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anaging Common Dermatoses in Skin of Color
arcelyn K. Coley, MD, and Andrew F. Alexis, MD, MPH

The demographics of the United States continue to evolve, with a growing proportion of the
population consisting of non-Caucasian racial and ethnic groups. As darker skin types
become more prevalent, so will the need to better understand their skin, the conditions that
affect it, and optimal approaches for treatment. This population poses a special challenge
for practitioners in part as a result of the sequelae often associated with the conditions in
their own right—postinflammatory hyperpigmentation and scarring—and potential iatro-
genic adverse effects that may occur during treatment. Through careful consideration of
cultural, clinical, and therapeutic nuances, safe and effective management of common
disorders in skin of color is achievable.
Semin Cutan Med Surg 28:63-70 © 2009 Elsevier Inc. All rights reserved.
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s the demographics of the US population continue to
evolve, understanding racial and ethnic variations in the

resentation and management of skin disorders will be in-
reasingly important for dermatologists. Several dermato-
ogic concerns are more prevalent or have unique clinical
eatures in populations with skin of color. Moreover, treat-

ent options often vary according to a patient’s skin type so
hat safe and effective outcomes are achieved. Variations in
kin structure and function, as well as cultural practices and
ultural standards of beauty, contribute to clinical and ther-
peutic differences in skin of color.

Most epidemiologic studies pertaining to the prevalence of
ermatologic conditions in people of color have been prac-
ice surveys involving black patient populations. In a 1983
tudy by Halder et al,1 acne, eczema, pigmentary disorders,
eborrheic dermatitis, and alopecias were the most com-
only diagnosed disorders in black patients in a university-

ffiliated private practice in Washington, DC. Alexis et al2

howed similar results in 2007 in a New York City hospital-
ased practice survey, with acne vulgaris, as the most com-
on diagnosis documented, followed by dyschromia, ecze-
a/dermatitis, alopecia, and seborrheic dermatitis,

espectively. In addition to the aforementioned diagnoses,
isorders such as dermatosis papulosa nigra, pseudofollicu-

itis barbae, and keloids are also common concerns for which
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atients of color seek dermatologic consultation. Here we
eview some of the common dermatologic concerns in pa-
ients with skin of color and their management.

cne Vulgaris
cne vulgaris is a leading skin disorder in patient populations
ith skin of color, just as it is in the general population. In

act, acne was the most common diagnosis observed in mul-
iple survey studies involving patients of color.1-6 Although
he etiology and treatment options are similar in all skin
ypes, two potential consequences of acne—postinflamma-
ory hyperpigmentation (PIH) and keloids—occur at signif-
cantly greater rates in darkly pigmented persons; therefore,
reatment can be more challenging in this population. The
equelae may significantly reduce quality of life through their
sychosocial impact. Discoloration and scarring, and the
tigma associated, persist long after the acne lesions them-
elves have resolved. Moreover, PIH is often the primary
otivation, rather than the acne itself, for dark-skinned in-
ividuals to seek medical attention (Fig. 1).7

Differences in the clinical presentation and exacerbating
actors can be seen in skin of color. The most important and
istinguishing clinical feature of acne in skin of color is the
resence of associated PIH. A survey by Taylor et al8 reported
high incidence of PIH in black, Hispanic, and Asian pa-

ients, where 65%, 53%, and 47%, respectively, had acne and
cne-related hyperpigmented macules. The high prevalence
f PIH is attributed to the increased lability of melanocytes in
arkly pigmented skin.9 Inflammation or trauma triggers an

ncrease in melanogenesis or a release of melanin from labile
elanocytes.9,10 It has been reported that marked inflamma-
ion on histopathology (even in noninflammatory lesions—
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64 M.K. Coley and A.F. Alexis
e, comedones) may also contribute to the high prevalence of
IH.11

