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Telangiectatic Melasma:

A New Entity?
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he appearance of telangiectatic melasma, a possi-

ble subtype of melasma, has not been described in

the literature. Published cases of melasma associ-
ated with telangiectasias have been secondary to the effect
of topical corticosteroids, pregnancy, sun damage, rosa-
cea, or systemic diseases. Reported herein are 4 unique
cases that represent a subtype in which melasma appears
in conjunction with underlying telangiectasias and is not
associated with any of the previously mentioned pathoge-
netic mechanisms: The patients,were suceessfully treated
for their melasma with 4 triple-combination eream (tre-
tinoin 0.05%, hydroquinone 4%, fluocinolone, acetonide
0.01%). Even after ally4 patients were successfully treated
for melasma forup to 12 weeks, the underlying telangi-
ectasias remained easily visible on their faces (Figure 1).
These preliminary observations suggest possible ramifica-
tions fomsthe,management of melasma andsthe need for
the early detection of underlying telangiectasias.

Melasma

Melasma“is a common acquired 'hypermelanosis char-
acterized by the development of sharply demarcated,
blotchy brown macules. The macules of melasma typi-
cally have a symmetric distribution on sun-exposed
areas of the face and neck. Although melasma can affect
anyone, individuals with Fitzpatrick skin type IV or
higher are more prone to develop melasma than lighter-
complected individuals. Melasma presents mainly in
subjects who are Hispanic, Asian, or of Indochinese or
African origin. Three different distribution patterns have
been described as centrofacial, malar, and mandibular.
Wood lamp examination helps to differentiate between
dermal and epidermal melasma.!?
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The cause of melasma is not currently understood,
although many etiologic factors have been implicated
(Table 1). Genetic predisposition may be important.
Perhaps the clearest association is with UV light expo-
sure.> Melasma occurs frequently during pregnancy and
in women taking oral contraceptives or postmenopausal
hormone replacement therapy.*® Therefore, it is generally
believed that estrogen may be important in its patho-
genesis, although there is some suggestion that melasma
may be associated with.thyroid abnormalities in some
cases)’ Cancer chemotherapeutic agents are a common
cause of facial hyperpigmentation, and /the cardiac drug
amiodarone has been associated with ‘a similar type of
facial hyperpigmentation.®”“In addition, photosensitiz-
ing and phototoxic medications, such as phenytoin and
hydantoin derivatives, sulfonamides, tetracyclines, and
minocyclinegmay cause a melasmalike hyperpigmenta-
tion, as may plant psoralens. A similar pattern of facial
hyperpigmentation may also be associated with/chronic
liver disease.

Throughout the years, many different medications and
combinations of drugs and cosmetic procedures have
been used for the treatment of melasma. The mainstay
has been topical hydroquinone, but topical corticoste-
roids, retinoic acid and its derivatives and analogues,
azelaic acid, kojic acid, and many herbal compounds
have been used with varying degrees of success.'?

Kligman and Willis" initially developed their triple-
combination formulation (dexamethasone 0.1%, treti-
noin 0.1%, hydroquinone 5%) as a way of enhancing
the depigmenting activity of topical hydroquinone.
Earlier observation had suggested a skin-lightening
effect was obtainable with corticosteroids. Tretinoin was
added because its epidermal renewal effect seemed to
further improve results. Kligman and Willis'! later stated
that tretinoin caused a dispersion of pigment granules in
keratinocytes and accelerated epidermal turnover so
that pigment was lost more rapidly. In their original
study, Kligman and Willis'' compared the efficacy of the
triple-combination agent with that of each ingredient
applied singly and in dual combinations and found that
omission of even 1 ingredient vitiated the depigmenting
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Figure 1. Patient with severe melasma at baseline (A) and at week 12 posttreatment with a triple-combination cream containing tretinoin 0.05%,
hydroquinone 4%, and fluocinolone acetonide 0.01% (B).The telangiectasias present at baseline remained after treatment was completed. Photo-

graphs courtesy of Pearl E. Grimes, MD.

effect. In the laterglinical trialsythe efficacysand tolerabil-
ity of each possible.combination of 2 of the 3'ingredients
were compared with those of the triple-combination
formulation, with /the same resultingloss Jof efficacy.
The 3 components, therefore, appear to have additive, or
even synergistic, effects.

