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CME Objective: To review current evidence for the prevention, diagnosis, and
treatment of psoriasis.

The information contained herein should never be used as a substitute for clinical
judgment.
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Psoriasis affects 2% to 3% of American adults. A study of nearly 1700
adults with a dermatologist-confirmed diagnosis of psoriasis found the
overall annual sex- and age-adjusted incidence rate to be 62.3 of 100 000

people over a 30-year period (95% CI, 58.8 to 65.8). The annual incidence of
psoriasis almost doubled between the 1970s and 2000 (50.8 to 100.5 per
100,000 people; P = 0.001), possibly reflecting increased exposure to risk factors
or changes in diagnosing patterns in this population (1).

Approximately 40% of patients with psoriasis or psoriatic arthritis (PsA) have a
family history of these disorders among first-degree relatives. Psoriasis develops
in as many as half of the offspring when both parents have psoriasis but de-
creases to 16% when 1 parent is affected and to 8% when only a sibling is 
affected. The cause is complex, requiring an interaction between environmental
triggers and inheritance of susceptibility alleles. Genome-wide association stud-
ies have confirmed a link between 11 chromosomal loci and psoriasis. Notably,
the HLA-Cw6 allele is believed to be the major susceptibility gene predispos-
ing patients to early disease (2).

The prevalence of psoriasis varies geographically. For example, it is more preva-
lent in cooler parts of Australia and Norway than in warmer regions. Ethnic
factors also influence prevalence. In the United States, psoriasis is more preva-
lent in whites than in African Americans (2.5% vs. 1.3%, respectively). Most
studies suggest an overall male prevalence; however, female prevalence is higher
in persons younger than 20 years, suggesting an earlier age of onset in women (3).

Psoriasis causes psychosocial morbidity and decreased occupational function. In a study
of more than 300 patients, the physical and mental disability of psoriasis was
similar to or greater than that of other chronic illnesses, such as 
cancer, arthritis, hypertension, heart disease, diabetes, and depression, as
measured by the Short Form-36 Health Survey Form (4).

A distinct genetic pattern exists. Type 1 psoriasis has a strong family history
association and a connection with class 1 HLA genes, specifically HLA-Cw6;
type 2 is rarely familial and typically demonstrates an increased frequency of
HLA-Cw2 and HLA-B27 alleles (5). These types of psoriasis cannot be dif-
ferentiated clinically or histologically.

Subtype classification of psoriasis is based on morphologic characteristics. Yet,
clinical findings often overlap into more than one classification category. The
most common subtypes include plaque, guttate, erythrodermic, pustular, and 
inverse (Table 1). Determining the subtype is necessary to institute appropriate
management.

Diagnosis and
Evaluation What is the differential diagnosis?

The diagnosis of psoriasis is most
often made clinically. However,
other cutaneous disorders mimic
psoriasis and further testing may be
needed to confirm the diagnosis. A
list of the most common differen-
tial diagnoses, classified by psoriasis
subtype, is detailed in Table 1 (6).
If there is uncertainty about the 
diagnosis of psoriasis or if newly di-
agnosed psoriasis does not respond

What are the most common
symptoms?
Psoriasis is characterized by erythe-
matous lesions with loosely adherent,
silvery-white scales (Figure 1). Initial
papules can coalesce into patches and
plaques that are pruritic and well-de-
marcated (Figure 1). Known as the
Auspitz sign, removal of the scale of
a psoriasis plaque can induce punc-
tate bleeding. Aside from the skin,
nails and joints can also be affected.
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appropriately to simple topical
therapy, then a dermatologist
should be consulted.

Which areas of the skin are most
commonly affected?
In chronic plaque psoriasis, lesions
preferentially affect extensor surfaces
(elbows and knees), the lum-
bosacral area, intergluteal cleft, and
scalp, but any body site can be 

affected. In inverse psoriasis, lesions
appear in intertriginous areas.

How often are the nails involved?
Nail psoriasis affects up to 55% of
psoriasis patients and can occur in
any psoriasis subtype. Less than 5%
of nail disease occurs in patients who
lack other cutaneous findings of pso-
riasis. Up to 90% of patients with
psoriatic arthritis have coexistent nail

Table 1. Psoriasis Subtypes and Differential Diagnoses* 
Subtype/Differential Diagnosis Characteristics Notes

Plaque Well-defined, sharply demarcated, erythematous Diagnosed in 80%-90% of psoriasis patients; localized 
plaques with a thin, silvery-white scale; tend to to the scalp, trunk, buttocks, and limbs; predilection 
be symmetrically distributed over the body for extensor surfaces (elbows, knees)

Eczema Erythematous papules/plaques lacking a silvery scale; Predilection for flexural surfaces; more pruritic than 
can be vesicular/weeping; chronic lesions can be psoriasis; does not koebnerize†; personal/family history of 
lichenified/hyperkeratotic asthma, hay fever, allergies 

Dermatophyte infection Solitary/many erythematous lesions with central Potassium hydroxide preparation, fungal culture, and 
clearing and peripheral scale rarely skin biopsy confirms diagnosis

Superficial squamous cell Solitary/many patches on sun-exposed areas that Skin biopsy confirms diagnosis; lesions flat, less 
carcinoma/basal cell increase in size with time erythematous and scaly than psoriasis
carcinoma
Subacute cutaneous lupus Photodistributed psoriasiform lesions Psoriasis decreases with sun, lupus worsens; skin biopsy 
erythematosus and laboratory tests confirm diagnosis

Guttate Small “droplet” lesions of short duration (weeks Occurs in < 2% psoriasis patients; usually affects  
to months); palms/soles spared persons < 30 y; may have an antecedent upper  

respiratory infection
Secondary syphilis Generalized erythematous psoriasiform papules with Chancre may still be evident in early stages of secondary 

collarette‡ scale; palms/soles affected; associated syphilis; rapid plasma reagin confirms diagnosis
with nonscarring alopecia, lymphadenopathy, systemic 
symptoms (malaise, fever, headache, myalgias)

Pityriasis rosea Herald patch: 1–2 weeks after a vague “viral” episode, Usually self-limiting, not usually recurrent; associated 
a single patch appears on the trunk; smaller lesions with human herpesvirus; epidemics occur in spring and 
along skin cleavage lines then appear fall; requires topical steroids and antihistamines

Erythrodermic Diffuse erythema >75% BSA +/− exfoliation, Severely disabling variant
superficial desquamation, hair loss, nail dystrophy

Pityriasis rubra pilaris Orange-red plaques start on the head and spread Skin biopsy confirms diagnosis
caudally; small areas of spared skin frequently present; 
yellowish thickening of palms and soles; nail changes 
similar to psoriasis

Drug eruptions Usually generalized erythroderma approximately Skin biopsy confirms diagnosis; eosinophilia suggestive 
7-10 days after initiation of a new drug

Pustular Individual/coalescing sterile pustules occurring Usually affects persons >65 y, female predilection,  
either in an acute, generalized fashion or localized >25% of patients have a positive family history
to palms/soles

Candidiasis Erythematous patches/pustules of flexural surfaces Yeast/pseudohyphae on Gram stain confirms diagnosis
Acute generalized Pinpoint, multifollicular pustules on erythematous Self-limited, febrile drug reaction; resolves after 
exanthematic pustulosis patches mainly involving folds withdrawal of suspected agent 

Inverse Well-demarcated, erythematous lesions with Affects intertriginous areas
minimal scaling

Intertrigo Moist, erythematous lesions of intertriginous areas Due to mechanical factors or secondary infection; 
difficult to distinguish from inverse psoriasis

Cutaneous T-cell lymphoma Erythematous patches/plaques of intertriginous areas Skin biopsy of the thickest, untreated lesion with 
minimal sun exposure confirms diagnosis

BSA = body surface area. 
*Data from reference 6. 
†The Koebner phenomenon refers to skin lesions appearing on lines of trauma. 
‡Collarette scale describes the peripherally attached and centrally detached scale at the edge of an inflammatory lesion.
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involvement. Psoriasis patients have
fingernail and toenail involvement in
50% and 30% of cases, respectively.

