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Abstract: The main goal of the following review is to detect the incidence, various risk factors and attributable 

mortality associated with VAP and secondary objective is to identify the various bacterial pathogens causing VAP 

in the ICU. A literature search was conducted using electronic databases such as MEDLINE, the Cochrane 

Library, and manuscript references for studies published in English up to December, 2017 for all studies 

concerning management of ICU associated pneumonia. VAP occurs frequently and is associated with significant 

morbidity in critically ill patients. The primary obstacle in diagnosing VAP is the absence of gold standard criteria 

and, therefore, VAP continues to be an inconspicuous clinical syndrome. There is enough evidence to indicate that 

VAP is preventable and that hospitals can decrease VAP rates, a factor that the new CDC VAP definitions are 

poised to demonstrate more objectively. The diagnostic challenge of VAP has multiple implications for therapy. 

Although a CPIS score > 6 may correlate with VAP, the sensitivity, specificity and inter-rater agreement of this 

criterion alone are not encouraging. Microbiological data should be used for tailoring antibiotic therapy and not 

be restricted only to diagnosis. 
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1.   INTRODUCTION 

Ventilator-associated pneumonia (VAP) is specified as pneumonia that occurs 48-72 hours or thereafter following 

endotracheal intubation, characterized by the presence of a new or modern infiltrate, signs of systemic infection (high 

temperature, modified leukocyte count), modifications in sputum features, and discovery of a causative agent [1].VAP 

adds to roughly half of all cases of hospital-acquired pneumonia [1], [2].VAP is estimated to happen in 9-27 % of all 

mechanically ventilated patients, with the greatest danger being early during hospitalization [1], [3].It is the 2nd most 

typical nosocomial infection in the intensive care unit (ICU) and the most common in mechanically ventilated patients 

[4], [5].VAP rates vary from 1.2 to 8.5 each 1,000 ventilator days and are reliant on the definition utilized for diagnosis 

[6].Threat for VAP is best during the first 5 days of mechanical ventilation (3 %) with the mean duration between 

intubation and advancement of VAP being 3.3 days [1], [7].This risk decreases to 2 %/ day between days 5 to 10 of 

ventilation, and 1 %/ day after that [1], [8].Earlier researches placed the attributable mortality for VAP at between 33-50 

%, yet this rate varies and counts heavily on the underlying clinical ailment [1]. Throughout the years, the attributable risk 

of fatality has lowered and is a lot more lately estimated at 9-13 % [9], [10], mostly as a result of implementation of 

precautionary approaches. Approximately 50 % of all prescription antibiotics administered in ICUs are for treatment of 

VAP [2], [4].Early onset VAP is specified as pneumonia that happens within 4 days and this is usually associateded with 

antibiotic sensitive microorganisms whereas late start VAP is more most likely caused by multidrug resistant (MDR) 

microorganisms and arises after 4 days of intubation [1], [4]. Therefore, VAP postures severe implications in 

endotracheally intubated grown-up patients in ICUs globally and results in boosted negative results and medical care 

expenses. Independent danger aspects for development of VAP are male sex, admission for trauma and intermediate 

underlying condition severity, with chances ratios (OR) of 1.58, 1.75 and 1.47-1.70, respectively [7]. 

The main goal of the following review is to detect the incidence, various risk factors and attributable mortality associated 

with VAP and secondary objective is to identify the various bacterial pathogens causing VAP in the ICU. 
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2.   METHODOLOGY 

A literature search was conducted using electronic databases such as MEDLINE, the Cochrane Library, and manuscript 

references for studies published in English up to December, 2017 for all studies concerning management of ICU 

associated pneumonia. Studies included in this review were limited to human subjects with English language. 

