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The 7th Congress of the Skin Inflammation & Psoriasis International Network (SPIN) was held Wednesday, July 6 – Friday, July 8, 
2022, in Paris, France. The SPIN congress is held every three years, with approximately 1,500 delegates from around 90 
countries. It is a key event for patient management and therapeutic strategies with a special emphasis on the daily medical 
practice of psoriasis and other inflammatory skin diseases. Experts worldwide report on their experiences and deliver insight 
into the latest results and clinical studies.



 

 

 

IPC Symposium – International Perspectives on Treating Psoriasis 
Program Chair: Peter van de Kerkhof, MD, PhD, IPC Chief Medical Officer 
Program Faculty: Nejib Doss, MD, IPC Councilor; Lars Iversen, MD, DMSc, IPC Board Member  
Panelists: Marc Boucier, MD, FRCP, IPC Councilor; André Vicente Esteves de Carvalho, MD, PhD, IPC Councilor; 
Siew Eng Choon, MBBS, FRCP, IPC Board Member; and George-Sorin Tiplica, MD, PhD, IPC Councilor 
 
Professor Nejib Doss, IPC Councilor, provided a broad overview of the spectrum of topical therapies and 
discussed the problem of treatment adherence. He also highlighted the effectiveness of less widely used 
topical therapies, including coal tar, dithranol, and more traditional treatments like balneotherapy and 
heliotherapy. In the IPC severity reclassification of 2020, failure of topical therapy would qualify patients as 
eligible for systemic treatment (table 1).1 In connection to this severity criterium, it was discussed how long 
topical therapy would have to be prescribed before qualifying patients as ‘topical non-responders.’ Professor 
Doss answered that it should be tried for at least one month.  
 
Table 1. Reclassification of psoriasis severity according to International Psoriasis Council Delphi consensus (Strober et 
al. 1) 

Candidate for systemic therapy are patients 
with psoriasis that who meet at least one of the 
following criteria: 

1. BSA [10%] 
2. Disease involving special areas 

3. Failure of topical therapy 

 
Professor Lars Iversen, IPC Board Member, shared insights on how (and when) to treat a patient when topical 
treatment is not appropriate. He showed that it is currently being discussed if we should treat patients earlier. 
This is investigated in various early intervention studies: the STEP-in study and GUIDE trial. 2 Results are 
pending. As circumstantial evidence, Prof. Iversen shared recent insights. In the Stockholm psoriasis cohort, at 
the 10-year examination, patients with a long time until the start of systemic treatment more often had severe 
psoriasis (Figure 1).3 Also, a poster on the VOYAGE-1 trial presented at last year’s EADV showed that disease 
duration was shorter for patients that reached PASI 0. In Crohn’s disease and rheumatoid arthritis, it has 
already been shown that early intervention does make a difference.  
 
Figure 1: proportion of patients with severe psoriasis at the 10-year clinical examination stratified by time to systemic 
initiation adapted from Svedbom et al. 3 



 

 

 

 
 

When the step towards systemic treatment is made, there are now many options, with a tyrosine-kinase two 
inhibitor on short notice. Multiple network-meta-analyses (NMAs) provide insight into the differential efficacy 
of systemic treatments. Prof. Iversen’s’ advice was to look critically at these NMAs, because they are often 
focused on one outcome, at one time-point, e.g., short-term efficacy. Some drugs may only take time for 
maximum effectiveness and therefore seem less effective in NMAs that focus only on short-term efficacy. It 
remains important not to prioritize one drug but look with a broader scope at the different treatment options.  
 
