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SHARED RESULTS SHARED RELIEF
DUPIXENT IS INDICATED FOR THE TREATMENT OF MODERATE-TO-SEVERE ATOPIC DERMATITIS IN
ADULTS AND ADOLESCENTS 12 YEARS AND OLDER WHO ARE CANDIDATES FOR SYSTEMIC THERAPY
First and only targeted
immunomodulator
to specifically inhibit
IL-4 and IL-13 signaling,
thereby reducing
persistent underlying
type 2 inflammation1,2

Long Term symptom relief,
including itch, lesions and
Quality of Life compared to
placebo at 52 weeks1,3–10

Safety profiles investigated
for 3 years in clinical trial and
based on real world experience
in more than 389,000 patients.11
— No pre-screening or on going
lab monitoring required.1
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Presentation: Dupilumab solution for injection in a pre-filled syringe with needle shield. Indications: Atopic Dermatitis (AD): Moderate-to-severe AD in adults and adolescents ≥12 years who are candidates for systemic therapy. Asthma: In adults and adolescents ≥12 years as add-on maintenance treatment
for severe asthma with type 2 inflammation characterised by raised blood eosinophils and/or raised FeNO, who are inadequately controlled with high dose ICS plus another medicinal product for maintenance treatment. Dosage & Administration: Subcutaneous injection. AD adults: Initial dose of 600 mg
(two 300 mg injections), followed by 300 mg every other week. AD adolescents: Body weight <60 kg- initial dose of 400 mg (two 200mg injections), followed by 200 mg every other week. Body weight ≥60 kg- same dosage as adults. Dupilumab can be used with or without topical corticosteroids. Topical
calcineurin inhibitors may be used, but should be reserved for problem areas only, e.g. face, neck, intertriginous and genital areas. Consider discontinuing treatment in patients who have shown no response after 16 weeks. Asthma: Initial dose of 400 mg, followed by 200 mg every other week. For patients
with severe asthma and on oral corticosteroids or with severe asthma and co-morbid moderate-to-severe AD- initial dose of 600 mg, followed by 300 mg every other week. Patients receiving concomitant oral corticosteroids may reduce steroid dose gradually once clinical improvement with dupilumab
has occurred. The need for continued dupilumab therapy should be considered at least annually as determined by a physician. If a dose is missed, administer it asap and thereafter, resume dosing at the regular scheduled time. Contraindications: Hypersensitivity to dupilumab or any of the excipients.
Precautions: Safety and efficacy in children <12 years not been established. Not be used to treat acute asthma symptoms, acute exacerbations, acute bronchospasm or status asthmaticus. Do not discontinue corticosteroids abruptly upon start of dupilumab. Reduction should be gradual and performed
under supervision of a physician; it may be associated with systemic withdrawal symptoms and/or unmask conditions previously suppressed by systemic corticosteroid therapy. Biomarkers of type 2 inflammation may be suppressed by systemic corticosteroid use. If systemic hypersensitivity reaction occurs,
discontinue dupilumab and initiate appropriate therapy. Be alert to vasculitic rash, worsening pulmonary symptoms, cardiac complications, and/or neuropathy presenting in patients with eosinophilia. Treat pre-existing helminth infections before initiating
dupilumab. If patients become infected while receiving dupilumab and do not respond to anti-helminth treatment, discontinue dupilumab until infection resolves. Patients who develop conjunctivitis that does not resolve following standard treatment
should undergo ophthalmological examination. AD patients with comorbid asthma should not adjust or stop asthma treatments without consultation with physicians. Carefully monitor patients after discontinuation of dupilumab. Do not give live
and live attenuated vaccines concurrently with dupilumab. Patients should be brought up to date with immunisations before starting dupilumab. Drug Interactions: Immune responses to TdaP vaccine and meningococcal polysaccharide vaccine
were assessed. Patients receiving dupilumab may receive concurrent inactivated or non-live vaccinations. Pregnancy and lactation: Should be used during pregnancy only if potential benefit justifies potential risk to foetus. Unknown whether
dupilumab is excreted in human milk or absorbed systemically after ingestion. Decision must be made whether to discontinue breast-feeding or dupilumab taking into account benefit of breast feeding for the child and benefit of therapy for
the woman. Undesirable effects: AD: Most common adverse reactions reported- injection site reactions, conjunctivitis, blepharitis and oral herpes. Safety profile observed in adolescents consistent with that seen in adults. Asthma: Most
common adverse reaction reported- injection site erythema. For other undesirable effects, please refer to the full prescribing information. Preparation: 2 x 300mg/2ml in pre-filled syringe with needle shield, 2 x 200mg/1.14ml in pre-filled
syringe with needle shield. Legal Classification: Part 1, First & Third Schedules Poison Full prescribing information is available upon request.
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Editorial
Editorial

A

topic dermatitis affects 30%
of local children and up to 10%
adults in industrialised countries.
Its impact can be so detrimental that
patients may even develop suicidal ideation. Apart from avoidance of triggering
factors, barrier repair, topical steroids
and calcineurin inhibitors, newer topical
treatments include phosphodiesterase
4 (PDE4) inhibitors and Janus kinase
(JAK) inhibitors, state Dr Steven Loo
and Professor Lin ZX. However, more
severe condition often requires systemic

treatments, including immunosuppressants and biologics. Chinese medicine
and integrative medicine approaches are
discussed. Dr Mandy Chan has contributed an overview and update on the use
of biologics in atopic dermatitis.
Biologics have also opened a new
page of treatment for psoriasis: a newer
generation of biologics are now available
and real-world evidence on their use is
discussed in this issue by Dr Chan Yung.
Urticaria is classified according to
the duration of the disease, and chronic

cases are subclassified into chronic spontaneous and chronic inducible (specific
triggers identified). Chronic spontaneous
urticaria is not caused by extrinsic allergens and could be an autoimmune disease, Dr Christina Cheung and Dr Agnes
Chan explain. Antihistamines (second
generation but no optimal choice recommended; may be up-dosed as needed)
serve as first-line treatment, while add-on
therapy with omalizumab is indicated if
patients remain symptomatic.

