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• Uncontrolled, severe scalp psoriasis can present  
with a pityriasis amiantacea-like appearance where  
a patient’s hair is engulfed by scale; however, scalp 
psoriasis in and of itself does not result in alopecia. 
The presence of scaly alopecic plaques should 
prompt investigation for other causes of an itchy 
scalp rash, including tinea capitis.

• Scalp psoriasis often coexists with ear canal psoriasis, 
which is typically very pruritic and involves its own 
separate management. Nevertheless, ear involvement 
with pruritus can also be seen in seborrheic dermati-
tis and therefore is not always helpful to differentiate 
the two diseases.

Work-Up
• A total-body skin examination should be performed 

to identify other areas of the body affected by psoria-
sis. Patients frequently do not realize that their scalp 
rash is related to their body rash.

• All patients with psoriasis require screening for pso-
riatic arthritis (PsA) at every single visit because a 
delay in diagnosis of PsA can result in irreparable 
joint damage.

• Patients with longstanding psoriasis that has suddenly 
worsened and patients with acute-onset psoriasis 
should have their medication list reviewed for possible 
exacerbating triggers (see Chapter 3).

• Routine evaluation for possible systemic triggers of 
psoriasis (e.g., HIV, streptococcal pharyngitis) is not 
indicated in the absence of clinical suspicion.

• Routine histologic confirmation is not indicated  
except in atypical-appearing cases or in cases that  
fail to respond to treatment as expected.

• Examination of hairs with potassium hydroxide 
(KOH) and/or submitted for culture should be con-
sidered to rule out tinea capitis if possible.

Initial Steps in Management
General Management Comments
• Noncompliance with topical therapies is common 

among patients with scalp dermatoses because of the 
poor cosmesis of these products.

• There is no cure for psoriasis. Patients will have flare-
ups if they discontinue therapy. The goal of therapy 
is symptom management. It is important to convey 
this to patients. The course is usually chronic, with a 
history of waxing and waning.

SCALP PSORIASIS

Clinical Features
Scalp psoriasis is characterized by the presence of  
well-demarcated erythematous plaques with overlying 
white scale of variable thickness affecting the occipital  
scalp more commonly than the remainder of the scalp.
• The scalp may be the only area of the body affected 

by plaque psoriasis.
• More commonly, scalp psoriasis occurs concomi-

tantly with psoriasis elsewhere.
• The main differential diagnosis for isolated scalp 

psoriasis is seborrheic dermatitis.
• In cases where scalp psoriasis and seborrheic der-

matitis cannot be readily distinguished from one 
another, the rash is referred to as “sebopsoriasis.”

• Psoriasis can be differentiated from seborrheic der-
matitis based on:
• The location of scalp involvement—Isolated  

occipital scalp involvement in subtler cases of 
scalp psoriasis versus encroachment onto the 
forehead and temples in seborrheic dermatitis;

• The presence of characteristic skin lesions  
elsewhere—The elbows, gluteal cleft, knees, 
nails, palms, soles, and trunk for psoriasis or the 
nasolabial folds, glabella, or chest for seborrheic 
dermatitis;

• Plaque and scale appearance—Psoriasis has more 
sharply circumscribed, redder-looking plaques 
and whiter-looking scale, whereas seborrheic  
dermatitis has thinner, pinker-looking plaques 
and greasier-looking scale;

• Degree of treatment responsiveness—Classically 
psoriasis is less treatment responsive than sebor-
rheic dermatitis;

• Family history and past medical history of psoriasis.
• Differentiation of psoriasis from seborrheic dermatitis 

is important because:
• Antifungals are a mainstay of treatment in sebor-

rheic dermatitis, but they are much less effective 
in psoriasis.

• Refractory cases of psoriasis benefit from the use of 
phototherapy or systemic therapy, whereas these 
are not recommended in seborrheic dermatitis.

• Psoriasis has comorbidities such as psoriatic ar-
thritis and the metabolic syndrome that require 
prompt recognition and management, whereas 
seborrheic dermatitis does not.
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• A nonexhaustive list of alternatives to clobetasol 
propionate include in decreasing order of potency: 
halobetasol propionate 0.05% lotion or foam, beta-
methasone dipropionate 0.05% lotion or spray, 
fluocinonide 0.05% topical solution, betamethasone 
valerate 0.12% foam, fluocinolone 0.025% oil or 
solution.

What to do if there is a partial but inadequate response 
after a 4-week trial of potent topical corticosteroid 
monotherapy:
• Either switch to a combination topical corticosteroid 

vitamin D analogue product (e.g., betamethasone 
dipropionate-calcipotriene 0.005%-0.064% scalp  
solution daily) or add a topical vitamin D analogue 
product (e.g., calcipotriene 0.005% scalp solution) to 
the existing corticosteroid regimen.

• Almost all patients who are compliant with therapy 
should become clear or almost clear with combina-
tion therapy.

• In the experience of the authors, compliance is  
superior for combination products; however, they 
are often not covered by insurance without prior 
authorization.

What to do if the response continues to be inadequate:
• Reconsider the diagnosis. If you are not confident in 

the diagnosis of psoriasis, it is reasonable to consider a 
punch biopsy of an affected area at this time. Punch 
biopsies on the scalp are technically more difficult than 
punch biopsies elsewhere and should only be per-
formed by experienced practitioners. Additionally, the 
pathology requisition form for a punch biopsy from 
the scalp must specify that the biopsy is from the scalp 
because horizontal sectioning is often performed.

• Because scarring alopecia can result from some  
inflammatory scalp dermatoses, referral to a derma-
tologist is indicated at this point in time unless one  
is not available.

• If you are confident that the patient has psoriasis  
and it is refractory to a combination topical cortico-
steroid–vitamin D analogue product, then next  
steps in therapy include intralesional corticosteroid 
injections, phototherapy (including narrowband  
ultraviolet B [UVB] and even localized psoralen and 
ultraviolet A [PUVA] and xenon chloride laser), oral 
immunosuppressive medications (e.g., methotrex-
ate), acitretin, and biologic medications (reserved for 
severe scalp psoriasis or for patients with psoriasis 
elsewhere).

• Class I, II, and III topical corticosteroids are the 
mainstay of treatment for scalp psoriasis and are 
clinically superior and better tolerated than topical 
vitamin D analogue monotherapy.

• In cases refractory to Class I topical corticosteroids, 
combination topical corticosteroid vitamin D ana-
logue products can be considered because they have 
demonstrated superiority over topical corticosteroid 
monotherapy.
• Combination products are frequently prohibi-

tively expensive and often require prior authori-
zation by insurance companies.

• Topical vitamin D analogue monotherapy can be 
used in mild cases where patients prefer to avoid 
topical steroid use.

• Nowhere is topical medication vehicle more im-
portant than on the scalp. Compliance is highly 
affected by vehicle type. Suitable vehicles for the 
scalp (in order of suitability) include solution, 
spray, foam, oil, lotion, and shampoo. Often, insur-
ance formularies dictate which vehicle type is avail-
able to the patient. In cases where multiple vehicle 
types are available, deference to patient preference 
is reasonable.

• If shampoos are going to be prescribed, then patients 
must be counseled that these must be left in contact 
with the scalp for around 15 minutes before rinsing. 
In the authors’ experience, compliance with scalp 
shampoos is variable.

• If scalp oils are going to be prescribed, then occlud-
ing the oil under a shower cap can be considered 
because scalp oils are frequently very messy. Im-
portantly, children should never be encouraged  
to use oils under shower cap occlusion because  
of the risk of shower cap-induced asphyxiation. 
Additionally, scalp oils should not be used in pa-
tients with peanut allergies because the oil vehicle 
is peanut oil.

Recommended Initial Regimen
• Clobetasol propionate 0.05% scalp solution, spray, 

or foam (depending on patient preference and  
insurance formulary) daily until clear followed by 
PRN use. Care should be taken to avoid exposure  
of facial skin to this medication. Patients should be 
counseled about signs of steroid-related atrophy; 
however, realistically, this almost never occurs on 
the scalp.
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Importantly, some people with psoriasis also develop 
a condition called psoriatic arthritis where they experi-
ence painful swelling of the joints and stiffness in the 
joints when they wake up in the morning that lasts for 
hours. If you think you may have psoriatic arthritis, it is 
important that you let us know because psoriatic arthri-
tis can irreversibly damage your joints if it is not treated.

Some patients with psoriasis are at risk for metabolic 
syndrome (diabetes, obesity, cardiovascular disease, 
etc.). Therefore weight control and exercise are impor-
tant to include in your daily routine.

I have prescribed you a topical corticosteroid. You 
should apply this to your scalp every day while you have 
the rash. When no rash is present, you do not need to 
use this medication. It is okay to resume use of the 
medication when the rash comes back. The major side 
effect of this medication is that it can thin the skin and 
cause the blood vessels in the skin to dilate and become 
visible. This typically does not occur on the scalp but 
may occur if you use the medication more frequently 
than instructed or if you apply this medicine to other 
places on your body, such as your face.

