulin (IVIG) do not reduce the death rate in newborns and adults with sepsis. [67] The evidence of the use of IVIG enriched polyclonal preparations is inconsistent. [67] On the other hand, the use of antithrombin to treat dissected
intravascular coagulation is also useful. Meanwhile, the blood purification technique (such as hemoperfusion, plasma filtration and coupled plasma filtration adsorption) to remove inflammatory mediators and bacterial toxins from the blood also prove no survival benefit for septic shock. [5] Vasopressorsthe person has been raised sufficiently with
liquid, but average blood pressure is not greater than 65 mmHg, vasopressors are recommended. [5] Norepinephrine (noradrenaline) is recommended as the initial option. [5] The beginning of vasopressive therapy during septic shock iswith increased mortality.[68] Noradrenaline is often used as first-line treatment for hypotensive septic shock
because the evidence shows that there is a relative vasopressin deficiency when shock continues for 24 to 48 hours.[69] Noradrenaline raises blood pressure by means of a vasoconstrictor effect, with little effect on the volume of stroke and heart rate.[5] In some people, the required dose of vasopressor needed to increase average blood pressure can
become excessively high and become toxic.[70] To reduce the required dose of vasopressor, epinefrine may be added.[70] Epinefrine is often not used as a first-line treatment for hypotensive shock because it reduces blood flow to abdominal organs and increases the levels of lactate.[69] vasopressin can be used in septic shock because studies have
shown that there is a relative vasopressin deficiency when shock continues for 24 to 48 hours. However, vasopressin reduces blood flow to the heart, toes and abdominal organs, which causes a lack of oxygen supply to these tissues.[5] Dopamine is not normally recommended. Although dopamine is useful to increase the volume of the heart's stroke, it
causes more abnormal heart rhythms than norepinephrine and also has an immunosuppressive effect. Dopamine has not been shown to have protective properties in the kidneys.[5] Dobutamine can also be used in hypotensive septic shock to increase heart expenditure and correct blood flow to tissues.[71] Dobutamine is not used as often as
epinefrine because of its associated side effects, which include blood flow reduction to the intestine.[71] In addition, dobutamine increases heart rate by abnormally increasing heart rate.[71] Steroids UseSteroids in sepsis is controversial. [72] Studies do not give a clear idea of whether glucocorticoids should be used and when doing so do it. [73] The
Surviving Sepsis 2016 Campaign recommends low doses of hydrocortisone only if intravenous liquids and vasopressors are not capable of treat septic shock.[5] A 2019 Cochrane review found evidence of low quality of benefit,[11] as did two reviews in 2019.[12][74] During a critical illness, a state of adrenal insufficiency and tissue resistance to
corticosteroids may occur. This has been called corticosteroid insufficiency associated with a critical disease.[75] Treatment with corticosteroids may be most beneficial for those with septic shock and early severe ARDS, while its role in others, such as pancreatitis or severe pneumonia, is unclear.[75] However, the exact way to determine the
corticosteroid insufficiency of the disease. Corticosteroid insufficiency remains problematic. It should be suspected in those who respond poorly to resuscitation with fluids and vasopressors. ACTH stimulation tests[75] and random cortisol levels are not recommended to confirm the diagnosis.[5] The method of stopping glucocorticoid drugs varies, and
it is unclear whether they should be slowly reduced or simply stopped abruptly. However, the 2016 Surviving Sepsis Campaign recommended lowering steroids when vasopressors are no longer needed.[5] Anesthesia A target current volume of 6 mL/kg predicted body weight (PBW) and a plateau pressure of less than 30 cm H20 is recommended for
those requiring ventilation due to severe induced ARDS. for sepsis. High positive terminal expiratory pressure (PEEP) is recommended for moderate to severe ARDS in sepsis, as it opens up more lung units for oxygen exchange. Predicted body weight is calculated based on sex and height, and tools are available.[76] Recruitment maneuvers may be
necessary for severe ARDS by briefly raising transpulmonary pressure. It is recommended to raise the head of the bed if possible to improve ventilation. However, agonists of the adrenergic receptor A©22 are not recommended. The treatment of the SDRA because they can reduce survival rates and precipitate abnormal heart rhythms. A spontaneous
respiration test using continuous positive pressure of the respiratory routes (CPAP), a piece in T or increased inspirational pressure may be to be In reducing the duration of ventilation. Minimize the intermittent or continuous sedation is useful to reduce the duration of mechanical ventilation. [5] General anesthesia is recommended for people with
sepsis that require surgical procedures to eliminate the infectious source. In general, inhalation and intravenous anesthetics are used. Anesthetic requirements can be reduced in sepsis. Inhalation anesthetics can reduce the level of proinflammatory cytokines, altering the adherence and proliferation of leukocytes, inducing apoptosis (cell death) of
lymphocytes, possibly with a toxic effect on the mitochondrial function. [51] Although Etomidate has a minimum effect on the cardiovascular system, it is often not recommended as a medication to help with intubation in this situation due to concerns, it can cause a deficient adrenal function and a higher risk of death. [77] [78] However, the small
amount of evidence that exists, has not encountered a change in the risk of death with etomidate. [79] The paralytic agents are not suggested for use in cases of sepsis in the absence of ARDs, since a growing body of evidence points to reduction of mechanical ventilation durations, ICU and hospital stays. [9] However, the paralytic use in the cases of
ARDS remains controversial. However, when used appropriately, paralytes can help successful mechanical ventilation, however, evidence has also suggested that mechanical ventilation in severe sepsis does not improve oxygen consumption and delivery. [9] Control of the source source refers to physical interventions to control an approach to
infection and reduce the conditions favorable to the growth of microorganism or to the deterioration of the defense of huA © sped, such as drainage of PU of an abscess. It is one of the oldest procedures for control infections, giving rise to the Latin phrase Ubi PUS, IBI Evacua and remains important despite the emergence of more modern treatments.