Pictorial Medical History (35)

Hermes was also a psychopomp (one who delivers the souls of the
dead to the underworld) in Greek culture.
In this funereal vase, Hermes is seen holding the hand of the
deceased woman, Myrrhine, to accompany her on her final journey.
Hermes (left) as Psychopomp for
Myrrhine (woman on right)
Funereal pottery vase
Athens 430 BCE
National Archaeological Museum of Athens

APRIL 2022

Journal of The Society of Physicians of Hong Kong | 25

Managing Atopic Dermatitis With Integrative
Medicine: How Should We Proceed?
severe AD often require treatment with
systemic anti-inflammatory drugs, eg,
cyclosporin A, azathioprine, methotrexate
and mycophenolate, which may potentially lead to significant side effects and,
hence, treatment cessation.6 As a result,
before the recent introduction of targeted
biologic therapies, poor patient satisfac-

Current landscape for
atopic dermatitis
Atopic dermatitis (AD) is the most common inflammatory skin condition seen in
dermatology practice.1 Its prevalence has
been increasing steadily over the past 20
years. This condition negatively impacts
the quality of life of patients and their
caregivers and can lead to a significant
decrease in self-esteem and increased
rates of depression, anxiety and suicidal
ideation.2
Tremendous progress has been
made over the past decade in understanding the complex nature of AD. Its
pathophysiology is multifactorial, including strong genetic susceptibility and an
important contribution from immune
dysregulation due to excessive T-helper
(Th)2 and Th22 activity, with variable

contributions from Th1/Th17, skin barrier
dysfunction and both cutaneous and
gut microbiome dysbiosis.3 Cutaneous
inflammation is characterised by the
upregulation of type 2 inflammatory
cytokines, such as interleukin (IL)-4, IL-13
and IL-31, and the commonly associated
comorbidities of AD include heightened
immunoglobulin E (IgE) sensitisation to
various allergens, risk of food allergy and
airway hyperreactivity.4
The primary aim of AD management is to improve symptoms and
achieve long-term eczema control with
a multistep approach tailored according to disease severity (Figure).5 For all
patients, basic management consists of
continuous epidermal barrier repair with
emollients and avoidance of individual
triggers. In moderate to severe AD, topical corticosteroids (TCSs) and topical calcineurin inhibitors (TCIs) are the mainstay
of treatment. Newer topical therapeutic
modalities include phosphodiesterase 4
(PDE4) inhibitors and Janus kinase (JAK)
inhibitors. However, patients with more
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tion with treatment was common. In
2002, Paller and coworkers found that
less than a third of patients were satisfied
with their current treatment regimens.7
There is interest in complementary
and integrative medicine (CIM) for the
treatment of AD, with over 40% of
patients with AD reporting the use of
integrative medicine approaches, including Chinese medicine (CM). CM has a
long history in the management of various skin diseases, including AD.8,9 Smallscale clinical trials showed that CM may
be beneficial in reducing disease severity
in subgroups of AD patients with certain
CM syndromes.10
The advancement of targeted
biologic therapies has revolutionised the
therapeutic landscape of AD with high
efficacy and favourable side effect profiles.11 Clear therapeutic goals can now be
achieved with improved patient satisfaction and quality of life.12 Dupilumab, the
first Food and Drug Administration (FDA)approved biologic for AD, was consistently shown to have high efficacy, with
more than half of patients achieving 75%
reduction of Eczema Area and Severity
Index (EASI75) in different phase 3 clinical
trials.13 From new systemic therapeutic
pipelines for AD, the systemic JAK inhibitors, such as baricitinib, upadacitinib and
abrocitinib, have been FDA approved
and are available for clinical use.14 Some
clinicians may debate the value of CM in
APRIL 2022

the current molecular therapeutics era of
AD, yet there remain many unmet needs
in the complicated journey of patients
with AD.

Treatment goals and
potential synergies in the
atopic dermatitis journey
Clear therapeutic goals for management
and patient expectations could improve
treatment satisfaction in AD. The treatment goals for AD include high treatment
efficacy, long-term remission, improvement of non-specific symptoms and
prevention of disease progression.
We need to appreciate the
strengths and weaknesses of individual
therapies, in both Western medicine and
CM. The big question is whether the
combination of conventional Western
medicine and CM could further enhance
therapeutic efficacy. As CM approaches
the management of AD from a different
angle, by modulating the body constitution, choosing the best combination
modality in different disease contexts
could maximise the potential benefit of
integrative therapies.

Treatment efficacy endpoint
In conventional clinical trials for Western
medicine, the objective standard for adequate disease control in AD is a 50–75%
reduction in EASI score.15 Currently,
most published clinical trials of CM in AD
with reasonable publication quality have
shown only modest efficacy in mild to
moderate disease.16 Use of CM in mild
to moderate disease may be comparable
to conventional Western medicine, and
clinical studies with larger sample sizes
would be desirable. However, clinical
trials assessing the efficacy of CM in
severe complicated disease are generally
lacking.17 From the treatment efficacy
standpoint, it would be interesting to
know whether concurrent use of CM
with conventional Western medicines
across different disease severities could
increase therapeutic efficacy and symptom control.
APRIL 2022

Figure. European Academy of Dermatology and Venereology (EADV) treatment
consensus for atopic dermatitis.
Hospitalisation; short course of cyclosporin A, dupilumab,
Severe:
oral glucocorticosteroids; longer course of systemic
SCORAD >50 / or
persistent eczema immunosuppression; methotrexate, azathioprine,
mycophenolate mofetil; PUVA; alitretinoin

Proactive therapy with topical tacrolimus or class II or III topical
Moderate:
SCORAD 25–50 / or glucocorticosteroids, wet wrap therapy, UV therapy (UVB 311
recurrent eczema nm, medium dose UVA1), psychosomatic counselling,
climate therapy

Mild:
SCORAD <25 / or
transient eczema
Baseline:
Basic therapy

Reactive therapy with topical glucocorticosteroids class II or depending
on local cofactors: topical calcineurin inhibitors, antiseptics including
silver, silver-coated textiles, topical crisaborole

Educational programmes, emollients, bath oils, avoidance of clinically relevant
allergens (encasings, if diagnosed by allergy tests)

Modified and adapted from Wollenberg A, et al. J Eur Acad Dermatol Venereol 2018;32:657-682.12
PUVA, psoralen and UVA; SCORAD, Scoring Atopic Dermatitis Index; UV, ultraviolet.