SEBORRHEIC DERMATITIS—SCALP

Clinical Features
Seborrheic dermatitis is characterized by the presence 
of poorly circumscribed, thin, pink plaques with an 
overlying greasy-looking scale that appear on the sebor-
rheic areas of the body. Seborrheic dermatitis is on a 
continuum with dandruff because both impact sebor-
rheic areas of the body. Dandruff, however, is limited to 
the scalp and presents with pruritus and scaling but not 
erythema. Seborrheic dermatitis can impact other seb-
orrheic areas in addition to the scalp and demonstrates 
itching, scaling, and evidence of inflammation.
• In adults, seborrheic dermatitis most commonly  

involves the scalp and is the most common cause  
of scalp itch.
• Seborrheic dermatitis may also affect other so-called 

seborrheic areas, such as the eyebrows, glabella, 
nasolabial folds, retroauricular area, and chest.

• When seborrheic dermatitis affects the scalp of an 
infant, it is called “cradle cap.”
• Infantile seborrheic dermatitis also commonly  

affects the diaper area, axillae, and retroauricular 
area.

Other Treatment Options
• Topical coal tar preparations, salicylic acid, glycolic 

acid, and anthralin are all reported treatments for 
scalp psoriasis. Data supporting the use of these 
agents are much weaker than data supporting the use 
of topical corticosteroids and vitamin D analogues. 
These agents should only be considered as adjuncts 
to combination topical corticosteroid vitamin D  
analogue therapy in patients who fail combination 
therapy and who are uninterested in phototherapy  
or systemic therapy for treatment of their psoriasis. 
The authors’ preferential use of these treatments is 
listed in order of decreasing preference as follows: 
glycolic acid . salicylic acid . coal tar . anthralin.

WARNING SIGNS/COMMON PITFALLS
• Patients with psoriasis should be screened at regular 

intervals for psoriatic arthritis. If any clinical suspi-
cion for psoriatic arthritis exists, then the patient 
should be referred urgently to a rheumatologist. 
There are validated screening tools that can easily be 
implemented in the clinical setting.

• Occasionally, discoid lupus erythematosus can mimic 
scalp psoriasis. Discoid lupus erythematosus can be 
differentiated from psoriasis based on its focal, annu-
lar nature; the more violaceous hue of its plaques; and 
its different scale quality; however, this is not always 
obvious. Promptly recognizing and treating discoid 
lupus is essential because it is a form of scarring  
alopecia that causes irreversible hair loss. It is also  
occasionally associated with systemic lupus erythema-
tosus (around 5% of the time for scalp-only disease).

• Tinea capitis must be excluded if suspected with 
KOH examination or cultures.

• Never treat scalp psoriasis with systemic corticoste-
roids. This will almost always trigger a flare once 
corticosteroids are tapered. This is a chronic disease 
that requires chronic management.

Counseling
Psoriasis is a rash that results from your genetics (family 
history) and immune system causing inflammation in 
your skin. Psoriasis is a chronic disease that tends to wax 
and wane. It is incurable, meaning that it lasts for years. 
Treatments for psoriasis are directed at decreasing in-
flammation in the skin. The goal of treating psoriasis is 
to manage symptoms.
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solitary, discrete plaque, has overlying alopecia, and 
predominantly has peripheral scaling rather than dif-
fuse scaling. If there is concern that the patient may have 
tinea capitis, a KOH examination and fungal culture can 
distinguish tinea capitis from seborrheic dermatitis.

Testing and Work-Up
• In both adults and infants, a total-body skin exami-

nation, with a focused examination of seborrheic 
areas (such as the eyebrows, beard, nasolabial folds, 
retroauricular area, and central chest) should be per-
formed to identify all areas of the body that may be 
affected by seborrheic dermatitis.

• Adults who present with subacute onset severe seb-
orrheic dermatitis affecting the face and chest should 
be screened for HIV unless another obvious trigger 
for development of seborrheic dermatitis has been 
identified (e.g., organ transplant immunosuppres-
sion, Parkinson disease; Fig. 2.10).

• Seborrheic dermatitis is generally a clinical diagno-
sis; rarely is a biopsy required to make a diagnosis of 
seborrheic dermatitis.

How To Manage Seborrheic Dermatitis
Management of seborrheic dermatitis is divided into 
two phases: (1) an intensive initial treatment phase, 
which is followed by a (2) less intensive maintenance 
phase. There is no cure for seborrheic dermatitis. The 
course is chronic with waxing and waning. Failure to 
emphasize the importance of using a maintenance ther-
apy virtually guarantees disease recurrence and patient 
dissatisfaction.
• After an initial period of treatment responsiveness, 

some patients can become treatment resistant and 
require a change in therapy. This most frequently is 
seen in patients receiving antifungals.

• In elderly patients, especially institutionalized elderly 
patients who require assistance when bathing, a 
common cause of treatment failure is that these pa-
tients are only showered once or twice weekly. Daily 
bathing is both a treatment for seborrheic dermatitis 
and is required for medicated shampoos to be effec-
tive. Tailoring therapy based on patient bathing hab-
its is essential to success.

• In all infants with cradle cap and in adults with sub-
stantial scaling, emollients (e.g., plain petroleum jelly 
or mineral oil) are necessary for loosening scale. 
Gentle debridement with a hairbrush is also helpful.

• Uncontrolled, severe seborrheic dermatitis can 
present with a pityriasis amiantacea-like appearance 
where a patient’s hair is engulfed by scale; however, 
seborrheic dermatitis in and of itself does not result 
in alopecia.

• Seborrheic dermatitis commonly develops in immu-
nosuppressed individuals and in individuals with 
Parkinson disease. In rare cases, severe seborrheic 
dermatitis can be the presenting sign of HIV.
The etiology of seborrheic dermatitis is multifacto-

rial and is likely because of a normal body yeast called 
Malassezia. If the immune system has a somewhat 
irregular response to Malassezia, it may result in this 
inflammatory condition. The disease is very common, 
impacting 1% to 5% of the population and including  
all races and sexes.

Differential Diagnosis
• In adults, the main differential diagnosis for sebor-

rheic dermatitis is scalp psoriasis (Fig. 2.8). Rarely, 
tinea capitis can be mistaken for seborrheic dermati-
tis (Fig. 2.9).

• Seborrheic dermatitis can be differentiated from 
scalp psoriasis based on the following characteristics:
• The location of scalp involvement—Plaques of 

seborrheic dermatitis are ill defined and can affect 
anywhere in the scalp. Psoriasis plaques often de-
velop near the hairline in the frontotemporal 
scalp and may extend onto the forehead and 
temples. In contradistinction, milder cases of 
scalp psoriasis are localized to the occipital scalp.

• Presence of characteristic skin lesions elsewhere—
As previously mentioned, seborrheic dermatitis 
often also affects other seborrheic areas, whereas 
psoriatic plaques most frequently develop on  
extensor surfaces.

• Plaque and scale appearance—Plaques of sebor-
rheic dermatitis are thin, ill defined, and pink and 
have a greasy-looking scale, whereas psoriatic 
plaques are thicker, well circumscribed, and cov-
ered in white, micaceous scales.

• Response to antifungals—Seborrheic dermatitis 
responds to azole antifungals within 4 weeks of 
treatment; psoriasis, meanwhile, will not typically 
respond as rapidly to antifungals and even when 
it does, it tends to recur and to be more resistant.

Tinea capitis can be distinguished from seborrheic 
dermatitis because tinea capitis usually presents as a 
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• Crisaborole—There is limited experience with cri-
saborole at this point. It is only available as an oint-
ment and therefore is not ideal for scalp disease; it 
is also often not cosmetically desirable for facial 
diseases.

• Promiseb—There is not one specific active ingredi-
ent in Promiseb. It is a combination of antiinflam-
matory agents. It is often very expensive but can be 
considered in refractory cases.

Recommended Initial Treatment Regimen  
in Adults
• Initial treatment phase (first 4 weeks of treatment)—

Ketoconazole 2% shampoo 2 to 3 times weekly for  
4 weeks. The shampoo should be kept in contact 
with the scalp for 5 to 15 minutes before rinsing.  
On all other days of the week, over-the-counter 
(OTC) antifungal shampoos containing either zinc 
pyrithione or selenium sulfide should be used. Sali-
cylic acid shampoos (such as T-Sal) are also helpful 
for debridement.

• Maintenance phase (after initial treatment phase)—
Ketoconazole 2% shampoo once weekly indefinitely. 
The shampoo should be kept in contact with the 
scalp for 5 to 15 minutes before rinsing. On all other 
days of the week, OTC antifungal shampoos contain-
ing either zinc pyrithione or selenium sulfide should 
be used.

• Patients with severe scaling should also be encouraged 
to apply mineral oil or another emollient to their scalp 
nightly. In adults, a shower cap can be used to keep  
the oil from creating a mess on the patient’s bedding. 
In the morning, a comb can be used to gently debride 
the now-loosened scale before shampooing.