[80] [81] Therapy directed by the early target Therapy directed by early goals (EGDT) is an approach to the management of severe sepsis during the6 hours after diagnosis. [82] It is a step-by-step approach, with the physiological goal of optimizing cardiac preload, postload and contractility. [83] Includes giving early antibiotics. [83] EGDT also
involves monitoring of hemodynamic parameters and specific interventions to achieve key resuscitation objectives including maintaining a central venous pressure between 8”12 mmHg, a mean arterial pressure between 65 and 90 mmHg, an oxygen saturation central venous gene (SCVO2) greater than 70% and a urine output of more than 0.5
ml/kg/hour. The aim is to optimize the delivery of oxygen to the tissues and to achieve a balance between the delivery and the systemic demand for oxygen. [83] An appropriate decrease in serum lactate may be equivalent to SCVO2 and easier to obtain. [84] In the original trial, targeted therapy was found to reduce mortality from 46.5% to 30.5% in
those with sepsis, [83] and the surviving sepsis campaign has been recommending its use. [9] However, three more recent randomized control trials (process, arise, and promise), did not demonstrate a 90-day mortality benefit of early target-directed therapy compared to standard therapy in severe sepsis. [85] Some parts of EGDT are likely to be
more important than others. [85] Based on this evidence, the use of EGDT is still considered reasonable. [86] Newborns, neonatal sepsis, may be difficult to diagnose, as newborns may be asymptomatic. [87] If a newborn shows signs and symptoms suggestive of Sepsis, antibiotics are started immediately and changed to target a specific organism
identified by diagnostic tests or discontinued after an infectious cause for the symptoms has been ruled out. [88] Despite early intervention, death occurs in 13% of children who develop septic shock, Risk partly based on other health problems. Those without multiple organs of the organs or requiring only a mortality from the inotropic agent is low.
[89] Another treatment fever in sepsis, including people in SA © Pictic Shock, SA © Pictic, was not associated with any improvement in mortality over a 28-day period.[90] Treatment of fever is still present for other reasons.[91][92] A 2012 Cochrane review concluded that N-acetylcysteine does not reduce mortality in people with SIRS or sepsis and
may even be harmful.[93] Recombinant activated protein C (drotrecogin alfa) was originally introduced for severe sepsis (identified by an AP score). ACHE II high), where it was thought to confer a survival benefit.[82] However, later studies showed that it increased adverse events “particularly the risk of bleeding” and did not reduce mortality.[94] It
was withdrawn from sale in 2011.[94] Another drug known as eritoran also did not show any benefit.[95] In those with high az levels. insulin is recommended to reduce it to 7.8¢ 10 mmol/l (140¢ 180¢ mg/dl) with lower levels that may worsen the results.[96] Glucose levels extracted from capillary blood should be interpreted with caution, as such
measurements may not be accurate. If a person has an arterial catheter, blood glucose analysis is recommended.[5] Intermittent or continuous kidney replacement therapy may be used if indicated. However, sodium bicarbonate is not recommended for a person with lactic acidosis secondary to hypoperfusion. The use of low molecular weight heparin
(LMWH), unfractionated heparin (UFH), and mechanical prophylaxis with intermittent pneumatic compression devices is recommended for anyone with sepsis at moderate to high risk of venous thromboembolism.[5] Prevention of stress ulcers with inhibition proton pump (IPP) and H2 antagonist is useful in a person with risk factors for developing
upper gastrointestinal hemorrhage (UGIB) such as mechanical ventilation for more than 48 hours, clotting disorders, disease and renal replacement therapy.[5] Achieving partial or complete indental feeding (nutrient supply through a feeding tube) is chosen as the best approach to provide nutrition to a person who is in the process of feeding.for oral
intake or unable to tolerate orally in the first seven days of sepsis compared to intravenous nutrition. However, omega-3 fatty acids are not recommended as immune supplements for a person with sepsis or septic shock. The use of prokinetic agents such as metoclopramide, domperidone and erythromycin is recommended for those who are septic and
