
Psoriasis is more than just a skin condition: it 
occurs as a result of a combination of genetic, 
immune and environmental factors. Psoriasis 
ranges from mild to severe, and acute to  
chronic. Chronic psoriasis is associated with 
numerous comorbidities, including psoriatic 
arthritis, inflammatory bowel disease,  
metabolic syndromes, and issues related to 
cardiovascular, respiratory and mental health. 
Optimal management includes correct early 
diagnosis and treatment that considers  
chronic comorbidities.

P soriasis is a heterogeneous immune-mediated skin 
condition with a range of skin and variable extra-
cutaneous manifestations and associations. Psoriasis 
affects 1 to 3% of the population. It has a bimodal 

 distribution of age of onset that peaks from 16 to 22 years and 
57 to 60 years.1 The most common presentation is chronic plaque 
type psoriasis (CPP). Other main types include guttate, inverse, 
pustular and erythrodermic (Table 1). 

Pathophysiology of psoriasis 
Psoriasis is the result of a complex interplay between an individ-
ual’s genetics, their immune system and the environment. Both 
the innate and adaptive immune systems are involved, including 
dendritic cells, lymphocytes, interleukins (IL)-23 and -17, tumor 
necrosis factor (TNF)- alpha and interferon gamma. IL-23 activates 
T-helper 17 cells, which excrete IL-17A. Elevation of IL-17A levels 
also occurs through other pathways, involving mast cells, innate 
lymphocytes and neutrophils. IL-17A excretion results in 
 keratinocyte activation and proliferation with epidermal 
hyperplasia. 

About 30% of patients with psoriasis have a first-degree 
relative who is affected. There is no one gene implicated in 
psoriasis. Multiple chromosomal loci have been identified, 
including psoriasis susceptibility regions (PSORS)1-9, which 
have been found in patients with psoriasis and other conditions 
such as Crohn’s disease. The allele HLA-C*06:02 is located on 
the PSORS1 locus and associated with early onset psoriasis, but 
not with late onset or psoriatic arthritis (PsA).2 

Psoriasis
Presentation, 
types and 
management
BENJAMIN S. DANIEL MB BS, BA, BCom, MMed(ClinEpi)(Hons), FACD

MedicineToday Dermatology Collection 2023; 7(1): 3-10
First published MEDICINE TODAY 2023; 24(4): 23-32

Dr Daniel is Conjoint Senior Lecturer at UNSW Sydney, NSW; and Dermatologist in 

the Department of Dermatology, St Vincent’s Hospital, Melbourne, Vic.

    KEY POINTS
• Psoriasis is considered an autoimmune disease, occurring 

as a result of genetic and environmental factors, and is 
associated with an increased morbidity and mortality.

• Psoriasis can vary in its onset, appearance and severity, 
and careful assessment and investigation are needed to 
differentiate subtypes from similar dermatological 
conditions.

• Psoriatic arthritis (PsA) is a common comorbidity and 
should be assessed in any patient with psoriasis.

• Patients and doctors need to be aware of the range of 
comorbidities associated with chronic psoriasis, including 
PsA, metabolic syndrome, obesity and diabetes.

• A range of systemic and biologic therapies are available for 
the treatment of psoriasis, many of which are PBS listed.

PEER REVIEWED FEATURE  1.5 CPD HOURS

©
 D

JI
G

G
IB

O
D

G
I.C

O
M

/S
TO

C
K

.A
D

O
B

E.
C

O
M

 

 MedicineToday   ❙   Dermatology Collection  JULY 2023, VOLUME 7, NUMBER 1    3
Downloaded for personal use only. No other uses permitted without permission. © MedicineToday 2023.   https://medicinetoday.com.au/mt/dermatology-collection-july-2023



PSORIASIS  continued 

FI
G

U
R

E 
2 

©
 P

ET
EK

AR
IC

I/
IS

TO
C

K
PH

O
TO

.C
O

M
FI

G
U

R
E 

3 
©

 O
LI

VE
R

C
H

/S
H

U
TT

ER
ST

O
C

K
.C

O
M

 