Changes include the oil drop sign,
pitting, onycholysis, and nail bed 
hyperkeratosis. The “oil drop” sign 
results from disease in the nail bed
and is a translucent yellow-red dis-
coloration reflecting exocytosis of the
leukocytes beneath the nail plate
(Figure 2A). Pits are superficial de-
pressions in the nail plate that occur
when psoriasis lesions occur in the
nail matrix (Figure 2B). Onycholysis
is a white discoloration of the nail
that occurs when air enters the space
between the plate and the nail bed.
Nail bed hyperkeratosis occurs when
cells that have not undergone
desquamation collect under the nail
plate, causing it to rise off of the nail
bed (Figure 2B). Nail psoriasis is a
significant therapeutic challenge. For
those desiring more aggressive treat-
ment, intralesional steroid injections
can be given (7).

How often are joints affected by
psoriasis? Which ones?
Psoriatic arthritis is an inflammatory,
seronegative spondyloarthropathy.
Up to 30% of psoriasis patients have
stiffness, pain, swelling, and tender-
ness of joints and surrounding liga-
ments and tendons. The enthesitis is
the anatomical location where ten-
don, ligament, or joint capsule fibers
insert into the bone. Enthesitis of
PsA usually occurs at the insertion
sites of the plantar fascia; the
Achilles tendon; and the ligamen-
tous attachments to the ribs, spine,
and pelvis. Dactylitis, or sausage dig-
its, is a combination of enthesitis of
the tendons and ligaments and syn-
ovitis of an entire digit. Bone lysis
can ultimately cause digits to shorten
(Figure 3A), with the most severe
form being the telescoping of digits
(Figure 3B).

PsA can develop at any time but usu-
ally presents between the ages of 30
to 50 years and affects men and
women equally. Most persons with

PsA have polyarticular peripheral
joint involvement. About 5% have
axial involvement exclusively, whereas
up to 50% have both spine and pe-
ripheral joint involvement. The
hands tend to be more involved than
the feet, with a ratio of nearly 2:1 (8).

When should joints be tapped to
diagnose PsA? What synovial fluid
studies should be performed?
Arthrocentesis is not the recom-
mended method for diagnosing
PsA; however, synovial fluid taken
from a joint affected by PsA would
be inflammatory in nature (turbid,
>50,000 white blood cells/cm3, low
in glucose, and comprising 40% to
80% neutrophils).

Clinical and radiologic observations
are better for diagnosis. Helpful
clues include asymmetrical joint
stiffness of the hands, feet, or large
joints lasting more than 30 minutes
in the morning or after long periods
of inactivity. Classic radiographic
features include joint erosions, joint-
space narrowing, bony proliferation,
spur formation, and osteolysis with
“pencil-in-cup” deformities (8).

Aside from skin and joints, what
else should be examined when a
diagnosis of psoriasis is being
considered?
Psoriasis has been reclassified as a sys-
temic inflammatory disorder similar
to rheumatoid arthritis, Crohn dis-
ease, and systemic lupus erythemato-
sus. The inflammation cascade of
psoriasis promotes endothelial dys-
function and oxidative stress. Psoriasis
patients may then be predisposed to
atherosclerosis-based cardiovascular
disease and its associated risk factors,
such as hypertension, obesity, dia-
betes, smoking, and the metabolic
syndrome. Research has also shown
that the duration and severity of pso-
riasis closely parallel those of comor-
bid cardiovascular conditions.

In 1 study, the excess risk for stroke attribut-
able to psoriasis in patients with mild and
severe disease was 1 in 4115 per year and 1
in 530 per year, respectively (9).

Figure. 1
A Extensive, well-demarcated
erythematous plaques of the
abdomen. Psoriasis plaques. 
B. Erythematous plaque of the
elbow. C Erythematous, scaling
plaques of the abdomen. 
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of oral corticosteroids). Lastly, psoria-
sis can be exacerbated by cold weath-
er with low humidity.

Are there any specific diagnostic
tests for psoriasis?
There is currently no psoriasis diag-
nostic test—the diagnosis is clinical.
For initial work-up, a total body skin
evaluation, including the nails and
scalp, should be performed. Patients
should be routinely asked about joint
symptoms (stiffness, swelling, pain,
decreased range of motion) and
whether there is a personal or family
history of autoimmune diseases 
(ulcerative colitis, Crohn disease,
thyroid disease, diabetes).

Which blood tests are abnormal in
psoriasis, and how specific are
they to the diagnosis?
Blood work is rarely needed for diag-
nosis. A rapid plasma reagin distin-
guishes psoriasis from syphilis. If sub-
acute cutaneous lupus is high on the
differential list, then antinuclear anti-
body, anti-Ro, and anti-La can assist
with confirmation. C-reactive protein
levels are occasionally elevated in
PsA. Elevated uric acid may be seen,
especially in erythrodermic psoriasis.

What is the role of skin biopsy in
making the diagnosis?
Histologic confirmation is sometimes
necessary to diagnose psoriasis. Epi-
dermal hyperplasia, parakeratosis,
thinning of the granular layer, infiltra-
tion of neutrophils and lymphocytes
in the epidermis and dermis, and in-
creased prominence of dermal papil-
lary vasculature are classic findings.

A British group used an electronic medical
records database to design a cohort study of
over 44 000 patients with a first-time diag-
nosis of psoriasis and nearly 220 000 healthy
comparison participants matched by age,
sex, and index date. Those with psoriasis had
a higher risk for incident myocardial infarc-
tion (hazard ratio [HR], 1.21 [CI, 1.10 to 1.32]),
angina (HR, 1.20 [CI, 1.12 to 1.29]), athero-
sclerosis (HR, 1.28 [CI, 1.10 to 1.48]), peripher-
al vascular disease (HR, 1.29 [CI, 1.13 to 1.47],
and stroke (HR, 1.12 [CI, 1.00 to 1.25]) (10).

A systematic review of 18 cross-sectional,
case–control psoriasis studies selected from
PubMed, the Cochrane library, and EMBASE
found an increased risk for the metabolic
syndrome (odds ratio [OR], 1.3 to 5.92) and
obesity (OR, 1.18 to 5.49). This trend was am-
plified in persons with severe psoriasis (11).

What triggers or unmasks
psoriasis? What is the Koebner
phenomenon?
Bacterial, HIV, and other viral in-
fections are considered psoriasis
triggers. For example, upper respi-
ratory infections, especially with
Streptococcus pyogenes, are strongly as-
sociated with onset and flaring of
guttate psoriasis (12).

Stress is also a common trigger, and
patients can often trace their first
outbreak to a stressful event. Psoriasis
lesions can be induced locally in areas
of physical trauma, such as vaccina-
tion, tattoos, sunburn, or excoriation,
which is known as the Koebner phe-
nomenon. Certain medications are
associated with development of pso-
riasis (lithium, interferon, antimalari-
als, β-blockers, angiotensin-convert-
ing enzyme inhibitors, nonsteroidal
anti-inflammatory drugs, withdrawal

Figure. 2
Psoriasis nail changes. A. Oil drop sign of the
fingernail. B. Pitting and nail bed hyperker-
atosis of the fingernails.