In the subsequent panel discussion, it was discussed how psoriasis is treated around the world. The panel 
members were asked what they experienced as the most significant challenge when treating psoriasis in their 
region. Mark Bourcier (Canada) mentioned the situation in which patients with psoriasis on biologics develop 
an eczematous reaction and the challenge of treating these patients best. Andre Vicente Esteves de Carvalho 
(Brazil) mentioned ‘poly-failure’ as a significant therapeutic challenge, i.e., the patients that fail most drugs. 
Siew Eng Choon (Malaysia) said the limited access to new therapies in her region and the high prevalence of 
tuberculosis, a contra-indication for some treatment options. George-Sorin Tiplica (Romania) experiences 
problems with some conventional drugs, e.g., no availability of psoralen or acitretin from time to time. 
 
Key points: 

• The IPC consensus statement on criteria for eligibility for systemic treatment may change the current 
treatment  

• Psoriasis is treated differently worldwide, and challenges also differ among countries. 
 
 
 
  



 

 

 

Psoriasis – Why Does It Not Go for Good? 
Wolf-Henning Boehncke, MD, MA, IPC Councilor 
Geneva University Hospital, Geneve, Switzerland 
 
Professor Boencke started his session with an important question, “Why don’t we make ourselves obsolete?” 
The bar has risen for therapeutic goals; currently, PASI90 and 100 are realistic treatment targets. We can now 
discuss the concept of remission because of the arsenal of highly effective drugs nowadays. It has been shown 
that one year after the discontinuation of IL-23 inhibitor risankizumab, there were still patients with a 
PASI100.4. Prof. Boehncke further explained that interleukin (IL) 17 or IL23 inhibiting biologics differentially 
affect the composition of lesional T-cells. Mehta et al. showed reduced memory T-cells after interleukin IL23 
inhibition, but levels remained constant after IL17 inhibition.5 Regulatory t-cells (Tregs) were shown to be very 
stable under IL23 inhibition but decreased under IL17 inhibition. The Treg to resident memory T-cell (TRM) 
ratio was also higher for IL23 than IL17 inhibiting biologics.5 Furthermore, Prof. Boehncke stressed that ‘non-
lesional skin’ is not normal skin, as it is already paved for psoriasis: various immune-related genes were 
upregulated (incl. IL-17-downstream genes) in a study comparing non-lesional skin to normal skin (controls).6 
Dysfunctional regulatory T-cells and remaining TRMs provide the basis for future psoriasis episodes. 
Therefore, the disease comes back on similar localizations. It is crucial to get more insight into TRMs and if 
TRMs can be removed partially.  
 
Key points: 

• High treatment goals have become more realistic for psoriasis, and even remission may sometimes be 
achieved. 

• TRMs remain in the psoriatic skin, explaining why psoriasis returns in specific locations. It is not clear if TRMs is 
a druggable target.  
  



 

 

 

Pustular Psoriasis:  The Radiance of a Rare Auto-Inflammatory Disease Model 
Hervé Bachelez, MD, PhD, IPC Vice President/President-Elect 
Hôpital Saint-Louis, Imagine Institute for Human Genetic Diseases, University of Paris, Paris, France 
 
Professor Bachelez showed the historical path of discoveries and developments in psoriasis, focusing on 
pustular variants of the disease. Plaque psoriasis and generalized pustular psoriasis (GPP) are interconnected, 
as >40% of patients with GPP also have plaque psoriasis.7 GPP has been associated with liver involvement. 
Liver test abnormalities are common (70%) in patients with GPP. Also, neutrophilic cholangitis and strictures of 
biliary ducts alternating with dilatations have been seen in patients with GPP.8 In 2011, the first description of 
the genetic architecture of GPP was published and showed the role of IL36RN mutations.9 All genetic 
abnormalities in pustular psoriasis relate to the innate immune system. The magnitude of upregulation of 
genes differs between GPP and plaque psoriasis, but the top 20 genes are the same for the diseases.10 This 
underlines the clear connection between the diseases. 
 
Another interesting fact is that by multiplex nasopharyngeal swabs, respiratory viruses (incl. rhinovirus, 
metapneumovirus, coronavirus, and influenza) were identified as potential triggers of acute flares of 
GPP/pustular psoriasis and plaque psoriasis. 11 Identifying the triggers would be a key step in flare prevention.  
 