Classification of psoriasis 
Chronic plaque psoriasis 
CPP or psoriasis vulgaris is the most 
common type of psoriasis, accounting 
for 90% of all cases. It is characterised by 
well-demarcated salmon-pink plaques 
with adherent white or silvery scales 
 (Figure 1). The plaques can vary in size, 
diameter and shape. Typical locations 
affected include the scalp, retroauricular 
and periumbilical areas, extensor surface 
of elbows and knees, and the intergluteal 
cleft.1 CPP can be triggered by environ-
mental factors (e.g. smoking), medica-
tions (e.g. antibiotics, beta blockers, 
lithium, NSAIDs, antimalarials), stress, 
infection (including HIV), weight gain, 
obesity and pregnancy.2 Scalp psoriasis 
affects about 75 to 90% of patients with 
psoriasis (Figure 2).3 

Psoriasis is associated with the 
 Koebner phenomenon, whereby new 
areas of psoriasis occur at sites of injury, 
such as after a fall, scratch, tattoo or sur-
gery. Psoriasis is on a spectrum with 
sebopsoriasis or seborhoeic dermatitis, 
the latter presenting with greasy scaly 
erythematous plaques on the glabella, 
eyebrows, nasolabial folds, postauricular 
area and the chest. 

Guttate psoriasis
Guttate psoriasis is a variant of psoriasis 
that is triggered by group A beta-haemo-
lytic streptococcal infections. It is more 
common in younger adults and children 
and is characterised by ‘drop-like’ scaly 

plaques (Figure 3). It typically occurs one 
to two weeks after a streptococcal infection 
(e.g. pharyngitis or perianal streptococcus) 
but is also associated with other diseases, 
including COVID-19 and coxsackie virus. 
Guttate psoriasis usually resolves within 
four months, although a third of patients 
develop CPP.1

Pustular psoriasis
Pustular psoriasis can be categorised as 
either localised or  generalised. Acute 
 generalised pustular psoriasis (GPP) 
(von Zumbusch psoriasis) is a rare, poten-
tially life-threatening disease character-
ised by the rapid development of diffuse 
sterile pustules on erythematous non-
acral skin. It is more common in women 
and  typically occurs in the 30-to-40-year 
age group. Systemic manifestations 
include arthritis, fever, malaise and leu-
kocytosis, and some patients develop oral 
and ocular issues (e.g. cheilitis, fissured 
tongue,  conjunctivitis). Some patients 
have pre-existing CPP. Triggers for acute 
GPP include hypocalcaemia, hypopara-
thyroidism, medications, infections and 
pregnancy (Table 1).4 

Other clinical variants of GPP include 
annular pattern (annular erythema with 
scale and pustules at the edge of the 

lesions), exanthematic type (development 
of small pustules usually after an infection 
without systemic features); and ‘localised’ 
pattern where there are pustules within 
or at the edge of the psoriatic plaques 
 (Figure 4). 

The differential diagnoses of GPP 
include: acute generalised exanthema-
tous pustulosis (AGEP), which is often 
a clinical manifestation of a widespread 
drug reaction; varicella zoster infection; 
tinea corporis; or IgA pemphigus. 
Investigations to exclude differential 
diagnoses and confirm the diagnosis 
include:
• fungal scraping for microscopy and 

culture 
• serology testing for hypocalcaemia, 

hypothyroidism and 
hypoparathyroidism

• skin biopsy
• bacterial, viral and fungal swabs. 

Genetic testing has recently become 
available for the IL36RN gene. Variants in 
IL36RN are associated with more wide-
spread GPP and earlier onset of disease 
without a  history of CPP.5

The Generalised Pustular Psoriasis 
Physician Global Assessment (GPPGA) 
and Generalised Pustular Psoriasis Area 
and Severity Index (GPPASI) can be used 
alongside the other disease measures and 
patient-reported outcomes (e.g. Psoriasis 
Area Severity Index or Dermatology Life 
Quality Index) to specifically assess GPP 
severity; however, they need to be further 
validated.6,7

Figure 1. Chronic plaque psoriasis.
Image reproduced with patient consent. Figure 2. Scalp psoriasis. Figure 3. Guttate psoriasis.

