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1. Name the papulosquamous skin eruptions.

Papulosquamous skin disorders are inflammatory reactions characterized by red or purple papules and plaques with
scale. These diseases include psoriasis, pityriasis rubra pilaris (PRP), seborrheic dermatitis, pityriasis rosea, and
pityriasis lichenoides et varioliformis acuta (PLEVA). Lichen planus and lichen nitidus are also considered
papulosquamous disorders (see Chapter 12).
2. What is psoriasis?

Psoriasis is a common, genetically determined, inflammatory, and hyperproliferative skin disease. Although there are
morphologic variations, the most characteristic lesions consist of chronic, well-demarcated, dull-red plaques
(Fig. 7.1A) with silvery scale found commonly on extensor surfaces and the scalp (Fig. 7.1B).
3. What is the incidence of psoriasis?

Psoriasis is estimated to occur in about 2% to 3% of the population worldwide. The most recent U.S. data suggest a
prevalence of 3.2% among adults ages 20 and older with an estimated 7.4 million adults affected in 2013. It is less
common, in descending order, in African Americans (1.9%), Hispanics (1.6%), and others (1.4%).

Rachakonda TD, Schupp CW, Armstrong AW. Psoriasis prevalence among adults in the United States. J Am Acad Dermatol. 2014;
70:512–516.
4. List the different types of psoriasis

The different clinical presentations of psoriasis can be separated by morphology or location.
Morphologic Variants Locational Variants
Chronic plaque psoriasis
 Scalp psoriasis

Guttate psoriasis
 Palmoplantar psoriasis

Pustular psoriasis
 Inverse psoriasis

Erythrodermic psoriasis
 Nail psoriasis

Psoriatic arthritis
5. What is guttate psoriasis?

Guttate psoriasis is a variant of psoriasis usually seen in adolescents and young adults. It is characterized by crops of
small, droplike, psoriatic papules and plaques (Fig. 7.2A). The word “guttate” is derived from the Latin gutta, which
means “drop.” This type of psoriasis is often found in association with streptococcal pharyngitis. One-third of patients
can progress to chronic plaque type psoriasis.

Ko HC, Jwa SW, Song M, Kim MB, Kwon KS. Clinical course of guttate psoriasis: long-term follow-up study. J Dermatol. 2010;37
(10):894–899.
6. What is inverse psoriasis?

Inverse psoriasis refers to psoriasis that involves intertriginous areas (axillae, groin, umbilicus). This distribution is
opposite to the usual extensor distribution of psoriasis vulgaris. Psoriatic lesions with both distributions sometimes can
be found in the same patients. Clinically, psoriatic lesions found in these “inverse” distributions often do not have scale
but consist of sharply demarcated red plaques that may become macerated and eroded (Fig. 7.2B). Treatment of
inverse psoriasis usually involves low-potency (nonfluorinated) topical corticosteroids or topical calcineurin inhibitors.
7. Does pustular psoriasis refer to psoriasis that is secondarily infected?

No. The pustular forms are uncommon, less stable variants of psoriasis. Instead of erythematous plaques with silvery
scale as seen in typical psoriasis, pustular psoriasis is characterized by superficial pustules, often with fine
desquamation (Fig. 7.3). Although triggers such as infection can precipitate a flare of pustular psoriasis, the pustules
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Fig. 7.1 Psoriasis vulgaris. A, Numerous well-demarcated scaly plaques on the trunk. B, Close-up of elbow involvement demonstrating
typical, well-demarcated red plaques with silvery scale. (Panel A courtesy Fitzsimons Army Medical Center teaching files.)
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Fig. 7.2 A, Guttate psoriasis on the lower back of a child with the acute onset of numerous droplike erythematous papules. This type of
psoriasis is associated with streptococcal infections, probably through the immune-stimulating effects of exotoxins secreted by the bacteria.
(Courtesy William L. Weston, MD, Collection.) B, Inverse psoriasis involves intertriginous areas such as the axilla, as shown here. Note the
lack of silvery scale seen in psoriasis vulgaris. (Courtesy James E. Fitzpatrick, MD.)
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Fig. 7.3 Pustular psoriasis demonstrating superficial pustules on a well-defined erythematous plaque. (Courtesy John L. Aeling Collection.)
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are sterile. A mutation in IL36RN has recently been described in patients with generalized pustular psoriasis. In addition
to topical corticosteroids, patients often need systemic treatments, such as retinoids, immunosuppressives, or
phototherapy, to keep their disease under control.
8. Is there a genetic basis for psoriasis?