Key points: 

• GPP is associated with liver disease.  

• Multiple viruses can trigger flares of pustular psoriasis as well as plaque psoriasis 

• Genetic abnormalities in pustular psoriasis relate to the immune system. 
  



 

 

 

Understanding the Pathophysiology of Psoriasis and Why it Becomes a Chronic Disease 
Lars Iversen, MD, MDSc, IPC Board Member 
Aarhus University Hospital, Aarhus, Denmark 
 
Recent research showed that those patients who have had psoriasis for a longer time (>2 years) were less 
likely to become super responders to drugs. In the Stockholm cohort, similar findings were shown: when 
patients were treated quickly after disease onset, their psoriasis was less severe after ten years.3 It appears 
psoriasis has a disease memory, and tissue-resident memory T cells (TRMs) probably play an important role in 
this context. Prof. Iversen recaptured the current concepts of psoriasis pathogenesis (Figure 2)12 and explained 
the theory behind the hypothesis on TRMs. TRMs can be protective and mediate potent protection against 
infections, but they can also be pathogenic and play an emerging role in tissue-specific immune and 
inflammatory diseases (Figure 3a, 3b). TRMs have been shown to populate lesional psoriasis skin, and when 
psoriasis becomes more chronic, the TRM population tends to increase in numbers. Chemokines released in 
psoriasis can recruit TRMs to the skin. TRMs can be CD4+ or CD8+. CD4+ TRMs can recirculate, but CD8+ TRMs 
stay in the epidermis and slowly migrate to other skin parts. This might explain why psoriasis becomes a 
chronic disease. Treating psoriasis earlier, before TRMs get a chance to populate the skin, might be a solution 
but data is still limited.  
 
Figure 2: Current concepts of the pathogenesis in psoriasis, adapted from Ben Abdallah et al.12  

 



 

 

 

Figure 3 a and b: Function of Tissue Resident Memory T-cells 
Figure 3a 

 
 

Figure 3b 

 
 
 



 

 

 

Key Points: 

• Short disease duration has been associated with a higher chance of super response op antipsoriatic drugs. 

• TRMs remain in psoriatic skin and can lead to disease recurrence. 
 
 
  



 

 

 

Psoriasis: Registries and Drug Survival 
Alexander Egeberg, MD, PhD, DMSc, IPC Councilor 
Bispebjerg Hospital, Copenhagen, Denmark 
 
Dr. Egeberg explained that the real-world practice population could differ from the patients in randomized 
controlled trials, amongst others, in terms of comorbidities and comedication. Therefore, real-world data are 
of additional value. He investigated the psoriasis treatment trajectories of patients and found that patients 
often recycle therapy, i.e., switch back to previously used drugs. The time until a biologic is long, and it was 
found that the introduction of biosimilars has not yet reduced the time to the first biologic. 
 
Drug survival is an analytic technique and proxy for drug effectiveness and safety. The drug survival of 
biologics and small molecule inhibitors was recently described for a Danish cohort (n=12,098) of patients with 
psoriasis, psoriasis arthritis (PsA), rheumatoid arthritis, and axial spondylitis (Figure 4).13 Overall, the IL17 and 
IL23 inhibitor classes performed well, and better than infliximab or etanercept for psoriasis (Table 2). For 
psoriasis, guselkumab had the highest (adjusted) drug survival, followed by ustekinumab and IL17 inhibitors. 
For PsA, golimumab and secukinumab showed the highest (adjusted) drug survival rates.  
 
Figure 4: Drug survival: Kaplan-Meier curves of all-cause treatment discontinuation in all treatment series of biologics 
and novel small-molecule therapies in rheumatoid arthritis, axial spondyloarthritis, psoriatic arthritis, and psoriasis.  
Figure adapted from Egeberg et al.13 
 

 
 



 

 

 

 
Table 2: Adjusted hazard ratios with 95% confidence intervals of all-cause treatment discontinuation of biologics in 
psoriasis (adjusted for age, sex, MTX, no. of previous treatment series, disease duration and calendar time). 