Long-term disease control and
remission
After achieving good disease control
(EASI75), the next step is to maintain
treatment efficacy and minimise the
number and severity of relapse episodes.
In the conventional treatment approach,
'proactive management' is adopted. CM
could play an important role in proactive
management in AD, particularly during
the ‘stepping down’ period with conventional Western therapies. Common
triggers include exposure to dust mites,
concomitant food allergy or delayed-type
food reactions, stress and poor sleep
quality. CM could play a role in reducing
the severity of response to triggers by
modulation of body constitution. In addition, some Chinese herbs and Chinese
herbal formulas have been shown to exert
potent antiallergic and anti-inflammatory
actions in experimental models of AD.18–21

Control of non-specific
symptoms
Non-specific psychosomatic symptoms,
such as poor sleep, nervousness, bloating, constipation, diarrhoea and lack of

energy, are common among patients
with AD. Western medicine offers limited
treatment options for these conditions,
although CM may play a role in symptomatic relief.22

Disease prevention
Both primary and secondary prevention
of AD are hot topics in the research field.
Studies have shown that use of probiotics during pregnancy and intensive use
of moisturising cream during infancy may
prevent high-risk infants developing AD.
Also, early adequate interventions for AD
were found to reduce the risk of developing food allergy.23
However, there is limited evidence
for treatments that prevent early mild AD
progressing to severe AD. Researchers
are actively investigating the role of early
intervention and adequate disease control
in improving long-term prognosis and preventing development of severe disease in
later life. CM may play a potential role in
secondary prevention of AD progression
to severe disease by early modulation of
body constitution and suboptimal body
status.24
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Is there any evidence
showing integrative
management is more
effective in reaching
therapeutic goals?
Although there are huge unmet needs
and considerable scope for combining
conventional management with CM,
high-quality clinical trials and systematic
reviews of integrative therapy using CM
with conventional therapies are unfortunately limited. Most of the studies regarding integration of CM have assessed
short-term treatment efficacy in active
disease management with integration
of topical treatments or antihistamines
only. The efficacy and safety of integrative
treatment with conventional systemic
anti-inflammatories and biologics are
unknown. There is currently no evidence
for long-term remission and prevention of
disease progression with CM use.9,25
Further clinical study using the
pragmatic clinical trial approach is needed
to assess the true efficacy of integrative management. Nonetheless, the
Integrative Joint Organizational Platform
(IJOP) from the Hong Kong Association for
Integration of Chinese-Western Medicine
(HKAIM) has completed a systematic
review project in an attempt to answer
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the question: will the combination of
CM and Western conventional treatment
provide better outcomes for our patients
with AD? The results are promising for
the integrative approach, and high-quality
clinical trials are also ongoing at a local
university.26,27 Hopefully, we will have better scientific evidence supporting integrative treatment for AD in the near future.

How can we integrate
CM into our conventional
healthcare system?
To facilitate the integration of CM with
conventional therapies in the real-life
healthcare system, we need to build a

care.
After initial implementation, pragmatic trials with solid outcome and costeffectiveness measures will be the next
step to reinforce the value of integrative
management. Stratification of AD patients
into different CM syndrome groups
with evidence-based, protocol-driven
diagnosis and management, supported
by pragmatic trials with appropriate outcome measures, will be an essential step
toward the final implementation into our
healthcare system. Currently, the IJOP
aims to build a conducive environment
and map out details for collaborative
practice of CM and Western medicine.

bridge to connect existing gaps. Mutual
understanding and respect for all parties
will be of utmost importance. Academic
meetings and seminars held regularly by
local organisations like the HKAIM, aiming to facilitate understanding and standardisation of the diagnostic language
and treatment philosophy, will be useful
for integrating East and West.
To implement integrative care in our
current system, it would be desirable to
have a professional institute and organisation to uphold the risk management,
safety monitoring, clinical governance
and quality assurance of the integrative

There will be many challenges ahead
for this integration. Nonetheless, collaborative efforts from experts and local
organisations, such as HKAIM, IJOP and
universities, are in place, and communication, education and research in integrative
medicine are ongoing. Hopefully, in the
near future, we can deliver the best
therapies to relieve the suffering of our
AD patients and to finally conquer this
distressing and life-ruining skin disease.
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Overcoming challenges
in the diagnosis of asthma
Webinar 1

Thursday, 19 MAY 2022 19:00–20:15 (Hong Kong time)
CHAIR

We are pleased to invite you to the first of six webinars
of Healthy Lung Masterclass Asia – an educational
programme developed exclusively for primary care
physicians across Asia, in collaboration with World
Organization of Family Doctors (WONCA).

Professor Tan Tze Lee

Adjunct Associate Professor,
Yong Loo Lin School for Family Medicine,
Duke-NUS Graduate Medical School for
Family Medicine and Continuing Care, Singapore

The webinar series will feature the latest updates and
expert perspectives on key topics in asthma care, such
as diagnosis, management of paediatric and adult
asthma, monitoring, timely referral, and patient
education.

SPEAKER
Professor Neil Skolnik

Professor of Family and Community Medicine,
Sidney Kimmel Medical College,
Thomas Jefferson University, USA

In this webinar, esteemed experts will discuss asthma
screening and diagnosis across patient age groups,
using tools such as spirometry and peak flow meters,
and methods to overcome diagnostic challenges specific
to primary care practice in Asia.

SPEAKER

Associate Professor
Le Thi Tuyet Lan

Chairwoman, Ho Chi Minh City Society of Asthma
and Allergy & Clinical Immunology, Vietnam

AGENDA
Time

Live Webinar

19:00–19:05
(5 mins)

Welcome & introduction
Prof Tan Tze Lee, Singapore

19:05–19:50
(45 mins)

Overcoming challenges in the diagnosis of asthma
Prof Neil Skolnik, USA

19:50–20:05
(15 mins)

Overcoming barriers to accurate asthma diagnosis
in the primary care setting in Asia
A/Prof Le Thi Tuyet Lan, Vietnam

20:05–20:15
(10 mins)

Audience Q&A
All Faculty

20:15

Closing
Prof Tan Tze Lee, Singapore

1 CME/CPE point pending approval.
Endorsed by WONCA subject to accreditation approval.
Educational initiative by AstraZeneca Asia.
For healthcare professionals only.
Z2-2768

Scan the QR code to sign
up for Webinar 1
or future Healthy Lung
Masterclass Asia webinars!

OR
REGISTER HERE

Organized by
The Society of Physicians
of Hong Kong

26% more patients achieved
complete clearance
(PASI 100)
at Week 52 with SKYRIZI
(95% CI: 15.9, 36.5; p<0.001).

Real-World Evidence With IL-17 and IL-23
Inhibitors in Psoriasis Treatment
in RCTs. On the other hand, real-world
evidence reflects actual clinical situations
and complements RCT data in providing
a full picture of the clinical efficacy and
safety profile of biologics. In this article,
real-world evidence for individual biologics is discussed.

