
 

 

 

 

STAPHYLOCOCCUS AUREUS - (MSSA & MRSA) 

 

Ulysses S. Grant at Cold Harbour, 1864, silver albumen photographic print, Mathew 

Brady. 



“The Willard Hotel may be much more justly called the center of Washington and the 

Union than either the Capitol, The White House, or the State Department. Everybody 

may be seen there”. 

(Nathaniel Hawthorne)  

 

On the afternoon of March 8, 1864, a stubby, rumpled man made his way across the 

crowed lobby of Willard’s Hotel, a fourteen year old boy carrying a satchel followed in 

his wake. 

 

He didn’t have his three stars on yet because he wasn’t getting his commission until the 

next day. But he just walked up to the desk and asked for a room. And there had been a 

great many generals in and out of Willard’s, practically all of them had been in and out 

of Willard’s. And the desk clerk said “Well I’ve got something on the top floor if that will 

do you”. And Grant said “That will do fine” and he gave the register to Grant to sign 

and Grant signed it and when the clerk looked down and saw “U.S Grant and son, 

Galena Illinois” his eyes bugged out of his head!”  

(Shelby Foote, Civil War Historian)  

 

Word spread quickly that the man Lincoln had recently placed at the head of all Union 

armies was in the hotel and when he and his son entered the crowded dining room, 

everyone stood and cheered. Afterwards he strolled two blocks up Pennsylvania Avenue 

to the White House, where President and Mrs. Lincoln were giving a reception.    

 

“I wish to express my entire satisfaction with what you have done up to this time, so far 

as I can understand it. The particulars of your plans I neither know nor seek to know”.  

(Abraham Lincoln).   

 

Three years earlier, Grant had been notable only for his failures. Now he was the 

conqueror of Donelson, Vicksburg, and Chattanooga come to Washington to receive the 

rank of Lieutenant General, last held by George Washington. He had command now of 

533000 men, the largest army in the world 

 

“I want to push on as rapidly as possible to save hard fighting. These terrible battles are 

very good things to read about for persons who lose no friends. But I am in favour of 

having as little of it as possible. The way to avoid it is to push forward.  

(Ulysses S. Grant)  

 

Hiram Ulysses Grant was born at Point Pleasant, Ohio on April 27, 1822. His father 

Jesse ran a tannery, and its stench was one of his first memories. He was sensitive and 

withdrawn with people, but wonderful with horses. His father thought him hopelessly 

impractical and got him an appointment to West Point. A clerk mistakenly registered the 

boy as Ulysses S. Grant. Rather than complain, he lived with it. His friends called him 

Sam. He graduated in the middle of his class. The next year he was engaged to Julia dent, 

the daughter of a Missouri slave owner. He adored her, and she bore him four children. 

Grant thought the Mexican war wicked but went anyway. “I considered my supreme duty 

was to my flag”, he wrote and served bravely in battle, riding alone through a hail of 

enemy fire to bring ammunition to his men. After the war, the army sent him to a remote 

California outpost, where, lonely and miserable without his family, he began to drink.    



 

“Dear Julia, I sometimes get so anxious to see you and our children that I am almost 

tempted to resign and trust to providence and my own exertions for a living. Whenever I 

get to thinking up the subject, however, poverty, poverty, begins to stare me in the face”.   

(Ulysses S. Grant)  

 

In 1854 he left the army and returned east to rejoin Julia and work a piece of land his 

father in law gave him. He called it “Hardscrabble Farm” and could not make a go of it. 

He tried bill collecting, real estate, raising potatoes, even peddling firewood in the street. 

Nothing worked.  One year, in St Louis, he pawned his watch to buy Christmas presents 

for his family. He had been reduced to working as a clerk in his father’s harness shop in 

Galena, Illinois, when the war began. As a West Point Graduate, Grant was a scarce 

commodity. He re-entered the army and never looked back.  

 

“In this season, I saw energies in Grant. He dropped a stooped shouldered way of 

walking and set his hat forward on his head in a careless fashion”. 

(John A. Rawlins) 

 

He was promoted to brigadier general, won a small battle at Belmont, Missouri, then a 

big one at Fort Donelson at a time when other Northern generals were going down to 

defeat.    