3.   DISCUSSION 

 Pathogenesis: 

The complex interaction between the endotracheal tube, presence of threat aspects, virulence of the getting into bacteria 

and host resistance largely determine the development of VAP. The presence of an endotracheal tube is by much one of 

the most crucial threat factor, resulting in a violation of natural defense reaction (the coughing response of glottis and 

throat) against mini aspiration around the cuff of the tube [4], [11].Contagious microorganisms acquire straight access to 

the lower respiratory system through: (1) micro aspiration, which can take place during intubation itself; (2) advancement 

of a biofilm stuffed with bacteria (normally Gram-negative germs and fungal varieties) within the endotracheal tube; (3) 

pooling and trickling of secretions around the cuff; and (4) disability of mucociliary clearance of secretions with gravity 

dependancy of mucous flow within the airways [11-13].Pathogenic product could additionally gather in bordering 

structural structures, such as the stomach, sinuses, nasopharynx and oropharynx, with substitute of regular flora by more 

virulent strains [11], [12], [14].This bacterium-enriched product is additionally frequently thrust ahead by the positive 

pressure put in by the ventilator. Whereas reintubation complying with extubation boosts VAP rates, using non-invasive 

favorable pressure ventilation has been connected with significantly lower VAP rates [4].Host aspects such as the extent 

of underlying condition, previous surgery and antibiotic exposure have all been implicated as danger elements for growth 

of VAP [1]. 

In addition, it has recently been kept in mind that seriously sick patients might have damaged phagocytosis and behave as 

functionally immunosuppressed even prior to development of nosocomial infection [4], [15], [16].This impact is 

associateded with the detrimental actions of the anaphylatoxin, C5a, which harms neutrophil phagocytic task and harms 

phagocytosis by neutrophils [15].More lately, a combined disorder of T-cells, monocytes, and neutrophils has been kept 

in mind to forecast acquisition of nosocomial infection [16].For example, elevation of regulatory T-cells (Tregs), 

monocyte deactivation (determined by monocyte HLA-DR expression) and neutrophil dysfunction (determined by CD88 

expression), have cumulatively shown promise in predicting infection in the seriously unwell populace, as contrasted to 

healthy controls [16]. 

 Microbiology: 

The kind of microorganism that creates VAP typically relies on the period of mechanical ventilation. As a whole, very 

early VAP is triggered by pathogens that are delicate to anti ¬ biotics, whereas late beginning VAP is triggered by multi-

drug resistant and harder to deal with microorganisms. Nonetheless, this is by no implies a guideline and merely an 

overview to launch antibiotic treatment until more scientific information is available. 

Usually, microorganisms triggering early-onset VAP consist of Streptococcus pneumoniae (along with various other 

streptococcus types), Hemophilus influenzae, methicillin-sensitive Staphylococcus aureus (MSSA), antibiotic-sensitive 

enteric Gram-negative bacilli, Escherichia coli, Klebsiella pneumonia, Enterobacter types, Proteus species and Serratia 

marcescens. Culprits of late VAP are typically MDR bacteria, such as methicillin-resistant S. aureus(MRSA), 

Acinetobacter, Pseudomonas aeruginosa, and extended-spectrum beta-lactamase producing bacteria (ESBL) [4].The exact 

prevalence of MDR microorganisms is variable in between organizations as well as within institutions [1].Patients with a 

history of medical facility admission for ≥ 2 days in the previous 90 days, nursing house residents, patients receiving 

chemotherapy or antibiotics in the last 30 days and patients going through hemodialysis at out ¬ patient facilities are 

vulnerable to drug resistant germs [1], [4].Typically located bacteria in the oropharynx could achieve clinically 

considerable numbers in the reduced air passages. These bacteria consist of Streptococcus viridans, Coryne-bacterium, 

coagulase-negative staphylococcus (CNS) and Neisseria varieties. Often, VAP results from polymicrobial infection. VAP 

from fungal and viral reasons has a really reduced incidence, especially in the immunocompetent host [1]. 
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Table1: Pathogens causing VAP, their frequency (in paren¬thesis) and their possible mode of multi-drug resistance, if any, are 

listed below [1][2],[3]: 

1. Pseudomonas (24.4 %): Upregulation of efflux pumps, decreased expression of outer membrane porin channel, 

acquisition of plasmid-mediated metallo-beta-lactamases. 