Although a specific genetic abnormality has not been identified, psoriasis is generally considered to be a genetically
determined disease. There are reports of striking family pedigrees that suggest an autosomal dominant inheritance,
but with only partial penetrance. Keep in mind that psoriasis is probably not a single disease, but a family of diseases
involving epidermal hyperproliferation. More than 40 independent genome-wide psoriasis susceptibility loci have been
identified; however, further study is needed to determine the importance and significance of these findings.

The external environment presumably plays a role in the clinical expression. The strongest evidence for the
importance of external factors in the expression of psoriasis is seen in acute guttate psoriasis, which often occurs in
association with streptococcal pharyngitis.

Mahil SK, Capon F, Barker JN. Genetics of psoriasis. Dermatol Clin. 2015;33:1–11.
9. If one of my relatives has psoriasis, what is the chance that I will get psoriasis?

A large questionnaire-based study out of Germany revealed that a child has a 41% chance of developing psoriasis if
both parents are affected, in contrast to 14% if one parent is affected or 6% if a sibling is affected. Twin studies indicate
that there is a two to three times increased risk of psoriasis in monozygotic twins compared to dizygotic twins.

Farber EM, Nall ML. The natural history of psoriasis in 5,600 patients. Dermatologica. 1974;148(1):1–18.
10. Name the types of psoriatic arthritis

Although the exact incidence of psoriatic arthritis is unknown, an estimated 5% to 30% of patients with psoriasis suffer
from psoriatic arthritis. The arthritis may precede, accompany, or, more commonly, follow the development of the skin
disease. The five types of psoriatic arthritis are:
• Asymmetric oligoarthritis, monoarthritis (60% to 70%)
• Symmetric polyarthritis (15%)
• Distal interphalangeal joint (DIP) disease (5%)
• Destructive arthritis (5%)
• Axial arthritis (5%)

Tintle SJ, Gottlieb AB. Psoriatic arthritis for the dermatologist. Dermatol Clin. 2015;33:127–148.
11. Describe the clinical features of the psoriatic arthritis.

Asymmetric arthritis, the most common form of psoriatic arthritis, usually involves one or several joints of the fingers or
toes. The appearance of this type of arthritis can be similar to subacute gout and include “sausage-like” swelling of a
digit due to involvement of the proximal and DIP joints and the flexor sheath (Fig. 7.4). Symmetric polyarthritis



Fig. 7.4 Distal psoriatic arthritis in an 11-year-old patient. Note the extensive nail changes. (Courtesy William L. Weston, MD, Collection.)
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resembles rheumatoid arthritis, but tests for rheumatoid factor are negative, and the condition is clinically less severe
than rheumatoid arthritis. Although not common, DIP joint disease of hands and feet is the most classic presentation of
arthritis with psoriasis. Destructive arthritis (arthritis mutilans) is a rare, severely deforming arthritis involving
predominantly fingers and toes. Gross osteolysis of the small bones of the hands and feet can result in shortening,
subluxations, and, in severe cases, telescoping of the digits, resulting in an “opera glass” deformity. Axial arthritis of
the spine, which resembles idiopathic ankylosing spondylitis, manifests by itself or with peripheral joint disease.
Management of psoriatic arthritis includes nonsteroidal antiinflammatory drugs, physical therapy, and, in more
recalcitrant cases, systemic treatments such as methotrexate and biologic agents.
12. What are the abnormal nail findings seen in psoriasis? Which is most common?

A careful examination of the nails should be part of the skin exam, especially when evaluating a rash that might be
psoriasis. Characteristic nail changes are found in 25% to 50% of psoriatics. These changes include nail pitting,
discoloration, onycholysis, subungual hyperkeratosis, and nail deformity. Nail pitting, the most common nail finding in
psoriasis, consists of small, discrete, punched-out depressions on the nail surface (Fig. 7.5). Circular areas of nail bed
discoloration that resemble oil drops are often seen under the nail plate (hyponychium). The nail can become thin and
brittle at the distal edge with separation from the nail bed (onycholysis) or thickened with subungual debris. Ridges,
grooves, or even frank deformity of the nail plate can also be seen.
13. Are there other nonskin manifestations of psoriasis?