Diagnosis and Evaluation.... The diagnosis of psoriasis is most often made clini-
cally. Psoriasis papules, patches, or plaques are characteristically sharply demar-
cated, erythematous, scaly, and pruritic. Concomitant joint and nail involvement
may reinforce the diagnosis. Neither histologic nor laboratory abnormalities are
required for diagnosis. Such triggers as infection, trauma, stress, and certain drugs
can often be elicited from the patient. High-quality evidence suggests that psori-
asis patients are more likely to have risk factors for cardiovascular disease and are
more likely to have cardiovascular events. When the diagnosis is uncertain, evalu-
ation by a dermatologist should be considered.

CLINICAL BOTTOM LINE

Figure. 3
Psoriatic arthritis. A. Swelling of the proximal
interphalangeal joints of the second through
fourth digits. B. Telescoping of the fifth digit
due to severe bone lysis.
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Treatment and
Management proliferation and enhancement of 

keratinocyte differentiation. Topical
retinoids function by normalizing ab-
normal keratinocyte differentiation,
diminishing hyperproliferation, and by
decreasing expression of inflammatory
markers. Calcineurin inhibitors block
the synthesis of numerous inflamma-
tory cytokines that play an important
role in the pathogenesis of psoriasis.
While the precise mechanism of kera-
tolysis is not fully understood, it is be-
lieved that salicylic acid may reduce
both keratinocyte-to-keratinocyte
binding as well as the pH of the stra-
tum corneum; these effects lead to re-
duced scaling and softening of psori-
atic plaques. Recent studies suggest
that the ability of anthralin to prevent
T-lymphocyte activation and to nor-
malize keratinocyte differentiation
may occur by a direct effect on mito-
chondria. Although the mechanism of
action of coal tar is not well-under-
stood, it is known to suppress DNA
synthesis by reducing the mitotic la-
beling index of keratinocytes (13).

Treatment of patients with more 
severe disease
In recent years, biological therapies
have changed the treatment of psori-
asis, supplanting traditional systemic
agents that are potentially toxic to
the liver, kidneys, and bone marrow
or are teratogenic. Nevertheless, tra-
ditional systemic medications may
still be important because of their
oral administration and low cost.
Methotrexate (MTX), which has an-
tiproliferative and immunosuppres-
sive effects, remains the most com-
monly prescribed traditional systemic
psoriatic therapy worldwide. Cy-
closporine A (CSA), which works by
lowering inflammatory cytokine lev-
els and is broadly immunosuppres-
sive, is one of the most effective pso-
riasis treatments available. However,
due to associated glomerulosclerosis,
U.S. guidelines suggest limiting use
to 1 year (14, 15). Of the traditional
systemic therapies, acitretin is least
effective as monotherapy but is often

What drug therapies are used in
treatment?
Table 2 reviews the drug therapies
used to treat psoriasis and summa-
rizes how to select from available
treatments on the basis of severity
and response.

Treatment of patients with 
limited disease
Approximately 85% of psoriasis pa-
tients have mild-to-moderate disease,
most of which is treated with highly
efficacious and safe topical agents.
Topical therapies are used for limited
disease or as an adjunct to systemic or
phototherapy for moderate-to-severe
psoriasis. Careful selection of medica-
tion must take into account body site,
thickness and scaling of the lesions,
age of the patient, vehicle prefer-
ences, and the ability of the medica-
tion to meet the patient’s needs.

More potent agents should be used
on a short-term basis to allow for re-
sponse, after which patients should
be instructed to use these agents 
intermittently for long-term manage-
ment. This strategy confers less risk
for side effects. Alternatively, patients
requiring continuous treatment are
instructed to use the least potent
agent that allows for disease re-
sponse. Approximately 400 g of a
topical agent is required to cover the
body of an average-sized adult when
used twice daily for 1 week. For most
patients with limited disease, topical
treatments are safe, effective, and
convenient, provided that patients are
thoroughly familiar with the multiple
nuances of this form of therapy.

For most topical medications, the
mechanisms of action are focused on
normalizing the uncontrolled prolifer-
ation of keratinocytes. For example,
topical corticosteroids have anti-
inflammatory, antiproliferative, im-
munosuppressive, and vasoconstrictive
effects. Vitamin D analogues are be-
lieved to be mediated by binding to
vitamin D receptors, which leads to
both inhibition of keratinocyte 
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Table 2. Treatments for Psoriasis
Agent/Dosage Mechanism of Action/Indication/Notes Toxicity

Topical corticosteroids/Apply daily or twice Anti-inflammatory, antiproliferative; Chronic: cutaneous atrophy (telangiectasias, striae, 
daily, 2–4 wk for class 1 corticosteroids immunomodulatory; vasoconstrictive/ ulcers), HPA axis suppression
Class 1 (super-potent) Plaque psoriasis: rapidly alleviates symptoms; Pregnancy category: C

Clobetasol propionate 0.05% cream tachyphylaxis, loss of effectiveness with 
Class 2 (potent) Fluocinonide 0.05% cream continued use, may reflect noncompliance; 
Class 3, 4 (mid-strength, upper mid-strength) Adult: 50 g/wk recommended dose of a class 

Desonide 0.05% cream 1 steroid; Pediatric: Increases risk for systemic
Class 5, 6, 7 (least potent, mid-strength,   toxicity, limit high potency steroids

lower mid-strength) 
Hydrocortisone 1.0% cream

Topical vitamin D analogue/Apply twice daily Inhibits keratinocyte proliferation; nuances Acute: lesional/perilesional irritation (especially face 
Calcitriol 3 mcg/g ointment keratinocyte differentiation/Plaque psoriasis: and genitals); chronic: hypercalcemia (if > 100 g/wk), 
Calcipotriene 0.005% ointment lacks cutaneous side effects and HPA axis photosensitivity
Tacalcitol 20 mcg/g ointment* suppression; inactivated by UV light, use after Pregnancy category: C
Maxacalcitol 25 mcg/g ointment* phototherapy; Pediatric: appears to be safe

Topical vitamin D analogue or steroid/ Inhibits keratinocyte proliferation; inhibits Chronic: hypercalcemia and PTH suppression 
Apply daily inflammatory cell accumulation/Plaque psoriasis: (if maximum daily dose exceeded); topical cortico- 
Calcipotriene/betamethasone efficacy comparable to high-potency topical corticosteroid side effects
propionate 0.005%/0.064% ointment steroids, Inactivated by UV light, use after photo- Pregnancy category: C

therapy; Adults: 100 g/wk; Pediatric: 50 g/wk 
Topical retinoids/Apply before bedtime Normalizes abnormal keratinocyte differentiation; Chronic: local irritation of lesional/perilesional skin 

Tazarotene 0.05% gel decreases inflammatory marker expression/ reduced with cream formulation, lower product 
Plaque psoriasis: efficacy equal to medium- concentration, combination with moisturizers, 
strength topical steroids at 12 wk; however, alternate day application, short-contact (30–60 min), 
responses more durable; photosensitizing topical steroid application†
(thins epidermis); however, enhances efficacy Pregnancy category: X
of phototherapy and diminishes amount of UV 
light exposure needed‡

