
Pressure ulcers are localized areas of tissue necrosis that tend to develop when soft tissue is compressed 
between a bony prominence and an external surface for a prolonged period of time. 

Factors that contribute to the infection of pressure ulcers: 

൞ൟBreaks in the integrity of the skin barrier 

ൡൢPressure-induced changes 

඲ඳContamination from contiguous dirty areas, such as from fecal incontinence 

- Pressure ulcer colonization by microorganisms precedes development of infection. The ulcer is first colonized 
with skin flora, which is rapidly replaced by bacteria from the local environment and the urogenital or 
gastrointestinal tracts. The pressure ulcers are polymicrobial. 

*Critical colonization: Higher concentrations of bacteria in pressure ulcers may inhibit normal wound healing 
without inducing a host response. (Number of colony forming units that are required to delay the healing, if 
the count of CFU less than 10^2 the ulcer will progress with almost normally healing). 

(Important) Predominant organisms in Infected pressure ulcers are: 

೾೿ Enterobacter     ೾೿ Enterococcus faecalis      ೾೿ Staphylococci 

(Important) The major organisms that cause pressure ulcer-related bacteremia are: 

೾೿Staphylococci (including methicillin-resistant Staphylococcus aureus, methicillin-susceptible S. aureus, and 
coagulase-negative staphylococci). 

೾೿Streptococci. 

೾೿Proteus mirabilis, and anaerobes. 

៏័Bloodstream infection is common in patients with sepsis. 

A poorly healing superficial ulcer with increased drainage but no surrounding erythema is suggestive of a 
limited superficial infection of the ulcer base; spreading erythema around an ulcer is suggestive of cellulitis, 
and a deep ulcer with necrotic muscle, undermined tissue, or sinus tracts is suggestive of a deeper infection 
of the soft tissue or bone. 

Diagnosis: 

▪ Diagnosis of soft tissue infection of a pressure ulcer is based on clinical features and is straightforward in 
patients with obvious changes (erythema, warmth, induration, fluctuance, tenderness, drainage, or tissue 
necrosis) in surrounding skin and underlying soft tissue. 

▪ Exudate alone without additional signs or symptoms of soft tissue or systemic involvement should prompt 
consideration of a limited, superficial infection that is amenable to local debridement and wound care. 

▪ Identification of causal pathogen(s) with in vitro antimicrobial susceptibility testing are essential to define 
targeted antibiotic therapy.  



▪ The most useful specimen for culture is a biopsy of the deepest tissue involved, which is usually obtained 
during debridement of an ulcer. Aspiration of material below the ulcer margin is an alternative specimen 
source. 

▪ Imaging is not necessary for evaluation of all patients specially if its superficial infection. 

▪ magnetic resonance imaging (MRI) (or computed tomography, if MRI is not feasible) may be useful in 
identifying underlying necrotic tissue or abscess requiring debridement when there are patients with systemic 
manifestations of infection, positive blood cultures, or indwelling medical devices  

▪ When osteomyelitis is suspected in patients with pressure ulcers, every effort should be made to obtain a 
bone biopsy, with histopathologic and microbial analysis to confirm the diagnosis of osteomyelitis and guide 
the selection of antibiotic therapy. 

 

 

 

 

៏័

▪The spectrum of microorganisms causing infections in burn patients varies with time and location 

Diagnosis: 

Early diagnosis and treatment of burn wound infection relies on⏩ recognition of an infected burn wound 
site.  

೾೿Rapid change in the appearance of the wound ❓conversion of a partial-thickness injury to full-
thickness injury. 
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೾೿Loss of previously viable tissue or skin graft and  

៏័discoloration, pain, purulent exudate, edema, tenderness, swelling, drainage, or malodor from a burn. 

- Unexpectedly rapid separation of the eschar; due to fat liquefaction. 
- Rapid spread of subcutaneous edema with central ischemic necrosis 

**After the observation of clinical features, cultures should be done such as: qualitative and quantitative 
wound cultures, Surface wound cultures, Swab cultures and tissue histopathology is obtained by biopsy. 

Noninvasive infection invasive infection 
* Typical clinical features of infection without 
systemic signs, and the bacterial count is >105 
bacteria per gram of tissue obtained from a burn 
wound or eschar with no invasive component (ie, no 
microbial invasion into unburned tissue) as identified 
by tissue histopathology. 
*Treatment consists primarily of topical 
antimicrobial therapy and burn wound excision for 
unexcised wounds. 

* Typical clinical features of infection with systemic 
signs, and bacterial count is >105 bacteria per gram 
of tissue obtained from a burn wound or eschar with 
an invasive component (ie, microbial or fungal 
invasion into unburned tissue) identified by tissue 
histopathology. 
* Treatment: For patients with burn wound sepsis, 
initial management is aimed at stabilizing the patient 
and restoring perfusion then, we initiate empiric 
systemic broad-spectrum antimicrobial therapy and 
excise all infected tissue to a healthy tissue bed

●GraŌ loss for excised and graŌed burn 
wounds ●Increased number of surgical intervenƟons ●Increased nosocomial infecƟons ●Increased length of 
stay ●Conversion of donor site. 

*The most common health care–associated infection following surgery. 

An infection related to a surgical procedure that occurs near the surgical site within 30 days following surgery 
(or up to 90 days following surgery where an implant is involved). 

Types: 

▪ Superficial incisional SSI: only skin and subcutaneous tissues, localized swelling,                                              
warmth, drainage/ Treatment involves wound exploration and debridement and Antibiotics. 

▪ Deep incisional SSI: involving deeper softer tissues, patients                                                                                 
with clinical signs like those of superficial SSI, imaging                                                                                                     
(eg, ultrasound, computed tomography) may be helpful to estimate the                                                                       
depth and extent of infection/Treatment involves wound exploration and                                              
debridement and Antibiotics.                                                                                                                                                                        

 



Surgeons can reduce rates of SSI using preventive measures that include avoiding elective surgery in patients 
with active infection, timely administration of prophylactic antibiotics, proper skin preparation, and 
maintenance of sterile conditions 
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