 
 

Key points: 

• Overall, drug survival of IL17 and IL23 inhibitors was good in a Danish psoriasis population with psoriasis. 

• In patients with PsA, golimumab and IL17 inhibitors showed good drug survival. 
 
 
  



 

 

 

Registries and Safety - Herpes Zoster as an Example 
Arnon Cohen, MD, MPH, PhD, IPC Councilor 
Clalit Health Services, Department of Quality Measures and Research, Tel Aviv, Israel 
 
Dr. Cohen presented a recent network-meta analysis (NMA), based onphaseshase three trials, on the 
comparative risk of herpes zoster for different systemic treatments.14 This NMA showed that corticosteroids, 
infliximab, tofacitinib, and combination treatments were associated with an increased herpes zoster risk in 
patients with psoriasis or psoriatic arthritis (Figure 5). Also, real-world data on this topic are accumulating. Dr. 
Cohen investigated the incidence of herpes zoster in an Israelian cohort (n=95,941) from the Clalit health 
services database.15 Combination therapy (e.g., methotrexate with biologic) showed the highest risks in this 
study.15 Of the biologics, infliximab also showed an increased risk of developing herpes zoster. In an analysis 
from the PSOLAR registry (n=10,469), TNF-alfa inhibitors and ustekinumab showed increased risk, albeit 
statistically non-significant.  
 
Figure 5: Network-meta analysis: Forest plot of the risk of herpes zoster for various treatments compared with 
controls in patients with psoriasis or PsA. Adapted from Chiu et al.14 

 
Anti-TNF-α, anti-tumor necrosis factor-α; CS, corticosteroids; csDAMRDs, conventional synthetic disease-modifying antirheumatic drugs; JAK 
inhibitor, Janus kinase inhibitor; INF, infliximab; PDE4 inhibitor, phosphodiesterase type 4 inhibitor 

 
Key points: 

• In an NMA of phase 3 trials on systemic psoriasis therapies, corticosteroids, infliximab, tofacitinib, and 
combination treatments were associated with an increased herpes zoster risk in patients with psoriasis or 
psoriatic arthritis. 

• Real-world evidence data on this topic is accumulating; data from the Clalit Health Database (Israel) also 
showed that combination therapy led to increased herpes zoster risk. 



 

 

 

Psoriasis: Registries and Patient Reported Outcomes 
Elke De Jong, MD, IPC Councilor 
Radboud University Medical Center, Nijmegen, Netherlands 
 
Professor Elke de Jong presented the latest insight from registries, focusing on patient-reported outcomes 
(PROs). The Dermatology Life Quality Index (DLQI) is the most frequently included PRO in studies on psoriasis. 
A recent systematic review of real-world evidence summarized data from nine psoriasis studies (n=19.926).16 
Six studies measured the DLQI change for different biologics at multiple time points. Of these six studies, 22 
sub-analyses were performed; 20 out of 22 showed ≥5 points DLQI improvement. The improvement in DLQI 
was better with biologics than with systemic therapy in 2 out of 3 comparative studies. Prof. de Jong also 
presented the concept of ‘Happy Drug Survival.’ In 2014, a study from the Dutch BioCAPTURE registry (n=186) 
showed that at biologic initiation, 73% were ‘unhappy’(DLQI>5). For patients that remained using the 
treatment for 12 months, the proportion of ‘unhappy’ patients declined to 21%. Recently, Prof. de Jong and 
her group investigated the concept of the ‘Happy Drug Survival 2.0’ (data unpublished, Figure 6), in which 
DLQI and treatment satisfaction (Treatment Satisfaction Questionnaire for Medication, TSQM) are captured. In 
data from 1087 patients from the BioCAPTURE registry, similar results were still present for DLQI (21% of 
patients that continued biologics for one year were ‘unhappy’ with a DLQI >5). Fifty-four percent of patients 
reached DLQI 0-1 at one year. According to the TSQM questionnaire, 85% were satisfied with their medication 
(TSQM≥65) and 15% dissatisfied (TSQM<65). 
 