 

“His soldiers do not salute him. They only watch him with a certain sort of familiar 

reverence. They observe him coming and, rising to their feet, gather each side of the way 

to see him pass. No Napoleonic displays, no ostentation, so speech, so superfluous 

flummery” (Union soldier)     

 

He was distinctly unglamorous and had only one personal attendant, a runaway Missouri 

slave named Bill. He didn’t like marching bands and could recognize only two tunes. 

“One was Yankee Doodle”, he said, “And the other wasn’t”. He insisted that his meat be 

cooked dry because even a suggestion of blood on his plate made him sick.  Once on the 

eve of a battle in which thousands of men would die, he had a teamster tied to a tree for 

six hours for mistreating a horse. He was methodical, dogged and uncommonly clear 

headed under fire.   

 

Grant the general has many qualities, but he had a thing that’s very necessary for a great 

general. He had what they call 4.00 o’clock in the morning courage. You could wake him 

up at 4.00 o’clock in the morning and tell him they’d just turned his right flank, and he 

would be as cool as a cucumber. He had an ability to concentrate and a good example of 

that is  he could be working at his desk, bent over writing and would need something 

across the room, a document or something. He would get up, and never get out of that 

crouched position, go over there and pick up the document he needed, come back to his 

desk, and sit down without ever having straightened up! It’s an example of how he could 

concentrate.  (Shelby Foote)  

 

He drank Bourbon and he got drunk easily. A Galena neighbour, John Rawlins, was 

made his Chief of Staff and took it upon himself to keep Grant sober.  

 



Grant never got drunk when his wife was around. There were only two conditions Grant 

would drink under. One was his wife wasn’t there, the other was there wasn’t anything 

going on. He went on a true bender during the Vicksburg campaign, but it was when 

nothing was happening. Whether it was anything sexual about his wife being out of touch, 

I’m not too sure about it, but I do know that it was boredom that would make him drink. 

(Shelby Foote) 

 

Now he travelled south to Meade’s headquarters at Brandy Station, near Culpeper, 

Virginia, the largest Union encampment of the war.  

 

“April 19. Yesterday the 6th Corps was reviewed by Lieutenant General U.S Grant. He is 

a short, thickset man and rode his horse like a bag of meal. I was a little disappointed in 

the appearance, but I liked the look of his eye”  

(Elisha Hunt Rhodes) 

 

“We all felt at last that the boss had arrived” (Union Soldier)  

 

While Grant conferred with Meade, members of his staff described Grant’s triumphs in 

the West. Veterans of the Army of the Potomac were not impressed. “That may be” one 

said, “But Grant never met Bobby Lee”  

 

David McCullough and Shelby Foote in Ken Burns’, “The Civil War”, 1990. 

 

Following no less than four disastrous defeats in his attempts to invade the South, 

Abraham Lincoln, was desperate for a General who would fight, fight, and fight again, 

never giving up no matter how many times he was repulsed or defeated. Although two 

Southern invasions had been repulsed, neither had been followed up, and the rebel 

resistance had only grown the stronger.   

 

By 1864 it was clear that no commander existed in the east that could match it with 

Robert E. Lee. But in the distant west there was one, who continued to bring great 

victories to the Union, his name was Ulysses S. Grant. Lincoln would call him to the 

main theatre of the war, Virginia, and give command of all the armies of the North - east 

and west. When his advisors cautioned against Grant, on account of the unacceptably 

high losses he seemed too willing to tolerate, Lincoln firmly replied, “I cannot spare this 

man....he fights!”              

 

A most difficult enemy we face are the resistant Staphylococci. Despite our best agencies 

we are defeated by these incalcitrant rebels at every turn. At each defeat we become 

despondent and uncertain even of our cause. But then we recall the great General 

Ulysses S. Grant and we are inspired to keep fighting the good fight and never give up, 

no matter how many times we may be repulsed!   

 

 

 

   

 

 



STAPHYLOCOCCUS AUREUS - (MSSA & MRSA) 

 

Introduction 

 

Staphylococcus aureus is a common microorganism inhabitant of the human body with 

approximately 50% of the adult population having persistent or intermittent carriage. 

 

It is a common normal commensal bacteria, however it can invade and cause disease in 

previously normal tissue at virtually all sites. 

 

Methicillin Sensitive Staphylococcus aureus, (MSSA)  

 

● MSSA are those organisms which are susceptible to methicillin and other closely 

 related antibiotics (such as flucloxacillin). 

 

Only about 10% of S. aureus isolates in the United States are susceptible to 

penicillin. However, many S. aureus strains, while resistant to penicillin, remain 

susceptible to penicillinase-stable penicillins, such as oxacillin and methicillin and 

flucloxacillin.  