• Derma-Smooth/FS (fluocinolone acetonide in a  
peanut oil base) can be prescribed for overnight  
application. Most patients with a known peanut  
allergy tolerate this topical therapeutic. Skin testing 
has shown no immediate (15-min) or delayed (72-h) 
skin test reactivity, suggesting that refined peanut 
oil–containing oils are safe to use, even in patients 
with a history of sensitivity to peanuts. Even the use 
of this product in atopic children with a history of 
peanut allergy was found to be safe.
What to do if there is a partial but inadequate re-

sponse after a 4-week trial of topical azole monotherapy:
• Steroid solutions and foams can be applied to the 

scalp to reduce inflammation. This should only be 

• Treatment options are divided into antifungal and 
antiinflammatory approaches:
• Antifungals

• Azoles (e.g., ketoconazole, clotrimazole, etc.) –  
The initial treatment of all adults with seb-
orrheic dermatitis should include a topical 
azole. For scalp disease, shampoos are most 
commonly prescribed. Ketoconazole is the 
only prescription azole shampoo available in 
the United States. It is generally used 2 to  
3 times a week. On alternate days, other medi-
cated shampoos are recommended that con-
tain selenium, zinc, salicylic acid, etc. Other 
azole shampoos (miconazole and climbazole) 
are available over the counter but do not  
have the same degree of clinical efficacy as 
ketoconazole.

• Ciclopirox—Ciclopirox is a reasonable second-
line antifungal. Although it is equally as effective 
as topical azoles, it is more likely to cause scalp 
irritation and is typically more expensive. In 
patients who are bathed infrequently, ciclopirox 
shampoo is preferential to ketoconazole because 
it requires less frequent applications (1–2 times 
a week has been demonstrated to be effective).

• Selenium sulfide (active ingredient in Selsun 
Blue)

• Zinc pyrithione (active ingredient in Head and 
Shoulders)

• Antiinflammatory drugs
• Topical corticosteroids—These are equally as effective 

and possibly more effective than antifungals, but they 
are more likely to cause cutaneous adverse effects and 
more likely to cause early disease rebound after dis-
continuation. Topical corticosteroids should be added 
in cases that do not respond appropriately to topical 
antifungals and should be used preferentially in pa-
tients with scalp disease who are bathed infrequently. 
These drugs should be used with caution in cases of 
cradle cap. Topical steroid scalp preparations can be 
prescribed as solutions, foams, and even shampoos.

• Topical calcineurin inhibitors—These are equally  
effective to antifungals and topical corticosteroids. 
Topical calcineurin inhibitors are only commercially 
available as ointments and creams, making them  
less cosmetically acceptable for scalp dermatitis. 
There is no topical calcineurin inhibitor formulation 
that is designed for scalp disease.
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• Because scarring alopecia can result from some  
inflammatory scalp dermatoses, referral to a derma-
tologist is indicated at this point in a timely fashion 
to avoid unnecessary permanent hair loss.

• It is very rare for scalp seborrheic dermatitis to be 
refractory to a combination of topical corticosteroids 
and topical antifungals if the patient is compliant 
with therapy. If you are confident that the patient  
has seborrheic dermatitis and it is refractory to a 
combination of topical corticosteroids and topical 
antifungals, then evaluation for immunosuppression 
(e.g., HIV) should be performed. Obtaining a history 
of the patient’s bathing habits is also essential for 
dictating therapy moving forward. A short course  
of oral azole antifungals can also be considered (e.g., 
fluconazole 200 mg PO once weekly for 2 weeks).

Other Treatment Options
• Other aforementioned treatment options for scalp 

disease are not frequently employed for seborrheic 
dermatitis because they are not manufactured in  
vehicles that are conducive for application to the 
scalp. Coal tar shampoos have historically been used 
for treating scalp seborrheic dermatitis, but data  
supporting their use are limited. Patients with blond 
or white hair should be warned about the possibility 
of discoloration of their hair from staining by the tar. 
As previously mentioned, short-course oral azole 
antifungals can be considered in severe cases, but 
they are rarely necessary.

Recommended Initial Treatment Regimen  
for Cradle Cap
• Daily hair washing with baby shampoo preceded  

by application of plain white petroleum jelly (Vase-
line) to the scalp once daily. The Vaseline should 
stay on the scalp for about an hour to help soften 
the scales before shampooing. Once-daily gentle 
scale debridement with a soft brush or comb can 
also be considered.

• Other emollients such as mineral oil, baby oil, or  
olive oil can be used as alternatives to plain white 
petroleum jelly if preferred.

What to do if there is a partial but inadequate response 
after a 4-week trial of topical emollients:
• Given the harmless nature of this condition, no  

additional treatment is required unless parents are 
significantly bothered by the condition. In most  

done as needed in the acute phase to avoid secondary 
side effects from the topical steroids because the 
scalp skin is highly vascularized and not particularly 
thick, making it susceptible both to absorption of 
medications systemically and local atrophy.

• Add or switch to a topical corticosteroid (e.g.,  
clobetasol dipropionate 0.05% solution nightly  
or fluocinonide acetate 0.05% solution nightly). In 
cases with severe scaling, fluocinolone acetonide 
0.01% scalp oil with or without shower cap occlusion 
nightly is preferred because the fluocinolone scalp  
oil serves both as an antiinflammatory and emol-
lient. A much milder topical steroid, topical 1%  
hydrocortisone scalp solution, is also available over 
the counter; patients should be warned to use even 
this mild topical steroid only intermittently.
What to do if response to azole monotherapy wanes 

over time:
• Initial treatment phase (first 4 weeks of treatment)—

Switch to ciclopirox 1% shampoo twice weekly for  
4 weeks. The shampoo should be kept in contact 
with the scalp for 5 to 15 minutes before rinsing. On 
all other days of the week, OTC antifungal shampoos 
containing either zinc pyrithione or selenium sulfide 
should be used.

• Maintenance phase (after initial treatment phase)—
Ciclopirox 1% shampoo once weekly indefinitely. 
The shampoo should be kept in contact with the 
scalp for 5 to 15 minutes before rinsing. On all other 
days of the week, OTC antifungal shampoos contain-
ing either zinc pyrithione or selenium sulfide should 
be used.

What to do if the response continues to be inadequate:
• Reconsider the diagnosis. If you are not confident in 

the diagnosis, it is reasonable to consider a punch 
biopsy of an affected area at this time. Punch biopsies 
on the scalp are technically more difficult than punch 
biopsies elsewhere because of the vascularity of the 
scalp, resulting in bleeding and the need to place the 
biopsy at the same angle as the growing hair. There-
fore these biopsies should only be performed by ex-
perienced practitioners. Additionally, the pathology 
requisition form for a punch biopsy from the scalp 
must specify that the biopsy is from the scalp because 
horizontal sectioning is often performed.

• If you are concerned that the patient may have tinea 
capitis, a fungal culture or KOH preparation is a  
reasonable next step.
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Patient Information
For Adults
You have a rash called seborrheic dermatitis. It is a  
severe form of dandruff that can involve the scalp but 
also the face and chest. It is a chronic, recurrent, waxing 
and waning type of rash, which means that there is no 
cure. Most importantly, it is a self-limited type of rash, 
which means that it will not cause you internal harm. 
This rash is the result of inflammation caused by your 
immune system. The exact reason that you have devel-
oped this rash is unknown. Some experts think that it 
develops because your immune system overreacts to  
fats made by a yeast called Malassezia that lives on your 
skin; however, other experts do not think this is the  
case. Because this is a normal skin yeast, this is not a 
form of infection and is not contagious.

I have prescribed you an antifungal (yeast) shampoo. 
You should use this shampoo 3 times per week for  
4 weeks. When you wash your hair with this shampoo, it 
is important that you let the shampoo remain on your 
scalp for at least 5 minutes before rinsing it out. In  
4 weeks, you can decrease the frequency with which you 
use this shampoo to once per week. It is important that 
you continue to use this shampoo every week; if you do 
not, it is likely that the rash will come back. On the days 
that you do not use the antifungal shampoo, I recommend 
that you use an OTC shampoo containing either selenium 
sulfide or zinc pyrithione because these products also  
have antifungal properties. Examples of brands that con-
tain these ingredients include Selsun Blue and Head & 
Shoulders. If one of these shampoos that you have been 
using chronically loses effectiveness, switch to another 
type of shampoo; always use at least two different types of 
shampoos during the week to reduce this possibility.

For Children With Cradle Cap
Your child has a rash called seborrheic dermatitis. This 
is often referred to colloquially by the name “cradle cap.” 
This rash is not dangerous and will go away with time. 
It is unknown why infants get this rash.

I recommend that you apply either plain Vaseline or 
mineral oil to your child’s scalp at least an hour before 
shampooing to soften and loosen the scale. After that, 
wash your child’s hair every day with a baby shampoo. 
Once daily, you can also gently brush your child’s scalp 
with a comb or soft brush to try to remove the scale. 
Remember to be gentle! Once your baby has improved, 
you can eliminate the use of the Vaseline or mineral oil. 

instances, switching emollients is effective. In cases 
where this is ineffective or additional therapy is  
desired, either hydrocortisone 1% cream or ketocon-
azole 2% cream can be applied once daily for 1 to  
2 weeks.