Combination therapies and newer delivery systems are
more peffective than single agents used alome. There are
combination  products-with hydroquinone that contain
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Etiology of Facial Melasma

Genetic predisposition
UV light exposure
Pregnancy

Oral contraceptives and
hormone replacement therapy

Autoimmune thyroid disease

Cancer chemotherapeutic agents
Amiodarone

Cosmetics

Phototoxic medicines (eg, phenytoin)

Plant psoralens (eg, oil of bergamot)

retinol, vitamin-C, and-vitamin Ej.either with or without
glycolic acid, that are used|to treat melasma. The only
preseription triple-combination product/ available in the
United States indicated for the treatment of melasma is a
cream formulation containing hydroquinone 4%, retinoic
acid 0.05%, and fluocinolone acetonide 0.01%. Dual-
combination products are also efficacious and particularly
useful in patientsywith mild or moderate disease or who are
unable to/ftolerate'an ingredient in the triple combination.

In clinical trials, triple-combination treatment has been
shown to 'be effective and well tolerated in the management
of melasma.'*"In two 8-week, multicenter, randomized,
investigator-blinded studies, 26% 'of patients'treated with
the triple-combination formulation experienced complete
clearing of their melasma by week 8 compared with
3 groups of controls who received creams containing
2 of the 3 ingredients. At week 8, more than 70% of those
treated with the triple-combination cream had a 75% reduc-
tion in their melasma. It was reported that only 3% of the
patients treated with the triple-combination cream experi-
enced telangiectasias. However, it is important to note that
the telangiectasias were not treatment related; all patients
had reported them at baseline. The most common adverse
reactions associated with triple-combination treatment were
mild erythema, peeling, burning, and stinging.

Telangiectasia

Telangiectasias, also known as vascular ectasias or vascu-
lar stasis, are a permanent dilation of small blood vessels
(capillaries, arterioles, venules), creating focal red lesions.
Telangiectasias are visible as nonpulsatile, fine, bright red
lines or netlike patterns on the skin. They may or may
not disappear with application of pressure.
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Causes of Facial Telangiectasias

Common Less Common
Age Ataxia telangiectasia
Alcohol use Bloom syndrome
Photodamage Café-au-lait spots

Sun and wind exposure

Topical corticosteroids

Rosacea

Scars

Burns

Nevus flammeus (port-wine stain)
Poikiloderma

Spider angioma

Carcinoid syndrome

Use of carmustine and hydroxyurea

Connective tissue disorders

Cutis marmorata telangiectatica congenita

Hereditary hemorrhagic telangiectasia (Osler-Weber-Rendu syndrome)
Kippel-Trenaunay-Weber syndrome

Sturge-Weber syndrome

Systemic lupus-erythematosus

Telangiectasia lymphatica lymphangioma

Telangiectasia macularis eruptiva perstans

Unilateral neyoid telangiectatic syndrome

Xeroderma pigmentosa

Although most commonly seen on the skin, telangiec-
tasias associated with other disease states may also appear
on the conjunctivae and mucous membranes. Table 2 lists
some of the different conditions in which facial telangiec-
tasias may be present. Many are uncommon in daily clini-
cal practice. However, telangiectasias are more frequently
observed in the settings of chronic sun exposure, rosacea,
alcohol abuse and chronic liver disease, lymphoma, and
carcinoid tumors. Telangiectasias and melasma both
occur independently in pregnancy as a physiologic skin
change of endocrine origin related to increased serum
levels of melanocyte-stimulating hormone, estrogen,
and progesterone. Telangiectasias, spider telangiectasias,
spider angiomas, spider nevi, and nevi aranei appear
between the second and fifth months of pregnancy in
areas drained by the superior vena cava. They typically
resolve in the first 3 months postpartum.*!® It is not
uncommon to find telangiectasias underlying solar len-
tigines. A subtype of rosacea known as erythematotelan-
giectatic rosacea is characterized by flushing, erythema,
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and telangiectasias. Telangiectasias are also common in
papulopustular rosacea.'*

