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am pleased to present the proceedings from the 13th annual 

Acne Case Reports Roundtable Meeting. These meetings are a

forum for a group of leading dermatologists to discuss cases from

their own practices, exchange ideas and thoughts, and benefit

from the large pool of collective experience. We publish the pro-

ceedings of the meeting as a service to other dermatologists.

In this issue—which heralds the rebirth of these reports after

a lapse of a few years—our case presentations and discussion

focus exclusively on the diagnosis and treatment of rosacea. As

one of our faculty members pointed out, rosacea is a condition

that makes dermatologists popular—because, typically, it is eas-

ily diagnosed and the inflammatory component responds well to

oral antibiotics. Nevertheless, the vascular component is usually

difficult to manage and, although the great majority of cases are

straightforward, there remain many unanswered questions about

this condition.

The etiology of rosacea continues to be poorly understood.

Rosacea commonly affects adults over the age of 30, often in the

absence of a history of facial dermatosis. The efficacy of antibi-

otics suggests that there may be a microbiological factor in the

pathogenesis of rosacea; however, evidence is inconclusive for

the causative role of any single pathogen.

Even the classic signs of rosacea may be misinterpreted.

Although flushing, blushing, and phymatous changes are features

of rosacea, they may also be seen in other unrelated conditions.

As you will see in many of the cases in the following pages, our

expert faculty did not always agree on diagnosis.

This issue is organized into broad categories covering: the

definition of rosacea; potential etiologic factors; the treatment of

typical rosacea; the clinical spectrum of rosacea; rhinophyma as

a distinct entity that may be associated with rosacea; edematous

rosacea; perioral dermatitis and other conditions involved in the

differential diagnosis of rosacea; and psychological components

of rosacea. The discussions reported here took place in 2002

and, although the information presented is still valuable and

accurate to the best of my knowledge, it understandably lacks

reference to some of the more recent developments in the field—

for example, the FDA approval of anti-inflammatory-dose doxycy-

cline (i.e. submicrobial-dose doxycycline) and studies with incy-

clinide (a non-antibiotic derivative of tetracycline). Furthermore,

laser therapy is not discussed in depth. Also, as our focus was on

pathophysiology and medical treatments, the discussion contains

only a brief mention of intense pulsed light therapy.

This issue of Acne Case Reports is made possible by an edu-

cational grant from Stiefel Laboratories, Inc. The publication is

prepared independently without input from Stiefel and with no

promotional obligation on the part of the participants.

On behalf of our faculty, we hope you find this discussion

interesting and useful in your own clinical practice.

John S. Strauss, MD

Program Chair

Professor Emeritus

Department of Dermatology

University of Iowa College of Medicine

Iowa City, Iowa

I
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Faces of Rosacea

Dr Powell: 

I would like to begin this discussion by presenting four patients

who illustrate the different faces of rosacea (Figure 1), and sug-

gest that the conditions thought to represent the clinical spec-

trum of rosacea are not necessarily all related and not necessar-

ily all part of the same disease.

The patient at the top right has rhinophyma; he has never expe-

rienced any flushing and has no history of papulopustular

lesions, but has had progressive hypertrophy of the nose tissue.

The patient on the bottom right represents what I consider typi-

cal inflammatory, papulopustular rosacea. The patient on the

bottom left has erythema and edema (sometimes called edema-

tous rosacea), again with no history of flushing or inflammatory

lesions. Finally, the patient at the top left has persistent vascular

erythema of the face that would probably be categorized as ery-

thematotelangiectatic rosacea. Interestingly, she did not regard

her facial lesions as troublesome.

Although all of these patients have clinical signs associated with

rosacea, do they all have rosacea? The answer to this question

clearly has clinical relevance. The spectrum of rosacea repre-

sented by these patients demonstrates the importance of specif-

ically defining the subset of rosacea to be investigated in any

research protocol, as it is likely that trial results would differ

depending on which of these patients were evaluated.

Dr. Marks:

I agree in general concept that there are a number of disorders

broadly categorized as rosacea, but defining the different sub-

types is difficult. Rosacea is associated with certain physical
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Figure 1
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signs (Table 1).1 In my experience, the majority of patients with

what is commonly thought of as rosacea present with erythema

and inflammatory lesions typical of papulopustular disease.

However, there are subsets of patients that clearly have a differ-

ent disorder entirely. For example, rhinophyma is a distinct disor-

der that may be observed as an isolated finding, as well as in

association with rosacea and acne. Another subset is represent-

ed by the patient with persistent erythema, who has marked

weathering that clinically and histologically appears to be the first

stage of rosacea.

Dr. Strauss: 

This table is based on the work of an expert committee convened

by the National Rosacea Society.1 The committee goal was to

develop a standard classification system that could serve both as

a diagnostic instrument for research purposes and an aid in clin-

ical practice. Rosacea was defined in the committee report1 as:

“a chronic cutaneous disorder affecting primarily the

convexities of the central face (cheek, chin, nose, and

central forehead). It is a syndrome or typology encom-

passing various combinations of signs and symptoms.

In most cases, some rather than all of these features

appear in any given patient, and they are often character-

ized by remissions and exacerbations.”

Because the etiology of rosacea is not well defined, the terms

typology and syndrome are used to describe the grouping of

characteristic signs and symptoms.2 This points to our question

as to whether rosacea is a single disease or a group of different

phenomena that are commonly associated.

The report describes four subtypes of rosacea (erythematote-

langiectatic rosacea, papulopustular rosacea, phymatous

rosacea, and ocular rosacea) and one variant (granulomatous

rosacea). While this classification is useful, diagnosis may not be

so clear cut, as illustrated by many of the case presentations that

follow.

Dr Powell: 

As in any disease, there may be variants that are not easily cat-

egorized and patients who develop atypical lesions. However, in

the majority of patients, particularly those with inflammatory dis-

ease, the distribution of rosacea is fairly consistent and charac-

teristic. It is a central facial dermatosis and involves the center of

the forehead, the areas close to the nose, and the center of the

chin.

Dr Marks: 

I agree that rosacea certainly is central facial when it predomi-

nantly affects the convexities of the central face. However, in the

classic form and in most patients, the nasolabial folds and peri-

ocular areas are conspicuously spared. This distribution is slight-

ly different than what has been described.

Dr Leyden: 

Exceptions to this general rule involve cases of steroid-aggravat-

ed rosacea and solid facial edema, which may involve those

areas. Thus, the exact location may be important. (Several cases

of steroid rosacea are presented on pages 15-18.) 

A C N Eacne

Table 1. Physical Signs of Rosacea

• One or more of the following primary features:

- Flushing (transient erythema)

- Nontransient erythema

- Papules and pustules

- Telangiectasia

• Possibly one or more of the following secondary features:

- Burning or stinging

- Plaques

- Dry appearance

- Edema

- Ocular manifestations

- Phymatous changes

Adapted from Wilkin J, et al.1

acne
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Dr Strauss: 

Several factors are thought to underlie or contribute to the patho-

genesis of rosacea, but no single etiology has been convincingly

proven.A few of the potential etiologic factors in the development

of rosacea are discussed below.

Flushing

Dr Powell: 

According to the vascular theory of rosacea pathogenesis, “rosacea-

prone” individuals who flush and blush will continue to flush and

blush, and over time develop severe, inflammatory rosacea as

seen in this patient (Figure 2).2 However, I have not observed that

progression in the many patients I have seen with a history of

flushing. This 15-year-old boy had persistent flushing for 18

months and presents a typical example of facial flushing and tran-

sient erythema (Figure 3). Note the distribution—the flush extends

laterally on the cheeks, down toward the mandible, and to the

ear. He was very distressed by this, as the flushing had become a

consistent social problem for him. I considered him to be a slightly

anxious young man, but certainly not with any serious psychologi-

cal problem. In my experience, patients with flushing and blushing

are generally young, and more commonly male, and the problem

tends to ease as they age and become more socially relaxed.

To pursue this question further, I contacted the author of a study

published in the British Journal of Dermatology in 1998 that

reported using sympathectomy in 244 patients with at least a

Potential Etiologic Factors

Figure 3

Figure 2
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10-year history of disabling facial flushing.3 I inquired as to how

many of those patients actually developed inflammatory rosacea,

and the answer was none. Hence, my feeling is that flushing and

blushing, even if persistent and continued over a long period, do

not inevitably lead to inflammatory rosacea.

Dr Leyden: 

Patients with one or more of the classic signs of rosacea—

rhinophyma, papulopustular lesions, telangiectasia—are often

flushers and blushers as well. Flushing and blushing do not nec-

essarily lead to the development of other signs of what we call

rosacea, but are very common among patients who have those

other signs.

The phenomenon of flushing also may relate to individual differ-

ences in the response of the autonomic nervous system to stim-

uli, such as to heat or emotional provocation. Some people flush

when they laugh, when they take a hot shower, or in a hot room.

A stimulus, such as heat or emotion, can provoke a more extreme

response and a more robust vasodilation in some individuals.

Dr Marks: 

What is described as flushing is vasodilation; patients with

rosacea have wide, dilated vascular channels that are very eas-

ily filled with blood, because there is no supporting connective

tissue framework around the vessels. We found the prevalence

of flushing in patients with rosacea to be approximately 70% in

a study conducted in England, which is more than twice that

reported in the general population (25% to 30%).4 Results of

other studies conducted in the UK and Sweden indicate a preva-

lence of flushing in patients with rosacea of approximately

40%.5,6 Interestingly, we also found that the population of

patients with rosacea flushes more frequently and more deeply

than the normal population.

I agree that young flushers and blushers rarely develop frank

rosacea, and I am very much opposed to the concept of stages

of rosacea proposed by Jansen and Plewig because it suggests

a progression of disease.7

Dr Powell: 

We are in agreement that dividing rosacea into progressive

stages is not what we see clinically. Thus, the term “pre-

rosacea,” which has been used to describe the flushing and

blushing “stage,” is not supported by our experience.

Dr Hunter: 

I concur that flushing and rosacea are two entirely different enti-

ties. It is interesting that rosacea, which is an inflammatory dis-

ease, is one of the easiest dermatologic conditions to treat, and

flushing is one of the most difficult. I estimate that I have seen at

least 2,000 patients with rosacea, and of all the conditions I

would choose to make one a popular dermatologist, rosacea

would be very near the top of the list.We are talking about a con-

dition which, by and large, responds well to treatment. Most of

the cases presented here, however, represent a select group and

are more difficult to treat.

Dr Strauss: 

Before the report from the National Rosacea Society Expert

Committee, I differentiated between rosacea and acne-rosacea.

I classified as rosacea only those patients with the vascular com-

ponent and, if patients had acneiform lesions, I considered the

condition to be acne-rosacea. This brings us to an interesting

hypothesis presented by Dr Leyden as to the pathogenesis of the

papulopustular component of rosacea.

Propionibacterium acnes

Dr Leyden: 

This hypothesis about the possible role of Propionibacterium

acnes in the development of papulopustular lesions in patients

considered to have rosacea begins with the work of Pochi and

Strauss,8 and others. Sebum secretion is clearly elevated in indi-

viduals with acne in their teens and early 20s versus individuals

without acne of the same age group. However, in the normal

population without acne, levels of sebum production, as well as

levels of P acnes, increase on the face during the mid to late 20s.

In fact, levels of sebum and P acnes in adults without acne are

A C N Eacneacne
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similar to those observed in teenagers with the disease, and

teenagers without acne have much lower levels of sebum and P

acnes. Following this line of thinking, two intriguing questions

emerge. First, what makes acne resolve as patients age?

Second, if adults have levels of sebum and P acnes that are

associated with acne in teenagers, then why don’t all adults

develop some form of acne? I believe the answer is tied to why

some individuals with rosacea develop papules and pustules.

Interestingly, papulopustular rosacea generally begins after the

age of 30, often in the absence of a history of acne or other facial

dermatoses.

Some years ago, Bob Lavker and I made an observation that the

stratum corneum of sebaceous follicle epithelium becomes more

prominent with age.This observation was quite different from the

thin, wispy appearance described by Knutson in the early 70s.9

Biopsies from adults as opposed to teenagers showed a more

prominent and well developed stratum corneum in the follicular

epithelium. We felt that perhaps this prominent stratum corneum

protects the epithelium from the effects of sebum and P acnes.

In patients with rosacea and papulopustular lesions, we find 

that the stratum corneum is not well developed (unpublished

data).

The efficacy of antimicrobial agents in a disease of “vascular ori-

gin” is also intriguing. Tetracycline is highly effective in the treat-

ment of rosacea, but the question remains as to whether the

effect is antimicrobial or anti-inflammatory. I find that erythromy-

cin/benzoyl peroxide and clindamycin/benzoyl peroxide are

effective in suppressing the papulopustular lesions of rosacea.

Both formulations reduce P acnes significantly and also have the

potential for non-antimicrobial effects. Low-dose doxycycline 

(20 mg bid) appears to have no antimicrobial effect, and yet a

placebo-controlled trial demonstrates its efficacy in acne.10

Metronidazole, which has no effect on P acnes, has anti-inflam-

matory effects that make it useful in rosacea.11-13 In unpublished

studies, we also find benzoyl peroxide to be effective. This agent

has no effect other than an antimicrobial one, suggesting that the

organism must play some role.