WARNING SIGNS/COMMON PITFALLS
In Adults
• See previous commentary about considering a pa-

tient’s bathing habits when treating seborrheic der-
matitis because infrequent bathing and infrequent 
shampooing are a common cause of treatment fail-
ure and nonadherence to medicated shampoos.

• See previous commentary about the importance of 
incorporating a maintenance treatment into the 
treatment regimen for seborrheic dermatitis.

In Children
• Never use a shower cap for medication occlusion in 

children because this can lead to suffocation and 
death of the child.

• Atypical-appearing cases, especially those with 
crusted lesions on the scalp and the diaper area, 
should be evaluated by a dermatologist because of 
the remote possibility of a malignancy called Langer-
hans cell histiocytosis mimicking seborrheic derma-
titis (Fig. 1.1). This consideration requires a punch 
biopsy to help establish the diagnosis.

Fig. 1.1  Langerhans Cell Histiocytosis in An Adult Male. 
Note the crusted papules and erosions that help distinguish 
this condition from seborrheic dermatitis. (From the UConn 
Department of Dermatology Grand Rounds Collection.)
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• Frontal fibrosing alopecia—Considered by some 
to be a variant of LPP that exclusively involves the 
frontal scalp (often presents as hairline regres-
sion) and the eyebrows;

• Graham-Little-Piccardi-Lassueur Syndrome—Rare 
triad of scalp LPP, nonscarring alopecia of the 
axillae and pubic hair, and an eruption of follicu-
lar papules all over the body.
• In a minority of cases, LPP coexists with lichen 

planus on non–hair-bearing skin or on the 
mucosa.

• Although there are specific clinical findings that 
are more common in different subtypes of LPP, 
all types of LPP can present with the following:
• Eyebrow loss;
• Other non-scalp hair loss, including hair 

loss in the beard area and the extremities;
• Flesh-colored facial papules (which likely 

represent involvement of the vellus hairs on 
the face).

• Early LPP is often misdiagnosed as androge-
netic alopecia occurring in combination with 
seborrheic dermatitis.
• Early LPP can be differentiated from andro-

genetic alopecia based on the following:
• LPP presents with discrete patches of  

alopecia.
• LPP presents with perifollicular ery-

thema and scaling, although this may  
be subtle.

• LPP causes scarring and therefore follic-
ular ostia will not be identifiable in areas 
of scarring.

• Other common mimickers of LPP include the other 
primary cicatricial alopecias (Figs. 1.3 and 1.4; e.g., 
central centrifugal cicatricial alopecia, chronic cuta-
neous lupus erythematosus).

Work-Up
• In all cases of LPP, a total-body skin and mucosal  

examination should be performed and a targeted his-
tory should be obtained to evaluate for disease activ-
ity elsewhere (e.g., in the extremities, groin, axillae).

• In cases where a diagnosis of LPP cannot be rendered 
on clinical grounds alone, a punch biopsy is required 
to confirm the diagnosis. A biopsy should be obtained 
from an active area of inflammation, not from a 
scarred area.

Nevertheless, continue shampooing every day or at least 
every other day.

LICHEN PLANOPILARIS

Clinical Features
Lichen planopilaris (LPP) is a variant of lichen planus 
that affects hair-bearing skin and is a type of scarring 
hair loss (i.e., primary cicatricial alopecia) that may 
present as an itchy scalp rash.
• LPP (Fig. 1.2) presents with patchy hair loss with 

perifollicular erythema and scaling.
• Affected areas are typically itchy or burn.

• LPP occurs more commonly in women than in 
men, in Caucasians than in other groups, and 
in people in their 50s or 60s than in other age 
groups.

• Clinically, LPP is divided into three subtypes, 
based on distribution of involvement, that may 
demonstrate overlap:

• Classic LPP—LPP involving the frontal and pari-
etal scalp;

Fig. 1.2  Lichen Pilanopilaris. Note the purple perifollicular 
scale surrounding the burnt-out and scarred areas. (Courtesy 
Justin Finch, MD.)
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• Thyroid function tests should be ordered for all  
patients with LPP because around 10% of patients 
with LPP have hypothyroidism.

Initial Steps in Management
All patients with presumed primary cicatricial alopecia, 
including LPP, should be referred urgently to a derma-
tologist who is comfortable treating scarring alopecia 
because the scarring that results from these conditions 
is permanent but can be curtailed with appropriate 
management.

There is no cure for LPP and the scarring that it 
causes is not reversible. The goal of therapy is to stop 
active inflammation and prevent disease progression. A 
secondary goal of therapy is to hasten hair regrowth in 
nonscarred areas; however, this should not be empha-
sized until the inflammatory component of the disease is 
under control. It is important to convey this to patients.

Most patients with LPP require the combination  
of ultra-potent topical corticosteroids with an oral im-
munosuppressive agent (e.g., mycophenolate mofetil, 
cyclosporine, methotrexate) or an antimalarial (e.g., 
hydroxychloroquine) to obtain complete remission  
of their disease. These medications should be started 
and monitored by a dermatologist.

Recommended Initial Regimen
• Clobetasol propionate 0.05% scalp solution, spray, or 

foam (depending on patient preference and insur-
ance formulary) daily or twice daily. Patients should 
be counseled that daily use is mandatory and that 
this can safely be continued for months. On average, 
it takes almost a year of continuous therapy to obtain 
complete remission of LPP, and it may take months 
of continuous use to notice any clinically significant 
benefit. Before obtaining complete remission, no 
topical steroid drug holiday should occur.
• Patients should be counseled that topical steroids 

do not hasten hair regrowth and that their hair 
will grow, if scarring has yet to take place, at its 
normal growth rate once the inflammation has 
been stopped.

• A nonexhaustive list of alternatives to clobetasol  
propionate include in decreasing order of potency: 
halobetasol priopionate 0.05% lotion or foam, beta-
methasone dipropionate 0.05% lotion or spray, fluo-
cinonide 0.05% topical solution, betamethasone valer-
ate 0.12% foam, fluocinolone 0.025% oil or solution.

Fig. 1.3  End-Stage Cicatricial Alopecia. Note the absence of 
hair follicles in the scarred areas. Hair regrowth within those 
areas is not possible. (From the UConn Department of Derma-
tology Grand Rounds Collection.)

Fig. 1.4  Discoid Lupus Erythematosus Affecting the Scalp. 
Note the surrounding inflammatory border. (From the UConn 
Department of Dermatology Grand Rounds Collection.)
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adverse effects because these adverse effects are unlikely 
to develop on the scalp and long-term therapy is neces-
sary to achieve clinical benefit.

COUNSELING
You have an uncommon type of hair loss called lichen 
planopilaris, or LPP for short. This type of hair loss  
is caused by inflammation in your hair follicles. It is 
unknown why people develop LPP; however, it is a 
chronic condition, which means that it lasts for a long 
time and is currently incurable.

If left untreated, LPP can cause permanent scarring 
and hair loss. Permanently scarred areas will never  
regrow hair. This is why it is important to treat LPP 
early and to continue treatment until the condition has 
burned out, which may take years. The goal of treating 
your condition is to reduce the inflammation, prevent 
additional scarring from occurring, and allow hair  
regrowth to occur in nonscarred areas.

You have been prescribed an ultrapotent topical cor-
ticosteroid. It is important that you use this medication 
every day. It is important that you do not stop this 
medication without consulting your doctor first. It may 
take months of daily use for you to notice improvement. 
If you stop your medication, your disease may come 
back. You should not put this medication on your face 
or other areas of your body not specifically mentioned 
by your doctor. It can cause thinning of the skin and 
visible blood vessel formation.

Many patients will also need an oral medication  
in addition to this topical medication to get satisfac-
tory control of their disease. It is important that  
you see a dermatologist to determine whether you  
are a patient that might benefit from a pill for this 
condition.

HEAD LICE

Clinical Features
• Head lice infestation (pediculosis capitis) is a not 

infrequent cause of itchy scalp rash that more com-
monly occurs in children than adults.
• The itch related to a head lice infestation is caused 

by sensitization to head louse saliva; therefore  
itch usually does not develop until weeks after an 
initial infestation.

What to do if there is extensive inflammation or if 
there is going to be a delay in access to a dermatology 
appointment:
• As previously mentioned, the majority of patients 

require either an oral immunosuppressant or an  
antimalarial to obtain control of their LPP; however, 
in cases where there is going to be a delay in the ini-
tiation of one of these agents, oral corticosteroids 
can be used. Initiation of oral corticosteroids is not a 
replacement, however, for requesting an urgent der-
matology referral so that a steroid-sparing oral med-
ication can be initiated.

• If you are going to start oral corticosteroids, they 
should be started as follows in most cases: Predni-
sone 1 mg/kg PO every morning with a plan to 
down-titrate the dose by 10% per week to the lowest 
dose possible that still maintains satisfactory disease 
control.
• It is important to consider the significant systemic 

toxicities of long-term high-dose corticosteroids 
before starting treatment.
• Most patients need a baseline dual-energy X-

ray absorptiometry (DEXA) scan and qualify 
for osteoporosis prophylaxis.

• Some patients qualify for pneumocystis pneu-
monia prophylaxis.