Topical calcineurin inhibitors/Apply twice daily Blocks numerous inflammatory cytokine synthesis/ Tacrolimus (more than pimecrolimus) sting or burns 
to face and intertriginous areas Off-label use for facial/intertriginous psoriasis, no for first 2-3 d; FDA lymphoma “black box” warning

Tacrolimus 0.1% ointment evidence of skin atrophy; Pediatric: approved for Pregnancy category: C
Pimecrolimus 1.0% cream eczema patients >2 y 

Salicylic acid/apply daily Reduces keratinocyte-to-keratinocyte binding; Do not combine with other salicylate drugs; risk to 
reduces stratum corneum pH/No specific FDA pregnant women probably small
indication; often combined with other topicals 
(steroids and immunomodulators); ↓UVB 
phototherapy efficacy

Coal tar/apply daily; available in many Mechanism not well-understood; may suppress Cosmetic issues: stains clothes, has the odor of tar;  
formulations DNA synthesis/Used in treatment of psoriasis for can cause contact dermatitis, folliculitis, photo- 

>100 y: modified Goeckerman regimen: crude coal sensitivity; risk to pregnant women probably small
tar + UV light, very effective; Pediatric: use 
cautiously

Topical anthralin/several doses and Mechanism not well-understood; may suppress Skin irritation and staining of the skin 
preparations available; most commonly T-lymphocyte activation/Plaque psoriasis: if Pregnancy category: C
used as short contact (20–30 min) starting plaques well-defined, surrounding normal skin can 
at 1% concentration  be protected with zinc oxide paste; synergistic with 

UVB phototherapy 
UVB phototherapy/Dosage guidelines vary Decreases keratinocyte proliferation Acute: erythema, pruritus, burning; chronic: 

depending on Fitzpatrick skin type photoaging, photocarcinogenesis; drug interactions: 
Narrowband UVB cautious use with other photosensitizing medications; 
Broadband UVB risk to pregnant women probably small

Targeted phototherapy/Guidelines vary Decreases keratinocyte proliferation; penetrates Chronic: erythema, hyperpigmentation, blisters with 
depending on Fitzpatrick skin type deeper into the skin, leads to apoptosis of high doses; risk to pregnant women probably small
and plaque thickness reticular dermal T-cells/Adult and pediatric mild, 

moderate, or severe psoriasis with <10% BSA:
initial improvement after 8-10 treatments; treats 
only involved skin, minimizes potential risks of 
exposing normal-appearing skin to UV radiation

PUVA phototherapy/Guidelines vary
depending on Fitzpatrick skin type Prevents DNA replication; epidermal and dermal Acute: nausea/vomiting, dizziness/headache, 
and weight of patient anti-inflammatory effects/Adults with generalized erythema, pruritus, blisters; chronic: 

Oral psoralen (8-methoxypsoralen) + UVA psoriasis resistant to topical therapy: Initial photocarcinogenesis in Caucasians, photoaging, 
Topical psoralen + UVA  (rarely used in US) improvement seen within 1 mo of therapy; lentigines; eye protection worn to prevent cataracts

Pediatric: judicious use, second-line Pregnancy category: C
therapy for individuals <18 y
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Table 2. Treatments for Psoriasis (continued)
Agent/Dosage Mechanism of Action/Indication/Notes Toxicity

Methotrexate/Weekly single oral dose, Inhibits DNA synthesis and T-cell activation/ Acute: fatigue, nausea, and vomiting; chronic: bone 
decreased gradually until an optimal response Severe, recalcitrant, disabling psoriasis, PsA: marrow suppression, hepatotoxic, lymphoma (FDA black 
is achieved; dose <30 mg/wk; given with Pediatric: low-dose methotrexate has been used box warning); contraindications: pregnancy and 
1–5 mg folic acid/d, except for day of dosing effectively and safely in children; in those with nursing, alcoholism, immunodeficiency, bone marrow 
to reduce side effects risk factors for hepatotoxicity, conduct baseline abnormalities, active tuberculosis; drug interactions: 

liver biopsy and then repeat liver biopsy after folic acid antagonists, drugs that interfere with renal 
each additional 1-1.5 g cumulative dose§ secretion, hepatotoxic drugs; Pregnancy category: X

Cyclosporine A/2.5–5.0 mg/kg in 2 divided Inhibits T-cell activation; reduces inflammatory Acute: renal impairment, headache, nausea, vomiting, 
doses/d, adjusted downward when clearance cytokine levels/Adult, nonimmunocompromised diarrhea, myalgia, lethargy; chronic: renal impairment, 
achieved or HTN/decreases observed renal patients with severe, recalcitrant psoriasis: HTN, cancer, gingival hyperplasia, increases risk for 
function efficacy observed in erythrodermic, generalized infection; contraindications: concomitant PUVA/MTX

pustular, and palmoplantar psoriasis; useful in abnormal renal function, uncontrolled HTN, cancer,
crisis management, bridging to other therapies, drug interactions: inducers or inhibitors of cyto-
rapid treatment of recalcitrant psoriasis; chrome P450 3A4
Pediatric: efficacy and safety yet to be established; Pregnancy category: C
PsA: efficacious

Oral vitamin A derivatives: Acitretin/ Modulates epidermal proliferation; anti- Chronic: cheilitis, alopecia, dry mouth, headache, 
10-50 mg PO daily inflammatory/Adult, severe plaque psoriasis: pseudotumor cerebri, elevated LTFs (contraindicated use 

Pediatric: efficacy and safety yet to be established; with MTX)
decrease UV light dose 30%–50% when added Pregnancy category: X

Alefacept/15 mg IV every wk for 12 wk Memory T-cell depletion/Moderate-to-severe Chronic: lymphopenia, hold for CD4 <250; 
psoriasis: UVB during first 6 wk of alefacept  contraindication: HIV
increases efficacy Pregnancy category: B

Adalimumab/80 mg SQ first wk, 40 mg Fully human anti-TNF-α monoclonal antibody/ Acute: injection site reaction; chronic: rare reports of 
SQ every second wk, 40 mg SQ every Moderate-to-severe psoriasis, PsA serious infection/cancer/induction of autoimmunity/
other wk; can be increased to weekly new onset demyelinating disorders

Pregnancy category: B
Etanercept/50 mg SQ twice/wk for 3 mo, then Fusion protein that binds and inactivates TNF-α/ Acute: injection site reaction; chronic: rare reports of 

50 mg every wk Moderate-to-severe psoriasis, PsA: serious infection/cancer/induction of autoimmunity/
Pediatric: efficacious and well-tolerated in aplastic anemia
patients 4-17 y with moderate-to-severe Pregnancy category: B
psoriasis||

Infliximab/5 mg/kg dose infusion at 0, 2, and Chimeric anti-TNF-α antibody/ Acute: injection site reaction, serum sickness; chronic: 
6 wk; then every 4-8 wk Moderate-to-severe psoriasis, PsA: rare reports of serious infection, cancer, induction of 

Provides rapid clinical response autoimmunity, or new-onset CHF
Pregnancy category: B

Ustekinumab/<100 kg: 45 mg SQ at baseline, IL-12/23 monoclonal antibody/ Acute: injection site reaction; chronic: rare reports of 
wk 4, then every 12 wk; >100 kg: 90 mg SQ Moderate-to-severe psoriasis serious infection, cancer, induction of autoimmunity, or 
at same intervals cardiovascular events

Pregnancy category: B
Golimumab/50 mg SQ every mo Fully human anti-TNF-α monoclonal antibody/ Toxicity: injection site reaction, rare reports of serious 

Moderate-to-severe PsA infection/cancer/new-onset CHF
Pregnancy category: B

CHF = congestive heart failure; HPA = hypothalamic-pituitary-adrenal; HTN = hypertension; IL = interleukin; PsA = psoriatic arthritis; PTH = parathyroid hormone;
TNF-α = tumor-necrosis factor-alpha; UV = ultraviolet.