Until recently, there was no framework for the potential mecha-

nism of P acnes causing lesions in some people and not others.

In rosacea, there are no microcomedones or abnormally desqua-

mating follicular horny cells as in acne.We described some years

ago that P acnes cell wall peptidoglycan was capable of stimu-

lating macrophages to secrete IL-1β, IL-8, and TNF-α. Recently,

the mechanism has been identified whereby P acnes triggers

inflammatory cytokine responses by activation of toll-like recep-

tor 2 in macrophages.14 Toll-like receptors also have been iden-

tified in epidermis and follicular epithelium.15 These receptors are

activated by P acnes cell wall peptidoglycan and activate a series

of inflammatory pathways. I view the papules, pustules, and nod-

ules of rosacea as inflammatory follicular lesions and believe that

P acnes may be the instigator.

Dr Thiboutot: 

Then why is this rosacea rather than acne? 

Dr Leyden: 

The normal changes associated with aging in the mid 20s are

associated with levels of sebum and P acnes comparable to that

seen in teenagers with acne. Teenagers develop microcome-

dones, which cause even greater levels of P acnes to develop.

However, in young adults, the more substantial stratum corneum

protects the follicular epithelium from P acnes. My hypothesis is

that in rosacea there is an absence of a protective stratum

corneum, an activation of toll-like receptors, and the develop-

ment of inflammatory papules without comedones.

Dr Marks:

I strongly disagree with this thinking. Rosacea is a very different

disorder from acne. In acne, the papules are tender, irregular,

and occur at different phases in the same area of facial skin. In

rosacea, lesions are often hemispherical, non-tender, and all

occur in the same phase. Histologically, there is no folliculitis in

rosacea. With increasing severity of rosacea and increasing size

of lesions, a denser inflammatory cell infiltrate is observed on

histology—this infiltrate is predominantly perivascular and not

perifollicular. We have sectioned facial skin obliquely, horizontally,
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and vertically, and have not observed the lesions associated with

rosacea to be focused around the follicle. Several years ago, we

investigated P acnes in rosacea and the P acnes population was

of the same density and serotypes as in the normal population.4 We

have continued to biopsy rosacea and observe the same findings.

Dr Powell: 

The critical question is whether papulopustular rosacea is a fol-

licular-oriented inflammatory process. I think it is. We have eval-

uated about 50 biopsies of patients with rosacea and the results

suggest follicular orientation. The acute papular lesions show a

perifollicular lymphocytic inflammatory infiltrate and the pustular

reaction often shows a grouping of pustules oriented around the

follicular orifice. Vasodilation and perivascular lymphocytic

inflammatory infiltrate are observed, as well as collagen degen-

eration and actinic damage. However, in our experience, the

great majority of established papules and pustules show inflam-

mation oriented around the follicle. The potential microbial cause

of papulopustular lesions in rosacea is also pertinent. Oral

isotretinoin, another treatment that is often effective in rosacea,

appears to work by altering the follicle.

Dr Leyden: 

Oral isotretinoin may decrease sebaceous gland activity and/or

reduce levels of P acnes. We know that in acne vulgaris, oral

isotretinoin shuts down sebaceous gland activity and subse-

quently P acnes is eradicated. Similar modes of activity may be

occurring in the treatment of rosacea.

Dr Marks: 

I respect Dr. Powell’s work implicitly, but I believe he has come to

the wrong conclusion. There is, I agree, a perifollicular inflamma-

tory cell infiltrate. Under the circumstances one would expect

such a dense perifollicular infiltrate because there is a dense

perivascular plexus around each individual follicle.

As far as the pustular element is concerned, I would agree that

there is a follicular component. However, one has to be very crit-

ical. There are many follicles in facial skin; the vertical section

may appear to show folliculitis, but it is very different from acne.

I biopsy many cases of acne as well as rosacea and the differ-

ence is quite apparent.

Demodex folliculorum 

Dr Powell: 

I am not convinced that P acnes is the microorganism responsi-

ble. There are many other possibilities, including bacteria asso-

ciated with Demodex folliculorum that may be relevant in this

regard.

Dr Marks:

What Ayres and Ayres described many years ago as papular

demodicidosis is one of the confusing issues as far as rosacea

is concerned.16 An acneiform papular eruption may be observed

that is due primarily to an overabundance of the mite Demodex

and not as a result of rosacea. Demodicidosis also may occur as

a complication of ordinary rosacea, in which large numbers of

Demodex organisms block the upper part of the follicle. I believe

this to be a disorder distinct from rosacea that is simply a man-

ifestation of Demodex overgrowth. The question remains as to

whether overgrowth of Demodex is a feature of true rosacea.

Using a semiquantitative technique, it has been shown that sub-

stantially greater quantities of Demodex are present in rosacea

compared with non-rosacea states.

Dr Powell: 

To this point, we conducted a study to determine the density and

distribution of Demodex in 42 patients with rosacea and 42 age-

and sex-matched controls using the technique originated by Dr

Marks.17 Cyanoacrylate glue was applied to the skin, a glass slide

placed over it with light pressure, then slowly lifted off, taking a

sample of stratum corneum and follicular contents. We counted

the numbers of mites within a designated area on six facial sites:

chin, cheeks, and forehead (on both sides and at midline).

All patients with rosacea and 94% of the controls were positive

for Demodex; however, the mean number of mites was five times

A C N Eacneacne
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greater in patients with rosacea compared with controls (49.8 vs

10.8, respectively; P<0.001). All facial areas were positive 

for Demodex; the cheeks had the highest prevalence (56%) 

followed by the forehead (30%) and chin (14%).

These results support other studies that found a high prevalence

of Demodex in patients with rosacea versus normal controls.6,18

In our study, the difference remained significant in all subgroups

of rosacea, but was most pronounced in patients with steroid-

induced rosacea. Patients with rosacea were treated with oral

tetracycline for 1 month at which time Demodex were recount-

ed.The Demodex count was not significantly different after treat-

ment, even with clearing of rosacea.

Dr Leyden: 

It would be instructive to control for follicle size, because patients

with rosacea appear to have larger, more patulous follicles,

particularly in the area of the nose and paranasal areas.

Dr Marks:

It is interesting that nonmiticidal drugs used for the treatment of

rosacea are successful, but do not reduce the Demodex population.

Dr Fried: 

I’m not sure that lets Demodex off the hook. Suppressing the

inflammatory reaction does not necessarily mean that Demodex

was not the eliciting factor. The results of a study by Georgala

and colleagues revealed a significantly higher density of

Demodex in papulopustular rosacea versus controls, as in Dr

Powell’s study, and hair follicle infestation was associated with

intense perifollicular infiltrate of predominantly CD4 T-cells. The

investigators concluded that the presence of Demodex is an

important cofactor rather than a causative factor in rosacea, and

may elicit a hypersensitivity reaction that stimulates progression

to the papulopustular stage.18

Dr Powell: 

We are currently investigating bacteria associated with

Demodex, both within Demodex and that might be carried by

Demodex. It is too early to draw any conclusions; however, we

have identified a type of endosymbiotic bacteria in Demodex that

is sensitive to tetracyclines. This organism has been shown 

previously to be present only in the red spider mite. There may

be bacteria associated with Demodex that are eradicated by

exposure to tetracyclines or other antibiotics.

Dr Hunter: 

What treatments are used for eradicating Demodex? 

Dr Shalita: 

Several treatments have been cited in the literature: oral iver-

mectin, topical 5% to 10% sulfa preparations, 5% permethrin

cream, 10% crotamiton, 10% benzyl benzoate, and 4% pilo-

carpine gel.

Dr Strauss: 

Sulfa preparations are commonly used in the United States, and

sulfonamide ophthalmic preparations in the form of ointment 

or drops are available for use when there is ocular involvement

(discussed below).

Dr Powell: 

Demodicidosis, as described by Ayres and Ayres, is the equiva-

lent of Norwegian scabies, where the infestation of Sarcoptes

scabiei is so extensive that erythematous scaling plaques devel-

op on the skin. It is quite a rare condition that I have seen only

once. Topical scabies treatments, such as permethrin, can be

used to eradicate the Demodex mite in rosacea, but may be

somewhat irritating on the face.

Helicobacter pylori

Dr Strauss: 

At this point, I would say we are uncertain as to the role of D fol-

liculorum in rosacea, but it certainly warrants continued investi-

gation. Another controversial issue is the potential role of

Helicobacter pylori in the etiology of rosacea. Several articles on

this subject have been published in the clinical literature over the
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last few years, but only a few clinical trials have been conducted

and results are inconsistent.19-23 I lean in the direction of consid-

ering the organism to be unimportant in this setting.

Dr Marks:

I do not believe H pylori plays any role at all in rosacea.

Dr Hunter: 

I have to say that I would not rule out H pylori. This bug has been

disbelieved by everyone for everything, yet slowly but surely it is

giving some people very red faces.

Ocular conditions

Dr Powell: 

Rosacea is frequently associated with ocular symptoms and

sometimes ocular signs. I estimate that up to 50% of our

patients with rosacea have itching, discomfort, dryness, or

watering of the eyes. Many patients have inflammatory lesions

around the eyes on clinical examination or by history and this

may point to the pathogenesis of this disease. Inflammatory

lesions in the eyes indicate an inflammatory disorder affecting

either the meibomian gland or the gland of Zeis, which are mod-

ified sebaceous glands. This brings us back to the disorder's

etiopathogenesis and one possible way of linking ocular and

cutaneous inflammatory lesions. Vascular changes are not

observed in the eyelid to my knowledge, but perhaps Dr Marks

will correct me on that point. In patients with rosacea, the

Demodex mite can be isolated from around the eyelashes. As

these organisms live in the sebaceous glands, I propose that they

provide a unifying common factor between skin and ocular lesions.

Dr Marks:

I am not in fierce disagreement with those views, but I doubt very

much that ocular involvement of the sebaceous gland or the ana-

log of sebaceous glands have much to tell us about the underly-

ing pathogenesis of rosacea. Taking into account the vascular

phenomenon of the eye, one might consider ocular rosacea a

vascular disease. Several years ago, I worked with an ophthal-

mologist who made an intriguing observation: when he fitted

corneal lenses—the old-fashioned contact lenses that covered

most of the eye—people developed not only redness of the eye,

but redness of the cheeks. He hypothesized that a reflex exists

between the cornea and the cutaneous vasculature on the

cheek. This is an illustration that there may be a number of path-

ways involved.

Another interesting aspect of this disease is the finding of

rosacea keratitis, which seems to be unrelated to other forms of

rosacea and has no analogs on facial skin. Another example is

the finding that a high percentage of patients with inflammatory

rosacea without ocular symptoms or complaints have keratocon-

junctivitis sicca.24

I estimate that about one third of patients with inflammatory

rosacea have conjunctivitis or some inflammation of the external

ocular apparatus from meibomianitis or hordeolum. All ocular

changes in rosacea are very troubling for the patient, threaten-

ing to the sight, and disturbing as far as symptoms are con-

cerned. These ocular disorders represent a separate group of

conditions that are often associated with rosacea. These may be

analogous to rhinophyma, which is sometimes observed in asso-

ciation with rosacea or acne, and sometimes observed in isola-

tion. In other words, complications associated with rosacea are

not necessarily specific to it.

Dr Powell: 

It appears that the ocular changes associated with rosacea are

centered in the meibomian glands. Keratoconjunctivitis sicca is a

manifestation of malfunction of the meibomian gland in that tear

secretion is abnormal. It is curious that in other inflammatory skin

disorders, such as inflammatory acne, ocular changes are not

observed. In general, few cutaneous diseases are associated

with ocular disorders. I think there is a clue here to this disease.

Dr Strauss: 

I agree with you, but at this point we do not understand the rela-

tionship. Certainly we do not observe ocular manifestations with

A C N Eacneacne
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the same frequency in other cutaneous disorders. It is a puzzling

phenomenon. Based on the literature that comes out of the UK

and Ireland, it would appear that the prevalence of ocular find-

ings is lower in the US.

Dr Shalita: 

I think the difference may be that dermatologists in the US are

not looking closely for ocular signs, whereas ophthalmologists

using routine observation estimate a higher prevalence. If you

look for it, you find it.

Dr Leyden:

There may be a higher prevalence of clinically relevant ocular

changes in rosacea than is generally recognized. However, oph-

thalmologists see the patients who have bothersome symptoms,

so it is difficult to determine the overall prevalence of ocular signs

and symptoms versus significant eye changes that warrant treat-

ment. We should be asking patients about ocular symptoms rou-

tinely, because treating the skin topically is obviously not going to

help the eyes. If patients have clear-cut symptoms involving the

eye that can be observed on physical examination, they should

be on tetracyclines.

Photodamage

Dr Marks: 

I believe that photodamage is a major causative factor in

rosacea.4 There are particular racial groups such as those of

Celtic origin and others who have a predisposition to various

photodermatoses and rosacea. I am not suggesting that rosacea

is a photodermatosis, but photodamage plays an important role

in my view in the underlying pathogenesis in many cases.