 

Methicillin Resistant Staphylococcus aureus (MRSA)  

 

● MRSA are those organisms which have developed a resistance to methicillin and 

 other closely related antibiotics, such as flucloxacillin, which are beta-lactamase - 

 resistant. 

 

Methicillin resistance requires the presence of the mec gene; strains lacking a mec 

gene are not methicillin resistant. 

 

The highest incidence of disease caused by Staphylococcus aureus is usually in: 

 

● People with poor personal hygiene 

 

● Conditions of overcrowding  

 

● Children.  

 

Although MRSA is more difficult to treat than MSSA, it is no more or less intrinsically 

virulent than sensitive strains.  

 

The pathogenic potential of this staphylococcus aureus ranges from mild skin infections 

(e.g. boils) to serious systemic illness such as sepsis, osteomyelitis and endocarditis.  

 

Milder infections with MSSA are readily treated with a range of antibiotics.    

 

The outcome of serious infection with either MRSA or MSSA strains without timely 

treatment is likely to be poor. 

 



A common problem leading to overuse of antibiotics is the failure to distinguish between 

infection and colonisation, for example, prescribing antibiotics for a positive swab culture 

from a pressure ulcer or urine culture without signs and symptoms of infection (i.e. 

represents colonisation only). 

 

Terminology: 

 

Colonization: 

 

● This is the presence, growth and multiplication of micro-organisms without 

 observable signs or symptoms of infection. 

 

Infection: 

 

● This refers to invasion of micro-organisms into host tissues with replication of the 

 organism accompanied by signs or symptoms such as: fever, pain, swelling, ooze 

 or discharge. 

 

Methicillin-resistant Staphylococcus aureus (MRSA): 

 

● This is a bacterium that is resistant to methicillin (a semi-synthetic penicillin) and 

 other closely-related antibiotics (oxacillin, flucloxacillin). They may also be 

 resistant to a number of other antibiotics. 

 

Decolonisation:  

 

● This refers to the use of topical and / or systemic antibiotics to eradicate 

 colonisation of bacteria.  

 

MRSA are classified as: 

 

● Hospital acquired (HA-MRSA), i.e acquired > 48 hours after admission to a 

 hospital. 

 

● Community acquired (CA-MRSA). 

 

Vancomycin resistant strains: 

 

These include:   

 

VISA (Vancomycin intermediate-resistant S. aureus): 

 

● This is a strain with reduced susceptibility to vancomycin. 

 

hVISA: (hetero - Vancomycin intermediate-resistant S. aureus): 

 

● This is a strain of VISA which shows variable resistance to vancomycin in the 

 laboratory, making them difficult to detect. 



 

VRSA: (Vancomycin resistant S. aureus): 

 

●  VRSA is MRSA that has acquired complete resistance to vancomycin. 

 

History 

 

The Staphylococcus organism was first identified and described by the British surgeon 

Sir Alexander Ogston (1844 -1929). He was much impressed by the work of Joseph 

Lister and he introduced the “carbolic antiseptic” to Aberdeen. 

 

He encountered disbelief and even ridicule when he presented his observations on 

Staphylococcus to the British medical establishment. Lister however, supported his work. 

He then presented his findings to a surgical congress in Berlin. He findings were was 

lauded as a great discovery and he made a Fellow of the German Surgical Society despite 

being only 36 years old at the time. After this honour his was eventually published in the 

BMJ, however thereafter his papers were refused!  He published his subsequent works in 

the Journal of Anatomy and Physiology.  

 

Staphylococcus penicillin resistance was first described in 1944, and is currently present 

in more than 95 % of S. aureus isolates.  

 

Methicillin (as a marker of flucloxacillin) resistance was detected soon after the 

introduction of methicillin in 1959, and was first described in Australia in 1965.  

 

Approximately 25 % of S. aureus bacteraemia isolates were resistant to methicillin in a 

2009 Australian study. 

 

Epidemiology 

 

Historically MRSA was associated with hospital acquired infections. 

 

Since the late 1970s, methicillin-resistant S. aureus (MRSA) strains have been identified 

in Victoria as a major cause of nosocomial infections and outbreaks.  

 

MRSA accounts for approximately 30 - 50 % of hospital-acquired S. aureus isolated from 

normally sterile sites.  