Common exacerbating factors in skin of color often are
ulturally accepted skin or hair care practices, such as occlu-
ive skin products (eg, cocoa butter), hair pomades (eg, “hair
rease”), and topical steroid-containing fade creams (used by
ome populations, especially in Africa, to lighten the com-
lexion of the skin). Pomade acne is a type of acne that
rimarily affects individuals of African descent. To a lesser
egree, it also has been seen in Hispanic patients, particularly
en who use lubricating products on the scalp and facial
air.12 The lesions are typically closed comedones on the
orehead and along the anterior hairline and are associated
ith using pomades and oils in the hair. Pomades contain

omedogenic combinations of high-melting hydrocarbons.13

his form of acne can be remedied best if such products are
voided. Because of a change in product formulations and
air-care practices of African-Americans,14,15 pomade acne is
ot as common today as it was in previous decades. In pa-
ients with pomade acne, less comedogenic hair emollients,
uch as those containing cyclomethicone or dimethicone, can
e recommended.

reatment
iven the high prevalence and cosmetically disfiguring na-

ure of PIH, early and aggressive intervention is warranted.
owever, because of the irritating nature of some acne treat-
ents, it is important to balance aggressive treatment of acne
ith the risk of inducing PIH secondary to irritant contact

igure 1 Acne vulgaris with PIH in a 17-year-old African-American
ale patient.
ermatitis. c
opical Therapy
opical agents, such as retinoids and antimicrobials, are con-
idered the first-line treatment in skin of color, much as in
ther ethnicities. In ethnic skin, topical retinoids remain the
op choice.16,17 Topical retinoids available in the United
tates include tretinoin, tazarotene, and adapalene, which
ave been shown to be effective in treatment of acne and the
ssociated PIH.17-23 With use of these agents, it is important
o consider the potential risk of irritant contact dermatitis,
hich in itself may also result in PIH. To address this concern

n patients of color, it is advisable to start with low concen-
rations and more tolerable formulations. Typically, the use
f a cream vehicle is more tolerable than an alcohol-based gel,
specially in dry/sensitive skin types.14 However, newer
queous-based gels as well as microsphere and crystalline
ormulations of topical retinoid gels are available and are well
olerated, effective options in this patient population. An-
ther approach is alternate-day dosing, usually at night (eg,
very other night), which can then be titrated up as tolerated
ver 4-6 weeks.
Topical antimicrobials, such as erythromycin and clinda-
ycin, are commonly used and are effective in reducing lev-

ls of Propionibacterium acnes. A major concern with long-
erm use is development of antibiotic resistance. This
esistance can be reduced by the use of benzoyl peroxide in
onjunction with topical antibiotics.24 Benzoyl peroxide for-
ulations are important therapeutic modalities in the treat-
ent of acne in patients with skin of color. Combination
reparations, such as 5% benzoyl peroxide along with a top-

cal antibiotic (ie, clindamycin or erythromycin) are useful
or their antimicrobial and anti-inflammatory properties. A
rimary consideration with benzoyl peroxide, like that of
opical retinoids, is minimizing irritation and drying effects
hat can potentially lead to the development of hyperpigmen-
ation. Hence, the use of concentrations of �5% along with
areful vehicle selection are strongly recommended.14 In gen-
ral, aqueous gels are better tolerated than alcohol-based
els.

Topical azelaic acid, 20% cream is also effective in manag-
ng acne in skin of color. It has been found to successfully
educe inflammatory and noninflammatory acne lesions in
ddition to decreasing hyperpigmentation via its inhibitory
ffects on tyrosinase.25,26 Its efficacy has been reported to be
omparable to that of tretinoin, 0.05% cream, BPO 5% gel,
rythromycin, 2% ointment, and clindamycin, 1% gel.27 It is
enerally well tolerated with a low potential for irritation;
herefore, it may be an appropriate option for patients with
ensitive skin or a history of PIH.14 Efficacy may be enhanced
y combining azelaic acid with other topical acne therapies.27

opical dapsone 5% gel has recently been approved in the US
or the treatment of acne and may be particularly useful in
kin of color patients given its anti-inflammatory properties.