Case 1

Dr Powell: 

This is a local farmer who has a degree of erythema and marked

telangiectasia (Figures 4 and 5). He had no history of inflamma-

tory papules and pustules. The erythema was highly responsive

to triggers such as heat, cold, a large meal, or alcohol. This is a

man who has spent most of his life outdoors, and who I believe has

chronic heliodermatitis with telangiectasia. I find it nearly impossi-

ble to distinguish between this condition and what is called erythe-

matotelangiectatic rosacea. Walking down our main streets, one

sees many people with this kind of complexion. I am reluctant to

put those people in the category of inflammatory rosacea, because

I cannot distinguish it from chronic actinic damage.

Case 2

Dr Marks:

To continue this theme, the next case is a woman from Wales who

has redness and telangiectasia of the cheeks (Figure 6). She also

has a solar keratosis of the left malar region. I struggle with the

same problem that Dr Powell described—it is very difficult to 

distinguish erythematotelangiectatic rosacea from “weathering.”

Although this problem is probably more prevalent in Ireland, I also

see many patients who have this red complexion primarily as a

result of photodamage to the connective tissue.This may represent

a preliminary stage of rosacea and, for reasons that are not 

understood, some people ultimately develop inflammatory disease.

Figure 4

Figure 5
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Dr Hunter: 

I would hesitate to say that most of these people with photodam-

age have a precursor of rosacea. It is a reasonable view that

rosacea occurs more commonly in people with sun-damaged

skin, but certainly the majority of the population of Scotland who

spend a great deal of time outside are not on their way to devel-

oping inflammatory rosacea.

Dr Marks:

Patients with inflammatory rosacea who have responded well to

tetracyclines do not look dissimilar to this. We may have a

semantic problem here. Whether these patients have rosacea or

weathering is unclear, but the conditions are closely related in

appearance and, perhaps, in etiology. There is a constellation of

physical signs associated with sun damage. Nevertheless, the

majority of people with weathering do not have rosacea.

Dr Leyden: 

I agree.There are people who have what we all agree is rosacea,

characterized by inflammatory papules, erythema, ocular symp-

toms, and telangiectasia, that could all be related to photodam-

age. However, there are people with photodamage who do not

have rosacea.

Dr Hunter: 

The point is that there are not many patients with rosacea who

do not have photodamage. Photodamage is the soil in which

rosacea flourishes.

Dr Marks:

That is a reasonable way of thinking about the problem. As long

as the close relationship between inflammatory rosacea and

photodamage is recognized I think it less important what we call

the early stages.

Dr Strauss: 

There are certainly some patients who do not have extensive sun

damage who do have rosacea. If all patients with rosacea have

underlying photodamage, then they will never be cured. They will

still have the underlying photodamage.

Dr Marks: 

In my experience, patients with papular rosacea who respond to

treatment with tetracyclines have a background of photodam-

age. It is true that the disease is not cured but managed with

treatment.

Dr Leyden: 

The vast majority of patients with what I call rosacea have pho-

todamage either clinically or histologically. I am not convinced

that photodamage is involved in the pathophysiology of the

papular lesions, but most other features of rosacea appear to be

the consequence of photodamage.

Dr Hunter: 

In order to develop rosacea there has to be a basic vascular

defect, of which photodamage is undoubtedly the most common

in middle age. In real blushers, with an overreactive vasomotor

system, rosacea might occur much earlier without much photo-

damage. There seems to be a central vascular component,

which may be different in different individuals.

Dr Powell: 

This idea is reverting back to the concept of pre-rosacea that we

rejected earlier. By talking about flushers and people who have

actinic damage, we are focusing on vascular defects as an etiol-

ogy that has not been proven. The case for a vascular etiology is

weak in my opinion.

A C N Eacneacne
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Dr Fried: 

From a therapeutic point of view, if photodamage is that impor-

tant, then we should be addressing long-term protection against

photodamage and using therapies that attempt to reverse it. Is

there any consensus about the role of topical retinoids in macu-

lar telangiectatic or chronic actinic damage for the long-term

management of rosacea?

Dr Shalita: 

Several years ago, results of a small study suggested that topi-

cal tretinoin was an effective treatment for severe or recalcitrant

rosacea.25 That concept was questioned very seriously—why

would an agent that can cause vasodilation be useful when

vasodilation may already be a prominent feature of the disease?

I tried tretinoin on a number of mature patients and found that

the photodamage component improved with the topical retinoid.

However, these patients still have other underlying aspects of

rosacea.

Dr Marks:

I have tried topical retinoids for these patients and only a few had

striking benefits. However, these patients have to be able to tol-

erate therapy, and encouraged to use it 2 to 3 times per week

along with emollients.

Dr Shalita: 

For maximum effect, retinoid therapy has to be combined with

treatment (eg, with the newer pulse-dye lasers) to reduce the

number of telangiectatic vessels. When patients see some

improvement, they are more motivated to comply with the

retinoid regimen.

“Curse of the Celts”

Dr Powell: 

The next area of discussion concerns the so-called “Curse of the

Celts,” or the potential ethnic or genetic aspects of rosacea. The

typical Irish, Celtic-type complexion is characterized by very fair

skin. We raised the question as to whether actinic damage is an

underlying cause of rosacea or an associated feature. I consider

it to be the latter. Fair skin may be a feature associated with later

actinic damage, but it is not the cause.

Dr Marks: 

Let’s think about that for a moment. Lack of pigment ultimately

causes photodamage. The two are strongly associated.

Dr Strauss: 

It does raise the point that many people of Welsh or Celtic origin

tend to have rosacea. Historically, there certainly seems be a

higher prevalence of rosacea in the UK than in the US.

Nevertheless, I have observed that the number of patients with

rosacea has been increasing in the US over the past several

years. I do not think that this increase is simply greater aware-

ness of the disease.

Dr Thiboutot: 

The high incidence of rosacea in this population and in people

with this type of complexion does appear to be related to genet-

ics to some extent. It has been shown that the melanocortin 1

receptor (MC1R) regulates pigmentation in animals and in

humans. There have been several publications on polymor-

phisms of the MC1R as a risk factor for skin cancer.26-28 People

with red hair have certain variations in the MC1R that predispose

them to skin cancer. The pigmentation is then a factor in the 

etiology of the disease.

Dr Powell: 

I do agree that these populations are predisposed to actinic dam-

age and to rosacea, but I do not believe that the actinic damage

that a red-haired individual will develop with a great deal of sun

exposure is the first step in producing her rosacea. I believe that

first step is part of her genetic makeup.

Dr Marks: 

Basically, there is a strong association between rosacea and its

occurrence in fair-skinned individuals who also have severe solar

damage to their skin. I would suggest that there is actually a
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causative association. There is a good case for suggesting that

the basic underlying problem in rosacea is actinic damage.

Dr Hunter: 

My successor, Dr Jonathan Rees, has been at the heart of

research into the melanocortin 1 receptor on the melanocyte.29

In its absence in knockout animals or loss of function mutations,

the red-yellow pigment phaeomelanin is produced rather than

brown-black eumelanin. His team has investigated various poly-

morphisms of the receptor in the Irish population. Their current

work includes investigations on the response of people with dif-

ferent MC1R polymorphisms to ultraviolet radiation, skin irritants,

and other inflammatory stimuli. It is conceivable that red-haired

Irishmen are genetically susceptible to both actinic damage and

rosacea.

Dr Leyden: 

This assumes that the skin is not different except for the 

MC1R, and clearly there are differences in the stratum corneum

and its functionality that complicate or confound these 

experiments.

Dr Marks: 

Furthermore, melanin is a very good electron acceptor. Patients

with dark complexions and a high concentration of melanin, for

example, have a lower incidence of dermatitis or irritant reactions

of the skin. Is that because the skin is thicker or because the skin

has more melanin and more electron-accepting agents? It may

be a combination of both.

Steroids 

Dr Strauss: 

In my experience, the use of topical corticosteroids causes many

cases of what appears to be rosacea. Whether this condition 

represents true rosacea or simply the susceptibility of the vascu-

lature is difficult to determine. Several cases of what has come

to be called “steroid rosacea” are presented and discussed as a

group.

Case 1

Dr Hunter: 

This is a typical case, a patient with rosacea who had been using

a moderately potent topical corticosteroid on her face (Figure 7)

for over a year. She used the topical preparation more and more,

with less and less benefit. When I saw her, the rosacea had

become markedly telangiectatic and had spread to areas that

are not usually affected.

Case 2

Dr Powell: 

The next case is a 40-year-old woman who had been using a

potent topical steroid applied regularly to the face (Figure 8). She

had started to use the medication for a mild irritant dermatitis,

and applied the topical steroid over many months repeatedly.

Note the atrophy, telangiectasia, papules, and pustules.

A C N Eacneacne
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Case 3

Dr Leyden: 

This is a case of steroid rosacea in a 60-year-old patient treated

for seborrheic dermatitis with several different topical cortico-

steroid preparations over a period of many years. She had acute,

painful erythema with fissuring and papules, and developed pus-

tules on topical steroid withdrawal (Figure 9). After stopping the

corticosteroid, I treated the patient with tetracycline 500 mg/day

and a topical moisturizer for 6 months.

Case 4

Dr Leyden: 

The next case is a 27-year-old woman with a history of flushing and

the development of periodic papules for many years. She had been

treated with betamethasone valerate for 1 year. The patient had

telangiectasia, hirsutism, and papules of the face after cortico-

steroid withdrawal (Figure 10). I present this case to point out that

the term “steroid atrophy” cannot be used to describe the adverse

effects of chronic topical corticosteroid exposure. Hirsutism (shown

here) is actually a follicular hypertrophy and the very common

telangiectasia is due to chronically dilated blood vessels.

Case 5

Dr Shalita: 

This 24-year-old man with a history of acne and rosacea was

treated with a potent topical corticosteroid (betamethasone

dipropionate) by another dermatologist for more than 2 years.

Treatment resulted in both an acneiform eruption and a more

persistent facial erythema (Figures 11 and 12). I discontinued the

corticosteroid and treated the patient with oral minocycline 

100 mg bid and topical sodium sulfacetamide. There was some

improvement after 4 months. He was quite uncomfortable for at

least a month, with burning and a “hot” sensation of the face.

Case 6

Dr Powell: 

The next case is a woman with a history of rosacea who had

been treated with minocycline under the care of another physi-

cian. She suddenly developed this very inflammatory rosacea

(Figure 13), with papules and pustules especially prominent

around her eyes. The patient was then seen by a dermatologist

who put her on tetracycline and a topical corticosteroid, but the

Figure 9

Figure 11

Figure 12

Figure 10
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condition became more severe. Cultures for Gram-negative

organisms were negative. This is an example of a patient for

whom systemic corticosteroids were needed to control her

severe inflammatory rosacea. The textbooks tell us that this is

absolutely contraindicated, but there are certain situations in

which exceptions must be made in order to control the disease.

She did very well with a combination of systemic corticosteroids,

minocycline, and a mild topical corticosteroid. The oral cortico-

steroids were tapered over a period of 3 to 4 weeks. Gradually,

topical steroid use was reduced and discontinued.

Case 7

Dr Leyden: 

This is a 70-year-old man with a history of flushing for most of

his life, telangiectasia, and occasional papules. He was treated

with clobetasol for 1 month by another physician. On withdraw-

al of the topical corticosteroid, he developed oozing, painful ery-

thema, and blepharitis (Figure 14). I started him on tetracycline

500 mg/day and the condition resolved after about 4 months of

treatment.

Case 8

Dr Strauss: 

This patient had been using a topical corticosteroid, provided by

a primary care physician, for what was described only as a 

dermatitis.As the patient’s face became more erythematous, they

applied more and more topical corticosteroid (Figure 15). The

condition might be called perioral dermatitis. However, by history

it is clearly a steroid-induced dermatitis, which further illustrates

that this so-called steroid rosacea comes in many different forms.

Case 9

Dr Hunter: 

This is another patient who was treated with a potent topical cor-

ticosteroid (Figure 16) for over 2 years. The papulopustular ele-

ment was suppressed but skin atrophy with telangiectasia and

pigmentation became marked. These are difficult cases to treat

because, if the topical corticosteroid is stopped abruptly even

while starting tetracycline, the patient may be uncomfortable for

quite a long period.
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Because most clinicians in the UK are familiar with the problems

of using topical corticosteroids, steroid-induced dermatoses

have become less common. However, when these steroid-

induced eruptions do occur, there is some question as to the best

treatment approach. Is it preferable to stop topical treatment

completely, under antibiotic cover, or to wean the patient slowly

over a period of several weeks? 

Dr Leyden: 

As in the cases I presented, my approach is to discontinue the

topical corticosteroid and start tetracycline 500 mg/day and a

moisturizer. These patients may require antibiotic treatment for

several months. I find that use of a moisturizer is important

because accrual of topical steroids leads to a thinner stratum

corneum and often a compromised barrier function develops.

Dr Shalita: 

I occasionally give these patients a sample tube of a very low poten-

cy topical corticosteroid and tell them “In case of an emergency, you

can use this for 2 days just to take the edge off”. Many patients will

accept a greater degree of short-term discomfort if you can demon-

strate that they will ultimately attain some improvement and relief.

Using the newer vascular lasers to remove a few of the telangiectat-

ic vessels, patients see that improvement. Nonetheless, this group

of patients often requires supportive therapy.