 

However, alcohol-based hand hygiene programs have been successfully associated with a 

reduction in the rates of nosocomial infections.  

 

Healthcare employees and other carers may develop intermittent colonisation with 

MRSA. These workers rarely develop infection.  

 

Community-associated outbreaks have been reported among close contacts, including 

wrestlers, football players, prison inmates, people in day-care centers, people in military 

quarters, homeless people, intravenous drug users and men who have sex with men.  

 



Recent decades, has seen the emergence of MRSA with reduced susceptibility to 

vancomycin presenting an even greater problem. This emergence is closely linked to the 

increased use of vancomycin for prophylaxis, and for treating MRSA infections. 

Fortunately, to date there have been very few isolations of these vancomycin-resistant 

strains in Australia. 

 

Pathology 

 

Organism 

 

Staphylococcus aureus is an aerobic gram positive gram positive coccus.   

 

There are more than 40 species of Staphylococcus.  

 

They are often commensal organisms of the skin and upper respiratory tract.  

 

Infection may result from endogenous organisms or may be transmitted from close 

contacts.  

 

Staphylococcus aureus is the post important pathogenic species of Staphylococcus   

 

It is important to differentiate coagulase-positive staphylococci, (predominantly 

Staphylococcus aureus), from coagulase-negative staphylococci (for example, S. 

epidermidis or S. saprophyticus).  

 

Coagulase is a protein enzyme produced by several microorganisms that enables the 

conversion of fibrinogen to fibrin. In the laboratory, it is used to distinguish between 

different types of Staphylococcus isolates. Importantly, S. aureus is generally coagulase-

positive, meaning that a positive coagulase test would indicate the presence of S. aureus. 

A negative coagulase test would instead show the presence of coagulase negative 

organisms such as S. epidermidis or S. saprophyticus. However it is now known that not 

all S. aureus are coagulase-positive 

 

The distinction is important because of the greater virulence of S. aureus and the more 

significant role it plays in both community and hospital acquired infections.  

 

Rising rates of resistance is a significant concern for both S. aureus and coagulase-

negative staphylococci. 

 

Methicillin resistance in Staphylococcus aureus (MRSA) is currently defined as an 

oxacillin minimum inhibitory concentration (MIC) ≥ 4 mcg/mL  

 

Virulence: 

 

Pathogenic strains often promote infections by producing virulence factors such as potent 

protein toxins, and the expression of a cell-surface protein that binds and inactivates 

antibodies.  

 



Risk Factors for MRSA Carriage  

 

The emergence of antibiotic-resistant strains of S. aureus such as methicillin-resistant S. 

aureus (MRSA) has become a worldwide problem in clinical medicine. 

 

General risk factors for MRSA carriage include but are not limited to: 

 

1. Hospital admission in the previous year 

 

2. Admission to a nursing home in the previous year 

 

3. Recent or current antibiotic exposure 

 

4. Chronic underlying disease (e.g. cancer, renal disease) 

 

 5. Injecting drug use 

 

6. Immune suppression, e.g. transplant patients. 

 

Risk Factors for MRSA infection in a health care setting: 

 

The most frequently identified risk factors for infection include: 

 

1. Prior colonisation with MRSA 

 

2. Presence of indwelling devices (i.e. long term vascular access, indwelling urinary 

 catheter, percutaneous endoscopic gastrostomy feeding tubes, wound drains) 

 

3. Presence of unhealed or chronic wounds 

 

4. Admission to a high risk clinical area (e.g. intensive care unit, burns). 

 

Note that most patients identified with MRSA by routine screening are colonized rather 

than infected. 

 

Reservoir 

 

● Human carriers are a major source of infection.  

 

● Approximately 50 % of the population is colonized with S. aureus in the anterior 

 nasal passages 
 

 ♥ About 30% are colonized intermittently  

 

 ♥ About 20% are colonized persistently  

 

Overall rates have actually declined over time; possibly due to improved personal 

hygiene, changes in socioeconomic class and smaller families.  



 

● Although the nares is its primary reservoir, axillae, vagina, pharynx, and/or 

 damaged skin surfaces are also common sites of colonization 

 

● Staphylococci have prolonged survival in the hospital environment due to 

 resistance to antiseptics and disinfectants. Specific reservoirs, such as pigs, have 

 been the source for outbreaks in humans who work directly with these animals. 