2. S. aureus (20.4 %, of which > 50 % MRSA): Production of a penicillin-binding protein (PBP) with reduced affinity 

for beta-lactam antibiotics. Encoded by the mecA gene. 

3. Enterobacteriaceae (14.1 % -includes Klebsiella spp., E. coli, Proteus spp., Enterobacter spp., Serratia spp., 

Citrobacter spp.): Plasmid mediated production of ESBLs, plasmid-mediated AmpC-type enzyme. 

4. Streptococcus species (12.1 %). 

5. Hemophilus species (9.8 %). 

6. Acinetobacter species (7.9 %): Production of metallo-enzymes or carbapenemases. 

7. Neisseria species (2.6 %). 

8. Stenotrophomonas maltophilia (1.7 %). 

9. Coagulase-negative staphylococcus (1.4 %). 

10. Others (4.7 % -includes Corynebacterium, Moraxella, Enterococcus, fungi). 

 Diagnosis: 

At the present time, there is no widely accepted, gold standard diagnostic requirement for VAP. A number of clinical 

techniques have been advised however none have the required level of sensitivity or uniqueness to precisely determine 

this condition [17]. Daily bedside analysis combined with chest radiography can just be suggestive of the presence or lack 

of VAP, yet not define it [18].Clinical diagnosis of VAP can still miss out on concerning a third of VAPs in the ICU as 

compared to autopsy findings and can improperly diagnose more than half of patients, likely as a result of inadequate 

interobserver arrangement between clinical standards [8], [18], [19].Postmortem studies comparing VAP diag ¬ nosis 

with medical standards showed 69 % sensitivity and 75 % specificity, in comparison to autopsy findings [20]. 

The American Thoracic Society (ATS) and the Infectious Diseases Society of America (IDSA) standards recommend 

obtaining reduced respiratory tract samples for society and microbiology [1].Analysis of these examples could be 

measurable or qualitative. This guideline also enables use tracheal aspirates for their unfavorable predictive value (94 % 

for VAP). Johanson et al. defined clinical criteria for diagnosis of VAP as complies with [21]: The clinical pulmonary 

infection score (CPIS) takes into account clinical, physiological, microbiological and radiographic proof to permit a 

numerical worth to forecast the existence or absence of VAP (Table 2) [18], [22].Scores could vary between zero and 12 

with a score of ≥ 6 showing excellent correlation with the visibility of VAP [22].Despite the professional appeal of the 

CPIS, discussion continues concerning its diagnostic validity. One meta-analysis of 13 studies evaluating the accuracy of 

CPIS in diagnosing VAP reported pooled quotes for sensitivity and specificity for CPIS as 65 % (95 % CI 61-69 %) and 

64 % (95 % CI 60-67 %), respectively [23].Regardless of its obvious simple calculation, the inter-observer variability in 

CPIS computation continues to be significant, jeopardizing its regular use in clinical trials [24].Of all the requirements 

utilized to calculate the CPIS, just time-dependent adjustments in the PaO2/FiO2ratio early in VAP might offer some 

predictive power for VAP results in clinical trials, particularly clinical failing and mortality [25].However, a test by Singh 

and associates [26] showed that the CPIS is an efficient scientific tool for establishing whether to stop or continue 

prescription antibiotics for longer than 3 days. In that study, prescription antibiotics were discontinued at day 3 for 

patients that had actually been randomized to get ciprofloxacin as opposed to standard of care, if their CPIS stayed ≤ 6. 

Mortality and length of ICU remain did not vary despite a much shorter duration (p = 0.0001) and reduced cost (p = 

0.003) of antimicrobial treatment in the speculative as contrasted with the standard therapy arm, and the advancement of 

antimicrobial resistance was lower among patients whose anti-biotics were ceased contrasted to those that obtained 

requirement of care. 