cannot tolerate enteral feeding. However, these agents may precipitate the prolongation of the QT interval and, as a result, cause ventricular arrhythmia such as torsades de pointes. The use of prokinetic agents should be re-evaluated daily and stopped if no longer indicated. [5] Prognosis Sepsis will be fatal in approximately 24.4% of people, and
septic shock will be fatal in 34.7% of people within 30 days (32.2% and 38.5% after 90 days).[97] Lactate is a useful method for determining prognosis, with those who have a higher level of prognosis. 4 mmol/L with a mortality of 40% and those with a level below 2 mmol/L with a mortality of less than 15%. APACHE II factors in the age of the person,
underlying condition and several physiological variables to produce estimates of the risk of dying from severe sepsis. Of the individual covariates, the severity of the underlying disease influences the risk of death more strongly. Septic shock is also a strong predictor of short- and long-term mortality. Case mortality rates are similar for severe cultural-
positive and cultural-negative sepsis. The Mortality Score at the Sepsis Emergency Department (MEDS) is simpler and more useful in the emergency department environment. [98] Some people may experience severe long-term cognitive impairment after an episode of severe sepsis, but the lack of baseline neuropsychological data in most people with
sepsis makes it difficult to quantify or study. [99] The epidemiological causes millions of Worldwide each year and is the most common cause of death in people who have been hospitalized. [3] [82] The number of new cases around the world of sepsis is estimated at 18 million cases per year. [100] In sepsis of the United States affects approximately 3
in 1,000 people, [33] and severe sepsis contribute more than 200,000 deaths per year. [101] sepsis occurs in 1 &, = "2% of all hospitalizations and represents up to 25% of the use of the UCI bed. Because it is rarely informed as a primary diagnosis (often being a Complication of cancer or other illness), the rates of incidence, mortality and morbidity of
sepsis are probably underestimated. [44] A study of the United States found approximately 651 hospital stays per 100,000 inhabitants with a sepsis diagnosis in 2010. [102] It is the second cause of death in the non-coronary intensive care unit (UCI) and the cause of death of the most common part in general (the first cardiac disease). [103] Nifio You
under 12 months of age and older people have the highest incidence of severe sepsis. [44] Among the people of the USA who had multiple admissions at the Sepsis Hospital in 2010, those who were discharged to a Specialized Nursing Installation o A long-term care after the initial hospitalization were more prone to be readmitted than those highly at
another form of attention. [102] A study of 18 United States found that, among people with Medicare in 2011, sepsis was the second most common reassuring reason within 30 days. [104] Several medical conditions increase the susceptibility of a person to infection and the development of sepsis. The risk factors of common sepsis include age
(especially very young and old); conditions that weaken the immunologic system such as cancer, diabetes or the absence of a and major trauma and burns. [1] [105] [106] From 1979 to 2000, data from the U.S. National Hospital discharge survey showed that the incidence of sepsis increased four-fold, to 240 cases per 100,000 population, with a
higher incidence in men. Compared with women. However, it has been estimated that the overall prevalence of sepsis is greater in women. [15] During the same period, the hospital lethality rate was reduced from 28% to 18%. However, according to the national sample of hospitalized patients in the United States, the incidence of severe sepsis
increased from 200 by 10,000 inhabitants in 2003 to 300 cases in 2007 for the population greater than 18 years. The incidence rate is particularly elevated among infants, with an incidence of 500 cases per 100,000 inhabitants. Mortality related to sepsis increases with age, less than 10% in the age group of 3 to 5 years to 60% in the sixth day of life.