*Available outside the United States.

†Veraldi S, Caputo R, Pacifico A, et al. Short contact therapy with tazarotene in psoriasis vulgaris. Dermatology. 2006;212:235-7. [PMID: 16549919]

‡Koo JY, Lowe NJ, Lew-Kaya DA, et al Tazarotene plus UVB phototherapy in the treatment of psoriasis. J Am Acad Dermatol 2000;43:821-8. [PMID: 11050587]
§Kalb RE, Strober B, Weinstein G, et al. Methotrexate and psoriasis. 2009 National Psoriasis Foundation Consensus Conference. J Am Acad Dermatol. 2009;60:824-37.
[PMID: 21571176]

||Paller AS, Siegfried EC, Eichenfield LF, et al Long-term etanercept in pediatric patients with plaque psoriasis. J Am Acad Dermatol. 2010;63:762-8. [PMID: 20605256]

Administration are alefacept, inflix-
imab, etanercept, adalimumab, 
golimumab, and ustekinumab—
alefacept and ustekinumab are 
approved only for psoriasis and
golimumab is approved only for
PsA. Adalimumab, infliximab, and
golimumab are all antibodies

best used in conjunction with pho-
totherapy or biological therapies.
Oral vitamin A derivatives are anti-
inflammatory and modulate epider-
mal proliferation (16).

The current biological agents ap-
proved by the U.S. Food and Drug
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against the systemic inflammatory
cytokine known as tumor-necrosis
factor-alpha (TNF-α). Etanercept
is a fusion protein that inactivates
TNF-α. Alefacept works mecha-
nistically by depleting memory T-
cells. Ustekinumab is an antibody
against IL-12 and IL-23, which are
interleukins central to the patho-
genesis of psoriasis.

Biological therapies are now routinely
used when traditional systemic agents
fail, are not tolerated, or are unsuitable
owing to comorbid conditions. The
patient must be screened for tubercu-
losis at baseline for all of these agents
except for alefacept, and many derma-
tologists will screen for tuberculosis
before prescribing alefacept as well.
Recent monitoring guidelines suggest
obtaining a chemistry screen with liv-
er function tests, complete blood cell
count, and hepatitis panel before bio-
logical therapy is begun, and patients
must be periodically reevaluated for
new symptoms, including infection
and cancer. Biologicals are contraindi-
cated in persons with active, serious
infections. In addition, all vaccinations
should be up-to-date before treat-
ment is started (7, 17, 18).

How should a clinician choose
between topical and systemic 
drug therapy?
Treatment should be tailored to
meet the individual needs of the
patient, which vary on the basis of
location of the psoriasis, character-
istics of the lesions being treated
(thickness, degree of erythema and
scaling), and patient preference.
The patient’s goals should be deter-
mined to ensure that the treatment
strategy meets these expectations
and is also practical and realistic.

When management is begun, disease
severity is first determined by meas-
uring the affected body surface area
(BSA), determining the location of
lesions, and taking into account the
effect of psoriasis on the patient’s
quality of life. The patient’s BSA
will classify the severity of psoriasis

as mild, moderate, or severe. Up to
3% BSA is consistent with mild 
disease; between 3% to 10% is in-
dicative of moderate disease. Patients
with a BSA greater than 10% or
those with psoriasis in vulnerable ar-
eas (face, genitals, hands and feet,
scalp, intertriginous areas) that ad-
versely affects quality of life are 
classified as having severe psoriasis. 
Topical therapies are usually used to
treat mild disease. Systemic therapies
in conjunction with topical therapy
can be used in patients with 
moderate-to-severe disease.

In clinical practice, when choosing
between topical and systemic therapy
the physician should combine objec-
tive assessment of BSA involvement,
disease location, thickness and symp-
toms, and presence or absence of PsA
with a subjective assessment of the
physical, financial, and emotional ef-
fect of the disease on the patient (19).

What is the role of phototherapy?
Patients who are candidates for ultra-
violet (UV) light–based therapy have
more significant disease or localized
psoriasis in areas that substantially af-
fects quality of life. While treatment
options for psoriasis have expanded
in recent years, UV light therapy,
which decreases keratinocyte prolif-
eration, remains an essential thera-
peutic option. This therapy is effica-
cious and cost-effective and generally
lacks the immunosuppressive proper-
ties of systemic drugs. The immuno-
suppressive effects of UV light (both
UVB and PUVA) have local direct
effects on Langerhans cells and indi-
rect effects on numerous cytokines.
Patients with photosensitive disor-
ders should be excluded. Screening
for photosensitizing medications,
skin cancer risk factors, and im-
munosuppression is necessary before
initiating phototherapy. Adherence to
visits is imperative for optimum re-
sults. Office phototherapy should be
performed under the direction of a
dermatologist with the appropriate
training and expertise (20).

Downloaded From: http://annals.org/ by a University of California San Diego User  on 01/21/2015



21. Morelli V, Calmet E,
Jhingade V. Alterna-
tive therapies for
common dermato-
logic disorders, part
2. Prim Care.
2010;37:285-96.
[PMID: 20493337]

22. Puig L, Barco D, Alo-
mar A. Treatment of
psoriasis with anti-
TNF drugs during
pregnancy: case re-
port and review of
the literature. Der-
matology.
2010;220:71-6.
[PMID: 19940453]

23.Yang YW, Chen CS,
Chen YH, Lin HC.
Psoriasis and preg-
nancy outcomes: a
nationwide popula-
tion-based study. J
Am Acad Dermatol.
2011;64:71-7.
[PMID: 20970879]

24. Bandoli G, Johnson
DL, Jones KL, et al.
Potentially modifi-
able risk factors for
adverse pregnancy
outcomes in women
with psoriasis. Br J
Dermatol.
2010;163:334-9.
[PMID: 20545678]

25. Rosenbach M, Hsu S,
Korman NJ, et al; Na-
tional Psoriasis Foun-
dation Medical
Board. Treatment of
erythrodermic psori-
asis: from the med-
ical board of the Na-
tional Psoriasis
Foundation. J Am
Acad Dermatol.
2010;62:655-62.
[PMID: 19665821]

26. Naldi L, Gambini D.
The clinical spec-
trum of psoriasis.
Clin Dermatol.
2007;25:510-8.
[PMID: 18021886]

© 2011 American College of Physicians ITC2-10 In the Clinic Annals of Internal Medicine 2 August 2011

Is there a role for combination
drug therapy and phototherapy?
Topical and oral agents are sometimes
combined with phototherapy to im-
prove efficacy and to decrease toxicity
of the potentially hazardous combina-
tion agent. Anthralin or coal tar is
commonly topically combined with
UVB therapy. MTX, retinoids, and
biological therapies can be synergisti-
cally added to UVB phototherapy.

What alternative therapies have
been shown to improve quality of
life and outcomes?
Topically, salicylic acid significantly
improves psoriasis. While there are
no placebo-controlled studies verify-
ing the efficacy and safety when this
drug is used alone, it is often com-
bined with other topical therapies,
including corticosteroids and topical
immunomodulators. 