djunctive Therapy
he adjunctive use of depigmenting agents to improve PIH is
ommonly incorporated in the management of acne in skin of

olor. These agents include hydroquinone, azelaic acid, and
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Managing common dermatoses in skin of color 65
ojic acid. Hydroquinone actively blocks melanocyte pig-
ent production via inhibition of tyrosine conversion to mel-

nin. Ideally, hydroquinones are introduced after acne is un-
er control. However, in practice they are often initiated
ooner, typically as spot treatment applied with a cotton swab
nce to twice daily after the application of acne medication.
are must be taken because use could result in hypopigmen-

ation of normal adjacent skin, producing a halo effect. This
ffect gradually resolves after discontinuation of hydroqui-
one. Azelaic acid when used as combination therapy for
cne has also been successful. It also has effects on prolifer-
ting melanocytes and has been effective in reducing hyper-
igmentation in melasma,8 and therefore, has been used in
ther dyschromias.
Chemical peels, when limited to superficial peeling agents

uch as salicylic acid and glycolic acid, are effective and safe
n darker skin types. Benefits of implementing chemical peels
nclude the ability to treat existing primary and secondary
esions, the improvement of PIH, and the improved absorp-
ion of topical agents.28 Liquid salicylic acid solution 20-30%
pplied to the face for 3-5 minutes28 or a 30-50% buffered
lycolic acid solution left in place for 2-4 minutes29 have been
ffective. In one study by Grimes,30 moderate-to-significant
learing of acne vulgaris occurred in 8 of 9 (89%) treated with
series of salicylic acid peels. Pretreatment with 4% hydro-
uinone is recommended by some authors to reduce post-
eel hyperpigmentation in patients with skin types V-VI. A
eries of 3-6 treatments, approximately 4 weeks apart, is typ-
cally performed based on the severity of the areas to be
reated. It is strongly recommended that topical retinoids be
iscontinued 1 week before the peel and restarted 5-7 days
fter the peel.

An important but often overlooked adjunctive measure in
he treatment of acne is the use of sunscreen to prevent ex-
cerbation of acne-associated PIH. Sunscreen (minimum SPF
5 with UVA and UVB protection) in combination with sun
voidance may be a successful and necessary adjunctive
reatment in PIH.31 The selection of a noncomedogenic sun-
creen is important as to not exacerbate the primary condi-
ion. The vehicles rather than the UV-absorbing compounds
hemselves tend to be responsible for exacerbating acne.
herefore, patients should be instructed to look for sun-
creens labeled as noncomedogenic.

A successful outcome is largely dependent on patient com-
liance and the clinician’s ability to effectively choose treat-
ent modalities that are agreeable to the patient. It is helpful

o provide instructions both verbally and in writing to rein-
orce the regimen prescribed. In some patients, PIH and scar-
ing are exacerbated by self-inflicted injury (eg, picking or
cratching lesions). Counseling regarding the avoidance of
anipulating acne lesions is an important step in the man-

gement of such patients.

seudofolliculitis Barbae (PFB)
pidemiology
FB is a common inflammatory follicular disorder character-
zed by papules and pustules localized to the beard and/or o
eck. Also known as “ingrown hairs” or “razor bumps,” this
ondition primarily affects men who are of African ancestry
ie, African-Americans, Afro-Caribbeans, etc.), but more spe-
ifically affects those with curly, coarse hair. Although less
ommon in women, it is often seen in hirsute women on the
ace/neck or in young women who practice hair removal (ie,
axing, plucking, or shaving) in the axilla or pubic regions.
enerally, associated with shaving, PFB can occur in any
air-bearing area. Studies have identified a single nucleotide
olymorphism, a disruptive Ala12Thr substitution in the 1A
lpha-helical segment of the companion layer-specific kera-
in K6hf, as a genetic risk factor for the development of
seudofolliculitis barbae.32 The prevalence ranges from 45%
o 83% and is a leading concern among black US Army re-
ruits.33-35 A study done at the Skin of Color Center,36 which
urveyed 71 patients with PFB (41 female and 30 male sub-
ects), showed an average age of onset of 22 years.

athogenesis
he etiology is related to a foreign-body reaction surround-

ng an ingrown hair within the dermis. It is thought that the
haracteristics of the “black” hair type—a curved hair follicle
nd curly shaft—contribute to the hair’s natural tendency to
oil, producing tightly curled or “kinky” hair. This predis-
oses cut hair to reenter the skin, causing the subsequent

nflammatory response. Cutaneous reentry of the hair shaft
ccurs by 2 mechanisms, extrafollicular and transfollicular
enetration. In extrafollicular penetration, the shaved hair,
ow with a sharp edge, follows its natural curvature with the
oncavity towards the epidermis. As it grows out to the sur-
ace of the epidermis, it then reenters the skin. Transfollicular
enetration is similar; however, because of the hair’s natural
endency to coil, it pierces the follicle wall and reenters the
ermis without ever exiting the epidermis.33,34,36 Transfol-