Dr Hunter: 

In my experience, using a mild corticosteroid such as 0.5%

hydrocortisone or even 1% hydrocortisone eases the process.

I don’t think you lose anything with that.

Dr Powell: 

I agree. Why not use a mild topical steroid to minimize the

rebound that these patients experience and make them more

comfortable? I think they do quite well.

Dr Marks:

I do not find using a mild corticosteroid makes a great deal of 

difference.

Dr Strauss: 

I also generally discontinue the topical corticosteroid completely,

because then, if the patient cannot tolerate the withdrawal, you

have that mild corticosteroid to fall back on. Otherwise, if the

patient is already using the mild compound and pushes for some

topical treatment, the only option is a more potent corticosteroid.

Some of these patients may require systemic corticosteroids

during the withdrawal of the potent topical corticosteroid.

Dr Thiboutot: 

I also stop the topical corticosteroid. I find it curious that all

steroid-induced rosacea stems from the use of topical, but not

systemic, preparations. What is the difference between topical

and systemic corticosteroids? 

Dr Leyden: 

It has been shown that putting a topical corticosteroid under

occlusion will result in an acneiform eruption in a large percent-

age of patients.30 The first effect histologically is necrosis of the

follicular epithelium. Then, in spite of the use of the topical

steroid, an inflammatory infiltrate develops. If the steroid is with-

drawn, a massive inflammatory infiltrate in and around the folli-

cles develops. Presumably, this is a dose effect that cannot be

achieved with systemic corticosteroids easily or we would see

more of it.

Dr Marks: 

This group of cases illustrates the heterogeneity of clinical expe-

rience with steroid-induced facial eruptions. I believe there are

other types as well. Perioral dermatitis is often aggravated—and

some believe it is caused—by topical corticosteroids. Some

patients develop a primarily acneiform dermatosis, which is one

variant of steroid rosacea. Other patients may have bright red

faces as the result of using moderately potent or potent cortico-

steroids. The connective tissue dystrophy present in these

patients is worsened by the corticosteroids, resulting in greater

vasodilation and incompetence of the vasculature.
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Dr Strauss: 

How do you account for this in view of the fact that cortico-

steroids are vasoconstrictors?

Dr Marks:

The vasodilation associated with rosacea is impervious to the

vasoconstrictive effects of corticosteroids. These telangiectatic

vessels are small veins from the subpapillary venous plexus and

are incapable of vasoconstriction. Some vessels will not constrict

with adrenaline, and this is readily observed under a microscope

by stripping off stratum corneum and applying adrenaline solu-

tion. The background becomes pale, but the telangiectatic ves-

sels do not constrict. I believe that improvement is noted initially

with topical corticosteroids because the inflammation associated

with rosacea is decreased. However, ultimately, the vascular

changes become more prominent.

Dr Fried: 

Is there a role for topical immune modulators as an adjunct to

treating steroid rosacea? 

Dr Strauss: 

I have treated several patients with rosacea with topical

tacrolimus and I think it has been effective in some. To me, it is

becoming a substitute for topical low-dose corticosteroid that is

sometimes necessary. A few case reports on the use of

tacrolimus for steroid-induced rosacea suggest that, upon 

corticosteroid withdrawal, it is associated with a more rapid 

resolution of symptoms than would be expected with antibiotic/

antihistamine therapy.31

Dr Hunter: 

I expect that corticosteroid-induced conditions on the face are

much more common in the US than in the UK. The great majority

of our family doctors have been convinced never to use anything

stronger than 0.5% or 1% hydrocortisone on the face.This may be

an overreaction to the problem, but is probably for the best.

A C N Eacneacne



A C N Ea c n e acneacne20 | Feb r u a r y  2008  | S upp l emen t  t o  S k i n  &  Ag i n g

Cases 1 & 2

Dr Powell: 

The next cases show how effective treatment can be in patients

with typical rosacea.This 32-year-old woman had classic inflam-

matory, papulopustular rosacea of her cheeks and forehead

(Figure 17) that responded very well to systemic tetracycline

treatment (Figure 18). She was not left with any telangiectasia,

scarring, or residual damage. Also note that she has no evidence

of actinic damage. The next patient had severe papulopustular

rosacea before treatment (Figure 19) and had an excellent

response to therapy (Figure 20). These two patients were treat-

ed with either tetracycline or minocycline for 6 to 8 weeks.

I tend not to use topical metronidazole as a first-line treatment in

this kind of inflammatory rosacea. I instruct patients to begin

using it as the condition comes under control and antibiotic ther-

apy is discontinued, because some patients cannot tolerate top-

ical treatments and metronidazole gel can be irritating. I find it

effective to help maintain the remission. Some patients break

through, but many maintain their remission quite well with topi-

cal metronidazole.

Treatment of 
Typical Rosacea

Figure 17

Figure 18
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Case 3

Dr Hunter: 

This is another patient with classic rosacea (Figure 21). She

reported having the condition for over 1 year, but did not consult

her doctor because she thought that little could be done for her.

She responded beautifully to a course of tetracycline and I joined

her list of heroes. Uncomplicated rosacea, which is largely the

type of rosacea we see, makes dermatologists very popular! 

Dr Strauss: 

Certainly, most patients respond quite well to very simple thera-

py, although many of the cases presented here are the ones that

don’t respond. How do panel members feel about tetracycline

versus the other cycline drugs in terms of treating rosacea? Are

tetracycline, doxycycline, and minocycline equally effective?

Dr Leyden: 

Comparative studies have not been conducted but, in my expe-

rience, the different members of the tetracycline family all work

well. Whether there is a fundamental difference in the degree of

improvement depending on dose would be worth investigating.

Dr Shalita: 

The other consideration is the variation in amount of drug that

penetrates sebaceous follicles and the difference in the half-lives

of these agents.Weighing these factors against cost, tetracycline

is obviously the least expensive. Even generic doxycycline is

more expensive than tetracycline. Minocycline penetrates the fol-

licles faster and stays longer than the others, but it also has a

less favorable side effect profile.

Dr Marks: 

Tetracycline and doxycycline are certainly safer drugs than

minocycline, with none of the potential side effects such as

hyperpigmentation, hypersensitivity diseases, autoimmunity, and

renal disease. I use doxycycline routinely, because I am con-

cerned about the potential for severe side effects associated with

long-term minocycline therapy.

Dr Shalita: 

Relative to the numbers of patients that have been treated with

minocycline, the actual occurrence of severe side effects is low.

The risks nevertheless should be taken into consideration.
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Dr Hunter: 

In the treatment of acne, I have found that minocycline is a more

effective drug than doxycycline. However, because rosacea is so

sensitive to this class of antibiotics, in terms of efficacy it may not

matter significantly which drug is used.

Dr Powell: 

It is postulated that the benefit of the cycline antibiotics for

rosacea is derived from their anti-inflammatory rather than their

antimicrobial effects. The precise mechanism, however, is

unknown. I find it curious that other antibiotics such as penicillin

are not of much benefit for rosacea and neither are anti-inflam-

matory agents.

Dr Marks: 

I have not found penicillin to be effective, but ampicillin has some

effect. There may be a role for topical and systemic non-steroidal

anti-inflammatory drugs (NSAIDs) for the treatment of rosacea.

Meloxicam is one that we have a particular interest in.

Dr Strauss: 

What is the best topical therapy for rosacea at present?

Dr Marks: 

I use emollients for patients with rosacea.

Dr Leyden: 

I find that topical antibiotics are more helpful than topical

metronidazole.

Dr Shalita: 

I agree. My first-line topical agents for rosacea are topical antibi-

otics alone or in combination with benzoyl peroxide.

Dr Hunter: 

Like Dr Powell, I feel that when patients are in remission, I would

rather use an agent such as metronidazole than an emollient to

help maintain that remission. I don’t know whether there is any

evidence that it staves off the next exacerbation, but offering

patients some topical preparation may prevent them from using

other products that could be irritating.

Dr Powell: 

I agree with the use of topical antibiotics as first-line topical ther-

apy. I find that some women have quite severe flares during

pregnancy and respond well to topical erythromycin. Another

point to consider is what I call traditional medical treatment for

this condition. Before antibiotics, topical steroids, and oral

isotretinoin, our predecessors used combinations of sulfur and

salicylic acid for patients with rosacea and must have seen some

benefit. On occasion, I have my pharmacist mix a very low con-

centration of sulfur and salicylic acid in a moisturizing base.

Some patients find this preparation controls their inflammatory

condition better than topical antibiotics, although I have not con-

ducted any studies to support that observation.

Dr Marks: 

There are studies of azelaic acid in the treatment of rosacea that

show a marked decrease in erythema and a decrease in the

number of papules.32-35 The effects of azelaic acid are at least

equivalent to topical metronidazole although, in my estimation,

topical metronidazole is not a very effective agent for rosacea.

Dr Leyden: 

I do not think azelaic acid has any antibiotic effect.
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Case 1

Dr Marks:

This is a 40-year-old woman with what is generally called ery-

thematotelangiectatic rosacea (Figure 22), although we have

now questioned the use of that term. She has a typical sparing

of the periocular and nasolabial areas, as well as nasolabial fold

sparing. Note the clear, white line adjacent to the hair, which is

typical of the distribution of rosacea (Figure 23).

Case 2 

Dr Thiboutot: 

This is a 47-year-old woman with facial erythema, sun sensitiv-

ity, and numerous small papules on the face and neck (Figures

24 and 25). Her skin is easily irritated with topical products.

She was treated with tetracycline 500 mg bid and 1% metro-

nidazole cream. The papular component cleared well with this

regimen.

A C N Eacneacne
Clinical Spectrum 
of Rosacea
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Figure 24
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Case 3

Dr Thiboutot:

The next case is a 55-year-old woman (Figure 26) with a 10-year

history of rosacea that began at the time of menopause when

she was experiencing frequent flushing. I have been following

her over that 10-year period. She has flares of rosacea about two

to three times per year, which are characterized by intense ery-

thema (Figure 27). Her flares respond well to treatment with

tetracycline 500 mg twice daily for a 2-month period. In the

interim, she uses topical metronidazole cream as maintenance

therapy. The patient was also on hormonal replacement therapy.

Dr Strauss: 

Some of these patients that are quite red actually have more

prominent telangiectasia than erythema, which can be observed

by looking closely at the patient with a hand lens. Close obser-

vation is necessary to make that determination. Telangiectasia is

one cause of what appears to be erythema, but it is a different

manifestation than the generalized redness of inflammation.

Dr Thiboutot:

This last patient does not have considerable telangiectasia com-

pared to the majority of patients with rosacea that I see, but she

has intense erythematous flaring.

Dr Leyden: 

She may not have considerable telangiectasia in the sense of

surface vessel enlargement, but she obviously has deeper ves-

sel dilatation or she would not be red. An important point in this

case, however, is that the redness is transient.

Dr Shalita: 

The telangiectasia may be fine and can be improved with laser

treatment. I have several patients with a similar history. They

have flares a few times per year and respond well to a course of

tetracycline for 2 to 3 months. They are maintained fairly well

using topical metronidazole except for the occasional flare. It is

interesting that patients who supposedly have telangiectasia

improve quite significantly with systemic antibiotic therapy and

require re-treatment only two or three times during the year.

Case 4

Dr Thiboutot: 

This is a 39-year-old woman with papulopustular rosacea who

reports frequent flushing. Her papules and pustules are general-

ly controlled with 1% metronidazole cream, but she is concerned

about the persistent telangiectasia (Figure 28). The facial telang-

iectasias were treated with a pulse-dye laser, with the areas of

greatest concentration targeted for laser therapy. Immediately

after laser treatment, purpura developed in the targeted areas

(Figures 29 and 30). She achieved good results after three ses-

sions of laser therapy. The second and third sessions were most-

ly for touch up of telangiectatic areas that remained after the first

session. This type of treatment must be done carefully and thor-

oughly, because the areas that are treated improve so markedly

that when the patient flushes, it almost creates a map of the

treated areas.

Figure 26

Figure 27
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Dr Powell: 

Does laser treatment of telangiectasia in these patients prevent

re-development of the inflammatory component of rosacea?

Dr Thiboutot:

That is an excellent question that I cannot answer based on this

case, because the patient continued using topical metronidazole

as maintenance therapy and the papulopustular component

remained well controlled.

Dr Marks:

In our experience, all objective measures of the disease—red-

ness, blood flow changes, frequency and intensity of flushing,

and numbers of papules—improve after pulse-dye laser treat-

ment.36 The inflammatory lesions are very much improved after

laser treatment. It is an interesting observation and somewhat

difficult to rationalize the mechanisms involved.

Dr Hunter: 

How are the telangiectatic vessels involved in flushing? As I

understand it, telangiectatic rosacea is due to a lack of surround-

ing connective tissue so that the vessels are passively dilated.

Dr Marks:

During a flush, blood flow to the skin in the upper half of the trunk

increases. It is not always seen because the vasodilation is hid-

den by connective tissue, or is minimized via tightening of the

blood vessels by connective tissue.Where there is some deletion

of connective tissue, then the vasculature is much more easily

filled. That is why patients with rosacea flush more readily and

more deeply.

