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ROSACEA 
DEFINITION

01

Rosacea is a common chronic inflammatory dermatosis 

affecting the face. Its overall prevalence is 5.1% (people 

diagnosed) (Saurat, 2024). Its exact causes are still poorly 

understood, but they involve a combination of neurovascular, 

immune, genetic and environmental factors (Cribier, 2017).

WHAT CAUSES   
ROSACEA?

EVERYTHING YOU NEED TO KNOW ABOUT ROSACEA







5

Vascular changes:  

these are the oldest known anomalies 

in rosacea. Flushing and telangiecta-

sias are caused by intense vasomotor 

phenomena and permanent dilation of 

small blood capillaries. Vascular 

growth factors, such as vascular endo-

thelial growth factor (VEGF), are 

involved in these phenomena (Smith, 

2007). Vasoconstricting treatments 

have limited efficacy, suggesting that 

the vascular alterations observed in 

rosacea are not solely linked to exces-

sive vasodilation (Chen, 2023). 

Impairment of the skin’s barrier 

function: 

comparisons between areas of skin 

affected by rosacea and unaffected 

areas reveal an increase in transepi-

dermal water loss (TEWL), a significant 

rise in pH, and a marked reduction in 

epidermal hydration. Significant alte-

rations in the proteins essential for 

maintaining the integrity of the skin 

barrier have also been demonstrated. 

This is thought to be linked to an 

increase in protease activity at alkaline 

pH, particularly via kallikrein-5 (KLK-5) 

proteases (Darlenski, 2013; Addor, 

2016). This impairment of the barrier 

function exacerbates skin sensitivity 

and contributes to the maintenance of 

dryness and skin inflammation 

(Medgyesi, 2020).

C h a n g e s  i n  t h e 

microbiome: 

the role of Demodex 

folliculorum in the 

pathophysiology of 

rosacea has long been 

debated and remains 

highly controversial. 

Although this small 

parasite found in hair 

fo l l i c les  i s  of ten 

present in greater 

numbers in rosacea 

patients , a direct 

correlation between its 

presence and the seve-

rity of symptoms has 

not been clearly esta-

blished (Wei, 2024). Several recent 

studies underlined the hypothesis of 

rather indirect action through the invol-

vement of one’s own microbiome 

(O’Reilly, 2012).

Genetic predisposition: 

the genetic component of rosacea is 

well established: it was estimated at 

over 50% in a study of twins (Aldrich, 

2015). A family history is often found in 

patients with rosacea (Abram, 2010; 

Dall’Oglio, 2022). Multiple genes have 

also been shown to be activated, inclu-

ding those involved in innate immunity 

and inflammation (Cribier, 2017).
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The classification of rosacea has long been based on four main clinical subtypes 

proposed by the National Rosacea Society Expert Committee, including 

erythematotelangiectatic rosacea (characterised by redness and visible small blood 

vessels), papulopustular rosacea (with the presence of papules and pustules), 

phymatous rosacea (characterised by thickening of the skin, most often around 

the nose), and ocular rosacea (affecting the eyes) (Wilkin, 2002). As some patients 

may present with several symptoms, this classification could be a source of ambiguity 

and lead to problems of clear definitions. More recently, a new international 

classification of rosacea was proposed by the ROSCO (ROSacea COnsensus) group. 

It corresponds to a phenotypic approach more focused on the patient, i.e. on the 

various symptoms observable in this patient, which can be influenced by genetic 

or environmental factors. It approaches rosacea and its treatment in a way that is 

more consistent with each patient’s individual experience (Tan, 2017; Gallo, 2018).

WHAT ARE THE DIFFERENT TYPES OF ROSACEA?

*These characteristics in themselves can be used to diagnose rosacea.
(1) The presence of at least two of these major characteristics enables a diagnosis to be made.
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Figure 6 - Classification of rosacea according to phenotype

DIAGNOSES* PRIMARY(1) SECONDARY

Fixed centrofacial erythema with 

characteristic topography that may 

intensify periodically

OR Phymatous changes

• Hot flushes

• Papules and pustules

• Telangiectasias

• Ocular manifestations

• Burning sensations

• Stinging sensations

• Œdema

• Dryness

•Ocular manifestations

ROSACEA PHENOTYPES
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IS ROSACEA AN AUTOIMMUNE/
GENETIC/HEREDITARY DISEASE?

Although the disease is more common in women, rosacea also affects men 

(Saurat, 2024). Phymatous deforming lesions are more common in men 

(Rainer, 2017).

Rosacea is not an autoimmune disease. There is a genetic 

predisposition in the development of rosacea, highlighted 

by the frequency of a family history in patients, the forms 

observed in twins, and the different prevalence rates in ethnic 

groups (Chen, 2023). Information on the intra-familial 

transmission of rosacea is still limited. However, a recent 

observational study carried out over six generations 

demonstrated intra-familial transmission and reported a 69.2% 

prevalence rate for familial rosacea (Dall’Oglio, 2022).
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IT ONLY AFFECTS WOMEN

FALSE
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Menopause is not a risk factor for rosacea. A post-menopausal woman may 

develop facial rosacea, but the two phenomena are not related. During 

menopause, oestrogen levels fall, causing what are known as hot flushes. This 

symptom, which is very common in post-menopausal women, can be confused with 

the flushing seen in rosacea. However, the pathophysiology of these symptoms is 

different. The hot flushes associated with menopause are mainly caused by hormonal 

fluctuations, while facial redness in rosacea is linked to neuro-inflammatory and 

vascular factors. As rosacea is a common condition that tends to occur in women 

aged between 45 and 60, these symptoms can be confused. A clinical examination 

and history are sufficient to distinguish between them (Ge, 2022).