Figure 6: ‘Happy’ drug survival 2.0. Health-related quality of life and treatment satisfaction in patients with psoriasis 
treated with biologics. 
 

 
 
Gender and age may influence PRO outcomes, including patient needs and goals. It has, for instance, been 
shown that ‘sleeping better’ was more often an important treatment goal for patients over 65 than <65.17 



 

 

 

Female patients prioritized their needs differently than men, and ‘feeling less depressed’ was much more 
often reported as an important need by women.17 Depression in real-world practice has been investigated in a 
study from the PSOLAR registry (n=7490).18 Seven percent of patients with psoriasis reported newly developed 
symptoms suggestive of depression, as measured by the Hospital Anxiety and Depression scale. Importantly, 
biologics decreased the incidence of depressive symptoms compared to patients on conventional systemic 
therapies (Table 3). The incidence rate (IR) for having symptoms suggestive of depression for conventional 
systems and UV-therapy was almost 6, and for biologics, three on average. 
 
Table 3: Incidence (events per 100 PYs) of symptoms suggestive of depression (HADS-D score ≥8) by monotherapy in 
patients with no symptoms suggestive of depression (HADS-D score <8) or self-reported history of depression at 
enrollment in PSOLAR. Table adapted from Strober et al.18 

 

 
Key points: 

• Most patients who remain actively treated on biologics report good health-related quality of life (HR-QoL) and 
treatment satisfaction. Though approximately one-fifth report worse HR-QoL and treatment satisfaction rates 
while remaining ‘on the drug.’ 

• Age and gender influence patient needs and treatment goals.  

• Depressive symptoms are common in a real-world psoriasis population; biologics were associated with lower 
risks for depressive symptoms than conventional systemic therapies. 
  



 

 

 

Introduction to Psoriasis  
Jonathan Barker, MD, FRCP, IPC Board Member 
Kings College London, London, United Kingdom 
 
Professor Barker recaptured the genetic landscape of psoriasis. Heritability accounts for 40-80% of the liability 
of psoriasis. HLA-Cw6 is the main genetic factor and has a greater genetic effect than all other related loci. At 
the same time, HLA-Cw6 is neither necessary nor sufficient to cause psoriasis vulgaris. Psoriasis disease liability 
also depends on other factors. An estimated 25% of the psoriasis burden is attributable to obesity. Ten-
kilogram weight gain substantially increases the psoriasis risk.19 Psoriasis has traditionally been divided into 
early and late-onset diseases. However, it can be discussed if we should divide it into psoriasis driven by 
heritability and metabolic factors (Figure 7).   
 
Figure 7: Psoriasis driven by heritable factors vs. metabolic factors. 

  
 
The current insights in the psoriasis genome are as follows: the current associations explain ≈30% of 
heritability and 109 loci associated with psoriasis; in 2022, 49 of these 109 loci were newly discovered.20The 
genetic loci are predominantly involved in innate and adaptive immune responses. Therefore the psoriasis 
genome could also be called an ‘immunome.’ Large genetic studies have provided important mechanistic 
insights into the etiology of psoriasis and the biologic pathways.21 (Figure 8) Also, these genetic insights paved 
the way for developing novel drugs for psoriasis. 
 
Figure 8: Biological pathways implicated in psoriasis pathogenesis via genome wide association studies (GWAS). 
Adapted from Dand et al.21 Candidate causal genes from selected diseaseassociated loci identified by GWAS. Arrows 
signify the crosstalk between the immune pathways shown (e.g. interleukin (IL)-17 and type I interferon signalling both 
activate nuclear factor-κB (NF-κB) pathways). Red boxes: genes involved in mechanisms currently targeted by psoriasis 
treatments. 