• Patients who are titrated off oral corticosteroids 
without the substitution of an appropriate  
steroid-sparing agent are at a high risk for disease 
relapse.

• Short-course steroids (e.g., a 5-day dose pack) 
are not helpful and may trigger severe disease 
rebound.

Warning Signs/Common Pitfalls
This disease causes irreversible scarring hair loss and 
therefore requires aggressive management to prevent 
progression. Once scarring has occurred, there is noth-
ing that can be done to reverse it. If you are suspicious 
that a patient may have LPP or another primary cicatri-
cial alopecia, refer the patient urgently to an experi-
enced dermatologist.

Patients with LPP often have coexistent androgenetic 
alopecia. The presence of androgenetic alopecia does 
not rule out LPP or any other primary cicatricial alope-
cia nor does it make these diagnoses less likely.

Do not place a stop date on the use of ultrapotent topical 
corticosteroids out of fear of local corticosteroid-induced 
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nits can still be identified after successful treat-
ment of lice because they are not alive and are 
adherent to the hair.

• A diagnosis of active head lice is made based on the 
identification of a live louse or nymph on a patient’s 
scalp.

• Lice can only move by crawling and do not jump 
from head to head; however, static electricity can 
reportedly propel a louse up to 1 meter, which is 
why the scalp hair examination is best performed on 
wet hair.
Close contacts and family members should also  

be inspected for head lice; however, schoolwide lice 
checks are not recommended because they have  
been shown to be ineffective at slowing the spread  
of head lice.

Initial Steps in Management
General Management Comments
The authors recommend reading the American Acad-
emy of Pediatrics’ recommendations for the manage-
ment of head lice (published in 2015) from which the 
recommendations herein are adapted.

There are age restrictions for most treatments for 
head lice. It is important to ensure that the treatment 
prescribed is safe to use in young children (,4 years 
of age) to avoid harm to the patient. Some of these 
treatments have been reported to cause death in  
infants (,6 months).

Local resistance patterns, if available, should be re-
viewed before determining the appropriate treatment 
for a patient because resistance patterns to certain 
agents vary geographically.

Recommended Initial Regimen
Patients who have not received an appropriate trial of 
OTC therapy should be started on one of the following 
because they are far less expensive than prescription 
head lice treatments and are reasonably effective:
• The entirety of the scalp and hair should be lathered 

with permethrin 1% lotion (brand name Nix). This 
should be left on for 10 minutes and then rinsed out. 
This should be repeated in 9 days.

• Pyrethrin with piperonyl butoxide (brand name Rid) 
is available in both shampoo and mousse forms.  
Either form is suitable and should be applied to the 
entirety of the scalp and the hair, left for 10 minutes, 
and then rinsed out. This should be repeated in 9 days. 

• Head lice are not a vector for any infectious disease; 
however, infestation with head lice is stigmatized and 
frequently symptomatic.

• Head lice infestation primarily spreads person-to-
person from direct head-to-head contact, but it can 
less frequently spread indirectly from sharing objects 
that have come into contact with an infested scalp 
(e.g., a hat, comb, pillowcase, movie seats).

• The primary differential diagnoses for head lice  
are dandruff (seborrheic dermatitis), hair casts  
(so-called “pseudonits”), and the presence of foreign 
debris (commonly hairspray and hair gel residue).  
In the authors’ experience, many patients are misdi-
agnosed with head lice by non–healthcare personnel 
but do not have lice.
• Head lice can be distinguished from the other 

items on the differential by identification of an 
actual louse.

• Nits are distinguished from hair casts 
(“pseudonits”) because nits are firmly adherent to 
hair shafts; hair casts easily slide on the hair shaft.

• Foreign debris can be distinguished from the 
other items on the differential because it will be 
removed from the scalp during a wet comb  
examination.

Work-Up
The initial work-up for head lice involves an examina-
tion of the scalp hair to identify the presence of lice and/
or nits. If needed, a wet comb examination should be 
undertaken.
• To perform a wet comb examination, water, condi-

tioner, or mineral oil is applied to the scalp hair. Us-
ing a louse comb, all of the patient’s hair is combed 
through in the hopes of identifying adult head lice, 
nymphs, eggs, and/or nits.

• Head lice diagnosis includes the finding of any of the 
following:
• Adult head lice: 2 to 3 mm, 6-legged, mobile, and 

tan-white in color.
• Nymphs: Immature head lice that are smaller than 

adult lice and go through three separate stages of 
development before maturing into adult lice.

• Eggs: Hair colored, barely large enough to see, and 
residing within 4 mm of the scalp for temperature 
regulation.

• Nits: Empty eggs (i.e., eggs from which nymphs 
have already hatched) that are whitish in color; 
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Other Treatment Options
• Lindane, essential oils, smothering agents (e.g., may-

onnaise), and manual removal are not recommended 
for the treatment of head lice.

Regarding School Attendance
• Schoolchildren should not be dismissed from school 

for head lice; it is likely that a child diagnosed with 
head lice has had head lice for weeks before diagno-
sis. Children with head lice should be discouraged 
from having head-to-head contact with other chil-
dren and from sharing fomites (such as hats) with 
other children.

• “No nit” policies are inappropriate because nits may 
be present for days to weeks after successful treat-
ment of the infestation. Children should be treated 
with OTC products (see management recommenda-
tions) and be allowed to return to school the follow-
ing morning.

• In the absence of a schoolwide epidemic, parents of 
noninfested children do not need to be contacted 
about the presence of a case of head lice at a school.

Warning Signs/Common Pitfalls
All topical treatments for lice are prone to user-dependent 
error. Becoming comfortable with how to apply these 
therapies and taking time to counsel patients about  
appropriate application of these therapies can cut down 
on treatment failures.

Patients should be bought back 14 days after com-
pleting treatment to ensure that the treatment was  
successful.

Identification of nits alone is not diagnostic of active 
infection because nits can remain for weeks after success-
ful treatment of head lice. Similarly, the persistence of nits 
after treatment is not a sign of treatment of failure.

Washing and drying bedding, clothing (especially 
hats), and combs and brushes with high heat is helpful 
for preventing reinfection and the spread of infection 
among individuals who share close quarters with an  
infested patient.

Counseling
You (or your child) has head lice. This is a type of infes-
tation that is spread from person to person primarily by 
head-to-head contact. Less commonly, head lice can 
spread from the sharing of objects, such as a comb or a 
hat. Head lice will not give you infections.

Individuals who are allergic to chrysanthemums 
should not receive pyrethrin-containing products  
because these allergens cross-react.

• Malathion 0.5% lotion (brand name Ovide) should 
be applied to the entirety of the scalp and hair and 
then rinsed out 8 to 12 hours later. The decision to 
repeat treatment 7 to 9 days later depends on whether 
active lice infection presents after initial treatment. 
This product’s vehicle is highly flammable. There is a 
report of a smoker’s hair catching fire the morning 
after applying this product.
Patients who have failed an OTC topical agent can 

undergo treatment with one of the following prescrip-
tion products:
• Benzyl alcohol 5% is an asphyxiant; appropriate  

application of benzyl alcohol involves soaking the 
entirety of the scalp and hair with the product. The 
product can be rinsed out after 10 minutes and 
should be repeated 9 days after initial application. 
This product is strictly prohibited in neonates  
because it has been known to cause asphyxiation  
and death.

• Spinosad 0.9% suspension also requires careful  
application with a goal of saturating the entire scalp 
and hair with the suspension. This product should 
also be rinsed out after 10 minutes and can be  
repeated in 1 week if active infection is still present. 
This product is also strictly prohibited in neonates 
because it contains benzyl alcohol.

• Ivermectin 0.5% lotion is applied to the entirety of 
the scalp and hair and rinsed out after 10 minutes. 
Only one application is required.
In persistent nonresponders or in mass treatment 

settings where patient compliance is in doubt (e.g., 
homeless shelters, institutions), the following oral ther-
apy can be considered:
• Oral ivermectin 200 ug/kg with the plan to repeat in 

10 days is a viable oral option for lice.
What can be done for the children of parents who say 

that they prefer a “natural” approach to management?
• Galderma, the makers of Cetaphil, demonstrated 

that weekly applications of Cetaphil cleanser to the 
entirety of the scalp left in overnight before rinsing 
for 3 weeks may be an effective treatment for lice. 
Instructions for this treatment are available on their 
website. If such an approach is employed, the patient 
should be brought back to evaluate for successful 
treatment of the infestation.
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• Scalp-applied allergens (e.g., shampoos) can also 
present with a rinse-off pattern with ACD of the 
cheeks, jawline, and neck. This will be discussed in 
additional detail in Chapter 3.
The main differential diagnoses for scalp ACD are 

seborrheic dermatitis and scalp psoriasis:
• Seborrheic dermatitis is often misdiagnosed as ACD 

because it frequently extends onto the hairline and in 
severe cases, can be dark red. They both can also be 
pruritic.
• Acute ACD can be distinguished from seborrheic 

dermatitis because acute ACD often presents with 
vesicles, edema, and weeping, whereas the most 
prominent feature of seborrheic dermatitis is its 
characteristic greasy scaling.