Secukinumab

B

etter understanding of the
pathophysiology of psoriasis has
opened a new page of treatment
options for psoriasis patients. Biologics,
a novel treatment, have brought remarkable improvements in skin clearance and
patient quality of life. The use of biologics
in treating moderate to severe plaque psoriasis (PSO) has been widely studied over
the last two decades. The newer group of
biologics, including interleukin (IL)-17 and
IL-23 inhibitors, has been shown to be
more efficacious than previous generations of biologics. In recent years, more
biologics have become available in Hong
Kong for psoriasis treatment; when physicians select a particular biologic for their
patients, they sometimes do so on the
basis of randomised controlled trial (RCT)
data. However, treating patients in the
real-world may involve a broader variety
of patients than may have been included

APRIL 2022

Secukinumab, a human immunoglobulin
G (IgG) monoclonal antibody that binds
to IL-17A, has been approved by the US
Food and Drug Administration (FDA) for
treating moderate to severe PSO and
psoriatic arthritis (PsA) in adults and
children (≥6 years for PSO and ≥2 years
for PsA). It is also approved for treating
adults with active non-radiographic axial
spondyloarthritis (nr-axSpA) and ankylosing spondylitis. Being the first IL-17 inhibitor, it has the most published real-world
evidence available. In a meta-analysis
of 43 real-world studies, drug survival
with secukinumab therapy was 90% at
3 and 6 months and 80% at 12 months;
Psoriasis Area and Severe Index (PASI)
90 rates were 50%, 53% and 60% and
PASI 100 rates were 36%, 46% and 51%
at 3, 6 and 12 months, respectively.1 The
meta-analysis also showed secukinumab
to be safe. A retrospective real-world
study conducted in China reviewed 81
Chinese psoriasis patients treated with
secukinumab: PASI 75/90/100 rates were
91.1%, 73.0% and 38.3%, respectively.2
Factors positively associated with better
response included young age, lower body
mass index and absence of scalp involvement or concomitant PsA.

Ixekizumab
Ixekizumab is a humanised anti-IL-17A
monoclonal antibody that has been

approved by the US FDA for treating
adults and children (≥6 years) with moderate to severe PSO and adults with active
PsA, ankylosing spondylitis and active
nr-axSpA. The PASI 75, 90 and 100 rates
from a multicentre, retrospective study of
110 psoriasis patients treated in Italy were
90%, 72% and 57%, respectively, at week
24.3 Biologic-naive patients were found
to be better responders. Data from the
Corrona Psoriasis Registry, a prospective
registry in the United States and Canada
enrolling 9,519 patients, show that ixekizumab has a higher drug survival than
other IL-17 inhibitors and tumour necrosis
factor (TNF) inhibitors: persistence with
ixekizumab therapy at 24 weeks was
68% in biologic-naive patients and 46%
for biologic-experienced patients.4

Brodalumab
Brodalumab is the only IL-17 receptor
antagonist on the market, inhibiting not
only IL-17A but also other members of the
IL-17 family that are related to psoriasis.
It has been approved for treating adults
with moderate to severe PSO. Data from
an Italian study that included 90 patients
treated with brodalumab showed that
PASI 75, 90 and 100 response rates were
87.3%, 81.8% and 72.7%, respectively, at
48 weeks.5

Guselkumab
Guselkumab is a human IgG monoclonal
antibody binding to the p19 subunit of
IL-23 and is the first IL-23 inhibitor available. It has been approved for treating
adults with moderate to severe PSO and
active PsA. A number of real-world studies have been performed: in particular,
the clinical efficacy and safety profile of
guselkumab were studied in a Chinese
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population. A local, single-centre, retrospective study reviewed 68 Chinese
patients treated with guselkumab.6 At
week 20, 72.1% of patients had achieved
PASI 90 and 47.1% patients had achieved
PASI 100. Furthermore, 76.5% patients
achieved PASI <3. This study showed that
biologic-naive patients had a higher rate
of PASI 90/100 and PASI <3 responses.
Adverse effects were mild, with no
major adverse events recorded. A study
in Taiwan that retrospectively reviewed
135 patients reported a PASI 75 rate of
67% at week 36. Obese patients and
those with prior exposure to other biologics were found to be less responsive to
guselkumab in this study.7 A prospective
study with 45 Chinese patients has also

PSO and was recently (in January 2022)
also approved for PsA. A multicentre
study performed in Czech Republic that
recruited 154 patients found that 63.8%
and 44.7% of the patients achieved PASI
90 and PASI 100 at 16 weeks, respectively.9 The clinical response continued to
improve over time: 82.4% and 67.6% of
patients achieved PASI 90 and PASI 100
at week 52. Also, PASI 90 and PASI 100
responses were independent of body
weight and previous use of biologics.9
Another study found risankizumab was
more cost-effective than other biologics
available in Japan.10 The investigators
estimated quality-adjusted life years
(QALYs) and the cost of each treatment:
risankizumab was estimated to provide

been conducted, which reported PASI
90 and 100 response rates at 16 week of
88.6% and 45.5%, respectively.8

0.30–0.89 additional QALYs compared
with other biologics.

Risankizumab

Real-world data are an important
supplement to RCTs to provide a better
understanding of the clinical aspects of
each biologic because RCTs may exclude
patients with different comorbidities and

Risankizumab is a humanised IgG monoclonal antibody that binds to the p19 subunit of IL-23A. It has been approved for
treating adults with moderate to severe

Conclusion

subtypes of psoriasis. Referring to both
RCTs and real-world data provides a more
comprehensive picture of the treatment
options, helping physicians to identify the
group of patients most likely to respond.
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Chronic Spontaneous Urticaria
Figure 1. Symptomatic dermographism.

Table 1. Subtypes of chronic urticaria.1
Chronic spontaneous urticaria
•	Spontaneous appearance of wheals,
angio-oedema or both for >6 weeks

Chronic inducible urticaria
• Symptomatic dermographism (Figure 1)
• Cold urticaria
• Delayed pressure urticaria
• Solar urticaria
• Heat urticaria
• Vibratory angio-oedema

Classification of urticaria
Urticaria is characterised by the occurrence of wheals/hives, angio-oedema
or both. It can be classified according to
the duration of the disease into acute or
chronic urticaria, with 6 weeks as the cutoff time. Chronic urticaria can be further
subclassified into chronic spontaneous
urticaria (CSU) and chronic inducible
urticaria (CIndU) (Table 1).1 While specific
triggers can be found in CIndU, in CSU,
as its name implies, no definite eliciting
factor is involved.