 

Transmission 

 

The most likely modes of transmission are: 

 

1. Direct contact - by the contaminated hands of staff and/or visitors 

 

2. Indirect contact - by contact with contaminated equipment or surfaces. 

 

Colonized as well as infected patients may also be a source of transmission.  

 

Patient factors that increase the risk of transmission of MRSA include but are not limited 

to: 

 

1. The presence of unhealed or chronic wounds 

 

2. Shedding skin conditions, e.g. exfoliative dermatitis 

 

3. Crowding 

 

4. Poor hygienic conditions. 

 

Incubation Period 

 

● The incubation period is variable and indefinite.  

 

 It is most commonly 4 -10 days. 

 

Period of communicability  

 

● Communicability exists as long as purulent lesions continue to drain, or the 

carrier state persists.   

 

Susceptibility & resistance  

 

● Staphylococcal infections are frequent but are usually contained by immune 

mechanisms at the site of entry.  

 

They can however  affect people of any age, with or without comorbidities. 

 

● Particular groups at higher risk include: 



 

 ♥ Intravenous drugs  

 

 ♥ Those with intravenous devices (for example, dialysis access lines, 

 chemotherapy ports, long-term indwelling catheters) 

 

 ♥ Diabetics 

 

 ♥ Burns patients 

 

 ♥ Those who are immunosuppressed 

 

 ♥ Extremes of age: the elderly and newborns. 

 

 The highest incidence of disease usually occurs in people with poor personal 

hygiene, people subject to overcrowding and children.  

 

 However, anyone can develop a serious staphylococcal infection, including fit 

young people  

 

Clinical Features 

 

Staphylococcal infection presents with a wide variety of clinical and epidemiological 

patterns among the general community, the newborn, hospitalized patients, menstruating 

women and intravenous drug users. 

 

Clinical manifestations of staphylococcus aureus include:  

 

1. Toxin related:  

 

● Food poisoning 

 

● Toxic shock syndrome 

 

● Staphylococcal scalded skin syndrome 

 

2. Skin / soft tissue infections  

 

 ● Boils/ abscesses/ styes 

 

 ● Impetigo 

  

 ● Cellulitis  

 

 ● Serious /  life threatening infection such as necrotizing fasciitis 

 

3. Systemic infections: 

 



 ● Deep set abscesses  

 

 ● Lung: 

 

  Including:  

 

  ♥ Pneumonia  

 

  ♥ Lung abscess 

 

  ♥ Empyema 

 

● Osteomyelitis 

 

● Septic arthritis 

 

● Septicemia  

 

● Endocarditis  

 

4. Hospital-acquired (nosocomial) infection of surgical wounds or treatment lines  

 

5. Infections of prosthetic devices: 

 

● Pacemakers, heart valves, joint replacements and other foreign bodies, 

 including central venous catheters and peritoneal dialysis catheters. 

 

Coagulase-negative staphylococcal infections: 

 

Coagulase-negative staphylococcal infections are more likely to be healthcare associated.  

 

They may cause:  

 

1. Urinary tract infections due to S. saprophyticus in young women 

 

2. S. epidermidis with indwelling catheters: 

 

 ● S. epidermidis is very frequently methicillin resistant (MRSE). 

 

3. Infections of prosthetic devices such as pacemakers, heart valves, joint 

 replacements and other foreign bodies, including central venous catheters and 

 peritoneal dialysis catheters  

 

4. Similar infections to S. aureus in some circumstances (for example, 

 immunosuppression), particularly the species S. lugdunensis.  

 

 

 



Investigations 

 

Diagnosis is confirmed by isolation of the organism from relevant specimens.  

 

The antibiotic resistance profile is important in management.  

 

Screening Methods 

 

Body sites selected for screening may vary dependent upon the laboratory methods used. 

 

● Routine culture using blood or chromogenic agar has traditionally been used but 

 requires specimens from several body sites to improve sensitivity, i.e. reduce the 

 number of false-negative results, and final results may take several days. 

 

● Polymerase chain reaction (PCR) testing for MRSA is more sensitive than culture 

 and involves direct detection from a nasal specimen. Results can be available in 2 

 -  24 hours.  

 

The following principles are recommended for the collection of screening swabs 

dependent upon the laboratory method used: 

 

Culture based techniques: 

 

● Nose and perineum or groin, plus unhealed wound or indwelling medical device 

 (including umbilical catheter in neonates) 

 

PCR rapid testing: 

 

● Nose, plus unhealed wound or indwelling medical device. 