icular penetration occurs when the skin is pulled taut during
having, which causes newly cut hair to retract beneath the
kin. This may also occur with plucking, which can leave hair
ragments under the skin.34,36 In either scenario, the hair
enetrates the dermis, triggering a foreign-body inflamma-
ory reaction resulting in the formation of papules and pus-
ules.33,34

linical Features
linically, PFB is characterized by follicular and perifollicular
apules and pustules, often with associated hyperpigmenta-
ion. Embedded hair may be seen within papules. There may
lso be grooved, linear, depressed patterns in the skin that
ccur as the result of parallel hair growth.36 Most commonly
ffected are the bearded area of the face, including the ante-
ior neckline, submental and mandibular areas, chin, and
heeks (Fig. 2). Common sites in women include the axillae
nd pubis because they are the sites of most frequent hair
emoval. With the exception of secondary infection, cultures
re usually sterile or contain normal flora.

In female patients with PFB secondary to hirsutism, it is
mportant to rule out hormonal abnormalities, ie, polycystic

varian syndrome or androgen-producing hormones.36,37
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66 M.K. Coley and A.F. Alexis
creening for hormonal abnormalities should include serum-
ree and total testosterone, dehydroepiandrosterone, and lu-
einizing hormone/follicle-stimulating hormone.37

sychosocial Impact
he appearance of these lesions can be very distressing to
en and women affected with this condition and may cause
great deal of anxiety and self-consciousness about one’s

ppearance. PIH may be a significant contributing factor to
ssociated distress. It has been documented that as much as
0% of patients with PFB report having hyperpigmenta-
ion.36 Additionally, PFB has led to significant social tension
mong African-American men in the Armed Forces because
f the military grooming code requirement of a clean-shaven
ace. It left many African-American men faced with the di-
emma of complying with the military code and suffering

igure 2 Pseudofolliculitis barbae on the (A) chin, (B) submental,
nd neck regions in a 45-year-old African-American man.
rom PFB or not complying and facing discharge.35,36 Despite o
he significant impact on quality of life, men with PFB typi-
ally seek treatment later than women.36

reatment
arious treatment options have been employed in managing
FB. When personal and professional circumstances allow,
voidance of shaving altogether and growing a beard results
n resolution of the condition within 4-8 weeks in most cases.
his was demonstrated in a study by Strauss and Kligman, in
hich allowing the beard to grow for approximately 1 month

esulted in spontaneous resolution of most papules.38 Beard
rowth may not always be possible, however, not only be-
ause of occupational mandates for a clean-shaven appear-
nce, but also because of personal choice, often dictated by
ocial acceptability.

Nevertheless, when shaving avoidance is not an option,
atient education and counseling about proper shaving tech-
iques become important to controlling this condition. A key
oncept in preventing flares of PFB is to limit the closeness of
he shave in these patients. Most men with PFB can control
he condition by maintaining an optimal beard length of
.5-1 mm.34-36,37 Electric clippers are often recommended
ecause they can be set to cut hair to the desired length.34 If
he proposed length of 0.5-1 mm or “stubble” is unacceptable
nd a closer shave is desired, use of a single blade razor, as
pposed to a multiblade razor, is preferred. Multiblade razors
end to provide the closest shave but can facilitate transfol-
icular penetration and therefore may increase the risk for
FB. The first blade pulls the hair out of the follicle whereas
he second blade cuts it, allowing retraction of the hair down
nto skin.36 A single-blade razor, such as the Bump Fighter
American Safety Razor Company, Staunton, VA) may be
onsidered.33,34,37,39 This razor includes a polymer coating
nd a foil guard that keeps the blade edge slightly off the skin
o prevent hair from being trimmed too short. This blade has
een reported to significantly reduce the number of PFB le-
ions.36,40 However, a recent unpublished study (sponsored
y Gillette/Proctor and Gamble, Cincinnati, OH) found that
having with a five-blade razor did not exacerbate PFB.