Pathogenesis of chronic
spontaneous urticaria
CSU is largely a mast cell-driven disease.
Contrary to popular belief, CSU is not
caused by extrinsic allergens. Although
the exact pathogenesis is not completely
understood, recent evidence has shown
that CSU is predominantly an autoimmune

• Cholinergic urticaria
• Contact urticaria
• Aquagenic urticaria
Modified from Zuberbier T, et al. Allergy 2022;77:734-766.1

disease, with the presence of immunoglobulin E (IgE) autoantibodies against
self-antigens, or mast cell-directed activating autoantibodies.2 Therefore, apart
from detailed history taking, appropriate
physical examination and simple baseline
blood tests, such as complete blood
count (CBC) with differential count and
erythrocyte sedimentation rate/C-reactive
protein (ESR/CRP), a recent international
guideline recommends against extensive
and costly investigations for possible
allergens or underlying causes of urticaria
in the primary-care setting.1

34 | Journal of The Society of Physicians of Hong Kong

Assessment of disease
severity
Due to the fleeting nature of wheals,
with unpredictable symptoms that vary
over time, disease activity of CSU is best
assessed by patient-reported outcome
(PRO) measures, such as weekly Urticaria
Activity Score (UAS-7).3 UAS-7 (Table
2) is a widely validated and commonly
used diary-based PRO instrument that
measures the key sign (ie, wheals) and
symptom (ie, pruritus) of CSU.
To calculate UAS-7, the daily scores
for wheals and pruritus are summed over
APRIL 2022

Although mostly not life threatening,
CSU significantly impacts various aspects
of quality of life, such as sleep quality,
psychological/emotional/social well-being
and work productivity.5 The goal of treatment is therefore good control of symptoms, with normalisation of quality of
life.1 Since disease activity fluctuates over
time, it is important to reassess regularly
with the aid of PRO measures (especially
UAS-7) and adjust the treatment regimen
accordingly. Figure 2 shows the recommended treatment algorithm from a
recently published international guideline
for urticaria.1

First-line treatment:
Second-generation
H1-antihistamines
Second-generation
H1-antihistamines
(H1-AHs) are the recommended first-line
treatment for CSU. The international
guideline has recommended against
the use of older first-generation H1-AHs
due to their anticholinergic and sedative
effects and their negative impact on
learning and working performance,
especially in complex sensorimotor tasks
such as driving.1,6 On the other hand,
modern second-generation H1-AHs are
minimally or non-sedating, and they lack
anticholinergic effects. Of all the secondgeneration H1-AHs, eight – namely bilastine, cetirizine, desloratadine, ebastine,
fexofenadine, levocetirizine, loratadine
and rupatadine – have been specifically
studied in urticaria. Overall, they are
efficacious and well tolerated and, thus,
are the treatment of choice for CSU.
However, due to the lack of well-designed
clinical trials providing direct comparisons
APRIL 2022

Score

Wheals

Pruritus

0

None

None

1

Mild (<20 wheals/24 h)

Mild (present but not annoying or troublesome)

2

Moderate (20–50 wheals/24 h)

Moderate (troublesome but does not interfere with
normal daily activity or sleep)

3

Severe (>50 wheals/24 h; or large
confluent areas of wheals)

Intense (severe pruritus that is sufficiently
troublesome to interfere with normal daily activity
or sleep)

Modified from Zuberbier T, et al. Allergy 2022;77:734-766.1

Figure 2. Recommended treatment algorithm for chronic spontaneous urticaria.1

Consider referral to
a specialist

Management of chronic
spontaneous urticaria

Table 2. Urticaria activity score.1

Start with standard dose second-generation H1-AH
If needed:
Increase second-generation H1-AH dose (up to 4x)
If inadequate control on high dose:
After 2–4 weeks, or earlier
if symptoms are intolerable
a

Should be performed
under the supervision of
a specialist

7 consecutive days to a maximum score
of 42. A UAS-7 score of 0 to 6 signifies
well-controlled urticaria, while a score of
≥28 indicates severe disease.4 The UAS-7
serves as a simple tool to determine
disease activity and assess response to
treatment in patients with CSU.

Add omalizumab to second-generation H1-AH b
If needed:
Increase dose and/or shorten interval c
If inadequate control:
Within 6 months, or earlier
if symptoms are intolerable

Add cyclosporin to second-generation H1-AH d

a Second- and third-line treatment applies only for chronic urticaria; b 300 mg every 4 weeks; c Up to 600 mg every
2 weeks; d Up to 5 mg/kg bodyweight.

H1-AH, H1-antihistamine.
Adapted from Zuberbier T, et al. Allergy 2022;77:734-766.1

of the second-generation H1-AHs, no recommendation can be made regarding the
optimal choice of these agents for CSU.
If disease remains active despite
a standard dose of a second-generation
H1-AH, up-titration (up to fourfold) is
recommended.1 Studies have supported
the use of increased doses of secondgeneration H1-AHs in patients with
recalcitrant CSU,7,8 without evidence
of an increased risk of adverse effects.
Moreover, up-dosing of a single secondgeneration H1-AH is preferred over combining various second-generation H1-AHs

as they can have different pharmacological properties.1

Second-line treatment:
Omalizumab as an
add-on to secondgeneration H1-AH
Omalizumab, a recombinant anti-IgE
monoclonal antibody, is indicated for
patients with CSU who remain symptomatic despite H1-AH therapy. It has been
shown to be highly effective and safe in
multiple prospective studies.9–11 In a phase
3, multicentre, randomised, double-blind,
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placebo-controlled trial, patients with
moderate to severe CSU despite H1-AH
therapy were randomised to receive
omalizumab (75 mg, 150 mg or 300 mg)
or placebo. The baseline mean UAS-7
scores in the four treatment groups were
30.7, 31.4, 29.5 and 31.0, respectively.
At week 12, 27%, 43%, 66% (300 mg,
licensed dosage) and 19% of patients,
respectively, achieved a UAS-7 of ≤6
(signifying well-controlled urticaria). The
frequency of adverse events was similar
across groups, and serious adverse
events were uncommon.10 The current
approved dosage of omalizumab for CSU
is 300 mg every 4 weeks, and dosing

to be more effective than placebo in
patients with recalcitrant CSU in a
double-blind randomised controlled trial.14
Nonetheless, as the safety profile of
cyclosporin is far less favourable than that
of H1-AH plus omalizumab and its use for
CSU is off-label, this combination should
be reserved for severe cases refractory
to H1-AH plus omalizumab.

is independent of total serum IgE level.
If patients show insufficient response,
up-dosing (up to 600 mg every 2 weeks;
off-label use) is possible.1,12, 13

intravenous immunoglobulins (IVIG); and
plasmapheresis.1 In general, the levels of
evidence for the efficacies of these therapies are low, but they may be considered
in special cases with appropriate clinical
context.

Third-line treatment:
Cyclosporin as an add-on
to second-generation
H1-AH
For CSU patients who fail to respond
sufficiently to a second-generation H1-AH
plus omalizumab, cyclosporin (up to
5 mg/kg/day) should be considered. In
combination with a second-generation
H1-AH, cyclosporin has been shown

Other treatments
Other treatments include leukotriene
receptor antagonists such as montelukast; H2-AHs; dapsone; immunosuppressants such as methotrexate; short-course
systemic corticosteroids; phototherapy;

Summary
CSU is a common dermatosis that can
be very debilitating for patients both
physically and mentally. Good symptom
control with normalisation of quality of life
is possible and relies on regular monitoring of disease activity and adjustment
of the treatment regimen according to

the recommended treatment algorithm.
Effective and safe therapies are now
available.
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Atopic Dermatitis Overview and Updates on
the Use of Biologics in Its Treatment
Figure 1. Erythematous plaques with
excoriations over neck.