Dr Fried: 

Laser therapy is commonly used to treat telangiectasias in our

community and I find the effect on flushing highly variable. Some

patients note a dramatic diminution whereas others experience

little change. As successful treatment of rosacea results in a

reduction in background erythema, patients often become more

aware of and focused on the telangiectasias that previously were

lost in the background of redness. I tell patients in advance that,

as the condition starts to improve, they may see other features

that can be addressed.

Dr Powell: 

Dr Jonathan Wilkin calls this the PERT phenomenon—Post-

Erythema Revealed Telangiectasia. When the inflammatory ery-

thema of rosacea is reduced, the telangiectasias become more

prominent. He also suggests warning patients that the treatment

of inflammatory erythema may reveal these telangiectasias.

A C N Eacneacne
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Otherwise, patients may come to you and say, “The tetracycline

caused these broken blood vessels in my face.”

Case 5

Dr Marks:

This is a 35-year-old woman with typical rosacea who developed

this “rash” about 7 years ago with redness of the cheeks (Figure

31). Papules have appeared more recently. She often experi-

ences ocular dryness and soreness. Note the periocular and

nasolabial groove sparing that is typical of rosacea. We see quite

a few patients with this general coloration: fair skin and often

lighter-colored eyes. Some have dark hair as well. In general, this

population is the product of a mixed gene pool of Celts and

Iberian people who came into Wales in the 16th century; they are

particularly prone to severe rosacea. She responded quite well to

treatment with doxycycline. She has a background of erythema

and telangiectasia, which persisted after these acute inflamma-

tory episodes.

Dr Leyden: 

I have a theory that people with this mixed genetic background

often are quite capable of tanning and therefore do not experi-

ence the acute adverse effects of sun exposure to the same

degree as fairer (blue-eyed, red-haired) individuals. They conse-

quently are able to accumulate more chronic photodamage.

Dr Marks:

I believe the diagnostic issue is too complex to be argued here.

In my opinion, this patient demonstrates the clear distinction

between acne and rosacea. Because there are few laboratory

markers of either acne or rosacea, the diagnosis depends main-

ly on clinical criteria. This patient has persistent erythema of the

convexities, interspersed with episodes of inflammatory papules,

and periodic conjunctivitis—a typical picture of clinical rosacea.

She has none of the classic signs of acne: comedones, sebor-

rhea, scarring, or lesions on the chest, back, or shoulders.

Case 6

Dr Marks:

This patient has papular rosacea with prolific lesions on the neck

(Figure 32). Unlike the papules associated with acne, the lesions

are monomorphic, hemispherical, non-tender, and all at the

same stage of development. The condition responded extremely

well to systemic tetracycline. Rosacea is not often observed on

the neck, but all the clinical signs are indicative of rosacea in this

case.

Dr Leyden: 

I would call that photodamage and not use the term rosacea.The

distribution is very unusual.

Dr Marks:

Rosacea outside of the face and neck is uncommon, but I esti-

mate that the neck is involved in perhaps up to 5% of patients.

The background erythema tends not to be as prominent as that

observed on the face.

Dr Shalita: 

Are the inflammatory lesions associated with rosacea usually

monomorphic, regardless of where they develop?

Figure 31

Figure 32
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Dr Marks:

Often, inflammatory lesions are monomorphic, but not always.

Pustules are observed in about 10% of patients, which I believe

is a reflection of the fact that pustules do not form in quite the

same way as papules.

Case 7

Dr Powell: 

This gentleman has advanced male-pattern alopecia and mod-

erate rosacea on the face (Figure 33), with extensive papules and

pustules on the scalp (Figure 34). Treatment with tetracycline

500 mg bid over 2 months cleared up his face and scalp. In my

opinion, the only extrafacial form of rosacea that I feel confident

diagnosing as representative of rosacea is seen on the male

alopecic scalp. There were no papules in hair-bearing areas of

the scalp.

Case 8

Dr Marks: 

This case is almost identical: a 67-year-old man with papular

rosacea of the face and bald scalp (Figure 35). Papular rosacea

of the scalp was first described by Gajewska in the British

Journal of Dermatology in 1975 in a series of 4 patients who had

typical papular, inflammatory rosacea of the face and bald areas

of the scalp.37 As presented here, the lesions did not occur on the

hairy area of the scalp. This variant of rosacea gives some cre-

dence to the involvement of light exposure in the pathogenesis

of the disease.

Case 9

Dr Strauss: 

The next case is a woman with numerous nodules that are

merged into plaque-like areas (Figure 36). She reported that the

disease was very mild at first, but gradually became more promi-

nent. No response was observed to topical metronidazole given

by her primary care physician. I consider her to be representa-

tive of a borderline group of patients with manifestations of

nodular and granulomatous disease. Biopsy of these lesions

would likely show granulomatous changes, although a biopsy

was not performed in this case. Because I was concerned about

a flare, the patient was started on a low dosage of oral

isotretinoin (10 mg/day), which was gradually increased to 

A C N Eacneacne
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40 mg/day. She was treated to 150 mg/kg total dose and

showed a very good response to therapy.

Dr Thiboutot: 

I would start this patient on oral corticosteroids before starting

oral isotretinoin.

Dr Shalita: 

I usually start with a low dose of oral isotretinoin, as in this case,

and then use oral corticosteroids if the patient has a flare.

Dr Leyden: 

I try to prevent flares by starting oral isotretinoin at a very low

dosage, such as 10 mg every other day.

Case 10

Dr Thiboutot: 

This patient is a 65-year-old woman with a 3-year history of vio-

laceous papules and plaques on the face (Figure 37). These

mostly involve the cheeks. She has not responded to treatment

with oral antibiotics (tetracycline and minocycline) and topical

therapies (metronidazole and sodium sulfacetamide). I believe

this patient has granulomatous rosacea. She is an older woman

whose brother has severe rosacea with rhinophyma and other

features of rosacea. Some of the lesions look somewhat viola-

ceous, but are in the characteristic distribution. I have not per-

formed a biopsy. Because she has not responded to convention-

al therapy, I am considering trying a course of oral isotretinoin.

Dr Marks: 

I agree that this patient has rosacea, but I would say she has

papular rosacea or inflammatory rosacea. In general I don't like

the term “granulomatous rosacea,” because that is a pathologi-

cal term confirmed only by obtaining a biopsy. Therefore, I rec-

ommend biopsy as the next step. The most experienced derma-

tologists may make mistakes clinically that are corrected by

biopsy examination. Obtaining a biopsy specimen should cause

minimal scarring, particularly if the sample is taken from an

inflamed area.

Dr Strauss: 

I agree that it is preferable to have a histopathologic diagnosis;

however, in patients such as the previous case, I think I can make

the diagnosis clinically. In these two cases, I would consider oral

isotretinoin to be a reasonable and effective treatment option.

Dr Powell:

I have to agree with Dr Marks on the need for a biopsy in this

case, because the patient has failed to respond to conventional

types of treatment. What exactly is the diagnosis? I find that in

such situations patients also want to know what’s going on and

are quite accepting of the need to take a biopsy.

Dr Shalita: 

Then the issue becomes not only obtaining the biopsy, but hav-

ing it analyzed correctly by a competent dermatopathologist.

Figure 36

Figure 37
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Case 11

Dr Thiboutot:

This is a 26-year-old female with severe facial erythema,

papules and pustules, and nodules, but she does not have

comedones (Figures 38 and 39). She reports frequent facial

flushing. She had been treated by another physician for acne

with tetracycline and topical retinoids with limited response. No

biopsy was performed. Physical examination revealed facial ery-

thema, papules and nodules, with a granulomatous appearance.

The diagnosis of granulomatous rosacea was made. The patient

responded well to treatment with oral isotretinoin, with clearing

of the papules and nodules, at a dosage of 40 mg/day for 

40 weeks. Is this rosacea or acne? She does have marked facial

erythema.

Case 12

Dr Strauss: 

This patient is in her late 50s and has severe rosacea with peri-

oral sparing (Figure 40). The lesions are tender. She has not had

treatment. Also, note the involvement of the nose. I consider this

to be a case of true granulomatous rosacea, which I present also

to raise the issue of treating rhinophyma. In spite of the fact that

she has not had previous therapy, I feel that the treatment of

choice in this case, and essentially the only option, is oral

isotretinoin. I have had good success with oral isotretinoin for

granulomatous rosacea, continuing treatment over a prolonged

period of time. In the past, I treated these patients with a stan-

dard course of oral isotretinoin, but found that relapses were

common when therapy was discontinued. Based on that experi-

ence, at the end of the full course of oral isotretinoin I often titrate

the dose down to find the lowest maintenance dose that will pre-

vent relapse. Unfortunately, there is no uniform maintenance

dosing schedule for these patients.

Dr Thiboutot: 

I take a similar approach, except that rather than using the stan-

dard full-dose schedule up front, I use low-dose oral isotretinoin

for a very long period of time. For example, I generally treat with

20 mg/day using the guideline of a total dose of 150 mg/kg,

which translates to 2 years of treatment for a patient who weighs

80 kg.

A C N Eacneacne
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Dr Strauss: 

I also have continued treatment for as long as 2 years in these

cases.

Dr Shalita: 

I consider 0.5 mg/kg/day the maximum dose in this patient

group. I’ve treated a similar patient using this approach for about

16 months. I find that after a long course of oral isotretinoin,

these patients tolerate topical preparations more readily as

maintenance therapy. However, they may require re-treatment

with oral isotretinoin at some point.

Dr Marks: 

Oral isotretinoin also has an effect on rhinophyma in these cases.

We conducted a study of volume changes using plaster casts

and image analysis, and were able to objectively measure a

reduction of volume after treatment with oral isotretinoin.38

Dr Powell: 

Although the change in rhinophyma is very minor. If you tell these

patients that oral isotretinoin will improve the rhinophyma, they

will be disappointed.

Dr Leyden: 

If rhinophyma is mainly the result of sebaceous gland hypertro-

phy without much fibrosis or permanent edema, then I would

expect oral isotretinoin therapy to produce marked improvement.

If the patient has fibrosis and edema, then the benefit will likely

be less pronounced.

Dr Strauss: 

I would agree. Some of the sebaceous hyperplasia is going to

disappear over time.

Dr Shalita: 

Another issue is how long to wait to sculpt the nose due to con-

cerns about the effect of oral isotretinoin on wound healing.

Theoretically, it may take time for the sebaceous glands to

regenerate or come back to reasonable size to contribute to

wound healing after oral isotretinoin therapy. In my experience,

however, patients on oral isotretinoin who had surgery including

knee surgery, shoulder surgery, and rhinoplasty had no problems

with wound healing. In the case of dermabrasion, one of several

surgical techniques used for rhinophyma, the wire brush tech-

nique, may be a better tolerated option after oral isotretinoin

compared to the diamond fraise method, which generates a lot

of friction and heat.39

Dr Leyden: 

In the United States, some dermatologic surgeons are vehement

that surgery should be delayed for at least 1 year after discon-

tinuation of oral isotretinoin. That has become the prevalent

thinking, but I believe the literature and our experience do not

support such a conservative approach.

Dr Strauss: 

I would wait at least 6 months after oral isotretinoin is discontin-

ued. The effect of isotretinoin on wound healing is not clear.
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Dr Powell: 

There is a famous painting called “An Old Man and his

Grandson” by an Italian painter named Ghirlandaio dating back

to 1490.40 It shows an old man with rhinophyma who, as in many

cases of rhinophyma, has no other features of inflammatory

rosacea. A self-portrait by Rembrandt in 165941 also shows a

moderate degree of rhinophyma with no evidence of inflamma-

tory rosacea.A series of self-portraits from when Rembrandt was

quite young up until later in life demonstrates the progressive

change over time.These paintings illustrate the point that inflam-

mation is not necessarily a component of rosacea. It certainly

can occur in rosacea, just as seborrheic dermatitis can occur

with rosacea, and it does occur in a significant number of

patients. Similarly, while rhinophyma can occur in association

with rosacea, it is not necessarily an endpoint.

Case 1

Dr Hunter: 

The next patient is a middle-aged man with a several-year his-

tory of what I call a chronic “ploughed field” type of acne with

depressed scars dominating the picture along with a few

acneiform lesions. These clinical signs were not indicative of 

rosacea, but then he developed a bulbous, strawberry-like 

condition of the tip of his nose comprising soft tissue hypertro-

phy and erythema with coarse pores—typical of rhinophyma

(Figure 41).

Case 2

Dr Marks:

This is another patient with rhinophyma (Figure 42), which is 

predominantly seen in men. The sebaceous gland hypertrophy is

observed spreading out on to the cheeks in this patient. It is 

not uncommon for the ears and chin to also be affected by 

phymatous changes.

A C N Eacneacne
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Case 3

Dr Thiboutot:

This is a 64-year-old man with extensive rhinophyma and mini-

mal other features of rosacea (Figure 43). He has a few telang-

iectasias on each cheek and mild erythema, but no papules or

pustules. He was concerned about the enlargement of his nose

and underwent surgical treatment with a combination of the Shaw

scalpel and carbon dioxide (CO2) laser, which cuts and cauterizes

at the same time. He was very pleased with the result (Figure 44).

Dr Strauss: 

This group of images definitively shows that rhinophyma can be

present without other signs of rosacea. As far as managing

rhinophyma, treatment is mostly surgical with a number of

options available. My impression is that because of abundant

epithelial tissue and sebaceous gland epithelial tissue there is a

rapid resurfacing and patients heal beautifully with most surgical

techniques.