Scalp psoriasis affects about  
75 to 90% of patients 

with psoriasis
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Localised pustular psoriasis is usually 
characterised by palmoplantar pustules 
(also known as palmoplantar pustulosis) 
that do not spread elsewhere. Stress, infec-
tions, thyroid disease and smoking may 
trigger or exacerbate this condition. Acro-
dermatitis continua of Hallopeau is a rare 
localised form of pustular psoriasis, with 
pustules, erythema and scale affecting 
the nail bed and plate. 

Inverse psoriasis 
Flexural psoriasis, also known as inverse 
psoriasis, affects the folds such as the axil-
lae, groin and intergluteal cleft (Figure 5). 
Plaques can be smooth and superimposed 
with candida. It can present with shiny red 
plaques without scale and is often misdia g-
nosed as dermatitis, tinea or candida. 

Erythrodermic psoriasis
Erythrodermic psoriasis is a potentially 
life-threatening condition where more than 

90% of the body’s surface area is affected 
with erythema and scale (Figure 6). It can 
be associated with systemic complications 
including hypothermia, hypoalbumi-
naemia, electrolyte disturbances, venous 

thromboembolism, high-output cardiac 
failure and pain.  Hospital admission is 
typically required for temperature regu-
lation, intravenous fluids and directed 
skin management. 

Figure 4. Pustular psoriasis on the palms.
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TABLE 1. SUMMARY OF PSORIASIS SUBTYPES

Subtype Appearance and areas affected Associations and triggers

Chronic plaque 
psoriasis

• Well-demarcated salmon-pink 
plaques with adherent white or 
silvery scales

• Plaques can vary in size, diameter 
and shape

• Areas affected include:
 – scalp
 – retroauricular areas
 – extensor knees and elbows
 – periumbilical areas
 – intergluteal cleft

• Environmental factors 
(e.g. smoking)

• Medications (e.g. antibiotics, 
beta blockers, lithium, 
NSAIDs, antimalarials)

• Stress

• Infection (e.g. HIV)

• Weight gain or obesity

• Pregnancy

Scalp psoriasis • Erythematous patches
• Silvery white flaky scales

• 75 to 90% of people with 
psoriasis at other sites may 
have the scalp affected

Guttate psoriasis • ‘Drop-like’ scaly plaques • Associated with other 
diseases, including COVID-19
and coxsackie virus

• More common in children and 
younger adults

Triggers
• Group A beta-haemolytic 

streptococcal infections

Pustular psoriasis 
– generalised, 
also known as 
von Zumbusch 
psoriasis

• Rapid development of diffuse 
sterile pustules on erythematous
non-acral skin

• Systemic manifestations include
 – arthritis
 – fever
 – malaise
 – leukocytosis
 – oral and ocular issues 
(e.g. cheilitis, fissured tongue,
conjunctivitis)

• Annular pattern 
 – annular erythema with scale 
and pustules at the edge of 
the lesions

 – exanthematic type development 
of small pustules usually after 
an infection without systemic 
features

 – ‘localised’ pattern pustules 
within or at the edge of the 
psoriatic plaques

• Common in women 

• Aged 30 to 40 years

Triggers
• Hypocalcaemia

• Hypoparathyroidism

• Medications 
 – tapering or withdrawal of 
systemic corticosteroids

 – paradoxical GPP with 
tumour necrosis factor-
alpha inhibitors

• Infections 
 – bacterial (streptococcal)
 – viral (Epstein-Barr virus, 
cytomegalovirus,
varicella zoster virus)

 – fungal (Trichophyton 
rubrum)