Some dermatologists advocate preparing the area to be
haved with a warm moist towel to soften hair and washing
ith an antibacterial soap or benzoyl peroxide wash, along
ith use of shaving gel or foam for lubrication.37 Patients

hould also be advised to shave in the direction of hair growth
ie, “with the grain”). The use of an adequately sharp blade is
ecommended to prevent the need for repeat passes over a
iven area with the blade. Patients should also be instructed
gainst stretching or pulling the skin taut while shaving be-
ause as the skin is released, cut hair may fall beneath the
kin’s surface setting the stage for transfollicular penetra-
ion.34,36,38 Another proposal is loosening of embedded hairs
he night before shaving by brushing the beard or using a
terile needle with the aid of a magnifying mirror.37,40 The
atter requires great care to avoid inadvertently inducing
rauma or introducing infection. This step is considered un-
ecessary by some because the hair eventually releases itself

nce the hair grows out further. This loop phenomenon,
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Managing common dermatoses in skin of color 67
escribed by Strauss and Kligman, occurs with extrafollicular
enetration. A loop is formed when the hair reenters the skin.
s the hair continues to grow out, the loop enlarges, serving
s a way to release the hair. The hair will spontaneously
elease after a length of 1 cm.33,34,38

hemical Depilatories
hemical depilatories, such as barium sulfide and calcium

hioglycolate, have been used as an alternative to shaving.
hese substances, which exist in powder, paste, cream, and

otion forms, work by weakening the disulfide bonds in ker-
tin so that hair is easily removed from the skin’s surface. It is
pplied to a moistened beard and left in place for 5 or 15
inutes (ie, barium sulfide or calcium thioglycolate, respec-

ively) and then scraped away with a blunt instrument (ie,
ooden spatula) along with the weakened hair. This process

eaves a blunt hair tip, making extrafollicular and transfol-
icular penetration less likely.36 The skin is then rinsed and
mollient applied to reduce irritation. Because these chemi-
als, if left on for prolonged periods, may cause potential
rritant or allergic reactions, with resulting postinflammatory
yperpigmentation, it is important to follow directions pre-
isely. A test patch may be performed to determine irritation
otential before treatment.34

Eflornithine hydrochloride cream, 13.9% (Vaniqa, Skin
edica, Carlsbad, CA) is used to treated unwanted facial hair

n women. It works by irreversible inhibition of skin orni-
hine decarboxylase, an enzyme in hair cell division, result-
ng in a decreased hair growth rate in the area applied.33,34,37

lthough not approved by the Food and Drug Administra-
ion for use in PFB, it has been used for the same purpose of
ecreasing hair growth in men with PFB. The cream is ap-
lied to the affected area of the face twice daily at least 8 hours
part and washed off at least 4 hours after application. Be-
ause it is not a depilatory, it is used in conjunction with
ther hair-removal methods. This point should be discussed
learly with patients to avoid unrealistic expectations. Addi-
ionally, the benefit of the therapy is only maintained with its
ontinued use.

edical Management
edical management includes use of an exfoliating agent,

uch as retinoids, low-potency corticosteroids, and topical
ntibiotics. Often a combination of therapies is used as op-
osed to monotherapy. Topical retinoids have been used
ith success (eg, topical 0.05% tretinoin or adapalene
ightly), which help to alleviate the hyperkeratosis associated
ith repeated nicking of the follicular epithelium36 and hy-
erpigmentation. Some also advocate use of low-to-mid po-
ency topical corticosteroids (eg, desonide lotion) applied in
he morning after shaving in place of commercial aftershave
roducts.33,37 Topical antimicrobials (clindamycin, erythro-
ycin, benzoyl peroxide) may also be useful.41 Although PFB

s not a true folliculitis caused by bacterial infection, as im-
lied by its name, it is thought that antimicrobials may re-
uce the colonization of bacteria that can aggravate the in-

ammation, leading to secondary infection,36 and also have S
nti-inflammatory effects.41 As discussed in a previous sec-
ion, a benzoyl peroxide wash may be added before shaving.