Dr Thiboutot:

Cryosurgery, dermabrasion, electrocautery, scalpel excision, and

laser therapy are all used in various combinations for rhinophy-

ma.39 The CO2 is the most commonly used laser treatment in this

setting although there is also some experience with the argon

laser. My colleague does many of these procedures and often

uses the combination of Shaw scalpel with CO2 laser.

Dr Hunter: 

It has been suggested that the use of sunscreen early in the

development of rhinophyma could help delay progression. Is this

a reasonable recommendation?

Dr Marks: 

It has been demonstrated that sunscreens used adequately for

long periods of time do reverse existing photodamage. Use of

sunscreens, for example, has been shown objectively to improve

solar elastosis42 and prevent solar keratoses.43 If photodamage

plays a significant role in the etiology of rhinophyma, as I believe

it does, then it’s quite logical that sunscreens might improve

early rhinophyma and rosacea in general. Histologically, there

certainly is a background of considerable elastotic damage in the

connective tissue in rhinophyma.

Dr Powell: 

Patients come in with early rhinophymatous changes and they

are very concerned about where it might lead. It would be very

helpful to have some treatment options to approach these

patients with early disease.

Figure 43

Figure 44

Figure 42
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Case 1

Dr Marks: 

This is a 60-year-old man who I think has lymphedematous

rosacea (Figure 45). As this photograph demonstrates, lym-

phedematous rosacea is often unilateral. And it is very difficult to

do much about it. Swelling of the skin is quite typical of rosacea

and it is also well recognized that rosacea may occur in discrete

areas. He has a characteristic feature of rosacea—what I call a

rosaceous “pad” or thickening in the center of the forehead

which you can just detect in this 2-dimensional image (Figure

46) but which is more obvious when viewed in situ from the

patient’s side.

Case 2

Dr Marks: 

The next case shows rosacea that developed on one side of the

face only (Figure 47).

A C N Eacneacne
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Case 3

Dr Powell: 

This patient is a diabetic who works as a gasoline pump atten-

dant. He had inflammatory rosacea, papules and pustules, rhino-

phyma, and severe edema (Figure 48). I find that many patients

with edematous rosacea do not necessarily have these other

classic signs. He reported that every morning he would lie in bed

and massage his eyes before he was able to open them.

Under Dr Marks’ suggestion I have biopsied quite a number of

these patients and find an abundance of mast cells in the skin.

This is a very unusual finding and the relationship to edema is

unclear.

Dr Fried: 

The finding of mast cells is interesting, because some of the

patients I have seen with this presentation report uncomfortable

tingling if not frank pruritus. I’ve tried low dose antihistamines in

these patients and I wonder what role mast cells play if any.

Dr Powell: 

I have treated a few patients with prolonged antihistamine ther-

apy and they do report a slight reduction in redness. I am not

convinced the edema is improved, but they feel a bit better with

treatment.

Dr Marks: 

Mast cells are present in many edematous states, so I do not

think it is specifically associated. The presence of mast cells in

rosacea has been described previously.

Dr Marks: 

This condition should be distinguished from the persistent facial

edema observed in Melkersson-Rosenthal syndrome and from

solid facial edema. I find edematous rosacea very difficult to treat.

There has been some suggestion that these patients can be

helped using surgical reduction, but I have no experience with it.

Dr Shalita: 

I have tried laser therapy and in some cases intralesional corti-

costeroid injections, but with limited results. There is temporary

improvement and then recurrence. Blepharoplasty may be an

option in some of these cases.

Dr Thiboutot: 

I have put a few patients on intermittent courses of prednisone

and the edema was reduced somewhat, but the effect is 

temporary.

Figure 48
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Dr Strauss: 

Perioral dermatitis represents a complex group of diseases of

which there may be one definitive entity of unknown cause and

then a variety of other disorders with different causes. In dis-

cussing rosacea, perioral dermatitis is included more as a con-

sideration in differential diagnosis than as one of the classical

complex of rosacea diseases. Perioral dermatitis and rosacea

share a plethora of etiological theories, but no definitive patho-

genesis.

Case 1

Dr Marks: 

This is a 19-year-old woman with typical features of perioral der-

matitis (Figure 49). She has numerous micropapules and small

pustules, and there is a clear area around the vermilion border of

the lips. She has some erythema and papules around the nos-

trils. In this condition, the nasolabial folds are preferentially

affected, as opposed to rosacea where they are only peripheral-

ly involved. This disorder is seen predominantly in women

between the ages of 15 and 20 years. I would estimate that 80%

of patients with perioral dermatitis are women in that age group.

These patients do very well with tetracycline, without the use of

topical preparations.

Case 2

Dr Powell: 

This is a similar case—a 22-year-old woman with dermatitis

focused around the perioral area (Figure 50). She also has

involvement of the periocular area. I regard this disorder as fair-

ly easy to treat with the cases that I have seen.

A C N Eacneacne
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Case 3

Dr Fried: 

This is a 32-year-old woman with a 6-month history of recalci-

trant perioral dermatitis (Figure 51). She had been using des-

onide lotion and refused to discontinue its use. She would not

take any oral medications, including oral antibiotics. I present this

patient not so much for the perioral dermatitis, but because she

had become essentially housebound secondary to obsessive

preoccupation with her facial eruption. She was delusional with

regard to the condition, convinced this was being done to her by

some vague outside source. Often the outside source is the

patient, who is rubbing the area or causing friction in some way.

I was the sixth dermatologist she had seen. The only medicine

she would agree to take was olanzapine (2.5 mg/day), which is

one of the newer atypical antipsychotic agents. After 1 month of

treatment with olanzapine, she was less preoccupied with her

condition and allowed initiation of doxycycline 100 mg/day and

metronidazole cream applied nightly. The corticosteroid lotion

was tapered over a 6-week period.

Dr Strauss: 

Here is another case of perioral dermatitis where friction is like-

ly a complicating if not initiating factor (Figure 52). And here are

photos of perioral dermatitis in an older woman (Figure 53) and

a young man (Figure 54), illustrating that although perioral der-

matitis occurs mainly in young women it does occur in different

patient populations.

As for the etiology of perioral dermatitis, friction appears to be a

factor as suggested by some of the cases presented. When peri-

oral dermatitis became more prevalent in the US in the 1960s to

1970s other theories were quite common. One theory was that

perioral dermatitis was caused by topical acne medications.

Another theory held that the cause was fluoride in toothpaste.

I recall one or two patients who did show improvement after 

discontinuing use of fluoride-containing toothpaste.

Figure 51

Figure 52

Figure 53

Figure 54
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Dr Thiboutot:

Very often perioral dermatitis develops suddenly with no history

of any facial dermatoses, and with no prior use of corticosteroid

preparations. I have seen teenage girls who have episodes of

perioral dermatitis with no history of acne and no use of make-

up or any topical preparations on the face. It erupts suddenly

without any obvious precipitating factors.

Dr Marks:

In Europe, the predominant thinking is that perioral dermatitis is

a disorder caused by topical corticosteroids. I don’t necessarily

align myself with that view. Certainly it seems to be associated

with—though not necessarily caused by—the use of cortico-

steroid creams.

Dr Leyden: 

I have always thought of it as a phenotype, like “diaper rash”,

which can have multiple etiologies. “Perioral” simply defines

where the problem is. Use of topical corticosteroids is one of the

more clearly defined factors in some patients. Contact dermati-

tis can produce the less papular, more epidermal type of rash.

Friction or other sources of external pressure on the skin are

other factors. In some patients, perioral dermatitis may be a sub-

variant of rosacea.

Dr Marks:

All of these conditions can simulate what we mean by perioral

dermatitis, but they are not perioral dermatitis, which I would

submit is a disorder that runs true to type. Perioral dermatitis

largely occurs in particular populations and usually responds well

to treatment. There are clinical signs that are very suggestive of

this disorder—micropapules, distribution of lesions in the perio-

ral area including the nasolabial folds, and absence of persistent

erythema that is commonly observed in rosacea. I think those

features are characteristic, if not specific.

Dr Leyden: 

The variant of perioral dermatitis with epidermal scaling and

what Dr Marks calls micropapules is more likely to be associat-

ed with topical corticosteroids.

Dr Hunter: 

I would not categorize some of the examples shown here as peri-

oral dermatitis. The patients who are suspected of rubbing and

causing a friction-related rash certainly have a form of dermati-

tis that is perioral, but I would not say that is perioral dermatitis.

I view perioral dermatitis as a persistent erythematous eruption

comprising tiny papules and papulopustules (finer than in

rosacea) principally around the mouth. Some fine scaling may

also be observed in perioral dermatitis, whereas scaling is not a

typical feature of rosacea. The key differentiating factor is that

true perioral dermatitis is sensitive to tetracycline.

Dr Powell: 

I would agree. An important point here is that perioral dermatitis

is in the differential diagnosis of rosacea. However, it is a differ-

ent disorder and tends not to be recurrent or persistent in the

same way as rosacea. It’s important to differentiate it from true

rosacea.

A C N Eacneacne
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Rosacea or Acne?

Case 1

Dr Marks:

The next case is that of a young man with brownish-red papules

on the chest and face (Figure 55), with no redness observed on

the surrounding skin. Histologic examination showed a granulo-

matous infiltrate with caseating necrosis. The diagnosis was

acne agminata, also called lupus miliaris disseminatus faciei,

characterized by red-brown, dome-shaped indolent papules.

This is not rosacea; it has been included as a granulomatous

form of rosacea, but is now considered a distinct disorder.44

Essentially, this is a difficult and intractable disorder to treat. In

my experience, no antimicrobial or anti-inflammatory agent has

any effect. Various treatments have been reported to produce

some benefit in the treatment of this condition, including pred-

nisone, dapsone, and isotretinoin, but controlled trials have not

been conducted.44-46

Dr Leyden: 

The lesion under the eye has the appearance of sarcoidosis. How

do you recognize this condition?

Dr Hunter: 

The lesions are red-brown, monomorphic, very discrete, and

found on the face, eyelids, ears, shoulders, and chest. Eyelid

lesions are common. I agree this is a very difficult condition to

treat. Cycline antibiotics are not effective although sometimes

the lesions resolve spontaneously over time. This is another

instance in which biopsy may be helpful, because patients often

want a definitive diagnosis with a condition that is so resistant to

treatment.

Differential Diagnosis

Figure 55
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Case 2

Dr Marks:

This gentleman predominantly has acne, with a seborrheic glaze

to his skin, scarring, and redness in areas that are typically

spared in rosacea (Figure 56). He presented with persistent acne

over many years. I believe he has what I call “red acne,” in which

the chronic inflammation of acne causes persistent vasodilation

and this rosaceous background. He may have rosacea inde-

pendent of the acne as elements of both diseases were evident

on biopsy. I find it very difficult to help this group of patients who

have acne early and eventually develop this red background to

their skin.

Dr Leyden: 

This patient may have acne with a background of rosacea, par-

ticularly looking at the nose. I find it interesting that the presence

of erythema in certain areas, such as the nasolabial folds, is suf-

ficient for Dr Marks to make a determination that this condition

is not rosacea. I would like to see the histologic signature of acne

as described by Strauss and Kligman—i.e. the presence of a

residual comedonal lesion—before I say this is rosacea and

acne (or “red acne” as you like to call it).

Dr Hunter: 

My guess is that this patient has a long history of facial acne and

probably has been treated with a variety of therapies over time.

Most family physicians would likely treat this patient with oral

isotretinoin. However, in my opinion, isotretinoin might help only

in the short term.

Dr Leyden: 

Based on my experience, I would expect to see considerable

improvement in this patient on long-term oral isotretinoin thera-

py. I would treat him with a course of oral isotretinoin at the stan-

dard dose and then continue therapy at a very low dose (10

mg/day) provided the patient was tolerating the drug well. For

female patients, I would start treatment with a course of

isotretinoin and then switch to spironolactone or spironolactone

plus oral contraceptives.

Dr Hunter: 

This patient does not yet have that ploughed field appearance,

but he seems to be heading in that direction. I have seen one or

two patients with a similar appearance who had hidradenitis

elsewhere. It was hoped early on that oral isotretinoin would be

helpful, but I have found it basically useless for that condition.

Dr Leyden: 

The effectiveness of oral isotretinoin for hidradenitis depends on

when in the course of the disease it is given. Isotretinoin therapy

has little effect for extensive hidradenitis. However, I find it can be

useful if started at an early stage of disease. Certainly,

isotretinoin is not nearly as effective for hidradenitis as it is for

treating acne.

Case 3

Dr Thiboutot:

This is a 41-year-old female with facial flushing and erythema,

telangiectasia, and papules around the mouth, chin, neck, and

cheeks (Figure 57). Unfortunately, the telangiectasia is not well

shown here. She also has a few comedones on the forehead and

chin. As shown, her skin tends to be oily. Prior to our discussion,

I considered her to have both acne and rosacea because of the

presence of erythema and telangiectasia as well as comedones.

I treated her for both conditions with benzoyl peroxide/clin-

damycin gel and adapalene gel. She responded well to treat-

ment.