 

 

 

  
Prof. Barkers ended his presentation by mentioning important questions and research topics that are likely to 
be addressed by advances in knowledge of pathogenesis. The questions were as follows: 
 
Questions regarding national history: 
-Who will develop PsA? 
-Who will develop the mild or severe disease? 
 
Questions on personalized treatment (right drug, right dose, right patient, right time) 
-How to correctly sequence drugs 
-How to dose the drug (reactive vs. fixed dosing). 
-Can biomarkers lead to personalized treatment? 
 
Identification of other factors contributing to psoriasis burden 
-Do infections add to the psoriasis burden? (Genetic insights suggest viral factors) 
-Studies on psoriasis comorbidities and direction of causality (e.g., by Medelian Randomization studies). 
-Studies on preventive therapy. 
 
Key points: 

• Genetic heritability accounts for 40-80% of the liability of psoriasis. HLA-Cw6 is the most important genetic 
factor, but  109 loci have been identified.  

• The genetic loci are predominantly involved in innate and adaptive immune responses; therefore, the psoriasis 
genome could also be called an ‘immunome.’ 

• Insights from genetics are essential for drug development but also may answer crucial future research 
questions. 
 



 

 

 

Pathogenesis-Based Treatments in Psoriasis 
Peter van de Kerkhof, MD, PhD, IPC Chief Medical Officer 
International Psoriasis Council, Amsterdam, Netherlands 
 
Professor van de Kerkhof showed the historical context of essential discoveries in psoriatic disease. The 
surprisingly high effectiveness of ciclosporin convinced the world in the eighties that T-cells are crucial in 
psoriasis. Between 2000 and 2010 was the decade of the T-helper (Th) 1 and Th2 paradigm: psoriasis is a Th1 
disease, and atopic dermatitis a Th2. After that, it was discovered that the immunological synapse of T cells 
was a druggable target for psoriasis; early biologics efalizumab and alefacept intervened here. The 
unprecedented development is the discovery of the vital role of Il17 and Il23 in psoriatic disease, which 
opened the door for the highly effective biologics we use nowadays. It is impressive that the PASI100 in the 
short and long term is reached by 40-50% of patients on IL17 and IL23 inhibitors22, with minimal adverse 
events. Next to these biologics, other drugs have recently been introduced - or will be introduced - including 
apremilast (phosphodiesterase-4 inhibitor), deucravacitinib (tyrosine kinase 2 inhibitor), roflumilast (topical 
phospodiesterase-4 inhibitor), and tapinarof (aryl hydrocarbon receptor modulating topical therapy).  
 
New developments have been ongoing for pustular psoriasis. This disease is a showcase for disease 
stratification in psoriasis. It can be regarded as a rare disease and, in its full etiology, different from psoriasis. 
Loss-of-function mutations in IL36RN, gain-of-function in CARD14, and loss-of-function mutations in the gene 
encoding for AP1S3 play a role in several patients with GPPs. A proof-of-concept study of a monoclonal 
antibody against the IL36 receptor showed impressive results: clear or almost clear skin was achieved in all 
seven patients four weeks after a single dose of the compound.23 In the next phase 2 studies, a single injection 
of spesolimab has also proven to be highly effective: a clear/almost clear score was reached in >50% effect 
one week after the injection (Figure 9).24 
 
Figure 9: Primary end point of Phase 2 study on Specolimab for GPP.24 

 



 

 

 

Key Points: 

• Insights into the pathogenesis of psoriasis have been crystallized in a branching model of innate and acquired 
immunity. Many susceptibility loci have been identified, congruent with this immunopathogenic model.  