Image courtesy of Dr Chan Wai Man.

a significant economic impact, as its
disease burden is measured in billions of
dollars in healthcare provision.

Causes of atopic
dermatitis

Introduction
Atopic dermatitis (AD) is a type of
eczema, which is a non-contagious,
chronic, relapsing inflammatory disorder.
The prevalence of AD is higher in children,
estimated to affect up to 30% of Hong
Kong children1 and 2–10% of adults in
industrialised countries.2,3 The prevalence
of AD is increasing worldwide. AD typically affects the flexural areas (Figure 1)
but can extend to involve the whole body,
causing itch and discomfort and affecting
activities of daily living. It can lead to
reduced performance in learning, school
performance and work productivity. It has
also been reported to be associated with
anxiety, depression and suicidal ideation.4
AD has a significant impact not only on
the patient’s quality of life but also affects
the parents and caregivers involved.
Apart from quality of life, AD also has

AD is a chronic disease with multiple
complex aetiologies, where interactions
between genetic, environmental and
immunological factors result in the start
of AD. Skin barrier dysfunction is a major
pathogenic factor in AD, particularly demonstrated by the loss-of-function mutations in the filaggrin (FLG) gene. Apart
from these mutations, T-helper 2 (Th2)
cells and the cytokines, interleukin 4 (IL-4)
and IL-13, which promote Th2 responses,
have been detected in increased amounts
in AD skin. High levels of Th2 cytokines
have been demonstrated to modulate
keratinocyte function and affect the
integrity of the skin barrier, leading to skin
barrier dysfunction.5
The interaction of the skin microbiome with skin immunity also plays an
important role in pathogenicity. Higher
pH and a Th2-dominated micromilieu lead
to increased levels of Staphylococcus
aureus in AD skin. S. aureus releases
virulence factors, such as alpha-toxin,
leading to keratinocyte destruction and
Th2-type inflammation. Apart from the
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skin microbiome, the gut microbiome may
also play a role in the pathogenesis of AD.
Birth mode, breast feeding, number of
siblings and colonisation with Lactobacilli
and Bacteroides have also been identified
as cofactors and potential risks for AD.
Currently, research is underway to further
define the relationship between skin and
the gut microbiome.6

Diagnosis of atopic
dermatitis
The diagnosis of AD is based on cutaneous skin lesions (itchy lesions with typical
morphology), localisation to typical distribution sites (flexural), chronic or relapsing
pattern, personal or family history of
atopy and other associated features of
the patients. Hanifin and Rajka7 proposed
the diagnostic criteria for AD in 1979,
which were later revised by the American
Academy of Dermatology.8 Another
diagnostic criteria commonly used in epidemiological studies was developed by
the UK Working Party in 1994.9 Severity of
AD is often graded with scoring systems,
such as the SCORing Atopic Dermatitis
(SCORAD) Index and Eczema Area and
Severity Index (EASI), where severity
scoring is based on several factors,
including erythema, thickness, excoriation and lichenification.

Symptoms of atopic
dermatitis
AD symptoms can vary widely and
include dry skin, itching (particularly at
night), thickened and cracked scaly skin,
red patches particularly over flexural areas
and raw skin from scratching. Secondary
bacterial infections with S. aureus can
occur, leading to impetigo, as well as viral
infections with herpes simplex virus, such
as eczema herpeticum (Figure 2).
APRIL 2022

Figure 2. Eczema herpeticum featuring
monomorphic erosions with crusting
over forehead, periorbital region and
cheeks.

Systemic treatments, including
antihistamines, systemic steroids and
oral immunosuppressive agents, such as
methotrexate, azathioprine, cyclosporin
and mycophenolate mofetil, are used for
long-term control of AD.

Biologic agents (Table) are used to block
specific inflammatory pathways in the
treatment of AD. Dupilumab, the first
biologic agent approved for AD, blocks
the IL-4 receptor alpha subunit, thereby
inhibiting IL-4 and IL-13 cytokine-induced
proinflammatory responses. Dupilumab
was recently approved and supported

with
treatment-refractory
moderate
to severe AD. Upadacitinib is currently
undergoing a multicentre, phase 3 clinical
trial. The oral route of administration of
JAK1 inhibitors represents one of their
benefits over other systemic biologics, which are usually administered via
subcutaneous injection. JAK1 inhibitors
decrease the production of proinflammatory mediators induced by IL-6, IL-15,
interferon-alpha (IFN-α) and interferongamma (IFN-γ). Their use is limited by
venous thromboembolism risk warnings
from licensing authorities, although a
recent meta-analysis of randomised
clinical trials did not provide evidence

by the Samaritan Fund in Hong Kong,
with effect from December 2021, for the
treatment of moderate to severe AD in
patients aged 6 years and above whose
disease is not adequately controlled by
topical therapies.10 It is administered via
subcutaneous injection every 2 weeks.
Most patients tolerate the medication
well, and injection site reaction and
conjunctivitis are the most commonly
reported adverse events.
The
US
Food
and
Drug
Administration (FDA) recently approved
the oral Janus kinase (JAK) 1 inhibitors,
abrocitinib and upadacitinib, for adults

to support warnings of VTE risk through
pooled incidence rate ratios for venous
thromboembolism, pulmonary embolism
and deep vein thrombosis in patients
with immune-mediated inflammatory
diseases.11 The topical JAK inhibitor,
ruxolitinib cream – a selective inhibitor
of JAK1 and JAK2 – is also approved by
the FDA (although not available in Hong
Kong) for short-term and noncontinuous
chronic treatment of mild to moderate
AD in non-immunocompromised patients
aged 12 years and above. Other topicals
include delgocitinib, a pan-JAK inhibitor that is currently being studied in a

Biologics

Image courtesy of Dr Chan Wai Man.

Treatment of atopic
dermatitis
The treatment approach to AD depends
on severity. General measures, such as
education, avoiding skin irritants and allergens, use of emollients and psychological
support, form an important foundation for
the treatment of AD.