The Dead Sea has a unique UVA–
UVB ratio and a high water salinity
that markedly improves psoriasis
while also inducing temporary re-
mission of disease (21). The success
rate measured in terms of partial to
complete clearance after 4 weeks of
treatment, under strict medical su-
pervision, exceeds 85%. These clin-
ical findings were presumed to be
associated with a unique UV radia-
tion spectrum. However, non-
melanoma skin cancer tends to be
increased in patients who receive
Dead Sea treatments.

How should psoriasis be treated in
pregnant patients?
Treating psoriasis during pregnancy
requires consideration of the benefits
of therapy versus potential fetal risk.
Chronic plaque psoriasis improves in
40% to 60% of patients during preg-
nancy but deteriorates in 10% to
20% of patients who require intensi-
fied therapy. First-line medications
include topical agents (vitamin D or
steroids) or UVB phototherapy. If
phototherapy is unavailable, ineffec-
tive, or contraindicated, TNF-α
blockers can be used and are classi-
fied as pregnancy category B (no

documented human toxicity). Pub-
lished data from patients with
rheumatoid arthritis and inflamma-
tory bowel disease show that TNF-α
blockers seem to be safe for mother
and fetus (22). CSA, which is classi-
fied as pregnancy category C, has
been used safely in pregnant women
with severe psoriasis. The only re-
ported negative fetal outcome has
been reduced birthweight, which
may be related to concomitant dis-
ease rather than the CsA itself. 

Certain medications are contraindi-
cated in women who are pregnant or
planning pregnancy. For example,
retinoids, both oral and topical, are
contraindicated due to teratogenicity.
Mtx is associated with miscarriage
and fetal malformation.

Pregnant women with psoriasis are
more likely to use tobacco, not to
take periconceptual supplements, and
to deliver low-birthweight infants.
Dermatologists and obstetricians
should advise patients on the modifi-
able behaviors that could prevent 
adverse perinatal outcomes (23, 24).

When is it necessary to hospitalize
patients with psoriasis? What are
the associated medical emergencies
and how should they be approached?
Erythrodermic psoriasis, defined by
inflammation of at least 75% BSA
with or without the presence of ex-
foliation, can lead to considerable
morbidity and even mortality if left
untreated. Steroid withdrawal, sun
exposure, drug reactions, and emo-
tional stress are associated triggers.
Hospitalization for hypothermia or
hyperthermia, protein loss, dehydra-
tion, infection, renal failure, or 
high-output cardiac failure can be
necessary. Adjuvant topical treat-
ment combined with CsA or inflix-
imab are first-line therapies (25).

Acute episodes of generalized pustu-
lar psoriasis can be triggered in per-
sons with plaque psoriasis by abrupt
corticosteroid withdrawal. Multiple
pinhead-sized pustules develop on an
erythematous background. Systemic
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symptoms (fever, anorexia, nausea,
polyarthritis) can be cause for hospi-
talization. Pustules may dry out, ex-
foliate, and redevelop. Retinoids are
uniquely effective in the treatment of
pustular psoriasis (26).

When should patients be referred
to a dermatologist?
Mild psoriasis patients can be treat-
ed by a primary care physician
(PCP) with topical therapy. Those
with recalcitrant disease, moderate-
to-severe disease, or disease that sig-
nificantly impairs quality of life
should be referred to a dermatologist
to initiate phototherapy, systemic
therapy, or combination therapy.

When should patients be referred
to a rheumatologist?
The large majority of patients with
PsA have psoriasis years before
joint symptoms develop. Dermatol-
ogists are in an excellent position to
diagnose PsA and should periodi-
cally question and examine their
patients for symptoms and signs of
PsA. On diagnosis, patients should
be referred to a rheumatologist 
to alleviate pain and swelling, to 
inhibit structural damage, and to
improve quality of life.

When should patients be referred
to a psychiatrist?
Because the clinical severity of psori-
asis may not reflect the extent of its
emotional impact, clinicians should
screen for psychosocial aspects of
this illness. Psychiatric comorbid
conditions can negatively affect re-
sponse to certain psoriasis treatments
(27). A consultation is necessary if a
psychiatric disorder is suspected, as
substantial morbidity can be im-
proved with pharmacologic and 
nonpharmacologic approaches.

A study involving close to 4000 patients
with severe psoriasis, 134 000 patients with
mild psoriasis, and 600 000 matched con-
trols found that psoriasis patients are more
likely to receive a diagnosis of depression,
anxiety, or suicidality (HR, 1.39 [CI, 1.37 to
1.41]; HR, 1.31 [CI, 1.29 to 1.34]; and HR,
1.44 [CI, 1.32 to 1.57], respectively) (28).

What is the role of the PCP in
treating psoriasis?
PCPs are in a unique position to
identify conditions associated with
psoriasis, to counsel patients with
regard to lifestyle modifications,
and to appropriately liaise with
other relevant medical specialties
(dermatology, rheumatology) to en-
sure comprehensive disease man-
agement. All patients should devel-
op a relationship with a PCP so
that potential comorbid conditions
can be prevented or treated early to
minimize end organ damage.

How often should patients be
followed by a dermatologist?
What are the essential elements
of follow-up?
Psoriasis patients should see a der-
matologist regularly for assessment
of disease severity, compliance, and
medication toxicity. Localized dis-
ease that is well-controlled with
moderate-strength topical steroids
or topical retinoids should be fol-
lowed every 6 to 12 months. 
Patients receiving potent topical
steroids may need to be seen more
frequently to evaluate for skin 
atrophy. In children, growth assess-
ment is necessary in cases of long-
term use of topical steroids. More
frequent follow-up is required for
persons receiving systemic drugs.
Guidelines for following patients
receiving MTX and CsA have
been published by the National
Psoriasis Foundation (29, 30). Der-
matologists should examine pa-
tients for response and for skin
cancer. If a patient is starting pho-
totherapy, a skin check is required
at baseline and every year there-
after to monitor for signs of pho-
toaging, pigmentation, or skin can-
cer. Lastly, clinicials should
regularly evaluate patients for qual-
ity-of-life issues.

Should patients be routinely
followed by other specialists, 
such as rheumatologists?
Mild PsA can be successfully
treated by a PCP with 
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non steroidal anti-inflammatory
drugs or intra-articular steroid in-
jections. Mtx, TNF-α blockers, or
these drugs combined is consid-
ered first-line therapy for patients
with moderate-to-severe PsA. 

Because of the risk for structural
damage, patients requiring more
aggressive therapy should be rou-
tinely followed by a rheumatolo-
gist or a dermatologist comfortable
with treating PsA.

Treatment and Management.... The standard of care for mild-to-moderate psoriasis is
topical therapy with a steroid, vitamin D analogue, retinoid, or calcineurin inhibitor.
These topical treatments are safe, effective, and convenient; however, careful selection
of medication is required to adequately meet each patient’s needs. For moderate-to-
severe psoriasis, traditional systemic medications, biological agents, or phototherapy
are often prescribed in conjunction with topical therapy to properly manage disease.
With the advent of biological therapies, traditional options have been somewhat sup-
planted; however, MTX, CsA, oral retinoids, and phototherapy continue to play an 
essential and cost-saving role in the therapeutic armamentarium of psoriasis. For pa-
tients with PsA, treatment should be started early to avoid further structural damage.
Although mild disease can be controlled with nonsteroidal anti-inflammatory agents,
persons with more severe systemic disease should be started on a biological agent
(adalimumab, etanercept, infliximab, golimumab), MTX, or a combination of the two.