Although it is most commonly seen in fair-skinned patients (phototypes I and II 

according to Fitzpatrick’s classification), rosacea has also been diagnosed in 

Asians, Latin Americans, African Americans and Africans (Gallo, 2018). For the 

darkest phototypes (IV to VI according to Fitzpatrick’s classification), the characteristic 

manifestations of rosacea, in particular centrofacial erythema, can be masked by 

pigmentation. This leads to errors and delays in diagnosis and has a negative impact 

on the progression of the disease and the quality of life of patients (Maliyar, 2022; 

Alexis, 2019).

The incidence of rosacea does indeed increase with age, and the average age 

at which symptoms first appear is between 30 and 50. However, rosacea can 

also occur in young adults and, in rare cases, children (Chiriac, 2023). 

Rosacea is not contagious. It cannot be transmitted by physical contact, through 

the air, or by any other means. It is a chronic skin condition that results from 

internal and external factors specific to each individual (Cribier, 2017).
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MENOPAUSE IS A TRIGGER FOR ROSACEA

IT ONLY AFFECTS PEOPLE AGED 40 AND OVER

IT IS CONTAGIOUS 

IT ONLY AFFECTS FAIR-SKINNED PEOPLE

FALSE

FALSE

FALSE

FALSE
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HOW IS IT DIAGNOSED?

The diagnosis of rosacea is clinical, based on all the facial 

symptoms experienced by patients. By clinically ruling out 

other conditions with similar characteristics, rosacea is diagnosed 

based on the presence of either persistent centrofacial 

erythema or phymatous changes (thickening of the skin and 

pores on the nose). In their absence, the diagnosis can be esta-

blished if there are at least two of the following major features: 

transient redness/erythema, papules and pustules, telangiec-

tasias, or ocular signs (telangiectasias, conjunctivitis, blepha-

ritis or keratitis). These signs may be accompanied by sensations 

of discomfort, such as burning, tingling, dry skin, oedema, or 

even pain. Diagnosing rosacea in darker phototypes (V and VI 

according to Fitzpatrick’s classification) is more difficult 

because erythema and telangiectasias may not be easily visible. 

Distinctive investigations such as skin biopsies are not usually 

necessary to diagnose this condition (Cribier, 2017).
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PITYRIASIS 
ROSEA ALLERGIES ECZEMA

Pityriasis rosea is a common 

papular-squamous derma-

tosis. It is generally self-limiting 

and mainly affects children 

and young adults. It takes the 

form of a generalised, bilateral 

and symmetrical rash that 

develops within around four to 

14 days and continues to 

appear in waves over the 

following 12 to 21 days. Typical 

lesions include oval or elliptical 

dull pink or salmon-coloured 

macules on the trunk, arms 

and legs. Pruritus is usually 

present. In its typical form, 

confusion with rosacea is 

unlikely. However, clinical 

variants of pityriasis rosea can 

affect the face and pose a 

diagnostic challenge (Leung, 

2021).

Rosacea is not an allergic 

reaction. It is linked to 

hyper-reactivity of the skin’s 

immune and neurovascular 

systems, stimulated by environ-

mental factors.

Photo-allergic reactions on the 

face can be confused with the 

redness of rosacea. Progression 

of the signs and the patient’s 

history of sun exposure, food 

intake, medication or contact 

with products are generally 

suf f icient to guide the 

diagnosis (Anzengruber, 2017).

Rosacea and atopic eczema are 

two chronic inflammatory 

dermatoses. Eczema also 

develops in flare-ups and is 

manifested by the appearance 

of itchy, oozing and then crusty 

red patches all over the body, 

including the face (its location 

changes over time). Atopic 

eczema most often starts in 

infants from the age of three 

months, and in the vast majority 

of cases, it improves with age, 

although it can persist or appear 

in adolescence or adulthood. The 

mechanisms of atopic eczema 

are as complex as those of 

rosacea and also involve 

immunological, genetic and 

environmental factors. With 

atopic eczema, there is an 

allergic component where the 

skin is hyper-reactive to allergens 

in the environment (dust, mites, 

animal hair, etc.). Other atopic 

symptoms such as asthma, 

rhinitis or allergic conjunctivitis 

are often present (Ständer, 2021).
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14

There is currently no cure for rosacea. Its management is symptomatic and therefore depends 

on the various clinical signs presented by patients and their severity:

EVERYTHING YOU NEED TO KNOW ABOUT ROSACEA

ROSACEA ADVICE
04

Flushing 

Topical alpha-blockers (especially brimonidine); beta-blockers (mainly carvedilol) 

Persistent centrofacial erythema 

Brimonidine; lasers and intense pulsed light 

Papulopustular lesions

Minor cases: azelaic acid - topical ivermectin - topical metronidazole - doxycycline 

Moderate cases: azelaic acid - ivermectin - metronidazole - doxycycline 

Severe cases: topical ivermectin - doxycycline - oral isotretinoin

Telangiectasias 

Electrocoagulation; intense pulsed light; lasers 

Phyma

With clinical inflammation: doxycycline or isotretinoin  

Without inflammation: physical approaches (surgery, C02 laser, cryosurgery)

HOW IS ROSACEA TREATED?  

Figure 7 - Treatment algorithm according to phenotype with each of the major signs

Rosacea can be treated with a combination 

of topical and systemic medication, 

technical procedures (laser, electrocoagulation), 

and even surgery for deforming phymatous 

lesions.

Once the initial treatment has produced 

satisfactory clinical results, maintenance 

treatment is introduced, with the aim of using 

the minimum number of therapeutic agents to 

maintain these results (Cribier, 2017).
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