Depigmenting agents, such as hydroquinone 4%, azelaic
cid, and kojic acid have been effective in treating the PIH
hat may result from the PFB lesions. Monthly intralesional
ortico steroids are helpful in addressing resultant hypertro-
hic or keloidal scars.37

hemical Peels
uperficial chemical peels are generally well-tolerated and
eneficial adjunctive therapies in PFB. In addition to its ex-
oliating effect, glycolic acid is a reducing agent. As a result, it
ay reduce sulfhydryl bonds in the hair shaft and lead to

traighter hair growth that reduces the chance for reentry of
he hair shaft into the epidermis.42 Salicylic acid peels can
ffer comedolysis and lightening in cases complicated by
IH.37 Reduced numbers of PFB lesions have been observed
ith both glycolic acid and salicylic acid peels.33

pilation
lectrolysis is generally not recommended in PFB. In addi-

ion to being painful and expensive, the use of electrolysis is
ften unable to ablate the curved or distorted hair follicle,43

hich may be distorted secondary to previous manipulation.
t has been reported by several groups that electrolysis may
ctually exacerbate PFB because the needle used in electrol-
sis may not reach the hair bulbs of the curved follicle, per-
aps promoting transfollicular penetration via relatively
harp hair fragments left in the skin.33,34,36 Additionally, hy-
erpigmentation may result at the sites of needle inser-
ion.36,43 A blend method of electrolysis using galvanic and
hermolytic currents has been effective.35,43

Surgical depilation has been described as an alternate
ethod of hair removal.44 This involves an incision into the

ubcutaneous tissue, extensive undermining, followed by
kin inversion and removal of hair bulbs by scissor excision,
xtraction or electrodessication. A possible consequence of
his procedure is keloid formation; surgical depilation is con-
raindicated in patients with predisposition to form keloids.40

Laser hair removal is the most recent advance in the man-
gement of PFB, with the development of lasers that can be
sed safely in darker skin types. The rationale behind its use

s to reduce the amount of hair growth in affected areas, thus
liminating the potential for developing ingrown hairs. Stud-
es have shown safe and effective use of laser epilation in
arker skin types, including the diode (800-810),45,46 and
eodymium:yttrium aluminum garnet (Nd:YAG 1064 nm)

asers.46-48

Ross et al48 reported the use of Nd:YAG 1064 nm coupled
ith contact cooling as an effective treatment option for PFB

n skin types IV-VI, documenting significant reduction in
air and subsequent papule formation. Histologically, post-
reatment biopsies revealed evidence of severe thermal hair
ulb damage with epidermal preservation, supporting the
oncept that longer wavelengths better penetrate the skin,
ith less thermal damage to the epidermis.48 Weaver and

agaral47 also documented a decrease in the quantity of pap-
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68 M.K. Coley and A.F. Alexis
les/pustules and hairs after 2 treatments in patients with
ctive PFB using the long-pulse 1064 nm Nd:YAG laser on
kin types V and VI. At a 3-month follow-up period, the
ean papule/pustule percentage reduction was 75.9% as

ompared to the control at 28.6%. The most common side
ffects observed included transient hyperpigmentation, tran-
ient hypopigmentation, mild erythema and itching. Laser
pilation is an effective treatment for PFB in those that desire
ong-term hair removal.

ermatosis
apulosa Nigra (DPN)

pidemiology
PN is a benign epithelial neoplasm, a probable variant of

eborrheic keratosis that is found in darkly pigmented pop-
lations, most commonly in those of African descent.49 The

ncidence has been reported to be 35-77% in the African-
merican population.50,51 DPN tends to affect women more

han men at a 2:1 ratio, usually increasing with age.51

linical Features
he lesions are characterized by multiple hyperpigmented
dark brown to black) smooth papules measuring 1-5 mm in
ize. They typically occur symmetrically on the face, favoring
he malar eminences, and may also involve the neck, chest,
nd upper back (Fig. 3). Although the etiology is not known,
genetic predisposition is thought to be a key factor. A pos-

tive family history is often found. However, because DPN
end to be distributed in sun-exposed areas, some authors
ave suggested that sun may play a role in the etiology—a
ypothesis that has also been reported for seborrheic kerato-
es in some populations.52,53 Niang et al54 further comment
n this hypothesis in a Senegalese study. In addition to ob-
ervance of a prominence of lesions present in sun-exposed

igure 3 Dermatosis papulosa nigra in a 52-year-old African-Amer-

rcan woman.
reas, it was also documented that 8 out of 10 patients who
ad profuse (100�) DPN had also practiced some form of
rtificial depigmentation with high potency topical cortico-
teroids in the past. Further studies are needed to investigate
hether the sun or other nongenetic factors play any role in

he pathogenesis.