Topical and oral
immunosuppressive agents
Topical treatments, including wet wrap
therapy and antiseptics, such as dilute
bleach bath and potassium permanganate to reduce bacterial colonisation, are
important. Topical steroids and calcineurin
inhibitors, such as pimecrolimus and
tacrolimus, also form the backbone of
topical treatment of AD. Crisaborole, a
phosphodiesterase 4 (PDE4) inhibitor, is
also approved for use in mild to moderate
AD and will be further discussed in the
section on biologics.
Phototherapy with narrowband
ultraviolet B light (NBUVB) can be used to
treat moderate to severe AD and can be
combined with usual topical treatments.
As it requires the patient to stand in the
phototherapy cabinet twice weekly, very
young children or patients who are unable
to stand unaided may not be suitable for
phototherapy treatment.
APRIL 2022

Table. Biologic agents used in the treatment of atopic dermatitis.
Mechanism

Drug name

JAK inhibitor

Baricitinib (JAK1 and JAK2 inhibitor)
Upadacitinib (JAK1 inhibitor)
Abrocitinib (JAK1 inhibitor)
Tofacitinib (JAK1 and JAK3 inhibitor)

Anti-IL-13

Lebrikizumab
Tralokinumab

Anti-IL-31 receptor A antibody

Nemolizumab

Anti-IL-22

Fezakinumab

Anti-IL-5 receptor alpha

Benralizumab

Anti-TSLP monoclonal antibody

Tezepelumab

Anti-leukotriene/prostaglandin pathway

C000459
Q301
ZPL-521

PDE4 inhibitor

Crisaborole
Difamilast
Roflumilast

IL, interleukin; JAK, Janus kinase; PDE4, phosphodiesterase 4; TSLP, thymic stromal lymphopoietin.
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phase 1, open-label trial that is scheduled
for completion in 2022.
The cyclic adenosine monophosphate (cAMP)-related signalling pathway
plays a critical role in the regulation of
immune function. Cellular levels of cAMP
are regulated by cyclic nucleotide PDEcatalysed decomposition. Upon inhibition
of PDE4, elevated intracellular cAMP
levels trigger specific protein phosphorylation and responses in proinflammatory
cells, including downregulation of tumour
necrosis factor-alpha (TNF-α). PDE4 inhibitors lead to the suppression of proinflammatory cytokines, including TNF-α, IL-2,
IL-5 and IFN-γ. The FDA approved the use

every 2 or 4 weeks, is currently in phase
3 clinical trials. Tralokinumab, another
anti-IL-13 mAb, is also being studied for
use in AD. Compared with dupilumab, the
prevalence of conjunctivitis with these
agents appears to be low, similar to that
seen in placebo-treated patients, suggesting that selective IL-13 blockade may
not (or only minimally) increase the risk
of conjunctivitis; this is currently being
clarified in larger phase 3 studies.14
Benralizumab is a recombinant mAb
of the isotype IgG1k immunoglobulin that
binds to the alpha chain of the IL-5 receptor expressed on eosinophils and basophils. It is administered subcutaneously

and Severity Index (EASI)50 response at
week 12 compared with placebo.15
Lipid mediators, such as prostaglandins and leukotrienes, exert a range
of actions through their receptors on
cell surfaces and have been found to be
significantly elevated in chronic inflammatory skin conditions such as AD and
psoriasis. Several topical agents targeting
leukotrienes and prostaglandins are in
development for the treatment of AD,
including OC000459, Q301 and ZPL-521.
OC000459 did not demonstrate efficacy
in clinical trials, while trials with the other
two agents are ongoing.16

of crisaborole, which is a PDE4 inhibitor,
for the treatment of mild to moderate AD
in patients aged 2 years and above in 2016,
and expanded its use to those as young
as 3 months of age in 2020. Difamilast
and roflumilast are new selective PDE4
inhibitors currently being studied for the
treatment of mild to moderate AD. Unlike
topical calcineurin inhibitors, which carry
a ‘black box’ warning based on concerns
about theoretical links to lymphoma12
despite long-term surveillance data not
substantiating this risk, topical PDE4
inhibitors demonstrate a promising safety
profile. The main adverse event is stinging or burning at the site of application,
although rescue therapy is required in
about 20% of patients.13
Tapinarof is a topical acryl hydrocarbon
receptor-modulating
agent
currently being studied for its use in AD
and psoriasis. It decreases TH2 cytokine
expression and reduces oxidative stress
via activation of the antioxidant nuclear
factor E2-related factor 2 (Nrf2) pathway.
It is currently being assessed in a phase
3, double-blind, vehicle-controlled efficacy and safety study in those aged 2
years and above; the study is expected to
be completed in 2023.
Lebrikizumab,
a
monoclonal
antibody (mAb) targeting IL-13 that is
administered via subcutaneous injection

once weekly, and is currently approved by
the FDA for use in eosinophilic asthma.
There are hopes it will be approved for
paediatric AD in the future.
IL-31 plays an important role in
pruritis and affects inflammatory and
epidermal barrier dysfunction in AD.
Nemolizumab, a humanised mAb against
the IL-31 receptor A that is administered
subcutaneously every 4 weeks, is currently in phase 3 trials for use in moderate
to severe AD.
IL-22 promotes epidermal hyperplasia and inhibits skin barrier function.
A phase 2 study of the IL-22–targeted
mAb, fezakinumab, administered subcutaneously every 2 weeks for treatment
of moderate to severe AD, is currently
underway.
Thymic stromal lymphopoietin
(TSLP), an epithelial cell-derived cytokine,
is produced in response to proinflammatory stimulation. TSLP-activated dendritic
cells further induce the production of
Th2 cells and proinflammatory cytokines. mAbs that target TSLP include
tezepelumab, which is administered
subcutaneously every 2 weeks and is in
phase 2 clinical trials for use in moderate to severe AD. However, a phase 2a
tezepelumab trial in moderate to severe
AD did not demonstrate a statistically
significant improvement in Eczema Area

Novel delivery systems
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Novel topical drug delivery systems are
also being studied for use in AD. The
enhanced performance of topical nanoparticles for optimising skin absorption is
due to therapeutic efficiency, extended
stability at the target site and avoidance
of enzyme degradation, while mitigating
potential side effects.17 Nanoemulsions,
nanoparticles and nanocarriers are also
currently being developed and studied for
use in AD.

Conclusion
The increased understanding of the
immune pathway and pathogenesis of AD
has driven development of therapeutics
for AD. The use of biologics to treat AD is
advancing rapidly and exciting emerging
therapies are on the horizon, bringing
tremendous advances over conventional
treatment. All this will further change the
dynamics of the treatment approach to
AD in the future. Long-term monitoring
of efficacy and safety in patients treated
with biologics or small-molecule drugs
is still required in this heterogenous and
complex disease.