• Pregnancy

Figure 5. Inverse (flexural) psoriasis.
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PSORIASIS  continued 

Other locations
Psoriasis can be categorised according 
to the affected location, such as genital 
psoriasis, palmoplantar psoriasis (Figure 7), 
scalp psoriasis or flexural psoriasis. 
About 63% of patients with psoriasis 
have genital involvement at some stage, 
which can be a cause of embarrassment, 
emotional distress and physiological 

abnormalities. Consequently, these can 
impact on relationships and quality of 
life (QOL).8 The thinness of the skin, its 
predisposition to irritation and the poten-
tial side effects of medication should be 
taken into consideration when treating 
genital psoriasis. Patients often do not 
disclose genital involvement and its 
impact, and may be self-treating the area 

with antifungals. Therefore, it is impor-
tant to specifically ask about genital 
involvement and examine the area if 
appropriate. 

The features of nail psoriasis include 
pitting, onycholysis, leukonychia, splinter 
haemorrhages, red spots in the lunula, 
crumbling, nail bed hyperkeratosis and 
oil drop (salmon patch) dyschromia 
 (Figure 8). The Nail Psoriasis Severity 
Index (NAPSI) is a tool used in specialised 
centres to assess the effect of psoriasis on 
the nail matrix and plate. The nail is 
divided into four areas and scores are 
given depending on the psoriatic involve-
ment of each quadrant. Nail psoriasis is 
associated with PsA, so it is imperative 
to examine the nails when seeing a patient 
with psoriasis. 

Comorbidities of psoriasis 
Many diseases are associated with CPP, 
including PsA, metabolic syndrome, 
obesity, diabetes, cardiovascular and 
respiratory disease, inflammatory bowel 
disease, and mental health disorders. A 
full list of comorbidities are presented in 
the Box. The risk of developing metabolic 
syndrome increases with the severity of 
psoriasis. 

When treating psoriasis, it is impor-
tant to consider it as a chronic systemic 
disease, rather than a pure skin issue. 
PsA occurs in up to 42% of patients with 
psoriasis and is characterised by morning 
stiffness that lasts 30 minutes. CPP can 
precede PsA by more than 10 years, which FI
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TABLE 1. SUMMARY OF PSORIASIS SUBTYPES  continued

Subtype Appearance and areas affected Associations and triggers

Pustular psoriasis 
– localised

• Palmoplantar pustules that do 
not spread

• Clinical variants
• Acrodermatitis continua of 

Hallopeau: pustules, erythema
and scale affecting the nail bed 
and plate

• Areas affected include:
 – axillae
 – groin
 – intergluteal cleft

• Stress
• Infections
• Thyroid disease
• Smoking

Inverse 
(intertriginous) 
psoriasis

• Smooth plaques often
superimposed with candida

• Shiny red plaques without scale

• More likely to occur in people
with obesity

Triggers
• Moisture
• Friction
• Infection
• Smoking
• Alcohol consumption
• Skin injuries

Erythrodermic 
psoriasis

• Erythema and scale affects 
>90% of the body’s surface area

• Systemic manifestations include
 – hypothermia
 – hypoalbuminaemia
 – electrolyte disturbances
 – venous thromboembolism
 – high-output cardiac failure
 – pain, including joint pain

Triggers
• Sudden cessation of 

medication for psoriasis
• Infection, including HIV
• Severe sunburn
• Excessive alcohol consumption
• Stress
• Drug reaction, including to oral 

corticosteroids

Nail psoriasis • Pitting
• Onycholysis
• Leukonychia
• Splinter haemorrhages
• Red spots in the lunula
• Crumbling
• Nail bed hyperkeratosis
• Oil drop (salmon patch)

dyschromia

• Associated with psoriatic 
arthritis

Triggers
• Bacterial endocarditis
• Rheumatoid arthritis
• Malignancies
• Systemic lupus erythematosus
• Antiphospholipid syndrome

Figure 6. Erythrodermic psoriasis.
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provides ample opportunities to detect 
joint disease early, before permanent 
disfigurement or arthritis mutilans.9 
Simple screening questionnaires, such 
as the psoriasis epidemiology screening 
tool (PEST), psoriatic arthritis screening 
and evaluation (PASE) questionnaire and 
Early Psoriatic Arthritis Screening ques-
tionnaire (EARP) can be used to identify 
patients who require referral to a rheu-
matologist.10 Alternatively, it is worth 
asking every patient who has psoriasis if 
they have symptoms of PsA or have had 
swelling of the fingers or toes (indicating 
dactylitis) or heel pain for enthesitis. 