Recent studies have confirmed that psoriasis is associated with medical and psychiatric comorbidities. Patients with
psoriasis have a higher incidence of obesity, diabetes mellitus, hypertension, hypercholesterolemia, and myocardial
.5 Nail pitting is one of the most common changes associated with psoriasis. As demonstrated here, even nail polish cannot hide these
ete pits.
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infarction. Rates of Crohn’s disease and ulcerative colitis are also increased in patients with psoriasis. In addition,
the emotional distress of having a severe skin disease may have a profoundly negative psychological impact.
Depressed mood, anxiety, suicidal ideation, and clinical depression are found at a higher incidence in psoriatic
patients.
14. You are working in a dermatology clinic, seeing a patient with a rash that is possibly psoriasis.
Outside the room, the attending asks if you noticed any evidence of the “Koebner
phenomenon” or an “Auspitz sign” when you examined the patient. What are these?

The Koebner phenomenon (isomorphic response) is the development of a cutaneous eruption at the site of physical
trauma (scratch, surgical wound, tattoo, or sunburn). Other skin conditions that exhibit the Koebner phenomenon
include lichen planus, lichen nitidus, and vitiligo. Patients with psoriasis should be warned of this tendency before
subjecting themselves to cosmetic procedures involving physical trauma (such as having a tattoo).

The Auspitz sign is the presence of small bleeding points seen on a psoriatic lesion when the scales are removed.
This bleeding is due to thinning of the epidermis (suprapapillary plates) between the elongated rete ridges. Note that it
is not a good idea to attempt to elicit these two signs on your psoriatic patients.
15. Name three types of drugs that precipitate or exacerbate psoriasis

Beta-blocking agents, antimalarials (i.e., hydroxychloroquine), and lithium. All three can precipitate or exacerbate
psoriasis. These medications should be used with caution in psoriatics.
16. What other factors can provoke or exacerbate psoriasis?

Infection (especially streptococcal pharyngitis as well as HIV), hypocalcemia, stress, alcohol consumption, smoking,
and obesity have been shown to induce or aggravate psoriasis.
17. Do systemic corticosteroids help psoriasis?

Although treatment with systemic corticosteroids rapidly clears psoriasis, the disease usually “breaks through,”
requiring higher doses of corticosteroids. If systemic corticosteroid treatment is withdrawn, the psoriasis usually
relapses and may worsen. This “rebound”worsening of psoriasis may even result in a severe flare-up of erythrodermic
(total body) or generalized pustular psoriasis.
18. What topical medications are used to treat psoriasis?

Patients with limited disease (usually <5% of their body surface) can often be managed on topical agents alone.
Although systemic corticosteroids generally should not be used, topical corticosteroids are a first-line treatment. For
plaques, medium- to high-potency corticosteroids used daily can result in a rapid response, often controlling the
inflammation and itching. Unfortunately, the relief is often temporary, and tolerance can occur. Side effects include
atrophy and telangiectasias, especially if high-potency topical preparations are used on the face or intertriginous areas
(see also Chapter 49).

Calcipotriene and calcipotriol, vitamin D3 analogs, have shown efficacy in mild to moderate psoriasis or for severe
psoriasis when used in combination preparations with betamethasone. Due to the possibility of systemic absorption
resulting in changes in calcium homeostasis, vitamin D3 analogs should be limited to a maximum dosage of 100 g/wk.
The keratolytic salicylic acid can be used to soften thick scale in cases of severe scalp psoriasis. Coal tar can also be
effective due to its antiinflammatory and antipruritic properties, and tar shampoo preparations are available over
the counter. However, tar preparations have taken on a more secondary role in topical therapy due to staining skin
and clothes.

Menter A, Korman NJ, Elmets CA, et al. Guidelines of care for the management of psoriasis and psoriatic arthritis. Section 6: treatment of
patients with limited disease. J Am Acad Dermatol. 2011;65:137–174.
19. How is ultraviolet radiation used to treat psoriasis?

It has been known for centuries that sunlight exposure can improve psoriasis. Two forms of ultraviolet radiation are
used clinically: ultraviolet B (UVB, 290 to 320 nm) and ultraviolet A (UVA, 320 to 400 nm) combined with an oral
photosensitizer, psoralen plus UVA (PUVA). Compared to PUVA, use of UVB, particularly narrowband UVB (311 nm),
results in less incidence of side effects and is often used first in the treatment of light-sensitive psoriasis (see also
Chapter 54). Excimer laser (308 nm) has also been used for localized disease with some efficacy.
20. What systemic drugs are used to treat psoriasis?