Table 2: The clinical pulmonary infection score (CPIS) 

Assessed Parameter Result Score 

Temperature (°Celsius) 36.5-38.4 °C 0 

 38.5-38.9 °C 1 

 ≤ 36 or ≥ 39 °C 2 

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4056625/#B1
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4056625/#B3


International Journal of Healthcare Sciences    ISSN 2348-5728 (Online) 
Vol. 5, Issue 2, pp: (456-463), Month: October 2017 - March 2018, Available at: www.researchpublish.com 

 

   Page | 459  
Research Publish Journals 

Assessed Parameter Result Score 

Leukocytes in blood (cells/mm
3
) 4,000-11,000/mm

3
 0 

 < 4,000 or > 11,000/mm
3
 1 

 ≥ 500 Band cells 2 

Tracheal secretions (subjective visual scale) None 0 

 Mild/non-purulent 1 

 Purulent 2 

Radiographic findings (on chest radiography, 

excluding CHF and ARDS) 

No infiltrate 0 

 Diff use/patchy infiltrate 1 

 Localized infiltrate 2 

Culture results (endotracheal aspirate) No or mild growth 0 

 Moderate or florid growth 1 

 Moderate or florid growth AND pathogen consistent 

with Gram stain 

2 

Oxygenation status (defined by PaO2:FiO2) > 240 or ARDS 0 

 ≤ 240 and absence of ARDS 2 

 Treatment: 

Choosing the proper antibiotic depends on the duration of mechanical ventilation. Late beginning VAP (> 4 days) requires 

wide spectrum anti-biotics whereas very early onset (≤ 4 days) could be treated with minimal spectrum antibiotics [1].An 

upgraded neighborhood antibiogram for each and every hospital and each ICU based upon regional bacteriological 

patterns and susceptibilities is necessary to assist ideally dosed preliminary empiric treatment [1].With any empiric 

antibiotic regimen, de-escalation is the vital to lower emergence of resistance [33].Delays in initiation of antibiotic 

treatment could contribute to the excess mortality danger with VAP [1].Table 3 highlight the advised treatment regimens 

for VAP. 

Table 3: Comparison of recommended initial empiric therapy for ventilator-associated pneumonia (VAP) according to time of 

onset [1], [34] 

Early-onset VAP Late-onset VAP 

Second or third generation cephalosporin: e. g., 

ceftriaxone: 2 g daily; 

Cephalosporin 

cefuroxime: 1.5 g every 8 hours; e. g., cefepime: 1-2 g every 8 hours; 

cefotaxime: 2 g every 8 hours ceftazidime 2 g every 8 hours 

OR OR 

Fluoroquinolones Carbepenem 

e. g., levofloxacin: 750 mg daily; e. g., imipenem + cilastin: 500 mg every 6 hours or 1 g 

every 8 hours; 

moxifloxacin: 400 mg daily meropenem: 1 g every 8 hours 

OR OR 

Aminopenicillin + beta-lactamase inhibitor e. g., 

ampicillin + sulbactam: 3 g 

Beta-lactam/beta-lactamase inhibitor 

every 8 hours e. g., piperacillin + tazobactam: 4.5 g every 6 hours 

OR PLUS 

Ertapenem Aminoglycoside 

1 g daily e. g., amikacin: 20 mg/kg/day; 

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4056625/table/T2/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4056625/#B1
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4056625/#B34
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Early-onset VAP Late-onset VAP 

 gentamicin: 7 mg/kg/day; 

 tobramycin: 7 mg/kg/day 

 OR 

 Antipseudomonal fluoroquinolone 

 e. g., ciprofloxacin 400 mg every 8 hours; 

 levofloxacin 750 mg daily 

 PLUS 

 Coverage for MRSA 

 e. g., vancomycin: 15 mg/kg every 12 hours 

 OR 

 linezolid: 600 mg every 12 hours 

Owing to the high rate of resistance to monotherapy observed with P.aeruginosa, mix therapy is constantly advised. 

