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Abstract: 

Impetigo is a highly contagious illness of the superficial epidermis that typically affects children between the ages of 

two and five, but can affect anybody. Currently affects around 162 million children worldwide. Lack of agreement on 

the most effective treatment strategy for impetigo and rising antibiotic resistance continue to motivate research into 

novel and alternative treatments. We combed PubMed, MEDLINE via EBSCOhost, CINAHL via EBSCOhost, Web of 

Science, and Embase via Scopus for studies published by February 29, 2022. There is no conventional treatment for 

impetigo, and there are numerous potential choices. Mupirocin and fusidic acid are efficient topical antibiotics that 

may be superior to oral antibiotics. Patients with significant illness should be considered for oral antibiotic therapy. 
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INTRODUCTION: 

Impetigo is a highly contagious, superficial bacterial 

skin infection that primarily affects children aged 2 to 

5 years old due to a compromised cutaneous barrier. 

Primary infection with direct bacterial invasion or 
secondary infection (eg, in association with scabies or 

eczema). Impetigo manifests clinically as a bullous or 

nonbullous form [1,2]. The most frequent form of 

impetigo is nonbullous impetigo, which is caused by 

Staphylococcus aureus in 80% of cases and group A -

hemolytic Streptococcus alone or in conjunction with 

S aureus in the remaining 20%. Nearly all cases of 

bullous impetigo are caused by S aureus. Globally, an 

estimated 162 million children are affected by 

impetigo at any given moment. Indigenous Australian 

children exhibit a disproportionately high incidence 

[3,4]. Approximately 16,000 Aboriginal children in 
the northern parts of Australia have impetigo at any 

given time, accounting for nearly half of all cases. 

Before their first birthday, roughly two-thirds of these 

youngsters are treated for impetigo. Impetigo risk 

factors include youth, crowding, intimate contact, and 

warm, humid weather. When left untreated, impetigo 

can cause severe skin, soft tissue, and bone infections, 

as well as sepsis, which contribute to a case fatality 

rate of 5 to 10 percent. Impetigo also results in serious 

complications, such as glomerulonephritis, acute 

rheumatic fever, and rheumatic heart disease [5]. The 
management of impetigo varies based on whether the 

condition is localized or widespread, the resistance 

patterns to the causative agents, and the established 

standards. Bullous or nonbullous impetigo with few 

lesions is commonly treated with topical antibiotics, 

such as mupirocin or retapamulin [6,7]. Oral (such as 

dicloxacillin, cephalexin, and trimethoprim 

sulfamethoxazole) or intramuscular (benzathine 

penicillin G) antibiotics (such as dicloxacillin, 

cephalexin, and trimethoprim sulfamethoxazole) are 

advised when impetigo is accompanied by multiple 

lesions [5,8]. Emergence and spread of antibiotic-
resistant bacteria, such as methicillin-resistant 

Staphylococcus aureus (MRSA), pose grave hazards 

to public health. The rise of antimicrobial resistance to 

topical mupirocin and fusidic acid has had negative 

effects on individuals and communities, demanding 

the development of novel treatment options or 

initiatives to encourage the prudent use of existing 

medications. There are numerous treatments with 

differing levels of evidence for impetigo, including 

topical and oral antibiotics, disinfectants, and herbal 

remedies [9]. 
 

The previous comprehensive systematic review of 

impetigo therapies was published by Koning et al. [10] 

in 2012 and included papers published up through 

2011. The evaluation indicated that topical mupirocin 

and fusidic acid are as effective as or more successful 

than oral treatment and emphasized the lack of 

evidence supporting disinfection for impetigo control 

[10]. Another focused review published in 2019 
examined treatment strategies for commonly 

encountered infectious skin conditions, including 

impetigo in endemic settings, and covered a wide 

range of interventions, such as complementary or 

alternative therapies, hand washing and hygiene 

practices, and other public health interventions 

[11,12]. 

 

DISCUSSION: 

 

Impetigo is typically a self-limiting condition, 

although complications are uncommon. These include 
nonbullous cellulitis, septicemia, osteomyelitis, septic 

arthritis, lymphangitis, lymphadenitis, guttate 

psoriasis, staphylococcal scalded skin syndrome, and 

acute poststreptococcal glomerulonephritis [13]. The 

number of potential causes, incidence, and clinical 

severity of acute poststreptococcal glomerulonephritis 

have decreased since S. aureus has replaced S. 

pyogenes as the causative organism of impetigo [13]. 

In the United States, the majority of cases of 

poststreptococcal glomerulonephritis are associated 

with pharyngitis. It is believed that the strains of S. 
pyogenes associated with impetigo have minimal 

nephritogenic potential. There is no evidence that 

antibiotic treatment of impetigo prevents the 

development of acute poststreptococcal 

glomerulonephritis, which can occur in up to 5% of 

nonbullous impetigo patients [14,15]. It does not 

appear that rheumatic fever is a complication of 

impetigo [16]. 