A C N Eacneacne
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Dr Marks:

I agree that she probably has acne and rosacea. However, this

case may be another example of “red acne”.The background ery-

thema may be the result of significant inflammation from acne.

Dr Powell: 

I have seen patients with a history of acne who developed

rosacea and had a few comedones on their face. The presence

or absence of comedones is not an absolute criterion to differen-

tiate acne from rosacea.

Case 4

Dr Powell: 

This patient was told that she had rosacea (Figure 58) and received

various treatments for rosacea with little benefit. I was not certain

whether she had rosacea or acne vulgaris, but I treated her with oral

isotretinoin at a low dose (0.5 mg/kg/day) over a period of about 6

months. Her skin shows considerable improvement (Figure 59).

Dr Marks: 

In young women in a predominantly Catholic country, do you

insist on patients going on an oral contraceptive before starting

oral isotretinoin therapy?

Dr Powell: 

Generally, before we start oral isotretinoin therapy, we go into

great detail about the risks and contraindications of therapy. All

patients (and parents of young patients) sign a consent form,

which states that patients agree to take appropriate contracep-

tive measures. We do encourage patients to take oral contracep-

tives. However, some patients insist that they are not sexually

active and will not take oral contraceptives.

Dr Strauss: 

It depends upon the patient, but I want to point out a finding from

a large epidemiologic study of women on oral isotretinoin thera-

py for acne.47 The authors found that about one third of patients

who were sexually abstinent at the time of initiation of isotretinoin

therapy became sexually active during therapy. For that reason,

it is essential to thoroughly discuss contraception with female

patients on each visit during therapy.

Dr Thiboutot:

I take a different approach. In a young girl with acne who has

failed conventional therapy, I say the next step is an oral contra-

ceptive. If such hormonal therapy is not effective, then the next

step is oral isotretinoin. I present the oral contraceptive as part of

therapy, which in many cases is so effective that treatment with

Figure 57

Figure 59

Figure 58
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oral isotretinoin is not necessary. I go through all of the consent

procedures and talk about why it’s important to continue to take

the oral contraceptive while on isotretinoin.

Dr Shalita: 

Hormonal therapy is a proven treatment for acne. Some groups

of patients will only accept hormonal therapy when put into that

context. Their religion may not allow contraceptives but hormon-

al treatment may be considered acceptable.

Case 5

Dr Shalita: 

This series of patients shows what I thought before this discus-

sion was acne in patients with rosacea or a rosacea-like back-

ground. The first patient is an 18-year-old woman with moderate

papulopustular acne (Figure 60). She was treated with tretinoin

and developed considerable erythema. In patients with fair, sen-

sitive skin such as this patient, the sorbic acid preservative in

some topical tretinoin preparations may contribute to the facial

erythema. In this case, the condition eventually cleared despite

the presence of erythema.

These two patients were participants in the original clinical trials

of oral isotretinoin, all of whom had severe nodular acne and

rosacea or rosacea-like complexions (Figures 61 and 62). All of

these patients completely cleared on oral isotretinoin.

Dr Powell: 

I like Dr Marks’ term “red acne,” because I would classify these

patients as having acne with erythema. I do not believe rosacea

is part of the problem, but because of the redness they have

been put into the category of rosacea. This harkens back to our

earlier discussion of classification and etiology. The redness

observed in these patients is likely due to chronic inflammation.

Dr Leyden: 

If that is the case, then when the acne resolves with oral

isotretinoin therapy the erythema should resolve as well. I would

think that the erythema observed in these cases would persist.

Dr Marks: 

I think in some cases the erythema probably does persist, some

due to persistent vasodilation on the basis of structural damage,

and some as a result of chronic inflammation from persisting acne.

A C N Eacneacne
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Dr Shalita: 

Do people with so-called “red acne” commonly develop rosacea?

Dr Marks: 

That is a very difficult question to answer, but I would say with

assurance that “red acne” or acne with erythema is not rosacea.

Case 6

Dr Leyden: 

This is a 45-year-old woman with a lifelong tendency to flushing

that worsened with the onset of perimenopausal hot flashes. She

developed papules and deep nodules that were relatively unre-

sponsive to minocycline given in a dosage of 100 mg bid

(Figures 63 and 64). I treated her with oral isotretinoin to a total

dose of 150 mg/kg and she completely cleared with no compli-

cations associated with treatment. I use the term “nodular

rosacea” in this case to mean nodular areas of inflammation as

opposed to papules.

Dr Hunter: 

My opinion is that this patient has cystic acne, even if she had

no prior history of acne. She has coarse pores, extensive scar-

ring, bridged scarring, and appears to have sinus tracts that have

ruptured. If the patient were 25 years old, there would be no hes-

itation to call this acne.

Dr Strauss: 

I think most of us would agree that this is acne.

Dr Leyden: 

I consider this an interesting case that does not fit neatly into one

category. All of this developed after she became perimenopausal

and started having hot flashes. She has a lifelong history of flush-

ing easily and no history of any facial dermatosis until she

became perimenopausal. She then developed these areas of

intense inflammation that has resulted in loss of tissue or atroph-

ic scarring.

Case 7

Dr Shalita: 

This is a patient referred to me by another physician. She is a 40-

year-old woman with a long history of facial redness, pain, and

tenderness, which had previously been diagnosed as rosacea

(Figure 65). She also had a history of repeated flushing and

blushing, which did not respond to treatment with three different

beta blockers.Figure 63

Figure 64

Figure 65
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Some modest benefit was noted with topical tacrolimus and

intense pulsed light (IPL) therapy. Rather than using laser tech-

nology, IPL uses a broad-spectrum, high-intensity light in a range

of wavelengths to penetrate to the subsurface skin layers.

Studies have shown improvement of telangiectasia in a high per-

centage of patients treated with IPL therapy.48-50 In general, treat-

ment-related side effects were minimal and considerably less

than with laser treatment.

In this patient, V-beam laser therapy yielded no benefit. At the

time of her visit, she was taking a cyclooxygenase-2 inhibitor,

doxycycline, and an antihistamine. The patient is allergic to sulfa

drugs. She apparently had a complete workup for carcinoid,

which found no abnormalities. The extent of the patient’s dis-

comfort is demonstrated by the fact that she was constantly fan-

ning her face in a cold, air-conditioned room.

I suggested that the referring physician add a very low daily dose

0.25-0.5 mg/day of oral dexamethasone. I believed there was a

significant psychological component to this patient’s condition, not

the least of which was depression. I referred her to one of our res-

ident psychiatrists and she did not appear to have any insight into

her psychological problems,but at least the subject was introduced.

Case 8

Dr Leyden: 

I have included this case to spark some discussion regarding the

term “rosacea fulminans” that Plewig and Jansen introduced to

further define the condition generally called pyoderma faciale.51

This is a 35-year-old woman with a history of flushing, scattered

papules, telangiectasia, and facial erythema who suddenly

developed widespread nodules that coalesced into plaque-like

areas (Figure 66).This severe, sudden onset was associated with

significant life stress. She had no fever or lymphadenopathy.

Cultures of lesions showed only P acnes. She responded to a

course of oral isotretinoin, given to a total dose of 150 mg/kg.

With her history of flushing, papules, and erythema, I think it rea-

sonable to say that she had a background of rosacea.

Most of us would call this pyoderma faciale, but it has been sug-

gested that this condition is a form of rosacea analogous to acne

fulminans. The question remains: what is pyoderma faciale? Is it

explosive acne or is it explosive rosacea?

Dr Marks:

I believe that this is severe inflammatory acne or acne fulminans.

The idea of rosacea fulminans is inimical to what I believe. As we

have discussed, there is considerable confusion as to the distinc-

tion between acne and rosacea. First of all, acne and rosacea are

both common disorders so they do coexist. Secondly, in some

cases, long-standing acne causes inflammation and a back-

ground of erythema, which we have discussed. Thirdly, one of

these disorders sometimes predisposes patients to the other.

Nevertheless, acne and rosacea are two separate disorders with

differentiating characteristics, as I described previously.

Dr Powell: 

In the rosacea classification system referred to earlier, we sug-

gested that categorizing the condition popularly known as pyo-

derma faciale as a type of rosacea is premature. In my opinion,

this is acne and highlights a central problem in conducting

research in rosacea. We have now looked at a range of condi-

tions that are thought to represent the spectrum of rosacea. On

one end is flushing, which has been characterized as pre-

rosacea and, at the other end, is pyoderma faciale, which is

characterized by some as the most extreme variant of rosacea.

Neither extreme represents my concept of rosacea.
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Dr Leyden: 

I don’t disagree, except that by history this patient had rosacea

characterized by flushing, papules, telangiectasias, and erythe-

ma. I would say at present she is having an explosive, inflamma-

tory process that is perhaps more related to acne than rosacea.

Dr Thiboutot:

Is pyoderma faciale acne? In the few cases that I have seen, the

condition erupts suddenly in patients with no history of acne or

rosacea. It seems to be a distinct condition.

Dr Shalita: 

In this case, we simply do not have the answer. I also have seen

patients with a sudden onset of pyoderma faciale with no histo-

ry of flushing or telangiectasia.

Dr Fried: 

Was this patient treated with concomitant oral corticosteroids?

Dr Leyden: 

I did not use them in this case.

Dr Shalita: 

If patients are in the acute phase of flaring, then I will start them

on antibiotics and oral corticosteroids. I then gradually taper the

corticosteroids and introduce oral isotretinoin at very low dose

(10 mg/day). If patients have already flared and are stable, then

I start with low-dose isotretinoin.

Rosacea or Systemic Disease?

Dr Strauss: 

The next four cases are presented to remind readers that clini-

cal lesions suggestive of rosacea may be a sign of underlying

systemic disease. These cases point to a recurrent theme that

differential diagnosis of rosacea, particularly with acne, may be

difficult in many of these patients.

Case 1

Dr Powell: 

This is a woman with erythematous papules suggestive of

rosacea (Figure 67), which did not respond to any conventional

treatment (systemic and topical antibiotics) under the care of her

general practitioner. As can be seen, she had firm erythematous

papules with no pustules. Given the limitations of making a 

diagnosis based on a photograph, what is the diagnosis in your

estimation? 

Dr Marks:

Papular rosacea.

Dr Thiboutot: 

Papular rosacea.

Dr Leyden: 

Acne.

Dr Shalita: 

Acne.

Dr Fried:

Acne.

Dr Hunter: 

Acne.

Figure 67
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Dr Powell: 

We did perform a biopsy in this case and histology showed

Jessner’s lymphocytic infiltrate.

Dr Marks:

This illustrates the point I made earlier; in many cases, it is not

possible to make an accurate diagnosis without histology.

Case 2

Dr Marks:

The next case is a 32-year-old woman with a facial rash present

for the past 6 months (Figure 68). What would panel members

say is the diagnosis? 

Dr Thiboutot: 

Steroid rosacea.

Dr Leyden: 

Steroid rosacea.

Dr Shalita: 

Steroid rosacea, but I would biopsy in this case.

Dr Powell: 

Lupus miliaris disseminatus faciei or steroid rosacea.

Dr Fried: 

Agree.

Dr Hunter: 

Sarcoid.

Dr Marks:

The patient has systemic lupus erythematosus (SLE); she had a

positive ANF and histologic changes typical of SLE with a

perivascular lymphocytic cuffing. She had received no prior treat-

ment for the condition and had no exposure to topical cortico-

steroids.

Case 3

Dr Marks:

This is a 70-year-old man with a mauve coloration to the facial

skin and slight swelling especially around the eyes (Figure 69).

He complained of muscle pain and weakness. Diagnosis? 

Dr Hunter: 

Actinic reticuloid or a related condition. I would take a biopsy in

this case and follow the patient closely.

Dr Fried: 

Collagen vascular disease or some perineoplastic condition.

Dr Powell: 

Carcinoid.

Dr Shalita: 

Carcinoid.
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Dr Leyden: 

Carcinoid or severe photodamage.

Dr Thiboutot: 

Photodermatitis or dermatomyositis.

Dr Marks:

It is dermatomyositis. The muscle enzyme levels in the blood were

extremely elevated. Unfortunately, the patient died. Key features are

the swelling of the area around his eyes and the heliotrope discol-

oration, which is more violaceous than appears in the photograph.

Case 4

Dr Powell: 

This is a patient who might be thought initially to have rosacea,

but who actually has carcinoid syndrome (Figure 70). There is

very diffuse flushing not only of the face but also of the neck and

upper chest that is quite different than flushing associated with

rosacea. She had systemic symptoms including diarrhea, bron-

chospasm, and wheezing. The photograph shows the distressing

extent of the flush in some patients with carcinoid.

Dr Leyden: 

The constellation of symptoms observed in this patient is clearly

indicative of carcinoid.

Dr Powell: 

Yes, I think the more typical patients with rosacea and those

young flushers with a psychosomatic component are easily dif-

ferentiated from patients with a systemic condition like carcinoid.

In general, a complete workup is not necessary in most patients

with flushing although a negative workup sometimes is reassur-

ing for patients who are very concerned.

Dr Strauss: 

This series certainly points to the need for a biopsy when the

diagnosis is in doubt.