• Inspired by these insights, pathogenesis-based treatments have emerged with unprecedented efficacy. An 
exciting development is a treatment for GPP: spesolimab, an IL-36 inhibitor, has proven effective in a phase 2 
study. 
  



 

 

 

Psoriasis, What Does the Future Hold? 
Juul van den Reek, MD, PhD, IPC 2022 Fellow 
Radboud University Medical Center, Nijmegen, Netherlands 
 
The biologics pipeline is still large and consists of multiple compounds that are biosimilars for adalimumab or 
infliximab but also new originator biologics.  
 
A remarkable biologic in phase 2 is sonelokimab. Sonelokimab is not a monoclonal antibody like the biologics 
we know but a so-called trivalent nanobody (Figure 10).25 Sonelokimab consists of a central albumin moiety 
that can bind to human albumin and prolong the drug’s half-life. Proximal and distal of the albumin binding 
site, terminal moieties are present that can bind IL17A/F. The fact that a nanobody is smaller than a 
monoclonal antibody can lead to better tissue penetration.25 Phase 2b study results were promising, with a 
PASI100 response in approximately 50% of patients on the highest tested dose.26 An interesting biologic in 
phase 3 is netakimab. This is a monoclonal antibody that targets IL17A. PASI100 was reached by approximately 
60% of users in the PLANETA trial, which is a promising result.27  
 
Figure 10: Schematic representation of a normal monoclonal antibody (a; bimekizumab) and a trivalent nanobody (b; 
sonelokimab). Adapted from Iznardo et al. 
 

 
 
There are also many new developments in the oral drug pipeline. Deucravacitinib is a tyrosine kinase 2 (TYK2) 
inhibitor. TYK2 is a member of the JAK family (JAK1, 2, 3, and TYK2). TYK2 is present at the IL12/23 receptor, as 
well as the interferon α and β receptors, which are all highly relevant in the context of psoriasis. Interestingly, 
in contrast with other JAK inhibitors, deucravacitinib binds to the regulatory domain of the JAK instead of the 



 

 

 

catalytic domain. Also, it inhibits the JAK allosterically instead of competitively. These characteristics make 
deucravacitinib a highly specific drug that modulates instead of eliminates kinase activity.28 Phase 3 results 
showed that PASI75 at week 24 reached 69% and  59% in the POETYK PSO1 and POETYK PSO2 study, 
respectively (Figure 11). 
 
Figure 11: Deucravacitinib efficacy results of Phase 3 studies 

 
 
Key points: 

• The drug pipeline of systemic psoriasis treatments is still large and consists of biosimilars and new originator 
compounds, including an IL17A/F inhibiting trivalent nanobody (sonelokimab, in phase 2) and IL17A inhibitor 
netakimab. 

• Deucravacitinib is a promising oral drug; it is a TYK2 inhibitor and showed promising results in phase 3 studies.  
  



 

 

 

Topical Innovations for Psoriasis 
Deepak Balak, MD, PhD, MSc, IPC 2019 Fellow 
LangeLand Hospital and Ghent University Hospital, Zoetermeer, Netherlands 
 
Dr. Balak gave an update on the innovations in topical therapies for psoriasis. He first addressed the question 
‘of why we still talk about topical therapy in 2022’. This has several reasons: (1) there is a large number of 
patients with only localized disease, (2) patients on systemic therapy are often not completely cleared and/or 
can present with diseases flares, and (3) there are cases in which systemic therapy is not feasible. Dr. Balak 
discussed the proactive management of psoriatic disease with topical therapies.29 In proactive management, a 
vehicle is applied to healthy skin previously affected by psoriatic skin (Figure 12). In psoriasis studies, proactive 
management has been shown to lead to a longer remission period compared to reactive treatment. There is 
also low evidence of tachyphylaxis (i.e., a rapid decrease in response to a drug after repeated administration). 
 