Methotrexate, cyclosporine, and retinoids (i.e., acitretin). Because of the potential side effects of these agents, their
use should be carefully considered by the physician and patient. Methotrexate suppresses DNA synthesis by inhibiting
the enzyme dihydrofolate reductase. In addition to its antimitotic effects, methotrexate inhibits neutrophil function. Side
effects include bone marrow suppression, stomach upset, and hepatotoxicity. Concurrent administration of folic acid to
reduce the risk of pancytopenia and gastrointestinal side effects is controversial due to conflicting studies about folic
acid reducing the efficacy of methotrexate. Although the incidence of hepatic fibrosis and cirrhosis is low with
cumulative doses less than 1.5 g, liver function tests are not a reliable indicator of methotrexate-induced
hepatotoxicity. In patients with other risk factors for hepatotoxicity, a liver biopsy to monitor for hepatic fibrosis and
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cirrhosis may be considered. However, due to the infrequent nature of this consequence, routine liver biopsies for all
patients on prolonged courses of methotrexate are no longer recommended. Methotrexate should be avoided in
psoriatic patients who have underlying liver disease, renal disease, or are heavy drinkers. Patients who take
methotrexate should be aware of its interactions with many other medications.

The antilymphocytic drug cyclosporine can be used for severe psoriasis. It has a relatively rapid onset of action,
but side effects such as hypertension, nephrotoxicity, hepatotoxicity, oncogenicity, and hypertrichosis limit its use as a
long-term agent. The doses used, 3 to 5 mg/kg/day, are usually lower than the dosages used to inhibit organ
transplant rejection.

Systemic retinoids such as acitretin are first-line agents in pustular psoriasis and also may be used to treat
chronic plaque psoriasis. Unlike methotrexate and cyclosporine, retinoids do not suppress the immune system. Rather,
retinoids likely mitigate the epidermal hyperproliferation seen in psoriasis. Acitretin is a potent teratogen and must be
avoided in women of childbearing age. Other systemic treatments include biologic agents, which will be covered in the
next question (see also Chapter 56).

Aithal GP, Haugk B, Das S, et al. Monitoring methotrexate-induced hepatic fibrosis in patients with psoriasis: are serial liver biopsies
justified? Aliment Pharmacol Ther. 2004;19:391–399.
Chladek J, Simkova M, Vaneckova J, et al. The effect of folic acid supplementation on the pharmacokinetics and pharmacodynamics of

oral methotrexate during remission-induction period of treatment for moderate-to-severe plaque psoriasis. Eur J Clin Pharmacol.
2008;64:347–355.
21. What biologic agents may be used in the treatment of psoriasis?

Biologic agents are proteins derived from living cells that are used to modulate specific portions of the aberrant
immune response that leads to psoriasis. They are administered by subcutaneous, intramuscular, or intravenous
injection. Tumor necrosis factor-α (TNF-α) inhibitors (etanercept, adalimumab, and infliximab), interleukin (IL)-12/-23
inhibitors (ustekinumab), as well as IL-17 inhibitors (secukinumab, ixekizumab, and brodalumab) are used in the
treatment of refractory or extensive psoriasis. The TNF-α inhibitors block the proinflammatory action of TNF-α, a
potent cytokine that mediates the formation of psoriatic plaques. Risks of TNF-α inhibitors include increased
susceptibility to infections, such as reactivation of tuberculosis or hepatitis B, and higher rates of malignancy such as
lymphoma.

Another biologic agent is ustekinumab, a humanized antibody against the p40 subunit found in the cytokines
IL-12 and IL-23. In particular, the inhibition of IL-23 blocks the T-cell pathway (Th17) implicated in the pathogenesis of
psoriasis.

Although these systemic psoriasis therapies may be more effective, care must be exercised in their
use, especially because the long-term side effects of biologic agents are not completely clear, particularly
in children.
22. Describe the rash of PRP.