Acinetobacter species react best to carbapenems (also active versus ESBL positive Enterobacteriaceae), colistin, 

polymyxin B and ampicillin/sulbactam [35], [36].Although MDR microorganisms are typically connected with late-onset 

VAP, current evidence recommends that they are significantly related to early-onset VAP too [36].The function of inhaled 

prescription antibiotics in the setup of failing of systemic anti-biotics is vague [1].The normal duration of treatment for 

early-onset VAP is 8 days and longer when it comes to late-onset VAP or if MDR microorganisms are suspected or 

recognized. 

Despite therapy, if no reaction is observed, it could be prudent to reconsider the diagnosis, reassess the organism being 

dealt with or search for other reasons for indicators and signs. As a result of the obstacles associated with diagnosing 

VAP, specifically early in the course, the IDSA/ATS guidelines highlight the relevance of reassessing patients at 48-72 

hrs when significant data are available to figure out whether the patient ought to continue antibiotic treatment for VAP or 

whether an alternate diagnosis must be pursued. In one research study, Swoboda et al. [37] found that half of the empiric 

antibiotic use for VAP in two surgical ICUs was suggested for patients without pneumonia. 

 Prevention: 

There are numerous recommended measures for avoidance of VAP. Institutions or ICUs could observe a reduction in 

VAP rates by using a 'VAP-bundle' approach [38] using elements.The 5-element Institute of Healthcare Improvement 

(IHI) VAP bundle [38] consists of: Head of bed elevation, oral care with chlorhexidine, stress ulcer treatment, deep 

venous thrombosis prophylaxis, and day-to-day sedation analysis and spontaneous breathing tests. Each of these 

components has been shown to decrease the incidence of VAP although the quality of evidence sustaining the efficiency 

and relevance of each treatment has been questioned. Also studies utilizing VAP bundles have been criticized as failing to 

show clinical and cost effectiveness [39].A before-after study which systematically implemented a VAP prevention 

bundle making use of IHI methodology showed a substantial reduction in VAP rates, antibiotic use and MRSA purchase. 

There was no reduction, nonetheless, in duration of mechanical ventilation or ICU admission. The IHI emphasizes the 

need for high (95 %) general compliance rates with VAP packages although this particular study reported overall bundle 

compliance rates of 70 %. Problems with completeness of documentation could underestimate compliance, which 

continues to be an essential feature of VAP bundle prevention techniques. One more important contribution towards VAP 

prevention and shortening periods of antibiotic direct exposure was a current potential research (n = 129), which wrapped 

up that a single-dose of anti-biotics within 4 h of intubation may be effective in stopping early beginning VAP in a cohort 

of comatose patients [40].A randomized professional test is should address this question. 

4.   CONCLUSION 

VAP occurs frequently and is associated with significant morbidity in critically ill patients. The primary obstacle in 

diagnosing VAP is the absence of gold standard criteria and, therefore, VAP continues to be an inconspicuous clinical 

syndrome. There is enough evidence to indicate that VAP is preventable and that hospitals can decrease VAP rates, a 

factor that the new CDC VAP definitions are poised to demonstrate more objectively. The diagnostic challenge of VAP 
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has multiple implications for therapy. Although a CPIS score > 6 may correlate with VAP, the sensitivity, specificity and 

inter-rater agreement of this criterion alone are not encouraging. Microbiological data should be used for tailoring 

antibiotic therapy and not be restricted only to diagnosis. The pitfall in using empiric antibiotics for suspicion of VAP is 

the potential for antibiotic overuse, emergence of resistance, unnecessary adverse effects and potential toxicity. The major 

goals of VAP management are early, appropriate antibiotics in adequate doses followed by de-escalation based on 

microbiological culture results and the clinical response of the patient. Antimicrobial stewardship programs involving 

pharmacists, physicians and other healthcare providers optimize antibiotic selection, dose, and duration to increase 

efficacy in targeting causative pathogens and allow the best clinical outcome. 

REFERENCES 

[1] American Thoracic Society, Infectious Diseases Society of America. Guidelines for the management of adults with 

hospital-acquired, ventilator-associated, and healthcare-associated pneumonia. Am J Respir Crit Care Med. 2005; 

171:388–416.  