CLINICAL BOTTOM LINE

Patient
Education  answers to commonly asked ques-

tions about psoriasis and PsA (31).

What should patients be told
about preventing exacerbations?
Avoiding the common triggers of
psoriasis helps prevent exacerba-
tions. Adherence to prescribed
medications also has pronounced
effects on outcomes. Treatment
plans should be tailored to the 
patient’s preferences (32).

Lastly, emollients are an internation-
ally accepted therapeutic adjunct to
treating psoriasis. Occlusive agents,
emollients, and humectants provide
and retain moisture in the stratum
corneum and form a film on the skin
to help retain moisture. The high ve-
hicle– placebo response rate derived
from many topical steroid trials (34%
to 57%) reinforces the benefits of
moisturizers (13). In addition, mois-
turizers have been shown to exert a
steroid-sparing effect in 
patients with psoriasis. Moisturizers
can enhance the efficacy of  topical
corticosteroids, may prevent disease
exacerbation, and have been shown
to inhibit the Koebner response (33).

How should patients be educated
about the pathophysiology and
genetics of psoriasis?
So far, the exact cause of psoriasis
has not been determined. However,
its development is linked to the im-
mune system and genetics. The 
immune system is mistakenly trig-
gered, accelerating growth of skin
cells. A normal skin cell matures
and falls off the body in 28 days. In
psoriasis, skin cells mature in only
3 to 4 days, and instead of shed-
ding, they pile up into psoriasis le-
sions. Scientists believe that at least
10% of the general population in-
herits one or more of the genes that
predispose to psoriasis; however,
only 3% of the population develops
the disease. Researchers believe
that the individual must have a
combination of the genes that
cause psoriasis and be exposed to
specific external triggers. Patients
should be referred to the National
Psoriasis Foundation Web site for
the resources and tools needed 
to stay updated on advances in 
psoriasis, to join community psoria-
sis message boards, to locate a
 psoriasis specialist, and to find
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 retardation as a result of their high-
er skin-to-BSA ratio. Transitioning
to less-potent agents after clinical
improvement, intermittent use
(weekend only), and combination
with nonsteroidal agents minimize
these side effects. Although corti-
costeroids remain the mainstay of
topical therapy for psoriasis, the
most potent and efficacious of these
agents are approved only for short-
term use. Con sideration should be
given to the medications developed
either to replace potent topical
steroids in longer-term treatment or
to be used in combination to pro-
vide greater efficacy with less expo-
sure to steroid-containing agents.
These topical agents include vita-
min D analogues, retinoids, and
calcineurin inhibitors (13).

What ameliorates psoriasis? What
types of behavior modification can
be used to improve quality of life?
Obesity, smoking, and alcohol con-
sumption are more common among
psoriasis patients. Patients should be
advised to stop tobacco use, to reduce
alcohol use, and to maintain ideal
body weight.

A cross-sectional study compared the
prevalence of smoking and obesity of
psoriasis patients attending the Universi-
ty of Utah Dermatology Clinics with
Utah’s general pop ulation. Patients with
psoriasis were more likely to be obese
(34% vs 18%; P<0.001) and to smoke
(37% vs 13%; P<0.001). In addition, the
prevalence of smokers in the obese psori-
asis population was higher than that in
the obese general population of Utah
(25% vs 9%; P=0.001) (36).

Nearly 100 patients completed a question-
naire designed to assess psychological 
distress, current and past alcohol consump-
tion, and self-reported physical severity of
psoriasis. There was a significant association
between physical severity of psoriasis and
weekly alcohol consumption (P=0.02). Thir-
teen percent and 18% of patients with psori-
asis believed that they had a current or past
drinking problem, respectively. Patients who
believed that they had an alcohol problem
had higher levels of anxiety (P = 0.03), de-
pression (P<0.01), and psoriasis-associated
disability (P = 0.04) (37).

There are no known contraindica-
tions to use of  moisturizers—most
are considered safe during pregnancy
and lactation as well as for pediatric
use (13).

What should patients be told
about the risks of topical or
systemic steroids?
Systemic steroids should not be
used for psoriasis.

Topical steroids are associated with
potential side effects that can limit
use. Local cutaneous side effects (at-
rophy, telangiectasia, striae, acne) oc-
cur more frequently than systemic
side effects and are more commonly
seen at steroid-sensitive sites (face, in-
tertriginous areas) and in areas treated
on a long-term basis. Topical corti-
costeroids may exacerbate preexisting
or coexisting dermatoses, such as
rosacea, perioral dermatitis, and tinea
infections, and can cause contact der-
matitis. Another concern with topical
corticosteroids is rebound, wherein
disease recurrence is worse than that
of pretreatment baseline. Rebound
typically occurs with systemic
steroids; however, frequency and
severity are poorly characterized.

Infrequently, side effects occur when
topical corticosteroids are absorbed
systemically. Continuous use of su-
perpotent topicals should be limited
to no more than twice daily for up 4
weeks, not to exceed 50 g/wk.
Symptomatic hypothalamic-pitu-
itary-adrenal (HPA)–axis suppres-
sion is rare but occurs more com-
monly with superpotent topicals.

In 1 trial, 20% of patients with psoriasis
treated with a class I (superpotent) steroid
as directed for 3 weeks had laboratory evi-
dence of temporary, reversible suppression
of the HPA axis, as reflected by low morn-
ing levels of plasma cortisol. In another
study, only 3% of pediatric patients treated
with class IV (low-potency) steroids as indi-
cated for 4 weeks had potential HPA axis
suppression (34, 35).

Infants and younger children are at
increased risk for local and systemic
side effects, including growth
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PIER Module
http://pier.acponline.org/physicians/diseases/d332/d332.html
PIER module on psoriasis from the American College of Physicians (ACP).

PIER modules provide evidence-based, updated information on current
diagnosis and treatment in an electronic format designed for rapid access at
the point of care.

Patient Information
http://pier.acponline.org/physicians/diseases/d332/d332-pi.html
Patient information material that appears on the following page for duplication

and distribution to patients.
www.nlm.nih.gov/medlineplus/psoriasis.html

www.nlm.nih.gov/medlineplus/ency/article/000413.htm

www.nlm.nih.gov/medlineplus/tutorials/psoriasis/htm/index.html

www.nlm.nih.gov/medlineplus/spanish/tutorials/psoriasisspanish/htm/index.htm
Information on psoriasis and psoriatic arthritis from National Institutes of

Health’s MedlinePLUS, including an interactive tutorial in English and
Spanish on psoriatic arthritis.

www.niams.nih.gov/Health_Info/Psoriasis/psoriasis_ff.asp
Fast Facts patient information on psoriasis, from the National Institute of

Arthritis and Musculoskeletal and Skin Diseases.
www.psoriasis.org/NetCommunity/Page.aspx?pid=1814
Tools patients need to stay updated from the National Psoriasis Foundation.

Clinical Guidelines
www.aad.org/research/guidelines/current_guidelines.html
Guidelines of care for the management of psoriasis and psoriatic arthritis from

the American Academy of Dermatology, released between 2008-2010.

Diagnostic Tests and Criteria
www.medicalcriteria.com/site/index.php?option=com_content&view=article&id=256

%3Areupsa&catid=79%3Arheumatology&Itemid=80&lang=en
Listing of the different diagnostic criteria for psoriatic arthritis.
www.psoriasis.org/netcommunity/sublearn01_typesps
Listing of the subtypes of psoriasis.
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Practice
Management Psoriasis Foundation have pub-

lished guidelines for the care for
psoriasis and psoriatic arthritis
management, which are reflected 
in the guidance provided in this 
review.