Guttate psoriasis is typically associ-
ated with a streptococcal pharyngitis, 
although perianal streptococcal infec-
tions triggering guttate psoriasis have 
been reported.11 There is no evidence to 

date that anti- streptococcal therapies 
reduce the cutaneous manifestations. 

Pustular psoriasis is associated with 
pregnancy, medication use (including a 
paradoxical reaction to TNF-inhibitors) 
and the withdrawal of oral or systemic 
corticosteroids. Palmoplantar pustulosis 
is associated with smoking and clinically 
improves with its cessation. 

Obesity is an independent risk factor 
for developing psoriasis and PsA. Psori-
asis worsens with weight gain and 
improves with weight loss. A higher body 
mass index is associated with a lack of 
improvement of psoriasis with treatment, 
as  obesity curtails the effect of systemic 
agents and biologics.12 As psoriasis 
becomes more severe, the risk of type 2 
diabetes increases, and patients with type 
2 diabetes who have psoriasis are less 
likely to respond to  biologic agents than 
those without type 2 diabetes. 

Patients with psoriasis are 2.9 times 
more likely to develop Crohn’s disease 
than the general population. Patients with 
severe psoriasis are almost three times 
more likely to develop heart failure and 
1.8 times more likely to get atherosclerosis. 
Cardiovascular disease is one of the most 
common causes of death in people with 
severe psoriasis. 

Genetic and environmental factors  
(e.g. infections, medications, pregnancy) 
induce immune dysregulation, resulting 
in proinflammatory cytokine develop-
ment and messenger system activation 
with subsequent cytokine differentiation 
and chronic inflammation. Psoriasis is a 
chronic inflammatory state. The same 
cytokines that are elevated in psoriasis are 
present in and associated with other 
comorbidities. The ‘psoriatic march’ is the 
notion of a causal link between psoriasis 
and cardiovascular disease. Systemic 
inflammation results in insulin resistance 
leading to endothelial dysfunction, then 
atherosclerosis and, eventually, myocar-
dial infarcts and cerebrovascular disor-
ders. Recognising psoriasis as a systemic 
disorder can help identify associated 
comorbidities, improve treatment and 

reverse the impact of psoriasis on quality 
of life. Changing the approach to psoriasis 
management and introducing systemic 
agents early may reduce widespread 
inflammation, resulting in reduced mor-
bidity and mortality. 

The cytokines TNF-alpha and IL-17 
are present in people with psoriasis, as 
well as in those with cardiovascular 
 disease, diabetes, PsA and inflammatory 
bowel disease. Elevated levels of 
 TNF-alpha are also found in those with 
obesity. Biologic agents targeting these 
two cytokines in cases of severe psoriasis 
may reduce systemic inflammation, 
 possibly reducing the severity of these 
comorbidities.13 

Investigations for psoriasis 
Many skin conditions have a similar mor-
phology to psoriasis. These include eczema 
(atopic dermatitis, irritant or allergic con-
tact dermatitis), tinea (e.g. tinea corporis, 
manuum or capitis), candidiasis, cutane-
ous lymphoma (e.g. mycosis fungoides), 
lupus, dermatomyositis, lichen planus, 
pityriasis rosea, pityriasis rubra pilaris, 
syphilis and papulosquamous drug 
eruptions. 