PRP is a rare disease in which the primary abnormality appears to be hyperproliferation of the epidermis. Five variants
have been described, the most common being type I, the classic adult-onset form. In this type, the eruption commonly
begins on the head and neck as orange-red, slightly scaly macules and thin plaques. The rash extends in a
cephalocaudal fashion, and within several weeks, red, perifollicular papules with central plugs develop in the lesions.
The scalp often develops extensive yellowish scale. The palms and soles become thickened and yellow, which is called
keratoderma. This results in a well-demarcated, very characteristic “PRP sandal” (Fig. 7.6A). Although total body
involvement (erythroderma) is not uncommon, the rash of PRP often has characteristic skip areas of normal skin
(“islands of sparing”) (Fig. 7.6B). Considering that the rash usually looks very impressive, it is surprising that patients
often complain of only mild irritation and pruritus.
23. Although PRP can occur at any age, in what decades is it most often seen? What is the
prognosis?

PRP has a bimodal age distribution, with the highest incidence in the fifth and sixth decades and a smaller peak in
childhood. The prognosis is variable, but usually, 80% of patients clear spontaneously in several years.
24. How is PRP treated?

Treatment strategies for PRP depend on the extent of involvement and how much the patient is bothered. Lubrication
with emollients and topical corticosteroids is rarely helpful. The treatment of choice is oral retinoids, with methotrexate
being reserved for retinoid-resistant cases. There have also been reports of the successful utilization of biologics with
PRP in select cases.

Ivanova K, Itin P, Haeusermann P. Pityriasis rubra pilaris: treatment with biologics—a new promising therapy? Dermatology.
2012;224:120–125.
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Fig. 7.6 Pityriasis rubra pilaris. A, Characteristic thickened scaly palms. (Courtesy Johanna Burch Collection.) B, Extensive involvement in
adult showing characteristic salmon color and “islands of sparing.”
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KEY POINTS: PAPULOSQUAMOUS DISORDERS

1. Psoriasis classically has symmetrical, red plaques with silver-white scale on the elbows, knees, and scalp.
2. Nail changes in psoriasis can mimic those seen with a dermatophyte fungal infection.
3. Pityriasis rubra pilaris has large areas of red to orange-red plaques with islands of sparing, and hand/foot

thickened skin.
4. Seborrheic dermatitis can be found not only on scalp but also on the face around the nares, central chest, axillae,

and even on the penis.
5. Pityriasis rosea has oval papules and plaques that tend to develop along skin lines (“Christmas tree” pattern) with

trailing scale (scale does not reach the end of the lesion).

25. Describe the distribution of the “seborrheic areas.”

Seborrheic areas have a rich supply of sebaceous glands and include the scalp, face, central chest, and intertriginous
areas. Skin diseases that can have a “seborrheic distribution” include seborrheic dermatitis, psoriasis, Darier’s
disease, and pemphigus foliaceus.
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26. What does seborrheic dermatitis look like?
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Seborrheic dermatitis is a chronic dermatitis with a typical morphologic appearance of red plaques with greasy, yellow
scales, distributed in the seborrheic areas. Scalp involvement is almost universal. Facial involvement is common and
manifests itself as erythema and scaling on the medial sides of the eyebrows, glabella, and nasolabial folds. Ocular
involvement (blepharitis and conjunctivitis) and ear involvement (external auditory canal and posterior auricular scalp)
are also frequently seen. Visible scalp desquamation, commonly known as dandruff, is probably the precursor and/or a
mild form of seborrheic dermatitis.

Naldi L, Rebora A. Clinical practice. Seborrheic dermatitis. N Engl J Med. 2009;360:387–396.
27. What causes seborrheic dermatitis?
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Seborrheic dermatitis is probably a hypersensitivity response to common skin yeasts, of the genus Malassezia
(Pityrosporum). Seborrheic dermatitis may be more severe when associated with HIV infection, the use of dopamine
antagonist antipsychotics, and Parkinson’s disease.
28. How can you differentiate between seborrheic dermatitis and psoriasis of the scalp?

The differentiation between these two disorders can be difficult. However, in contrast to seborrheic dermatitis, scalp
psoriasis is often patchy, consisting of thicker plaques with silvery scale. The rest of the skin should be examined,
including the nails, to look for other evidence of psoriasis. The patient should also be questioned about a possible
family history of psoriasis.
29. How is seborrheic dermatitis treated?