• Subacute ACD can be distinguished from sebor-
rheic dermatitis because of ACD’s lack of the 
typical seborrheic dermatitis greasy scale and ill-
defined eczematous patterns from areas exposed 
to the allergic contactant.

• Scalp psoriasis is often misdiagnosed as ACD be-
cause it can occur focally on the occipital scalp or 
nape of the neck/posterior scalp area and the lesions 
are often well circumscribed, giving the appearance 
that something may have come into contact with the 
affected area. Unlike ACD, scalp psoriasis often has 
bountiful, micaceous (silvery) scale.

Work-Up
Patients with suspected ACD in whom the offending 
agent is either not obviously identified or cannot be eas-
ily removed should be referred to a dermatologist who 
performs patch testing.
• Importantly, patch testing is distinct from prick test-

ing, a type of allergy testing that is performed in 
many allergist offices; these two tests cannot be used 
interchangeably.
• Patch testing is testing for a type IV hypersensitiv-

ity reaction, the type of reaction responsible for 
ACD, whereas prick testing is testing for a type 1 
hypersensitivity reaction.

• Blood tests for allergies (i.e., lymphocyte transfer 
tests) are also not an acceptable substitution for 
patch testing.
Blindly eliminating or switching products is gener-

ally not efficacious because many products within the 
same class share allergens (e.g., most dark-colored hair 
dyes contain paraphenylenediamine).

Please obtain OTC Nix lotion. A pharmacist can help 
you find this if you are having trouble locating it. You 
should apply it to all of your hair from the scalp to the 
ends and rub it into your scalp. After 10 minutes, you 
can rinse it out. Regardless of whether you still think 
you have lice, you should repeat this treatment in 9 days 
because sometimes the lice eggs are not killed by the 
initial treatment.

We should see you back in 3 weeks to make sure that 
you have successfully treated the head lice because 
sometimes this initial treatment is ineffective.

You can go back to school or work immediately after 
your initial treatment application. The presence of nits 
(empty lice eggs) on your scalp is not a reason for you 
to be kept home from school or work because they are 
not alive and cannot be spread to anyone else.

Hats, scarves, other clothing, and bedding must be 
washed in hot water to prevent reinfestation. Soaking 
combs and brushes in hot water for 10 minutes is also 
recommended.

ALLERGIC CONTACT DERMATITIS  
OF THE SCALP

Clinical Features
Allergic contact dermatitis (ACD) of the scalp is rela-
tively uncommon because the skin on this site is covered 
by terminal hairs that usually protect it from allergens. 
The most common causes of scalp ACD include topi-
cally applied medications and hair dye.

ACD of the scalp almost never presents as a rash  
affecting the entire scalp and instead typically presents 
in one of two ways:
• Geographic pattern—Characterized by geometric 

plaques (e.g., a bandlike pattern underlying a head-
band) of eczematous dermatitis on the scalp.
• Typically caused by accessories such as nickel hair 

pins, headbands, and hats. Less frequently, it is 
caused by curling irons.

• Wig glues and fixatives for hair extensions are 
other causes.

• Hairline pattern—Characterized by eczematous der-
matitis abutting the hairline but not extending into 
the scalp.
• Typically caused by scalp-applied allergens that 

encroach onto the hairline. Classic examples in-
clude hair dye, hair gel, and perming solutions.
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should only be used for a few days if the rash  
extends onto facial skin.

In subacute cases on the hairline, consider the  
following:
• Hydrocortisone 2.5% cream twice daily (or a similar 

strength topical steroid) twice daily until resolution 
followed by PRN for flares.

• Topical tacrolimus, pimecrolimus, and crisaborole 
can also be considered either as an initial therapy  
or as a steroid-sparing agent for maintenance of  
response; however, use of these agents may be cost 
prohibitive.
In subacute cases on the hair-bearing scalp, consider 

the following:
• Clobetasol dipropionate 0.05% solution nightly (or  

a similar strength topical steroid) nightly until reso-
lution followed by PRN for flares.
What to do if treatment response is inadequate:

• Reconsider the diagnosis, given the relative rarity of 
scalp ACD.

• Refer the patient for patch testing because aller-
gen removal is the definitive management for this 
condition.

Warning Signs/Common Pitfalls
Patients frequently attribute new rashes to suspected 
allergies or new products; they can be very emphatic 
that they have ACD because they understandably want 
an explanation for their rash. In the case of scalp rashes, 
ACD is rarely the etiology and patient suspicion should 
not be used in place of clinical judgment.

As aforementioned, lymphocyte transfer tests (i.e., 
blood tests for allergies) and prick testing are not  
appropriate testing for ACD.

Whole scalp rash is almost never ACD.
Geographic patterned rashes in the scalp are almost 

always ACD.

COUNSELING
Your scalp rash is caused by an allergy to a product, 
chemical, or medicine that your scalp is coming into 
contact with. This type of rash is called allergic contact 
dermatitis. Identifying what you are allergic to is the 
most important part of treating this rash. The scalp is 
very resistant to allergies, which is why you may only 
have a rash in some areas or only on your hairline. If 
you have a product that you think may be causing your 

Patients presenting with suspected acute ACD should 
be questioned about recent exposure to the following:
• Hair dyes
• Perming solutions
• Hair extensions/wig glue
• Topical medications (especially minoxidil)
• New scalp accessories
• Scalp products

• Although shampoos and hair products can cause 
scalp ACD, they are less frequent offenders than 
the aforementioned causes and do not frequently 
cause acute reactions. When shampoos are the 
cause of ACD, the most common culprit is the 
fragrance.

Initial Steps in Management
The initial management of scalp ACD involves dividing 
cases into acute ACD (e.g., intense scalp rash with or 
without facial swelling after hair dye exposure) vs. sub-
acute/chronic ACD (e.g., an eczematous, itchy, usually 
hairline rash often associated with the use of a hair 
product or gel).

In all cases where a trigger is easily identifiable, trig-
ger removal should be emphasized.

In acute cases, consider the following:
• A 20-day oral prednisone taper as follows: 40 mg 

daily for 5 days, 30 mg daily for 5 days, 20 mg daily 
for 5 days, and 10 mg daily for 5 days. The entire dose 
is to be taken in the morning.

• This dosing should be adjusted based on the patient’s 
weight. For example, for adult men and larger 
women, we recommend 60 mg for 5 days, 40 mg for 
5 days, 20 mg for 5 days, and then 10 mg for 5 days.
• Shorter tapers (e.g., 5-day dose packs) typically 

result in flaring after cessation (rebound effect).
• Exercise caution when prescribing systemic corti-

costeroids in patients with diabetes mellitus, 
poorly controlled hypertension, glaucoma, heart 
failure, and recent stroke.

• Adjuvant topical corticosteroids should also be em-
ployed to help hasten the response and prevent a 
flare after steroid tapering.
• For hair-bearing scalp, consider clobetasol dipro-

pionate 0.05% solution nightly or fluocinonide 
acetate 0.05% solution nightly.

• For hairline areas, consider hydrocortisone 2.5% 
cream twice daily or triamcinolone 0.025% cream 
twice daily. Triamcinolone is fluorinated so it 
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subtypes are more strongly associated with endothrix 
and vice versa.
• Noninflammatory

• Grey patch—This presents as patchy alopecia 
with grey scale in the alopecic areas and minimal 
inflammation.

• Black dot—It is similar in appearance to grey 
patch except that this subtype displays the charac-
teristic broken-off “black dot” hairs for which this 
subtype is named.

• Diffuse scale—This subtype is distinct from the 
other noninflammatory subtypes and easiest to 
overlook because it is not associated with alope-
cia. This subtype presents with diffuse grey scale 
covering the scalp and clinically is difficult to  
distinguish from seborrheic dermatitis.

• Inflammatory—These subtypes are typically more 
treatment refractory and require longer treatment 
courses.
• Diffuse pustular—This appears similar to grey 

patch except that it is more inflamed, studded 
with pustules, and frequently associated with 
painful lymphadenopathy.

• Kerion—It is frequently initially misdiagnosed  
as a bacterial infection because it presents with 
alopecic patches overlying boggy, inflamed,  
abscess-like masses.

• Favus—It typically results from the progression 
of longstanding untreated tinea capitis and 
presents with thick, yellow, crusted lesions 
called scutula that are full of hyphae overlying 
alopecia that is frequently scarring.

Differential Diagnosis
The differential diagnosis for tinea capitis differs based 
on the clinical subtype; however, it includes trichotil-
lomania, bacterial infections (including abscesses), 
seborrheic dermatitis, psoriasis, and various patchy 
alopecias, including alopecia areata and discoid lupus 
erythematosus.
• Trichotillomania (Fig. 1.5)—Black dot tinea capitis 

and trichotillomania are difficult to distinguish clin-
ically because they are both characterized by patchy 
alopecia with short, broken hairs within the alopecic 
patch.
• Unlike trichotillomania, tinea capitis has scale 

within its alopecic patches and frequently has 
some degree of perceptible inflammation.

rash, it is important that you discuss this with your  
doctor and discontinue its use until your doctor has 
ruled it out or in as the cause. Switching products with-
out identifying what ingredient in the product you are 
allergic to is often not helpful for your type of rash. 
Many products share similar ingredients and sometimes 
these ingredients are called by different names on the 
labels depending on who manufactures the product.