Psoriasis is typically a clinical diagno-
sis, although investigations (e.g. fungal 
scraping, bacterial and viral swabs, blood 
tests and skin biopsies) may be performed 
to rule out other diagnoses or confirm 
the diagnosis. The classic histological 
features of psoriasis are hyperkeratosis, 
acanthosis, hypogranulosis (loss of the 

Figure 7. Plantar psoriasis.
Image reproduced with patient consent.
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Figure 8. Nail psoriasis.
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PSORIASIS  continued 

granular layer), dilated vessels in the pap-
illary dermis, elongated rete ridges and 
thinning of the suprapapillary plates. 

Measure severity
Because psoriasis can significantly impact 
QOL, objective and subjective severity 
scores have been developed to compare 
the severity and monitor the effects of 
treatment. There can be discrepancy 
between the clinical severity and impact 
on QOL, with significant impact from 
 minimal cutaneous disease. The Derma-
tology Life Quality Index (DLQI) is a 
 general tool used to assess the effect of a 
skin disease on the activities of daily living, 
work or school, and how it makes the 
patient feel. The score ranges from 0 to 30, 
with a higher score indicating a greater 
impact on QOL. Psoriasis is associated with 
a poor QOL similar to that of cancer and 
myocardial infarction.3 

Psoriasis Area and Severity Index 
(PASI) is an objective tool that measures 

disease severity and extent, with scores 
ranging between 0 and 72, and is often 
used to evaluate the change in psoriasis 
severity after a treatment. It is part of 
the PBS criteria to assess eligibility for a 
 biologic medication. The final score is 
based on regional subscores from the head 
and neck, upper limbs, trunk and lower 
limbs. Erythema, induration and scale are 
evaluated in each region and assigned a 
score between 0 and 4, which is multiplied 
according to the body surface area affected 
for that region. In Australia, patients with 
a PASI score above 15 are deemed to have 
severe psoriasis. The PASI response is 
often used in clinical trials to report 
improvement from baseline PASI scores 
after treatment. 

Other patient reported outcomes such 
as Psoriasis Symptom Scale (PSS) and 
Pain Visual Analogue Scale (pain VAS) 
are available. The Physician Global 
Assessment (PGA) in psoriasis is a general 
measure of disease.

Treatments for psoriasis 
The goal of treatment is to alleviate symp-
toms and improve appearance and QOL. 
70 to 80% of patients with psoriasis have 
mild disease that can be treated with 
topical therapies.3 Education about the 
disease, its comorbidities and effect on 
self-esteem and QOL should be addressed 
on a patient and community level. Life-
style changes, such as modification of 
metabolic risk factors (including weight 
loss), smoking cessation and reducing 
alcohol intake, are essential and should 
not be underestimated. Mental health 
support should also be provided. 

Topical therapies
Topical corticosteroids (TCSs) are used 
as first-line therapy. The location and 
extent of skin psoriasis determines the 
TCS used. Scalp disease is often treated 
with lotion, such as mometasone, while 
truncal skin is treated with more potent 
creams or ointments. A weak TCS or 
topical calcineurin inhibitors are used for 
facial psoriasis. Calcipotriol, a vitamin D 

analogue, is used in a combination beta-
methasone diproprionate/calcipotriol 
ointment or foam, which is effective for 
skin and scalp psoriasis. Occlusion of 
topical therapies with a dressing can 
increase their efficacy. 

Other topical preparations include 
 topical salicylic acid (a keratolytic agent), 
dithranol or tar. Intralesional triamci-
nolone acetonide or betamethasone acetate 
injections into resistant plaques are often 
successful. 

Scalp psoriasis can be very difficult 
to treat and is associated with pain, 
 pruritus, impaired QOL and alopecia. 
Topical therapies can be frustrating and 
cause cosmetic concerns, especially the 
use of tar-based products, which stain 
and have an unpleasant odour. 

Systemic therapies
Systemic therapies are traditionally used 
for widespread disease, such as for 
patients with more than 10% body sur-
face area affected or in those who do 
not respond or cannot tolerate topical 
treatments.