Figure 70
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Dr Fried: 

All of us are aware that the National Rosacea Society surveys

consistently show a substantial impact of rosacea on self-image,

relationships, and overall psychosocial functioning. Common

emotional responses include anxiety, fear, anger, and often

despair with regard to how the dermatosis may progress. For

psychological equilibrium to exist, people have to have some

sense of control over their disease and their environment. The

capricious nature of rosacea, and acne for that matter, sets the

stage for negative, emotional reactions. From a stimulus

response model, regardless of what triggers an exacerbation of

rosacea, the concomitant emotional reactions of the affected

individual continue to fuel that response. The flush, and the anx-

iety and agitation that follow, become conditioned responses.

Much of what we do therapeutically, therefore, is give people an

enhanced sense of control over what I call the psychocutaneous

cascade and the ability to modify or extinguish that conditioned

response. I think as we give them a sense of enhanced control,

anxiety, agitation, and skin reactions decrease.

Many of us have observed that there is a spectrum of awareness

in patients with rosacea. Some patients with marked disease are

relatively unconcerned and others with minor symptoms (or

sometimes even an absence of symptoms) are obsessively pre-

occupied. That excessive preoccupation can be obsessive-com-

pulsive disorder (OCD) or body dysmorphic disorder (BDD) and

can be treated successfully in many cases with selective sero-

tonin reuptake inhibitors (SSRIs) and other psychotropic agents.

As has been alluded to in our discussion, it's important to give

patients assurance that the progression of disease can be

slowed or stopped.

Case 1

This is a 56-year-old woman with longstanding rosacea (Figure

71). I see rosacea as analogous to alcoholism in that it is very

insidious in the ways it steals from the individual their range of

activities. This patient reported a narrowing of social activities

secondary to her distress about her appearance.

A C N Eacneacne
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Over time, she did less and less. She reported marked tachycar-

dia in anticipation of going anywhere, with a subsequent wors-

ening of rosacea symptoms. Treatment for rosacea consisted of

minocycline 75 mg bid, metronidazole cream, and sodium sul-

facetamide wash. She also was given propranolol 20 mg bid.

Marked improvement was noted and the patient was gradually

able to resume much of her social activity. She was on and off

antibiotics for the inflammatory, papular rosacea, but psychoso-

cially she did well with the addition of the beta blocker.

Case 2

This is a 32-year-old woman with labile rosacea. Excellent con-

trol of the condition was demonstrated when the patient was not

stressed (Figure 72), but she reported exuberant erythema,

flushing, and upper body and facial diaphoresis with minimal

emotional provocation. Treatment consisted of doxycycline 20

mg bid, topical vitamin C lotion, metronidazole cream applied

nightly, and propranolol 20 mg bid. The eliciting factor that initi-

ates the flushing is not her primary concern. The major issue for

her is that she becomes very distressed about the

blushing/flushing. In contrast to this picture, when she first pre-

sented she did have more classic rosacea. She had some very

small inflammatory papules, which improved with doxycyline

treatment. However, antibiotic and topical therapy did not have

any effect on the vascular component.

Beta blockers can effectively block the second wave of the

blush/flush reaction—the adrenergic “Oh no, not now!” reaction

that is often subjectively experienced as tachycardia, tremulous-

ness, and tachypnea. In general, I find that low doses of beta

blockers have a stabilizing effect by minimizing these symptoms

but, perhaps more importantly, they give patients an enhanced

sense of control so they can stop that domino effect. This patient

reports that she carries the propranolol with her and it gives her

a sense of security.

I explain to patients that we are trying to help alter the skin’s

over-reactivity. While we often do not know what initially caused

the skin reactivity, we have medications and techniques that can

help their skin to return to normal.Thus, in a nonhostile, nonjudg-

mental way, we are transferring the locus of responsibility to the

patient and offering effective techniques to control their rosacea.

The expectation in these cases should be realistic; we are not

going to completely eliminate the tendency to flush.

Dr Shalita: 

I find that there are patients for whom the beta blockers work

spectacularly well. There are others like the patient I presented

earlier, however, in whom beta blockers had absolutely no effect

(see Figure 65). Nevertheless, I think it is definitely worth trying

because of the potential benefit.

Dr Leyden: 

The point about secondary amplification of the flushing resulting

in tachycardia is a good clue as to the type of patient that would

most benefit from treatment with a beta blocker. In general, how-

ever, it is not likely to diminish the tendency to flush unless that

secondary anxiety is a factor.

Dr Powell: 

I think this group of anxious patients who are difficult to treat may

benefit from reviewing the factors that exacerbate their flush,

such as diet, alcohol, heat, cold, etc. They also may benefit from

advice in regard to cosmetic cover, because there is the poten-

tial to reduce their situational anxiety and give them a sense of

control not only by taking medication but through their behavior

as well. I think this is one group where spending time talking

about these issues is worthwhile.

Figure 72
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Case 3

Dr Fried: 

This is a 34-year-old woman with recalcitrant rosacea (Figure

73). She had persistent, exuberant erythema and very distress-

ing flushing/blushing, which markedly impaired her psychosocial

functioning. She had been treated with doxycycline 100 mg/day,

topical metronidazole, sodium sulfacetamide, and I added ven-

lafaxine 37.5 mg bid to her regimen. She improved with the

addition of this low-dose antidepressant, perhaps in part due to

the purported stabilizing effect of venlafaxine on the cutaneous

vasculature independent of its antidepressant effects.

Case 4

The next case is a 52-year-old man with mild acne and persist-

ent excoriation (Figure 74). There was some chronic, soft-tissue

swelling here and he had been treated previously for erysipelas.

Biopsy showed excoriated rosacea. He did have mild rosacea, but

it was not particularly significant and certainly was not his primary

problem. Clindamycin/benzoyl peroxide applied nightly controlled

the acne component. To help stop excoriation, the patient was

given sertraline 150 mg in addition to biofeedback and relaxation

training.These nonpharmacologic interventions have been shown

to be legitimate adjunctive therapy for a variety of cutaneous dis-

orders.52 Gradually, the active excoriating behavior subsided.

The question in people who excoriate is, “did they have OCD-like

symptoms at baseline or did this evolve into an OCD-type picture?”

This patient had a build up of tension, would pick the skin, feel tran-

siently better, and then look in the mirror and feel miserable because

of his condition. I think this represents a classic OCD-like cycle.

When I introduce a psychotropic drug to these patients, it’s never

with the straightforward message that I think they have a psychi-

atric disturbance. I tell patients that their skin has become hyper-

reactive. Sometimes there is a recognizable primary dermatosis

(eg, acne, rosacea, eczema, or psoriasis), but often there is not.

I explain that medicines have been shown to help decrease that

skin reactivity. The medication is more acceptable in that context.

Case 5

This is a 58-year-old woman with longstanding rosacea charac-

terized by persistent erythema and flushing (Figure 75). The

patient smoked heavily and had a long history of depression and

anxiety. Treatment consisted of bupropion 150 mg/day (increas-

ing to 150 mg bid), metronidazole cream applied at night, and

sodium sulfacetamide lotion in the morning. She also underwent

biofeedback and relaxation training for 8 weeks. By the end of 8

weeks, she had stopped smoking and her skin was much

improved. She also reported amelioration of her depression and

anxiety.

A C N Eacneacne
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It is impossible to know which came first: troubling rosacea lead-

ing to emotional sequelae or emotional distress that worsened her

dermatologic disorder. Regardless, bupropion has been shown to

be effective in reducing addictive behaviors and alleviating

depression. Biofeedback and relaxation training also has demon-

strated efficacy for addiction and inflammatory dermatoses.52

I consider the endpoint in these cases not to be cure—of

depression, anxiety, or rosacea—but improvement. The role of

antidepressants, which ones to use, at what doses, and the

threshold for introducing them are difficult questions for all of us.

Clinical severity does not predict emotional impact. The point I

would like to emphasize is that there are several effective psy-

chotropic agents available that may considerably help the

patients who do have a significant psychological component to

their disease (Table 2).

Case 6

Dr Fried: 

The next case is a very difficult one (Figure 76). This 39-year-old

woman has mild rosacea, which at times has been inflammato-

ry and papular. She also has a long history of acne excoriée. It is

not clearly shown here, but she has considerable scarring on her

chin. The treatment approach was directed toward ameliorating

scarring while aggressively addressing the active excoriation.

Therapy consisted of topical tretinoin 0.04% gel applied nightly,

10% glycolic acid lotion in the morning, and citalopram 

20 mg/day. Citalopram is one of the newer SSRIs that purport-

edly has fewer side effects than older agents in the class. She

also had biofeedback training and supportive psychotherapy.

She’s still not happy, but she’s happier.

Dr Leyden: 

What clues identify patients with significant problems that are

not immediately apparent? 

Dr Fried: 

There are several signs. First of all, there is that poorly quantified

gut response—when you are with a patient who seems dis-

tressed, drained, sad, or agitated. I often ask very directly “Is this

skin problem stopping you from doing things you want to or have

to do?”, “Is it making you unhappy?” or “How difficult is it to live

with this?” The extent of excoriation and the severity of psy-

chosocial impairment are also good indicators of the degree of

psychopathology.

Figure 76

Table 2. Treating the Psychological Component of Dermatologic Disease

Drug Dose Mechanism

Venlafaxine 37.5 mg twice daily Antidepressant: inhibits norepinephrine, serotonin, and dopamine re-uptake

Bupropion 150 mg once or twice daily Non-benzodiazepine anxiolytic: mechanism of action unknown

Citalopram 20–40 mg/day Antidepressant, Anti-OCD: SSRI

Paroxetine 10–40 mg/day Antidepressant, Anti-OCD: SSRI

Sertraline 50–200 mg/day Antidepressant, Anti-OCD: SSRI

Olanzapine 2.5–15 mg/day Antipsychotic: antagonizes dopamine and serotonin

Pimozide 1–6 mg/day Antipsychotic: dopamine antagonist

OCD=obsessive-compulsive disorder; SSRI=selective serotonin reuptake inhibitor.
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The issue of subclinical depression is highly relevant to rosacea.

I think the majority of people with psychological impairment from

skin disease can go to parties, laugh, work, and carry on with their

lives. However, their life activities (i.e. work, play, food, sex, etc)

have lost their shine and excitement. These individuals do not

meet the traditional criteria for depression, but they do extremely

well with antidepressant medications and low level interventions.

They feel much better and their skin improves as well.

Dr Strauss: 

I think that those of us with less training in the use of these drugs

do not make maximum use of them.

Dr Hunter: 

I agree. I am envious of a healthcare system where people like

Dr Fried can be consulted by dermatologists for tertiary referrals.

Fortunately, perhaps 95% of patients can be helped, but those

other 5% are very difficult to treat in the sort of healthcare serv-

ice where I practice. We find ourselves acting as amateur psy-

chiatrists, using less than optimal drugs at often less than opti-

mal doses. I think dermatologists need more training in this area

and, in the best of all possible worlds, the ability to refer the

patient to a more knowledgeable dermatologist or psychiatrist.

An important issue that's been touched on is the level of 

expectation. I sometimes feel that dermatologists don’t know

how to lose gracefully, and we go on trying to get rid of the last

papule or the last spot of psoriasis. This doesn’t help the

patients, because they develop an unrealistic expectation of

cure.

Dr Marks:

This is a very real problem. Over the past several years, especial-

ly with the advent of the Internet, patients have increased their

general knowledge as far as understanding disease, but their

expectations are sometimes unrealistically high. We see patients

with minor disorders who ought to learn to live with them, but we

respond as professionals. We try to help them. I agree that we

have to learn when to quit.

Dr Powell: 

Another point I would like to make is that many of the patients Dr

Fried presented do not have significant rosacea.They are unhap-

py, tense, anxious, perhaps angry people with a bit of erythema

on their face, and they are focusing and magnifying that erythe-

ma as the source of their anger and frustration. Dr Fried prefaced

his remarks by mentioning the National Rosacea Society and

their surveys. I am a great supporter of the National Rosacea

Society, but their surveys are completed by people with all kinds

of problems that are not necessarily rosacea. If 70% of respon-

ders say that they are unhappy because their face is red and it’s

affecting their lifestyle, you have to be skeptical. Not all are diag-

nosed with rosacea or are necessarily seeing dermatologists.

Dr Marks: 

Self-help societies offer a great deal of assistance to patients. On

the other hand, they focus people’s attention on what are often

not significant problems. After 35 years of academic practice, I

have been in private practice for 5 years and seen a succession

of patients sent to me by the British Acne and Rosacea Society.

They all complain of red faces, and sometimes the redness is

almost invisible. The skin is not the problem; it's a series of life

events or anxiety that’s the problem.

Dr Fried: 

I agree that patient’s perceptions can exaggerate or frankly dis-

tort their objective clinical presentations. Appropriate care for

these individuals would ideally involve a mental health profes-

sional. However, sometimes the dermatologist has no alternative

but to provide their care. I am not convinced that having expert-

ise with the broader range of psychiatric medicines and tech-

niques is absolutely necessary to care for most patients. What is

necessary is recognizing the psychocutaneous issues and mak-

ing some effort to intervene with emotional support, traditional

medical-dermatologic therapies, and selected use of psy-

chotropic medications and nonpharmacologic psychological

interventions. All of us on the panel agree that “cure” is not nec-

essarily the endpoint. The question then becomes what degree

of improvement is meaningful for patients and for us.
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