Some people with your type of rash benefit from 
specialized allergen testing, referred to as “patch testing.” 
Patch testing is performed in a dermatologist’s office. 
Generally, after a consultation, potential allergens will 
be tested. No needles are involved and it is completely 
painless. Many of the allergens (often dozens) will be 
applied to your back in discs or chambers and secured 
with paper tape. The patches are typically applied on a 
Monday and removed on a Wednesday. During this 
time, you cannot shower or exercise strenuously be-
cause this may cause the patches to come off and inter-
fere with testing. Sponge bathing of other parts of your 
body is allowed. The site of testing will need to be exam-
ined the day of removal of the patches, 2 days later, and 
often 7 to 10 days after application. Although this test-
ing is frequently very helpful, it is important to under-
stand that sometimes this testing identifies allergies that 
are not the cause of your immediate problem and some-
times the testing fails to identify the allergens that are. 
The skin of the back is the ideal site for testing, but it is 
much thicker and different than skin of the scalp, face, 
or neck, which is the area affected by your rash.

TINEA CAPITIS

Clinical Features
Tinea capitis is a fungal infection of the hair shafts caused 
by dermatophyte molds. It occurs most frequently in 
children, followed by adults, and then infants, and it is 
more frequent in Blacks and immunosuppressed indi-
viduals.

Tinea capitis typically presents as patchy hair loss 
(alopecia) with variable scaling and erythema; how-
ever, diagnosis is frequently delayed because of the 
varied clinical presentations. There are six distinct 
clinical subtypes that are subdivided into noninflam-
matory and inflammatory variants. Appropriate sub-
type identification can theoretically assist with choos-
ing between terbinafine and griseofulvin because some 
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and discoid lupus erythematosus are the most com-
mon causes of patchy alopecia.
• Tinea capitis can be distinguished from alopecia 

areata because it almost always has scale within its 
areas of alopecia.

• Plaques of discoid lupus typically have central 
scarring and may also be present elsewhere on the 
body, including the conchal bowl.

Work-Up
In cases where tinea capitis is suspected, clinically treat-
ment should be initiated before confirming the diagnosis 
with a culture.
• KOH scraping performed by non-experienced per-

sonnel is of limited utility. Unless experience and 
skill are obtained, it is not reliable.

• A Wood’s lamp examination can be performed in 
offices where it is available; however, lack of fluores-
cence on examination does not rule out tinea capitis 
because only Microsporum species and T. schoneleinii 
fluoresce.

• Culture is recommended, although it is slow  
(.2 weeks) and can grow contaminants. Several 
methods are available to obtain culture depending 
on the patient’s age and the tool availability. Al-
though lesional scraping is most commonly per-
formed in dermatologists’ offices, the hair plucking 
and hair clipping methods are frequently easier/
more reliable for less experienced practitioners.
• Lesional scraping—Affected areas of the scalp can 

be scraped with a glass slide, wet cotton swab, 
scalpel, or hair brush to obtain scale.

• Hair pluck—Tweezers can be used to pluck  
affected hairs.

• Hair clip—Hairs in affected areas can be trimmed 
and sent to the laboratory. Hair proximal to the 
scalp is best.

• In adults, evaluation for immunosuppression, espe-
cially in cases of florid tinea, is warranted.

Initial Steps in Management
The initial management of tinea capitis involves divid-
ing cases into inflammatory and noninflammatory 
variants.

With inflammatory variants, referral to a specialist 
is recommended because of the high risk for scarring 
with the potential for permanent hair loss should im-
proper management ensue; however, treatment should 

• Bacterial infection—Tinea capitis can be misdiag-
nosed as a bacterial infection in cases where the  
patient has painful lymphadenopathy associated 
with an inflamed scalp rash that is presumed to be 
bacterial in origin. In most of these cases, the patient 
has an inflammatory variant of tinea capitis and  
the pustule formation and/or purulent drainage  
confuses the clinician.
• Clinically, differentiating the two can be difficult 

and may require microbiologic work-up as out-
lined in the following section (see “Work-Up”); 
tinea capitis should be suspected in patients who 
are being treated for bacterial infection of the 
scalp without improvement.

• Seborrheic dermatitis and psoriasis—Noninflammatory 
variants of tinea capitis are often misdiagnosed for 
these conditions, especially in cases of diffuse scale 
tinea capitis.
• Diffuse scale tinea capitis can be distinguished 

from these conditions because it does not have  
the typically diffuse underlying erythema that 
hallmarks seborrheic dermatitis and psoriasis.

• A history of acute onset of the rash is suggestive 
of tinea over seborrheic dermatitis and psoriasis.

• The presence of retroauricular scaling and rash 
on the body are more consistent with psoriasis 
and seborrheic dermatitis.

• Other patchy alopecias (e.g., alopecia areata, discoid 
lupus erythematosus)—Tinea capitis, alopecia 
areata, trichotillomania (as previously discussed), 

Fig. 1.5  Trichotillomania. Note the abnormal pattern and hairs 
of different length within the affected area. (Courtesy Justin 
Finch, MD.)
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capitis because it is only rarely efficacious; however, 
using topical antifungals as adjuvants to oral therapy 
is highly recommended to decrease the transmission 
of spores. Adjuvants should be continued for the 
duration of oral therapy and include:
• Selenium sulfide
• Ketoconazole shampoo
• Ciclopirox shampoo
What to do if treatment response is inadequate:

• If a patient does not respond to a full course of  
one antifungal, switching to another oral antifungal 
(typically between terbinafine and griseofulvin) is 
indicated.
• In cases where the results of fungal culture  

become available before switching antifungals, 
they can be used to guide antifungal therapy:
• Ectothrix—griseofulvin preferred
• Endothrix—terbinafine preferred

Warning Signs/Common Pitfalls
Fomites (e.g., hats, hairbrushes) become major reser-
voirs for dermatophytes in patients with tinea capitis. 
Cleansing fomites is essential for preventing recurrence.

All close contacts should be evaluated for early signs 
of tinea capitis. Failure to treat infected contacts is a 
common cause of recurrence.
• If a patient’s fungal culture grows Trichophyton 

tonsurans, then the patient’s family/close contacts 
need to be tested and treated if infected to prevent 
recurrence.
Initiation of oral antifungals should not be delayed 

while awaiting fungal culture results.
• Delay in treatment can result in avoidable scarring 

and permanent hair loss (alopecia) with inflamma-
tory subtypes.
Shorter courses of oral antifungals than are recom-

mended here are frequently used; however, they have a 
higher rate of primary failure.

Oral corticosteroids have historically been used as 
adjuncts for treating inflammatory subtypes of tinea 
capitis. This is no longer recommended because it has 
not been shown to augment the treatment course or 
prevent scarring; however, it is associated with a higher 
rate of adverse events and noncompliance.

Counseling
You have tinea capitis, which is a fungal infection of 
your scalp and hair. This infection is very similar to 

be initiated while the patient is awaiting consultation 
with a specialist.

For noninflammatory variants, all patients with tinea 
capitis must be treated with oral antifungals as outlined 
here:
• Systemic antifungals—Terbinafine and griseofulvin 

are first-line treatments. We prefer terbinafine be-
cause it only requires once daily dosing, has a shorter 
course, and has fewer adverse effects.
• Terbinafine—Terbinafine is administered daily 

for 4 to 6 weeks. No liver function testing is neces-
sary before, during, or after the treatment course. 
Some authors prefer shorter courses (around  
2 weeks); however, the rate of primary failure is 
higher for shorter courses.
• Adult dosing

• 250 mg per day
• Some adults take medications that have 

significant CYP interactions with terbin-
afine (e.g., beta blockers); 126 drugs  
are known to interact (13 of which are 
considered major). Therefore a careful 
review of a patient’s medications is man-
datory. Additionally, patients should be 
told to avoid caffeine-containing prod-
ucts and be warned about phototoxicity.

• Pediatric dosing—weight-based
• ,20 kg: 62.5 mg per day
• 20 to 40 kg: 125 mg per day
• .40 kg: 250 mg per day

• Griseofulvin: 8 to 12 weeks
• Adult dosing

• 1 g per day (single or divided dose)
• Pediatric dosing—weight-based

• ,50 kg: 20 to 25 mg per kg per day (single 
or divided dose)

• .50 kg: 1 g per day (single or divided dose)
• Itraconazole—4 weeks

• Adult dosing
• 100 mg per day
• 428 known drug interactions are known, 

169 of which are considered major. This 
drug should be avoided in patients with a 
history of congestive heart failure.

• Pediatric dosing—weight-based
• 5 mg per kg per day up to 100 mg daily

• Adjuvant topicals—Monotherapy with topical anti-
fungals is not recommended for treatment of tinea 
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• They are most frequent in immunosuppressed indi-
viduals, especially organ transplant recipients.