Phototherapy or ultraviolet (UV)  
 therapy has been used to treat psoriasis 
for years. This includes psoralens and 
UVA as already defined UV, narrow band 
UVB (NB-UVB) and broad band UVB 
(BB-UVB). NB-UVB is usually performed 
at a dermatology practice three times a 
week and the UV dose is increased accord-
ing to a protocol based on the minimal 
erythema dose or the patient’s Fitzpatrick 
skin  phototype. The potential complica-
tions of photo therapy include short-term 
effects, such as burning, erythema, pru-
ritus, tanning and photokeratitis, and 
longer-term photoageing. 

Other systemic agents include oral 
therapies. These can be categorised into 
immunosuppressives, and include ciclo-
sporin or methotrexate, or nonimmu-
nosuppressive agents such as acitretin 
and apremilast. Methotrexate is usually 
administered orally; however, subcuta-
neous preparations, which have less 
 gastrointestinal side effects and possibly 

COMMON CONDITIONS ASSOCIATED 
WITH PSORIASIS

• Cardiovascular disease

• Diabetes

• Hypertension 

• Hyperlipidaemia

• Inflammatory bowel disease
 – Crohn’s disease

• Mental health disorders 
 – depression 
 – anxiety
 – suicidal ideations
 – gambling

• Metabolic syndromes

• Nonalcoholic fatty liver disease

• Psoriatic arthritis

• Obesity

• Respiratory disease

• Treatment-induced issues
 – nephrotoxicity
 – hepatotoxicity
 – skin cancers

• Uveitis
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better efficacy, are available for those 
who cannot tolerate the oral form.2 
Methotrexate is associated with nausea, 
abdominal discomfort, teratogenicity, 
bone marrow suppression and hepato-
toxicity, which need to be monitored 
regularly. A dose of 15 to 20 mg per week 
with folic acid resulted in a PASI 75 
response (greater than 75% reduction in 
PASI) rate of 36% by week 16.2 

Ciclosporin is an oral calcineurin 
inhibitor with a rapid onset of action. The 
duration of treatment is limited, some-
times to a year, due to nephrotoxicity. 
Other side effects include hypertension, 
gastro intestinal side effects, hypomag-
naesaemia,  gingival hyperplasia and 
drug interactions. 

Acitretin is a retinoid used to reduce 

the hyperkeratosis and is effective in 
 palmo plantar psoriasis. Acitretin is a tera-
togen and should be avoided in women of 
childbearing age. The side effects include 
xerosis, cheilitis, photosensitivity and 
hyperlipidaemia. 

Apremilast is a phosphodiesterase-4 

inhibitor given at a dose of 30 mg twice a 
day which reduces the proinflammatory 
cytokines. It is safe in patients with liver 
disease, but the dose needs to be reduced 
in patients with renal failure. Nausea, 
weight loss and diarrhoea are common 
side effects. 

TABLE 2. MINIMUM DOSE OF SYSTEMIC THERAPIES REQUIRED BEFORE QUALIFYING 
FOR A BIOLOGIC AGENT

Systemic therapy Minimum dose

Phototherapy (e.g. narrow band ultraviolet) Three times weekly; minimum 18 sessions

Methotrexate 10 mg weekly for six weeks

Apremilast 30 mg twice daily for six weeks

Acitretin 0.4 mg/kg daily for six weeks

Ciclosporin 2 mg/kg daily for six weeks 

TABLE 3. PBS-LISTED BIOLOGIC THERAPIES FOR PSORIASIS*

Class of biologic Name of biologic Dose and frequency Indication 

TNF inhibitor

Infliximab 5 mg/kg IV: week 0, 2, 6 then every 8 weeks • Psoriasis
• Psoriatic arthritis

Adalimumab 80 mg sc: week 0, then 40 mg week 1 then 40 mg  
every 2 weeks

• Psoriasis
• Psoriatic arthritis

Etanercept 50 mg sc weekly • Psoriasis
• Psoriatic arthritis

IL-12/23 inhibitor 
(p40 subunit)