A complete list of references can be downloaded from
www.SOPHYSICIANSHK.org
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First ONE IL-23 inhibitor in

One PRESS

Triumph over Plaque Psoriasis
with just One-PRESS

Complete skin clearance (PASI=0) maintained over 3 years1*
50% achievement of complete skin clearance by 16 weeks1†
99% patient satisfaction with Tremfya® One-Press patientcontrolled injector2‡
* 22.7% (112/494) of patients treated with Tremfya® from Week 0/Week 16 maintained PASI=0 over 3 years.
† 50% of patients who maintained PASI=0 for ≥156 consecutive weeks achieved complete skin clearance by Week 16.
‡ 99% (68/69) of patients were satisfied/very satisfied with One-Press at Week 28.
Study design
In this post hoc analysis of 5-year data from the VOYAGE 1 trial, Patients with moderate-to-severe psoriasis who maintained PASI=0 at all visits for ≥156 consecutive weeks of Tremfya® treatment (n=112) were compared with patients who never achieved PASI=0 at any visit (n=79)1.
This Phase 3, multi-center, double-blind, placebo-controlled study (ORION) randomized 78 adults with moderate-to-severe psoriasis (4:1) to self-inject Tremfya® 100 mg at Weeks 0/4/12/20/28 or placebo at Weeks 0/4/12 with crossover to self-inject Tremfya® 100 mg at Weeks 16/20/282.
Tremfya® solution for injection in pre-filled pen 100 mg/1 mL
ABBREVIATED PRESCRIBING INFORMATION
ACTIVE INGREDIENT(S): Guselkumab INDICATION(S): Treatment of moderate to severe plaque psoriasis in adults who are candidates for systemic therapy.
DOSAGE & ADMINISTRATION: 100 mg by subcutaneous injection at weeks 0 and 4, followed by maintenance dose every 8 weeks. Consider discontinuing treatment in patients who have shown no response after 16 weeks of treatment. Safety and efficacy in children and adolescents below 18 years old have not
yet been established. If possible, areas of skin that show psoriasis should be avoided as injection sites. CONTRAINDICATIONS: Serious hypersensitivity to the active substance or to any of the excipients. Clinically important active infections (e.g., active tuberculosis(TB)). SPECIAL WARNINGS & PRECAUTIONS:
Infections: Tremfya may increase risk of infection. Do not initiate Tremfya in patients with any clinically important active infection until the infection resolves or is adequately treated. If a patient develops a clinically important or serious infection or is not responding to standard therapy, monitor the patient closely
and discontinue Tremfya until the infection resolves. Pre-treatment evaluation for TB: Prior to initiating Tremfya, evaluate patients for TB infection. Monitor patients receiving Tremfya for signs and symptoms of active TB during and after treatment. Anti-TB therapy should be considered prior to initiating Tremfya
in patients with a past history of latent or active TB in whom an adequate course of treatment cannot be confirmed. Hypersensitivity: Serious hypersensitivity reactions have been reported in the post-marketing setting. Some cases occurred several days after treatment with guselkumab, including cases with
urticaria and dyspnoea. If a serious hypersensitivity reaction occurs, discontinue Tremfya immediately and initiate appropriate therapy. Immunisations: Prior to initiating Tremfya, consider completion of all appropriate immunisations. Do not use live vaccines concurrently in patients treated with Tremfya.
Before live viral or live bacterial vaccination, Tremfya should be withheld for at least 12 weeks after the last dose and can be resumed at least 2 weeks after vaccination. SIDE EFFECTS: Upper respiratory infection. Refer to the full prescribing information for other side effects. PREGNANCY & LACTATION: It is
preferable to avoid use of Tremfya in pregnancy. A decision should be made whether to discontinue, or abstain from initiating treatment with Tremfya, taking into account the benefit of breast-feeding to the child and the benefit of Tremfya therapy to the woman.
INTERACTIONS: No need for dose adjustment when co-administering guselkumab and CYP450 substrates. Safety and efficacy of Tremfya in combination with immunosuppressants, including biologics, or phototherapy have not been evaluated. PLEASE REFER TO FULL PRESCRIBING INFORMATION BEFORE
PRESCRIBING. API version to be quoted on promotional material: Tremfya Pre-filled Pen aPI ver 1.0
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FOR ADULTS WITH MODERATE TO SEVERE PLAQUE PSORIASIS

Offer a Chance for

Completely
Clear Skin.
Sustained+Rapid

Sustained skin clearance over 5 years of treatment1
Nearly 7 out of 10 patients achieved or maintained PASI 100 through week 264
UNCOVER-3: PASI 75, PASI 90, AND PASI 100 OBSERVED RESULTS AT WEEKS 12, 60, 108, 156, 204 AND 2641,2
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Complete, superior
and rapid clearance3,4
Taltz was superior to guselkumab in
providing complete skin clearance
(PASI 100) at weeks 4, 8, and 12

PATIENTS ACHIEVING RESPONSE (%)

IXORA-R: PERCENTAGE OF PATIENTS ACHIEVING PASI 100 AT WEEKS 4, 8, 12, AND 24, NRI3,4
Guselkumab (n=507)

*P<.001 vs guselkumab at weeks 4, 8, and 12
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NRI = Non-responder imputation. Nx = observed population. PASI = Psoriasis Area Severity Index.

Taltz (n=520)
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Taltz Abbreviated Prescribing Information
Indications: Plaque psoriasis - Taltz is indicated for the treatment of moderate to severe plaque psoriasis in adults who are candidates for systemic therapy. Psoriatic arthritis - Taltz, alone or in combination with methotrexate, is indicated for the treatment of active
psoriatic arthritis in adult patients who have responded inadequately to, or who are intolerant to one or more disease-modifying anti-rheumatic drug (DMARD) therapies. Dosage: Plaque psoriasis - Recommended dose is 160 mg by subcutaneous injection (two 80 mg
injections) at Week 0, followed by 80 mg (one injection) at Weeks 2, 4, 6, 8, 10, and 12, then maintenance dosing of 80 mg (one injection) every 4 weeks. Psoriatic arthritis - Recommended dose is 160 mg by subcutaneous injection (two 80 mg injections) at Week 0,
followed by 80 mg (one injection) every 4 weeks thereafter. For psoriatic arthritis patients with concomitant moderate to severe plaque psoriasis, the recommended dosing regimen is the same as for plaque psoriasis. No data are available in children and adolescent ≤ 18
years and limited information in subjects ≥ 75 years. Contraindications: Serious hypersensitivity. Clinically important active infections. Special Precautions: Infections, hypersensitivity, inflammatory bowel disease, immunization. Pregnancy, breast-feeding, fertility.
Adverse Reactions: Injection site reactions, upper respiratory tract infections, tinea infection, oropharyngeal pain, nausea.
Please see Important Safety Information in the full prescribing information.
Please see Instructions for Use included with the device.
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