[2] Vincent JL, Bihari DJ, Suter PM, Bruining HA, White J, Nicolas-Chanoin MH, Wolff M, Spencer RC, Hemmer M. 

The prevalence of nosocomial infection in intensive care units in Europe. JAMA. 1995;274:639–644.  

[3] Chastre J, Fagon JY. State of the art: ventilator-associated pneumonia. Am J Respir Crit Care Med. 2002;165:867–

903. doi: 10.1164/ajrccm.165.7.2105078.  

[4] Hunter JD. Ventilator associated pneumonia. BMJ. 2012;344:e3325. doi: 10.1136/bmj.e3325. 

[5] Afshari A, Pagani L, Harbarth S. Year in review 2011: Critical care - infection. Crit Care. 2012;16:242–247. doi: 

10.1186/cc11421.  

[6] Skrupky LP, McConnell K, Dallas J, Kollef MH. A comparison of ventilator-associated pneumonia rates as 

identified according to the National Healthcare Safety Network and American College of Chest Physicians 

Criteria. Crit Care Med. 2012;40:281–284. doi: 10.1097/CCM.0b013e31822d7913. 

[7] Rello J, Ollendorf D, Oster G, Vera-Llonch M, Bellm L, Redman R, Kollef MH. VAP Outcomes Scientific Advisory 

Group. Epidemiology and outcomes of ventilator-associated pneumonia in a large US 

database. Chest. 2002;122:2115–2121. doi: 10.1378/chest.122.6.2115.  

[8] Cook DJ, Walter SD, Cook RJ, Griffith LE, Guyatt GH, Leasa D, Jaeschke RZ, Brun-Buisson C. Incidence of and 

risk factors for ventilator-associated pneumonia in critically ill patients. Ann Int Med. 1998;129:433–440. doi: 

10.7326/0003-4819-129-6-199809150-00002.  

[9] Melsen WG, Rovers MM, Koeman M, Bonten MJM. Estimating the attributable mortality of ventilator-associated 

pneumonia from randomized prevention studies. Crit Care Med. 2011;39:2736–2742.  

[10] Melsen WG, Rovers MM, Groenwold RH, Bergmans DC, Camus C, Bauer TT, Hanisch EW, Klarin B, Koeman M, 

Krueger WA, Lacherade JC, Lorente L, Memish ZA, Morrow LE, Nardi G, van Nieuwenhoven CA, O'Keefe GE, 

Nakos G, Scannapieco FA, Sequin P, Staudinger T, Topeli A, Ferrer M, Bonten MJ. Attributable mortality of 

ventilator-associated pneumonia: a meta¬analysis of individual patient data from randomised prevention 

studies. Lancet infect Dis. 2013;13:665–671. doi: 10.1016/S1473-3099(13)70081-1.  

[11] Zolfaghari PS, Wyncoll DL. The tracheal tube: gateway to ventilator-associated pneumonia. Crit Care. 2011; 

15:310–317. doi: 10.1186/cc10352.  

[12] Grgurich PE, Hudcova J, Lei Y, Sarwar A, Craven DE. Diagnosis of ventilator-associated pneumonia: controversies 

and working toward a gold standard. Curr Opin infect Dis. 2013;26:140–150. doi: 10.1097/QCO.0b013 

e32835ebbd0.  

[13] Mietto C, Pinciroli R, Patel N, Berra L. Ventilator associated pneumonia: evolving definitions and preventive 

strategies. Respir Care. 2013;58:990–1007. doi: 10.4187/respcare.02380.  

[14] Rocha LA, Marques Ribas R, da Costa Darini AL, Gontijo Filho PP. Relationship between nasal colonization and 

ventilator-associated pneumonia and the role of the environment in transmission of Staphylococcus aureus in 

intensive care units. Am J infect Control. 2013;41:1236–1240. doi: 10.1016/j.ajic.2013.04.009. 