Ustekinumab • Patient weight <100 kg: 45 mg sc weeks 0, 4 then 
every 12 weeks

• Patient weight >100 kg: 90 mg sc weeks 0, 4 then 
every 12 weeks 

• Psoriasis
• Psoriatic arthritis

IIL-17 inhibitors

Ixekizumab 160 mg sc: week 0, then 80 mg every 2 weeks until 
week 12, then 80 mg every 4 weeks

• Psoriasis
• Psoriatic arthritis

Secukinumab 300 mg: sc week 0, 1, 2, 3, 4 then every month • Psoriasis
• Psoriatic arthritis

IL-23 inhibitor (p19 subunit)

Tildrakizumab 100 mg sc: weeks 0, 4 then every 12 weeks • Psoriasis 

Guselkumab 100 mg sc: weeks 0, 4 then every 8 weeks • Psoriasis
• Psoriatic arthritis

Risankizumab 150 mg sc: weeks 0, 4 then every 12 weeks • Psoriasis 
Abbreviations: IL = interleukin; IV = intravenous; sc = subcutaneous; TNF = tumor necrosis factor.
* See PBS schedule for full of details of clinical criteria (https://www.pbs.gov.au/pbs/home). 
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PSORIASIS  continued 

Biologic therapies
Biologic medications have been around 
for almost 20 years and have transformed 
the therapeutic landscape. They are avail-
able on the PBS for psoriatic conditions 
for patients who fulfill the following 
criteria:
• are older than 18 years of age
• have a PASI score above 15
• have failed to respond after six weeks

of treatment, or have a
contraindication or significant
adverse event, to two out of the five
traditional systemic agents (Table 2).
The first-generation biologics are the

TNF-inhibitors adalimumab, etanercept 
and infliximab, followed by the IL-12/23 
inhibitor ustekinumab. These biologics 
aimed to improve skin by 75% (i.e. PASI 
75 response). The newer biologics are the 
IL-17 inhibitors secukinumab, ixekizumab 
and bimekizumab, and the IL-23 inhibitors 
guselkumab, tildrakizumab and risanki-
zumab. They are more effective than 
first-generation biologics, have a safer 
side-effect profile, can often be used in 
concomitant PsA and have a quick onset 
of action. In recent randomised controlled 
trials, 75% of patients treated with risanki-
zumab achieved a PASI 90 response at 
week 16, while 90% of those treated with 
ixekizumab achieved PASI 75 response at 
week 12.14,15 Comparisons of the efficacy 
of biologics should not be made without 
head-to-head studies. 

Patients taking a biologic agent must 
avoid live vaccines due to the risk of seri-
ous infections and death in their immu-
nosuppressed state. IL-17 inhibitors are 
associated with a greater risk of devel-
oping candida and tinea infections and 
must be used with caution in patients 
with inflammatory bowel disease. IL-23 
inhibitors are associated with upper res-
piratory tract infections. Biologic 
 therapies must therefore be prescribed 
with caution in patients with comorbid-
ities and only after a thorough medical 
history is taken. At-risk patients taking 
biologics should be  monitored regularly 
for any adverse effects. PBS-listed 

biologic therapies for psoriasis are 
 summarised in Table 3.

Small molecule therapies, such as 
Janus-kinase inhibitors, are also available 
for the treatment of psoriasis; however, 
they are currently not approved by the 
PBS in Australia for this indication. The 
advent of biosimilar agents could make 
therapies for psoriasis more affordable 
and easier to access. 

Conclusion
Recent advances in our understanding of 
the pathophysiology of psoriasis and the 
development of new therapies have 
improved its management. Instead of 
purely treating the skin, clinicians need to 
consider psoriasis a systemic inflammatory 
condition. Early introduction of systemic 
therapies may improve the skin, prevent 
long-term recurrence and reduce develop-
ment of comorbidities.   MT
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