 

Management 

 

Prevention: 

  

General measures:  

 

1. Maintain good hygiene through public education in relation to hand-washing, 

 food preparation and avoiding sharing toilet articles.  

 

2. Cover purulent lesions with a waterproof dressing.  

 

In the healthcare setting: 

 

1. Educate hospital staff regarding the importance of hand-washing  

 

2. Use common, narrow-spectrum antibiotics, where possible  

 

3. Consider decolonization in patients planned for high-risk surgical procedures 



 

Decolonization: 

 

MRSA decolonization therapy can be defined as the administration of topical 

antimicrobial or antiseptic agents, with or without systemic antimicrobial therapy, to 

MRSA colonized persons for the purpose of eradicating or suppressing carriage. 

 

Although there is no proven long term effectiveness of decolonization strategies and there 

are potential reported risks in increasing mupirocin resistance, decolonization is strongly 

recommended in certain circumstances including pre-operatively for some surgeries that 

involve implantable or prosthetic devices such as: 

 

● Cardio-thoracic surgery 

 

● Major orthopaedic surgery, i.e. joint replacement 

 

● Major vascular surgery. 

 

One decolonization method involves: 

 

1. Nasal decolonization: 

 

● Apply 2% mupirocin ointment (match head size) to the inner surface of 

 each nostril 2 -3 a day for 5 days in the week before the procedure.  

 

2. Skin decolonization: 

 

● Bathe daily with an antiseptic wash or soap (2% chlorhexidine or 1% 

 triclosan) for at least five days up to the day of surgery.  

 

Special attention should be paid to known carriage sites including axilla, 

groin, perineum and buttock area. 

 

● Wash hair using one of the antiseptics twice weekly. 

 

● Change and wash clothing, bedding, towels, etc., at the commencement of 

 treatment and at least twice more throughout the treatment. 

 

Treatment:  

 

Most staphylococcal infections are easily treated with antibiotics, although methicillin-

resistant Staphylococcus aureus (MRSA) is of ever growing concern in hospitals and the 

community. 

 

A common problem leading to overuse of antibiotics is the failure to distinguish between 

infection and colonisation, for example, prescribing antibiotics for a positive swab culture 

from a pressure ulcer or urine culture without signs and symptoms of infection (i.e. 

represents colonisation only). 



 

MSSA: 

 

Flucloxacillin and first-generation cephalosporins (cephazolin, cephalothin) have 

been associated with the best outcomes for treatment of MSSA, and should be used as 

first line agents. 

 

Other agents effective against MSSA include: 

 

● Clindamycin  

 

● Co-trimoxazole  

 

● Erythromycin  

 

● Fusidic acid  

  

● Tetracycline 

 

● Vancomycin 

 

● Linezolid  

 

● Meropenem  

 

● Quinupristin-dalforpristin  

 

● Rifampicin  

 

● Teicoplanin 

  

● Tigecycline 

 

MRSA: 

 

Traditionally CA-MRSA isolates retained sensitivity to other anti-staphylococcal 

antibiotics (clindamycin, cotrimoxazole), whereas HA-MRSA were resistant to many 

classes of antibiotic, and most required intravenous vancomycin treatment. 

 

MRSA infections now may or may not retain sensitivity to clindamycin or 

cotrimoxazole.  

 

Antibiotics used for the treatment of MRSA infections include: 

 

● Vancomycin 

 

● Teicoplanin 

 



● Rifampicin 

 

● Fusidic acid 

 

● Linezolid 

 

● Tigecycline 

 

MRSA is resistant to: 

 

● Penicillin 

 

● Flucloxacillin 

 

● Dicloxacillin 

  

● Carbapenems  

 

Vancomycin resistant - MRSA:  

 

VISA: 

 

● Teicoplanin 

 

● Linezolid 

 

● Quinupristin - dalforpristin 

 

● Cotrimoxazole 

 

VRSA: 

 

● Linezolid 

 

● Daptomycin 

 

● Ceftaroline 

 

● Quinupristin - dalfopristin 

 

Note that, as for all antibiotics, the prevalence of bacterial resistance may vary 

geographically and over time for selected species and local information on resistance 

is also important, particularly when treating severe infections. 

 

Notification: 

 

Notification is not required for staphylococcal infections  

 



School exclusion: 

 

For impetigo due to staphylococcal infection, exclude until appropriate treatment has 

commenced. 
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