International Journal of Healthcare Sciences    ISSN 2348-5728 (Online) 
Vol. 5, Issue 2, pp: (456-463), Month: October 2017 - March 2018, Available at: www.researchpublish.com 

 

   Page | 462  
Research Publish Journals 

[15] Morris AC, Brittan M, Wilkinson TS, McAuley DF, Antonelli J, McCulloch C, Barr LC, McDonald NA, Dhaliwal 

K, Jones RO, Mackellar A, Haslett C, Hay AW, Swann DG, Anderson N, Laurenson IF, Davidson DJ, Rossi AG, 

Walsh TS, Simpson AJ. C5a-mediated neutrophil dysfunction is RhoA-dependent and predicts infection in critically 

ill patients. Blood. 2011;117:5178–5188. doi: 10.1182/blood-2010-08-304667.  

[16] Conway Morris A, Anderson N, Brittan M, Wilkinson TS, McAuley DF, Antonelli J, McCulloch C, Barr LC, 

Dhaliwal K, Jones RO, Haslett C, Hay AW, Swann DG, Laurenson IF, Davidson DJ, Rossi AG, Walsh TS, Simpson 

AJ. Combined dysfunctions of immune cells predict nosocomial infection in critically ill patients. Br J 

Anaesth. 2013;3:1–10.  

[17] National Healthcare Safety Network (NHSN) July 2013 CDC/NHSN Protocol Clarifications. 2013.  http://www. 

cdc.gov/nhsn/PDFs/pscManual/10-VAE_FINAL.pdf Accessed Oct 2013. 

[18] Klompas M. Clinician's Corner. Does this patient have ventilator-associated pneumonia? JAMA. 2013;297:1583–

1593.  

[19] Petersen IS, Aru A, Skødt V, Behrendt N, Bols B, Kiss K, Simonsen K. Evaluation of pneumonia diagnosis in 

intensive care patients. Scand J infect Dis. 1999;31:299–303. doi: 10.1080/00365549950163617. 

[20] Fabregas N, Ewig S, Torres A, Al-Abiary M, Ramirez J, de La Bellacasa JP, Bauer T, Cabello H. Clinical diagnosis 

of ventilator associated pneumonia revisited: comparative validation using immediate post-mortem lung 

biopsies. Thorax. 1999;54:867–873. doi: 10.1136/thx.54.10.867. 

[21] Johanson WG, Pierce AK, Sanford JP, Thomas GD. Nosocomial respiratory infections with gram-negative bacilli. 

The significance of colonization of the respiratory tract. Ann int Med. 1972;77:701–706. doi: 10.7326/0003-4819-

77-5-701.  

[22] Pugin J, Auckenthaler R, Mili N, Janssens JP, Lew PD, Suter PM. Diagnosis of ventilator-associated pneumonia by 

bacteriologic analysis of bronchoscopic and nonbronchoscopic “blind” bronchoalveolar lavage fluid. Am 

RevRespirDis. 1991;143:1121–1129.  

[23] Shan J, Chen HL, Zhu JH. Diagnostic accuracy of clinical pulmonary infection score for ventilator-associated 

pneumonia: a meta-analysis. Respir Care. 2011;56:1087–1094. doi: 10.4187/respcare.01097.  

[24] Zilberberg MD, Shorr AF. Ventilator-associated pneumonia: the clinical pulmonary infection score as a surrogate for 

diagnostics and outcome. Clin infect Dis. 2010;1:S131–S135.  

[25] Shorr AF, Cook D, Jiang X, Muscedere J, Heyland D. Correlates of clinical failure in ventilator-associated 

pneumonia: insights from a large, randomized trial. J Crit Care. 2008;23:64–73. doi: 10.1016/j.jcrc.2007.11.010.  

[26] Singh N, Rogers P, Atwood CW, Wagener MM, Yu VL. Short-course empiric antibiotic therapy for patients with 

pulmonary infiltrates in the intensive care unit. A proposed solution for indiscriminate antibiotic prescription. Am J 

Respir Crit Care Med. 2000;162:505–511. doi: 10.1164/ajrccm.162.2.9909095.  