Finally, dermatologists have long been aware of the
possible appearance of telangiectasias as a consequence
of long-term use of potent topical corticosteroids on
the face. However, nothing has been written in the lit-
erature regarding the coexistence of telangiectasias in
corticosteroid-naive patients with melasma.

For the purposes of this article, we include reports of
4 patients who have presented in our clinic with telangi-
ectasias in association with melasma.

Case Reports

All patients were seen in our clinic for treatment of hyper-
pigmentation. Pigmented areas with telangiectasias were
observed when the skin was stretched for clinical exami-
nation and were evident to the naked eye. These findings
were objectively confirmed by dermoscopy, a noninva-
sive clinical technique utilizing a handheld illuminated
microscope that provides a detailed visualization of
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Figure 2. Patient with severe hyperpigmentation of the face (A). There are a significant number of dilated vessels and brown pigment on
the cheek (B).

both pigmented areas and telangiectasias. None of the
4 patients had been treated with topical corticosteroids
for any skin condition, and only 2 had received hydro-
quinone for t nt of thei i

nose, and fo . During ‘her pre 30 years
ago she developed persistent, blotchy, macular areas of
brown pigmentation over her cheeks, forehead, upper

hin. Treatment with topieal bleaching agents

significant
of telangiectasias. The patient denied the use of topical
cortisone or retinoid products and had not used any
oral corticosteroids.

The patient’s history and physical exam were consistent
with melasma, and the observation of significant num-
bers of telangiectasias was noted at the first visit. She was
treated with triple-combination cream, and her melasma
cleared over the next 8 weeks, after which the telangiec-
tasias were even more evident.

Patient 2 was a 52-year-old Hispanic female with
Fitzpatrick skin type V who presented for treatment of
hyperpigmentation on her face. The patient had had
blotchy pigmentation on both cheeks for more than
5 years. She denied the use of any bleaching treat-
ment or OTC products and had never used topical or
systemic corticosteroids. The patient stated that these
hyperpigmented areas increased after the use of hor-
mone replacement therapy. The only other medication
that she reported was thyroid hormone replacement. On
physical examination she had brown macules on both
cheeks and multiple facial telangiectasias. Melasma with

telangiectasias was diagnosed, and the patient was treated
with triple-combination cream with excellent results
and complete resolution of her hyperpigmentation. Her
i i her hyper-

male with
treatment
0 and fore-
head). The patient stated that the hyperpigmentation
had started 3 years prior to her visit; she also had
ultiple ike, telangiectasias. There were no other
as of ntatien, and va
al histo
everely
cheeks, ead, and

use of any previous treatment
Severe melasma with telangiectasias was diagnosed. The
patient was treated with triple-combination cream with
excellent results and complete resolution. Her significant
number of telangiectasias appeared more prominent once
her hyperpigmentation had resolved.

Patient 4 was a 38-year-old Hispanic female with
Fitzpatrick skin type IV. She presented for treatment
of hyperpigmented skin on her face. The patient had
severe hyperpigmentation, which had been present
for more than 10 years on her cheeks, chin, and forehead.
She denied the use of any bleaching treatment or OTC
products and had never used topical corticosteroids.
On physical examination she had dark brown macules
on her cheeks, forehead, and chin (Figure 2A). She also
had a significant number of dilated vessels on both
cheeks (Figure 2B). The diagnosis was severe facial
melasma and telangiectasia. The patient was treated with
triple-combination cream for her melasma. The area of
telangiectasia was clearly seen immediately after the suc-
cessful resolution of her melasma.
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Possible Local Adverse Effects of
Topical Corticosteroid Use