ole in Malignancy
o malignant transformation has been observed in DPN.
his situation is unlike that of seborrheic keratoses and the
are sign of Leser-Trélat, characterized by a rapid increase in
ize and number of multiple seborrheic keratoses caused by
alignancy, most commonly adenocarcinomas.55 However,
case report from the University of Miami describes a mid-
le-aged black woman with a history of DPN and anemia
ho reported an explosive progression in the number and

ize of biopsy-proven DPN lesions on the face, neck, and
pper trunk, with back lesions in a “Christmas tree” pat-
ern.56 A subsequent colonoscopy revealed an ascending co-
on adenocarcinoma. It is unclear whether this could be an-
ther example of Leser-Trélat, if the DPNs observed were
imply variants of seborrheic keratoses, or if this is a new,
reviously undescribed paraneoplastic entity unto itself.

reatment
reatment is generally performed for aesthetic reasons, al-

hough some lesions may become irritated or pruritic. Partic-
larly bothersome may be feelings of anxiety, fear of cancer,
nd/or professional concerns related to the appearance.54

ptions for treatment include light electrodessication, curet-
age, cryotherapy, and snip excision for pedunculated le-
ions. Intralesional anesthetics have been useful for cases
here there are few lesions. However, topical anesthetics
ay be advantageous in more widespread involvement, with

atisfactory levels of anesthesia for most patients when ap-
lied 30-60 minutes before the procedure.57

The most common adverse effect with any of the afore-
entioned treatments is potential for subsequent dyschro-
ia—either hypo- or hyperpigmentation. Hypopigmenta-

ion can be particularly problematic after cryotherapy
ecause melanocytes are particularly sensitive to freezing
amage.58 In the present author’s (AFA) experience, light
lectrodessication is the safest and most effective treatment
ption for small DPNs. Care should be taken to minimize
njury to normal skin beneath and adjacent to the lesion to
revent hyper- or hypopigmentation. For electrodessication
f lesions that are 1 mm or less, an epilating needle can be
sed. In this author’s opinion, electrodessicated lesions are
est left to fall off spontaneously (rather than using curettage
ost-electrodessication) to further minimize epidermal in-

ury. Pedunculated lesions are safely and effectively removed
y Gradle scissor excision under local anesthesia.
A study by Kauh et al50 examined the efficacy of light

urettage for DPN. Twenty patients (18 women, 2 men; 16
lack, 4 Asian) with clinically diagnosed DPN were treated
ith “light abrasive curettage” to irritate, but not completely
emove, the lesions. Minimal bleeding controlled with pres-
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Managing common dermatoses in skin of color 69
ure was common posttreatment. Good results were reported
n 14 of 19 patients treated, with good (only minor pigment
lteration) or excellent responses at 8 weeks. No evidence of
carring was seen in any patients treated. A prospective study
y Niang et al54 reported success with electrosurgery. Twelve
enegalese patients with DPN had lesions excised with fine-
eedle or fine-scissor electrosurgery after local anesthesia.
esthetic results were evaluated over 6 weeks, with 60% of

reated patients healing without sequelae at day 45. Dyschro-
ia was the only documented adverse effect, seen in those
ho had practiced artificial depigmentation.
Laser treatment of DPN has also shown promise. Good

esults have been documented with use of the 532 diode
aser.49 Authors of recent reports have experienced success by
sing a long-pulsed 1064 nm Nd:YAG laser for the treatment
f DPN. Schweiger et al49 reports 2 cases of middle-aged
frican-American women with a long-standing history of
PN. In both cases, each lesion was treated with a double
ulse from the Nd:YAG laser using a 3-mm spot size, fluence
ange of 145-155 J/cm2 and a pulse duration of 20 millisec-
nds. At 2 months follow up, the treated areas had resolved
ith no pigmentary changes or scarring in approximately
0% and 70% of lesions treated in the 2 cases presented,
espectively. Further studies will be necessary to corroborate
hese findings.

onclusions
nderstanding the disease processes that affect patients with

kin of color and the respective treatment options available
ill be increasingly important for US dermatologists. An

dded challenge is being mindful of the associated complex-
ty and variation among the skin types within this group.
owever, through careful consideration of the clinical and

herapeutic nuances in skin of color, it is possible to safely
nd effectively care for this population.
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