[27] Fagon JY, Chastre J, Wolff M, Gervais C, Parer-Aubas S, Stéphan F, Similowski T, Mercat A, Diehl JL, Sollet JP, 

Tenaillon A. Invasive and noninvasive strategies for management of suspected ventilator-associated pneumonia. A 

randomized trial. Ann intern Med. 2000;132:621–630.  

[28] Canadian Critical Care Trials Group. A randomized trial of diagnostic techniques for ventilator-associated 

pneumonia. N Engl J Med. 2013;355:2619–2630.  

[29] Berton DC, Kalil AC, Cavalcanti M, Teixeira PJ. Quantitative versus qualitative cultures of respiratory secretions 

for clinical outcomes in patients with ventilator-associated pneumonia Chocrane Database Syst Rev CD006482. 

2012.  

[30] Klompas M. Complications of mechanical ventilation - the CDC's new surveillance paradigm. N Engl J Med. 2013; 

368:1472–1475. doi: 10.1056/NEJMp1300633.  

[31] Hayashi Y, Morisawa K, Klompas M, Jones M, Bandeshe H, Boots R, Lipman J, Paterson DL. Toward improved 

surveillance: the impact of ventilator-associated complications on length of stay and antibiotic use in patients in 

intensive care units. Clin infect Dis. 2013;56:471–477. doi: 10.1093/cid/cis926. 



International Journal of Healthcare Sciences    ISSN 2348-5728 (Online) 
Vol. 5, Issue 2, pp: (456-463), Month: October 2017 - March 2018, Available at: www.researchpublish.com 

 

   Page | 463  
Research Publish Journals 

[32] Dudeck MA, Horan TC, Peterson KD, Allen-Bridson K, Morrell G, Pollock DA, Edwards JR. National Healthcare 

Safety Network (NHSN) Report, data summary for 2010 device-associated module. Am J infect Control. 2011; 

39:798–816. doi: 10.1016/j.ajic.2011.10.001.  

[33] Masterton RG. Antibiotic de-escalation. Crit Care Clin. 2011;27:149–162. doi: 10.1016/j.ccc.2010.09.009.  

[34] Torres A, Ewig S, Lode H, Carlet J. Defining, treating and preventing hospital acquired pneumonia: European 

perspective. intensive Care Med. 2009;35:9–29. doi: 10.1007/s00134-008-1336-9. 

[35] Munoz-Price LS, Weinstein RA. Acinetobacter Infection. N Engl J Med. 2008;358:1271–1281. doi: 10.1056/ 

NEJMra070741.  

[36] Martin-Loeches I, Deja M, Koulenti D, Dimopoulos G, Marsh B, Torres A, Niderman MS, Rello J. EU-VAP Study 

Investigators. Potentially resistant microorganisms in intubated patients with hospital-acquired pneumonia: the 

interaction of ecology, shock and risk factors. Intensive Care Med. 2013;39:672–681. doi: 10.1007/s00134-012-

2808-5 

[37] Swoboda SM, Dixon T, Lipsett PA. Can the clinical pulmonary infection score impact ICU antibiotic days? Surg 

infect (Larchmt) 2006;7:331–339. doi: 10.1089/sur.2006.7.331.  

[38] Youngquist P, Carroll M, Farber M, Macy D, Madrid P, Ronning J, Susag A. Implementing a ventilator bundle in a 

community hospital. Jt Comm J Qual Patient Saf. 2007;33(21):9–225. 

[39] Zilberberg MD, Shorr AF, Kollef MH. Implementing quality improvements in the intensive care unit: Ventilator 

bundle as an example. Crit Care Med. 2009;37:305–309. doi: 10.1097/CCM.0b013e3181926623.  

[40] Vallés J, Peredo R, Burgueño MJ, Rodrigues de Freitas AP, Millán S, Espasa M, Martín-Loeches I, Ferrer R, Suarez 

D, Artigas A. Efficacy of single-dose antibiotic against early-onset pneumonia in comatose patients who are 

ventilated. Chest. 2013;143:1219–1225. doi: 10.1378/chest.12-1361. 

 

 