[23] The increase in the average age of the population, together with the presence of more people with chronic diseases or with immunosuppressive drugs, and also the increase in the number of invasive procedures carried out, has led to an increase in the rate of sepsis . [24] History personification of septicemia, carrying a can of spray marked as ««
veno »hypocrates introduced the thorner A« AfA ZAAA;A A 4 € ce! D! »(sepsis) in the fourth century AC, and meant the process of decomposition or decomposition of organic matter. [107] In the eleventh century, Avicenna used the term A «Preduve of blood» for diseases related to blood-related diseases. to a severe purulent process. Although severe
Sisthetic toxicity had already been observed, it was not until the nineteenth century when the specific term "sepsis" was used for this disease. The terms «septicemia», also spelled «« septicemia », and« blood poisoning »refer to microorganisms or your blood toxins. The international statistical classification of related health diseases and problems
(CIE) version 9, which was used in the United States until 2013, used septicemia with numerous modifiers for different diagnosis, such as «Streptococcal septicemia». [110] Everyone diagnostics became sepsis, again with modifiers, at ICD-10, such as “Sepsis due to streptococci”.[110] Current conditions depend on The microorganism present:
Bacteremia If the bacteria are present in the blood at abnormal levels and are the cause, viremia for viruses and fungemia for a fungus. [111] At the end of the 19th century, it was widely believed that microbes produced substances that could be given to the mammalum and that the soluble toxins released during the infection caused fever and shock
that were common during severe infections. Pfeiffer accessed the endotoxin tA © at the beginning of the 20th century to denote the pyrogenic principle associated with Vibrio Cholerae. He soon realized that the endotoxins were expressed by the majority and perhaps all gram-negative bacteria. The lipopolyse carrier of the entrustful endotoxins was
elucidated in 1944 by Shear. [112] The molecular carrier of this material was determined by Luderitz et al. In 1973. [113] In 1965 it was discovered that a c3h / hej mouse strain was immune to the shock induced by endotoxin. [114] The genetic locus for this effect was called LPS. These mice were also hyper susceptible to infection by gram-negative
bacteria. [115] These observations were finally linked in 1998 with the discovery of the receiving gene 4 (TLR 4). [116] The work of genetic mapping, performed for a five-year period, showed that the TLR4 was the only candidate locus within the critical LPS region; This strongly involved that a mutation within the TLR4 should explain the phenotype
of resistance to lipopolysacanrides. It was discovered that the defect in the TLR4 gene that led the endotoxin resistant phenotype was due to a mutation in the cytoplasm. [117] In 2013 there was a polymica in the scientific community on the use of mouse models in the investigation of sepsis, when scientists published a review of the immune system of
the mouse compared to the human immune system and showed that at the Sista level Both worked very differently; the authors that more than 150 clinical tests of sepsis had been carried out on the date of their article almost all of them supported by promising data in mice and all of them had failed. The authors asked to abandon the use of mice
models in sepsis research; others rejected that, but were asked for more caution in interpreting the results of mice studies, [118] and a more careful design of preclinical studies. [119] [120] [121] [122] an approach is to rely more on studying biopsies and clinical data from people who have had sepsis, to try to identify biomarkers and drug targets for
intervention. [123] society and culture economy sepsis was the most expensive condition treated in hospital stays in the United States in 2013, at an aggregate cost of $23,6 billion for nearly 1.3 million hospitalizations. [124] Hospital sepsis costs remain more than quadrupled since 1997 with an annual increase of 11.5 percent. [125] per payer, was
the most costly condition that made medicare and uninsured, the second most costly billed to medicaid, and the fourth most expensive billed to private insurance. [124] Education a great international collaboration entitled the "surviving sepsis campaign" was established in 2002 [126] to educate people about sepsis and improve results with sepsis.
the campaign has published a evidence-based review of management strategies for serious sepsis, with the aim of publishing a complete set of guidelines in the years to come. [82] the guidelines were updated in 2016 [127] and again in 2021. [128] sepsis alliance is a charitable organization that was created to increase the awareness of sepsis among
the professionals of the general public and health. [129] phenotypic research into the strategy of the microbiome-capable microbiome strategy some authors suggest that sepsis initiate by the normally mutual (or neutral) members of the microbiome may not bean accidental side effect of the deteriorated immune system. Rather, it is often an adaptive
microbial response to a sudden decrease in the possibilities of host survival. Under this scenario, microbial species cause.Benefit to monopolize the future body, using its biomass as decomposers, and then it is transmitted through the soil or water to establish mutual relations with new people. Streptococcus pneumoniae, Escherichia coli, proteus
spp., Pseudomonas aeruginosa, Staphylococcus aureus, Klebsiella SPP., Clostridium spp., Lactobacillus spp., Bacteroides spp. and candida fungi spp. Everyone is capable of such a high level of phenotypic plasticity. Obviously, not all cases of sepsis arise through such adaptive microbial strategy switches. [130] Paul E. Marik's "Protocol Marik" Marik,
also known as the "Sombrero" protocol, proposed a combination of hydrocortisone, vitamin C and thyamine as treatment to prevent sepsis for people in intensive care. Marik's initial research, published in 2017, showed dramatic evidence of benefits, which led to the protocol being popular among intensive care doctors, especially after the protocol
received attention to national social networks and public radio, leading to the criticism of the community's press conference The wider medical community. The subsequent independent investigation could not replicate Marik's positive results, indicating the possibility that they had committed themselves to bias. [131] A systematic review of the trials
in 2021 found that the claimed benefits of the protocol could not be confirmed. [132] Another more recent review found that "hat therapy significantly reduced the duration of Vasopressor's use and improved the couch score, but it seemed to have no significant benefits in other results for patients with sepsis." [133] In general, evidence of any role for
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