Acneiform eruptions
Bacterial infections
Candidiasis
Depigmentation
Impetigo

Perioral dermatitis
Rosacea

Skin atrophy

Striae

Telangiectasias

Discussion

To thesbestyof our knowledge, thissis thepfirst time this
subtype of telangiectatic melasma has, been reported in
the literature. Mandry Pagan and Sanchez" reported on
10 patients with mandibular melasma and concomitant
telangiectasias. In addition to the“expected hyperpig-
mentation, histopathologic examination revealed solar
elastosis and a thickened papillary dermis. Chronic sun
exposure was the common factor in all 10 of these cases.
We think that melasma is exacerbated or precipitated by
sun exposure. The presence of telangiectasias in patients
with melasma may therefore simply be a manifestation of
photodamage, or it may be hormonally triggered.

Owing to the high incidence of melasma and its
increased diagnosis, particularly within the Hispanic
population, it is essential to identify telangiectatic
melasma prior to initiating treatment for melasma. The
increased use of dermoscopy will help identify patients
whose telangiectasias may be obscured by hyperpigmen-
tation. This subgroup of patients (with photodamage)
may be at higher risk of developing more or more severe
telangiectasias when treated with agents that contain a
topical corticosteroid. However, it should be noted that
telangiectasias in patients with melasma are not always
an adverse effect of topical corticosteroids. In the 4 cases
reported here, the use of fluocinolone acetonide, a low-
potency, class VI fluorinated steroid, did not result in
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development of telangiectasias, nor did it increase the
area of those that were already present.

As early as the initial Kligman and Willis'' study,
the local adverse effects of topical corticosteroids were
not observed with the triple-combination formula-
tion (Table 3). Kligman and Willis'' suggested that the
tretinoin overrode the atrophic effect of the corticoste-
roid, while the corticosteroid appeared to antagonize
the thinning effect of tretinoin on the stratum corneum.
In a later study, Sarkar and associates'® utilized sequen-
tial melasma therapy with clobetasol propionate 0.05%
applied for 8 weeks followed by azelaic acid 20% for
16 weeks compared with azelaic acid 20% alone for
24 weeks. They also found the combination treat-
ment to be more efficacious than the single agent.
The sole steroid effect they noted was acneiform
eruption, which cleared after 8 weeks. They observed
no telangiectasias.

A laterstudy-in the-hairless mouse model.showed that
the combination of tretinoin and several different topi-
cal steroids did not result'in atrophy. Moreover, it was
shown that while counteracting the| undesirable effects
of corticosteroids, 'tretinoin 'did not adversely affect
their anti-inflammatory abilities.!” This finding was
corroborated in a study of psoriasis patients that noted
that tretinoing“partially ameliorates epidermal atrophy
produced by the'topical corticosteroid.”'® In, the clinical
trials of [the triple-combination agent; a 3% incidence
of telangiectasias was noted, but the authors stated that
most were mild and occurred in patients who had them
prior to enrollment in the trial. /A’ subsequent 24-week
extension study revealed a 4% incidence of mild telan-
giectasias, many of which had resolved or improved by
study end."?

Conclusion

Whether telangiectatic melasma constitutes a new
syndrome or merely a chance confluence of etiologic
factors will be important to ascertain, given the newer
combination agents used to treat pigmentary abnor-
malities, some of which might increase the risk of these
vascular lesions.

We want to create awareness of the need for careful
clinical evaluation of patients with melasma with an
underlay of telangiectasias since this presentation might
not be an uncommon finding. Whether the telangiecta-
sias are a measure of skin type, are related to genetic or
ethnic background, or are secondary to photodamage
still needs to be elucidated. Further studies should be
conducted to see what the true incidence of this disor-
der is in the present melasma population.
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