• Actinic keratosis lesions are characteristically asymp-
tomatic, except for some flaking and a roughness to 
the touch.

• Pain and bleeding are not characteristic of actinic 
keratoses and the presence of these symptoms re-
quires the consideration of an alternate diagnosis 
(e.g., cutaneous malignancy).

• Recent evidence suggests that a painful actinic kera-
tosis has an increased risk for actually representing a 
squamous cell carcinoma.
Clinically, there are four overlapping subtypes of  

actinic keratoses. These lesions can occur in isolation 
but more commonly present as multiple discrete lesions 
affecting one or more cosmetic units:
Typical: These are flat, variably scaled discrete red areas 

that are characteristically rough to the touch. Some-
times scale is barely perceptible to the naked eye  
and these lesions are frequently only identifiable  
by touch.

Pigmented: This represents the collision of an actinic 
keratosis with a solar lentigo (also called a “sun” or 
“liver” spot). These typically occur in exquisitely 
photodamaged patients or in darker-skinned pa-
tients. They look and feel similar to typical actinic 
keratoses, but they are tan, brown, or brown-black in 
appearance.

Hypertrophic: These are typically longer-standing ac-
tinic keratoses that have developed thickened, com-
pact overlying scale. They look like typical actinic 
keratoses, but they have a thickened, crust-like scale 
atop them.

Cutaneous horn: As the name suggests, these are actual 
hornlike projections from the skin. They are classi-
cally “taller” than their horizontal width. Not all  
cutaneous horns are actinic keratoses (25% are  
squamous cell carcinoma in situ, although 60%  
can be benign with a wart or seborrheic keratosis  
at the base). Because you cannot usually determine 
what is at the base of a cutaneous horn, these lesions 
invariably need to be biopsied.

Differential Diagnosis
The differential diagnosis for an actinic keratosis differs 
based on the subtype; however, a cutaneous malig-
nancy (e.g., squamous cell carcinoma and rarely basal 
cell carcinoma) is always in the differential for actinic 

ringworm, although it is more difficult to treat because 
the fungus has infected the hair itself. This infection is 
spread from person to person and it can be spread by 
clothing items (hats) and personal care items (hair-
brushes). It is important that all family members and 
close contacts are evaluated by their doctor for this in-
fection. Additionally, all clothing and personal care 
items that come into contact with the scalp need to be 
washed thoroughly with hot water.

We will send a sample collected from your scalp to be 
tested in a laboratory to find out what specific fungus 
you have. This is helpful in the unlikely scenario that 
your infection does not resolve with the antifungal 
medication we prescribe you today. This testing is very 
slow and we may not have the results from it for more 
than a month.

We will have you start an antifungal medication by 
mouth. It is important that you take this medication 
every day as directed so that the infection goes away. It 
may take weeks for you to notice benefit from this 
medication. In addition, we will recommend a medi-
cated shampoo for you to wash your hair with every day 
until your therapy is completed and you are cured.

ACTINIC KERATOSIS

Clinical Features
Actinic keratoses (Fig. 1.5) are nonobligate precursors 
to cutaneous squamous cell carcinoma. Scalp actinic 
keratoses are almost exclusively seen in bald men in 
whom they are ubiquitous but can also be seen in 
women with sparse scalp hair, such as in female- 
patterned hair loss.
• Each individual actinic keratosis has an annual risk 

of malignant transformation to cutaneous squamous 
cell carcinoma of around 1%; however, this risk is 
variable based on the size of the actinic keratosis, the 
patient’s continued sun exposure, and the patient’s 
immunocompetency.

• Actinic keratoses predominantly develop starting in 
the fifth decade of life and become increasingly 
prominent in older individuals.

• They occur most frequently in Caucasians, followed 
by Hispanics and then all other ethnic groups. They 
occur in men more often than in women and develop 
predominantly in individuals who have a history of 
extensive longitudinal sun exposure.
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burden, the patient’s history of cutaneous malignancy, 
and the patient’s individual preferences. Given the com-
plexity of management and the need for a full-body skin 
examination by a trained professional, patients with 
actinic keratoses should be referred to a board-certified 
dermatologist for evaluation and management.

Warning Signs/Common Pitfalls
The most feared pitfalls managing actinic keratoses are:
• Misdiagnosing a cutaneous malignancy (e.g. squa-

mous cell carcinoma, basal cell carcinoma, amela-
notic melanoma) as an actinic keratosis and delaying 
definitive management.

• Missing a cutaneous malignancy (including a malig-
nant melanoma) present elsewhere on the body by not 
performing a thorough full body skin examination.
These pitfalls are best avoided by referring the pa-

tient to a specialist when available.
In cases where a primary care provider is responsible 

for managing actinic keratoses because of a lack of access 
to a local specialist, avoidance of the following pitfalls is 
crucial:
• Lesions that are not responding to appropriate ther-

apy (e.g., cryotherapy, topical 5-fluorouracil) should 
be biopsied to evaluate for malignancy.

• Patients who have more than five actinic keratoses 
within a cosmetic unit (e.g., on the scalp) should be 
treated with field therapy (preferably with topical 
5-fluorouracil) because their disease burden reflects 
diffuse actinic damage.

COUNSELING
You have actinic keratoses, which are precancerous skin 
lesions. If untreated, these skin lesions have the poten-
tial to become a squamous cell carcinoma (pronounced 
Sk-WAY-miss). Although squamous cell carcinomas are 
not the same type of skin cancer as melanoma, they do 
have the potential to spread (metastasize) and therefore 
we want to prevent them from evolving.

You developed actinic keratoses from chronic sun 
exposure. The sun damages the skin cells so that they 
start to turn into cancers. If untreated, the risk of any 
individual actinic keratosis turning into a squamous cell 
carcinoma is about 1% per year.

We have referred you to a dermatologist for further 
treatment and for an examination of your entire skin 
surface to ensure you have no other serious skin disease 

keratoses; therefore lesions that are persistent or recur-
rent in spite of appropriate management must be  
biopsied.

Hypertrophic actinic keratoses and cutaneous horns 
have such characteristic appearances that their differ-
ential usually only includes squamous cell carcinoma 
(1/- in situ), viral wart, and seborrheic keratosis.
• Viral warts are very uncommon on the scalp; there-

fore this diagnosis should only be made based on 
histology in lesions biopsied to rule out malignancy.

• Seborrheic keratoses, especially inflamed seborrheic 
keratoses, can appear almost indistinguishable from 
hypertrophic actinic keratoses and early squamous 
cell carcinomas.
• Nevertheless, in many cases, seborrheic keratoses 

appear stuck on and are softer to the touch than 
a hypertrophic actinic keratosis. Hypertrophic 
actinic keratoses may also have evidences of a 
typical actinic keratosis lesion surrounding the 
compact scale.

Typical actinic keratoses may be misdiagnosed as a 
scalp rash when they are innumerable on the scalp. 
This situation is not uncommon in light-skinned bald 
men who have practiced poor photoprotection. In 
these scenarios, actinic keratoses are typically misdiag-
nosed as seborrheic dermatitis, xerosis, or another 
nonspecific inflammatory scalp dermatitis.
• Diffuse actinic keratoses can be distinguished from 

inflammatory scalp rashes based on their characteris-
tic rough texture. In situations of clinical uncertainty, 
rubbing one’s hand across the scalp without a glove 
will distinguish actinic keratoses from mimickers.

Work-Up
Actinic keratoses are a clinical diagnosis. Dermatologists 
frequently use a dermatoscope (polarized and nonpolar-
ized light with magnification device) to assist with diag-
nosis; however, learning how to interpret lesions with 
dermoscopy is not readily available to primary care pro-
viders and thus is beyond the scope of this text.

Initial Steps in Management
All patients with actinic keratoses need a full-body skin 
examination performed by a trained provider to screen 
for cutaneous malignancy.

The management of actinic keratoses requires com-
plex decision making based on the nature of an indi-
vidual actinic keratosis, the patient’s overall disease 
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exposed skin in the warm weather. You should also  
apply stronger sunscreen with an SPF of at least 50  
before going outdoors and should reapply that sun-
screen should you spend more than 2 hours outdoors. 
Despite the label “waterproof,” sunscreen should be  
reapplied after swimming or excessive sweating. Wear-
ing a broad-brimmed sun protective hat that has UPF 
protection is also essential. Studies have shown that 
even one summer of appropriate sunscreen use de-
creases your risk for developing more actinic keratoses.

DISCOID LUPUS ERYTHEMATOSUS  
(SEE CHAPTER 2)

and to decrease your risk for developing a skin cancer. 
Because having been diagnosed with an actinic keratosis 
means your skin has been exposed to excessive sun  
exposure throughout your life, you have an increased 
risk for developing skin cancers, and it is important that 
the dermatologist examines your entire skin surface,  
not just the area where you have the actinic keratoses 
that we found today.

To help decrease your risk for developing additional 
actinic keratoses, it is very important that you wear a 
waterproof daily sunscreen with a sun protection factor 
(SPF) of at least 30 and a broad spectrum label (UVA 
and UVB). It takes about an ounce or a shot glass full  
of sunscreen to properly apply the sunscreen to your 
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