Although treatment of seborrheic dermatitis is suppressive, it is not curative. The scalp is best treated with medicated
shampoos (ketoconazole, selenium sulfide, zinc pyrithione, and tar). Patients should be instructed to leave the
shampoo on their scalp for at least 5 minutes before rinsing (or two or three songs for patients who are inclined to sing
in the shower). Use of a medium- or high-potency topical steroid solution on the scalp is often helpful for patients who
experience burning or pruritus or have resistant areas. Facial seborrheic dermatitis is very responsive to low-potency
topical corticosteroids (hydrocortisone) or topical antifungal creams.
30. What is pityriasis rosea? Describe the characteristic rash

Pityriasis rosea is an acute, benign, self-limiting disorder that most commonly affects teenagers and young adults. The
eruption has a characteristic pattern, and 70% of cases start with a single 2- to 4-cm, sharply defined, thin, oval
plaque on the trunk or, less commonly, on the neck or proximal extremities. Within a few days to weeks, crops of
similar-appearing, although usually smaller, papules follow the initial “herald patch” (Fig. 7.7). The eruption
characteristically involves the trunk and proximal extremities, usually sparing the face, palms, soles, and scalp.
Lesions on the trunk tend to run parallel to the lines of skin cleavage, resulting in a “Christmas tree” pattern. The
lesions usually resolve within several weeks to a month but may persist longer. Except for a mild prodrome, affected
.7 Pityriasis rosea. A young adult demonstrates a characteristic large
d patch near the axilla associated with numerous oval secondary lesions
ollow skin lines.
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patients are usually asymptomatic. The lesions of pityriasis rosea often have “trailing scale” (e.g., collarette of scale
that does not extend to the border of the lesion), and papular variants can be seen, especially in children.

Drago F, Broccolo F, Rebora A. Pityriasis rosea: an update with a critical appraisal of its possible herpesviral etiology. J Am Acad Dermatol.
2009;61:303–318.
31. What is the cause of pityriasis rosea?

Although the etiology of pityriasis rosea is unknown, the occasional prodromal symptoms, characteristic disease
course, tendency for lifelong immunity, seasonal variance, and reports of epidemics all point to an infectious (viral)
agent. Some studies suggest that human herpesvirus-6 and/or -7 are the causative agents. Treatment consists of
reassurance, emollients, and antipruritic agents for symptomatic patients. Ultraviolet radiation treatment (sunshine or
UVB) hastens the disappearance of the eruption.
32. In the dermatology clinic, you evaluate a 20-year-old man who has been referred from the
primary care clinic with a diagnosis of pityriasis rosea. He has a rash that looks like pityriasis
rosea, but he complains of fevers, myalgias, and swollen lymph glands. He remembers having
an ulcer on his penis several months ago. What test do you recommend?

The eruption of secondary syphilis can mimic pityriasis rosea, although patients often have systemic manifestations
such as fever, lymphadenopathy, headache, or bone pain. Unlike pityriasis rosea, secondary syphilis often involves the
palms, soles, and mucous membranes. A sexual history should be elicited in such patients, and a rapid plasma reagin
(RPR) or Venereal Disease Research Laboratory (VDRL) test should be obtained. Because syphilis is readily treated, and
because untreated syphilis can result in life-threatening cardiovascular and neurologic sequelae, many dermatologists
customarily obtain an RPR or VDRL test on every sexually active patient who presents with a pityriasis rosea–like
eruption.
33. What is pityriasis lichenoides et varioliformis acuta?

PLEVA (or Mucha-Habermann disease) is a rare disease characterized by crops of polymorphous lesions on the trunk,
thighs, and upper arms. The eruption consists of red-brown papules that can become purpuric, scaly, and even
necrotic (Fig. 7.8). The patients usually are asymptomatic, although itching and low-grade fevers and malaise are not
uncommon. Individual lesions resolve in several weeks leaving postinflammatory hyper- or hypopigmentation and
occasionally scars. The clinical course of PLEVA often waxes and wanes and can last months to years.

Khachemoune A, Blyumin ML. Pityriasis lichenoides: pathophysiology, classification, and treatment. Am J Clin Dermatol. 2007;8:29–36.
34. How is PLEVA treated?

Oral antibiotics (erythromycin or tetracycline) have been suggested, but no controlled studies exist. Phototherapy and
immunosuppressive agents, such as methotrexate, have been used for recalcitrant or severe cases.
Fig. 7.8 Pityriasis lichenoides et varioliformis acuta. Characteristic polymorphic
appearance with red scaly papules, hemorrhagic papules, and necrotic papules.
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