 

Some types of bacteria, such as S. pyogenes and S. 

aureus, intermittently colonize the nasal, axillary, 

pharyngeal, and perineal regions [17]. These bacteria 
are capable of infecting skin that is susceptible. Other 

risk factors for impetigo include skin trauma, hot, 

humid climates, poor hygiene, day care settings, 

overcrowding, malnutrition, and diabetes or other 

medical complications [18]. Autoinoculation through 

the use of fingers, towels, or clothing frequently 

results in the development of satellite lesions in 

adjacent areas. The highly contagious nature of 

impetigo also allows for its transmission to close 

contacts of patients. Although impetigo is regarded as 

a self-limiting infection, antibiotic treatment is 
frequently initiated for a speedier recovery and to 

prevent its spread [17,18]. This can reduce the number 

of missed school and work days. Infection can be 

prevented through hygienic practices such as cleaning 
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minor wounds with soap and water, handwashing, 

regular bathing, and avoiding contact with infected 

children [18]. 

NONBULLOUS IMPETIGO: 

Nonbullous impetigo is the most prevalent form, 

accounting for 70% of cases. Nonbullous impetigo can 

be further classified as either the primary or secondary 

(more prevalent) form. Primary impetigo is a bacterial 

invasion of healthy, intact skin [10,19]. Secondary 
(common) impetigo is a bacterial skin infection caused 

by trauma, eczema, insect bites, scabies, herpetic 

outbreaks, and other diseases. Diabetes and other 

underlying systemic disorders also increase 

susceptibility [18]. Impetigo begins as maculopapular 

lesions that transform into thin-walled vesicles that 

rapidly rupture, leaving honey-colored crusts covering 

superficial, sometimes pruritic or painful erosions. If 
left untreated, an infection can last two to three weeks 

[10]. After the crust has dried, the remaining wound 

will heal without scarring. Extremities and exposed 

facial skin (e.g., nares, perioral region) are the most 

common sites of infection. There may be regional 

lymphadenitis, but systemic symptoms are unlikely. S. 

aureus is typically responsible for nonbullous 

impetigo, but S. pyogenes can also be involved, 

particularly in warmer, more humid climates [19]. 

 

 

 
Figure 1: Honey-colored crust of nonbullous impetigo. 

 

 

BULLOUS IMPETIGO: 
Only S. aureus can produce bullous impetigo, which is 

characterized by big, fragile, flaccid bullae that can 

rupture and exude yellow fluid (Figure 2). It typically 

resolves without scarring within two to three weeks. 

After the bullae break, a pathognomonic collarette of 

scales develops on its periphery, leaving a thin, dark 
crust on the surviving erosions. These bigger bullae 

arise due to S. aureus strains' exfoliative toxins, which 

cause loss of cell adhesion in the superficial epidermis. 

Typically, bullous impetigo affects the trunk, axilla, 

extremities, and intertriginous (diaper) regions. It is 
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the most prevalent cause of an ulcerative rash on 

newborns' buttocks. Systemic symptoms are 

uncommon, but may consist of fever, diarrhea, and 

weakness [10,17,19]. 

 

Pharmacological management: 

In addition to the use of medication to reduce recovery 

time or manage problems, effective care depends on 

the adoption of habits that reduce the risk of 

transmission and promote recovery. 

Typically, management involves either topical or 

systemic medication. Patients who exhibit evidence of 

a systemic illness are often the only ones to receive 

oral treatment. 

 

Topical therapy 

Localized nonbullous impetigo should be treated 
topically [20]. The topical treatment is used after the 

affected crusts have been removed with soap and 

water. The administration of topical treatment may be 

difficult if lesions are especially broad, and it cannot 

eliminate organisms from the respiratory tract. 

 

The National Institute for Health and Care Excellence 

(NICE) recommends 1% hydrogen peroxide cream 

(used two to three times daily for five days) as the first-

line treatment for simple, nonbullous impetigo 

[20,21]. Hydrogen peroxide is equally efficient as 
topical antibiotics, with fewer side effects, such as 

irritation and whitening of the skin, and a low 

incidence of resistance development compared to 

topical antibiotics [20,21]. 

 

Fusidic acid 2% cream (used three times daily for five 

days) may be used if hydrogen peroxide is 

unsuccessful or inappropriate (e.g., if lesions are 

located near the eyes) [22]. Community pharmacists 

may dispense this medication for the treatment of 

impetigo in children two years of age and older in 

response to a local Patient Group Direction[23]. 
Noting that substantial resistance rates have been 

documented with the usage of fusidic acid, its 

application should be controlled [. 