Have professional bodies published
guidelines for the care of patients
with psoriasis?
The Psoriasis Work Group at the
American Academy of Dermatol-
ogy and Members of the Medical
Advisory Board at the National

Patient Education.... Patient education is essential to optimizing psoriasis treat-
ment for all categories of disease severity. Patients should be informed that both
genetic and environmental factors contribute to the development of psoriasis.
Smoking, alcohol consumption, and obesity have been closely correlated to more
severe psoriasis symptoms; as a result, physicians should counsel patients on
lifestyle modification. Lastly, it is the clinician’s responsibility to properly inform
patients of the benefits and risks associated with the individualized treatment
regimen to promote adherence, improve treatment outcomes, and avoid toxicity.

CLINICAL BOTTOM LINE
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THINGS YOU SHOULD
KNOW ABOUT PSORIASIS

What is psoriasis?
• A chronic skin disease that results from a malfunc-

tion of the immune system.
• Skin becomes inflamed and growth of skin cells 

increases.
• Typical symptoms include patches of red, irritated

skin, sometimes with silvery scales.
• Elbows, knees, and scalp are most commonly 

affected.
• Psoriasis is not an infection, and so it is not 

contagious.

Who gets it?
• Approximately 1% to 2% of people in the United

States have psoriasis.
• Psoriasis can develop at any age but usually first 

appears between the ages of 15 and 35 years.
• Some people inherit genes that make them more

likely to develop psoriasis but that does not mean
that they will.

• Approximately one third of people with psoriasis
have at least 1 affected family member.

• Triggers for psoriasis include smoking, alcoholism,
sun exposure, skin injury, and certain medications.

How is it treated?
• There is no cure, but lifestyle changes and medical

therapy can significantly reduce the effects.
• Topical skin creams and ointments include cortico-

steroids and retinoids.
• Light therapy (called phototherapy) can slow the

growth of affected skin cells by controlled exposure
to UVB rays.

• Systemic medications include methotrexate and 
cyclosporine.

• Lifestyle changes include stopping smoking, mini-
mizing alcohol use, and maintaining ideal weight.

How is psoriasis related to psoriatic
arthritis?
• Approximately 10% of people with psoriasis develop

a form of arthritis called psoriatic arthritis.
• Symptoms include painful, swollen joints and other

arthritis symptoms.
• Psoriatic arthritis typically appears about 10 years

after the onset of psoriasis.

For More Information

www.psoriasis.org/NetCommunity/Page.aspx?pid=1336
Information on psoriasis and psoriatic arthritis for patients and

caregivers, from the National Psoriasis Foundation.

www.skincarephysicians.com/psoriasisnet/medical_screenings.html
Information on 5 medical screenings recommended for people

with psoriasis, from the American Academy of Dermatology.

www.arthritis.org/disease-center.php?disease_id=21&df=definition
Information on psoriatic arthritis from the Arthritis Foundation.
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Questions are largely from the ACP’s Medical Knowledge Self-Assessment Program (MKSAP, accessed at 
http://www.acponline.org/products_services/mksap/15/?pr31). Go to www.annals.org/intheclinic/ 

to complete the quiz and earn up to 1.5 CME credits, or to purchase the complete MKSAP program.

1. A 64-year-old man is evaluated in the
emergency department for a rash that first
developed 3 days ago and has rapidly
spread to cover most of his body. His skin
is painful and does not itch. He feels
feverish and ill. He has a history of mild
psoriasis, hypertension, asthma, and
prostate cancer. His psoriasis has been
well- controlled with topical
corticosteroids as needed. His prostate
cancer was treated with radiation therapy
6 years ago and is in remission. His
medications include lisinopril (started 3
weeks ago), an inhaled corticosteroid and
salmeterol daily, and inhaled albuterol as
needed. One week ago, he completed a 
10-day tapering dose of oral
corticosteroids for an acute exacerbation
of asthma. He reports no known
medication allergies. 

On physical examination, he appears ill.
Temperature is 38.9°C (102.0°F), blood
pressure is 118/78 mm Hg, and pulse rate
is 112/min. Greater than 90% of his body
surface area is erythematous. There are
widespread coalescing erythematous
patches and plaques, many with pinpoint
pustules coalescing into lakes of pus and
many with fine desquamation.
Erythematous plaques with overlying
silvery scale are present on his occipital
scalp. His conjunctival, oral, and urethral
mucous membranes are normal. There is
no palpable lymphadenopathy. A complete
blood count reveals leukocytosis with a
predominance of polymorphonuclear cells.
A complete metabolic profile and serum
aminotransferase levels are normal. 

Which of the following is the most likely
diagnosis?

A. Drug hypersensitivity syndrome
B. Paraneoplastic erythroderma
C. Pustular psoriasis
D. Sézary syndrome (cutaneous T-cell

lymphoma)
E. Staphylococcal scalded skin syndrome

2. A 37-year-old man is evaluated for a 4-
month history of progressively worsening
red, scaly lesions involving the scalp, trunk,
and extremities. During the past month, he
also has had pain in the hands and feet
and has lost 4.5 kg (10.0 lb). Aspirin and
acetaminophen have helped to relieve his
joint symptoms. He does not drink
alcoholic beverages, has no other medical
problems, and takes no additional
medications. He denies allergies. He has
sex with men and women and uses
condoms inconsistently. 

On physical examination, vital signs are
normal. Lesions are found on the arms,
hands, upper torso, back, inside the
umbilicus, and legs. 

There is swelling of the first and fourth
digits on the left hand and of the feet. The
left first metatarsophalangeal joint and
left ankle are swollen and tender to
palpation. 

Which of the following diagnostic studies
should be performed next in this patient?

A. Anti–cyclic citrullinated peptide
antibody assay

B. Antinuclear antibody assay
C. Hepatitis C virus antibody assay
D. HLA-B27 testing
E. Serologic testing for HIV antibodies

3. A 33-year-old man is evaluated because
of the recent appearance of stretch
marks in his groin that extend to his
thighs. He has a history of long-standing
psoriasis that at times has involved much
of his body, including intertriginous
areas. Topical treatments include tar-
containing ointments, clobetasol
propionate 0.05%, and calcipotriene
0.0005%; he has also undergone
phototherapy. He is otherwise healthy. 

On physical examination, scattered
psoriasiform plaques are noted on the torso,
elbows, knees, gluteal cleft, and scalp. There
are pink, well-demarcated plaques in both
axillae and in the inguinal folds. Purple

striae extend from the inguinal creases onto
the anterior thighs bilaterally. No moon
facies or buffalo hump is present. 

Which of the following treatments most
likely resulted in this patient’s cutaneous
changes?

A. Calcipotriene
B. Clobetasol propionate
C. Phototherapy
D. Tar-containing ointment

4. A 50-year-old woman is evaluated for a
rash on the back of her elbows and knees. A
similar rash has occurred in the past, with
her first episode as a young adult. She has
used over-the-counter hydrocortisone cream
without relief. She does not smoke or drink
and is otherwise healthy. 

The rash covers less than 3% of her total
body area. Laboratory studies, including
complete blood count and differential,
basic serum chemistries, and urinalysis,
are normal.

Which of the following is the most
appropriate next step in the management
of this patient?

A. Topical coal tar
B. High-potency topical corticosteroids
C. Topical tacrolimus
D. Phototherapy
E. Methotrexate
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