 

If fusidic acid resistance is suspected or verified, 

mupirocin 2% cream (used three times a day for five 

days) is suggested. 

In cases of more widespread infection, the duration of 

all three treatments may be extended to seven days; 

however, topical fusidic acid should not be used for 

longer than ten days to prevent the development of 
sensitization and resistance [20,22]. 

 

It is essential to encourage patients to wash their hands 

before and after using creams or ointments, and to 

finish the prescribed course of treatment even if their 

symptoms have improved. Even if the illness appears 

to be gone, it is important to continue taking the 

medication for the duration of the course. 

 

Systemic antimicrobial therapy 

Patients with systemic illness, such as those with 

swollen lymph nodes and glands, fever, and diarrhea, 

require these [21]. Oral antibiotics with gram-positive 

bacterial coverage are prescribed for systemic 

infections, illnesses that are extensive (e.g., bullous 

impetigo), complicated (as described above), or 

recurring [20,23]. As impetigo is very contagious, 

advise patients to contact their primary care physician 

first, as an in-person appointment may not be 

necessary and may assist prevent the disease's spread. 

In addition, if a patient shows at the pharmacy, they 
should be informed that the condition is 

communicable and that they should exercise general 

hygiene and refrain from visiting the pharmacy or 

doctor. Following the consultation, the pharmacy staff 

should wash their hands and disinfect any surfaces the 

patient has touched. 

 

In penicillin-allergic patients, flucloxacillin or a 

macrolide (such as clarithromycin or erythromycin) 

would be an appropriate choice of oral antibiotics. 

Generally, a five-day course of treatment is sufficient. 
Depending on clinical judgment and the severity and 

quantity of lesions, the duration of the therapy might 

be expanded to seven days if necessary [23]. 

 

If symptoms persist or worsen after seven days, the 

patient should be reviewed to rule out the above-

mentioned differential diagnosis. 

 

Before administering topical or oral antibiotic therapy, 

any recent antimicrobial treatment the patient may 

have received should be considered. A combination of 

oral and topical antibiotics should be avoided due to 
the possibility of resistance development [23]. 

 

If the illness is recurring and a nasal swab identifies 

MRSA, local microbiology should be consulted as 

therapy will rely on local resistance patterns[20]. As 

an anti-MRSA medication, mupirocin nasal ointment 

or neomycin nasal cream may be administered. Ensure 

that the patient is not allergic to peanut oil before 

administering neomycin cream. In order to detect and 

remove carriers and reinfections, members of the same 

home may also be swabbed [23]. 
 

Recent studies indicate that the incidence of MRSA-

related skin and soft tissue infections may be lowering 

[24]. No studies have revealed an issue with MRSA-
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related impetigo in adults or children, however 

cultures may be useful in certain situations. If MRSA 

infection is suspected, early therapy is advised with 

trimethoprim/sulfamethoxazole, clindamycin, or a 

tetracycline (doxycycline or minocycline [Minocin]) 
[25]. Although trimethoprim/sulfamethoxazole is 

effective against S. aureus infections, including the 

majority of MRSA infections, low coverage of 

streptococcal bacteria limits its use for impetigo. If 

MRSA infection is suspected, oral clindamycin 

penetrates skin and skin structures and should be 

examined. Due to the rising risk of 

pseudomembranous colitis, clindamycin should be 

reserved for penicillin-allergic patients or for 

infections that do not respond to alternative 

treatments. Tetracyclines can be used to treat 

infections caused by susceptible MRSA, however they 
should be avoided in children younger than eight years 

old. Because of their limited staphylococcal activity 

and probable connection with tendinopathy and 

arthropathies [24,25], oral fluoroquinolones are not 

chosen. 

 

CONCLUSION: 

The goals of treatment include alleviating pain and 

improving the visual appearance of the lesions, 

preventing the infection from spreading further within 

the patient and to others, and preventing recurrence. 
Treatments should ideally be effective, affordable, and 

have few adverse effects. Topical antibiotics offer the 

benefit of being applied locally, hence minimizing 

systemic side effects. However, several topical 

antibiotics may cause sensitivity of the skin in 

sensitive individuals. Evidence supports the use of 

topical ozenoxacin or retapamulin for the treatment of 

impetigo in nonendemic settings, whereas evidence 

supports the use of systemic antibiotics in endemic 

settings. Rapid growth of antibiotic-resistant bacteria 

around the globe threatens the clinical efficacy of 

antimicrobials and emphasizes the need for prudent 
use of existing antimicrobials and the development of 

novel medicines. Although the advent of medications 

such as ozenoxacin for the treatment of impetigo in 

nonendemic areas is a positive development, the 

findings highlight the evident need for more 

investigation into the development of palatable and 

effective alternative treatments. Although additional 

verification is required 
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