Figure 12: Schematic view of reactive and proactive management of skin disease (Illustration adapted from Bieber et 
al.32) 

 
 
The market for topicals has been relatively stable in the last decades. Now there are new developments 
ongoing. Tapinarof is an aryl-hydrocarbon receptor modulating agent; in phase 3 trials, 35-40% achieved the 
primary endpoint, being a Physician’s Global Assessment (PGA) score of 0 (clear) or 1 (almost clear) and a 
decrease from baseline of at least 2 points at week 12.30 
 
Roflumilast is another new topical agent, this drug targets phosphodiesterase-4 (PDE-4). The potential benefit 
of targeting this pathway is that it modulates: it lowers the pro-inflammatory cytokine release and enhances 
anti-inflammatory effects. In a phase 2b trial, 28% of patients using roflumilast (0.3%) reached an IGA of 0-1.8. 
The phase 3 study is underway.  
 
The so-called nanotechnology-based topicals are very early in the treatment pipeline for topical therapies 
(Figure 13).31 In these compounds, ‘nanocarries’ are loaded with the active drug. The goal of packing drugs 



 

 

 

into nanocarriers is, amongst others, better drug stability, controlled drug release, increased interaction with 
the skin, and decreased side effects.31 
 
Figure 13: Nanocarries for the topical treatment of psoriasis. Adapted from Mascarenhas-Melo et al.31 

  
 
Key points 

• Patient preferences are important to explore before prescribing topical therapies; this may improve 
adherence. 

• Proactive treatment with topical therapies has been shown to prolong remission in patients with psoriasis. 

• New/upcoming topical therapies for psoriasis are tapinarof (aryl-hydrocarbon receptor modulating agent) and 
roflumilast (phosphodiesterase-4 inhibitor) 
  



 

 

 

Psoriasis and Nutrition 
Jo Lambert, MD, PhD, IPC Councilor 
Ghent University Hospital, Ghent, Belgium 
 
An important question is whether we can alleviate psoriasis symptoms by tackling diet habits. What is already 
known is that a western diet and lifestyle are not healthy, and many cytokines are related to these habits. 
Studies have shown that weight loss leads to lower PASI scores 32, and caloric restriction may reduce 
inflammation.33 Patients often inquire about the effect of taking food supplements on their psoriasis, but no 
clear advice on specific supplements exists. Prof. Lambert explained why sirtuins (SIRTs) are interesting in this 
context. SIRTs are signaling proteins that are considered to link inflammation with metabolic syndrome.34 
There proteins are involved in the inflammatory pathway and dampen autophagy. SIRTs are dysregulated in 
psoriasis.34 Specific SIRTs can be activated by fasting, thereby modulating metabolic and inflammatory 
dysregulation. Curcumin and resveratrol are nutrients that Resveratrol and curcumin can increase or activate 
SIRTs. Though, pharmacological studies revealed problems with absorption of these nutrients and the risk of 
overdosing.35 Therefore, in its current form, supplements with these nutrients are not advisable for patients 
with psoriasis. 
 
Intermittent fasting, on the other hand, maybe a promising intervention for patients with psoriasis. Prof. 
Lambert presented the first results of the Modified Intermittent Fasting in Psoriasis (MANGO) trial; a two-arm 
pilot randomized controlled open cross-over study (Figure 14).36 Patients underwent modified intermittent 
fasting (500kcal in a window of ≤6 hours) for two nonconsecutive days per week for 12 weeks. Twenty-one 
patients finalized the study 1 year ago. Significant weight loss was observed, and a decrease in PASI and VAS 
was detected in one of the intermittent fasting groups. 
 
Figure 14: Schematic representation of the Modified Intermittent Fasting in Psoriasis (MANGO) trial - a two-arm pilot 
randomized controlled open cross-over study. (adapted from Grine et al.36) 

 
 
Regarding the gut microbiome, in the fasting group, firmicutes decreased, and bacteriodota increased, leading 
to a better firmicutes/bacteriodota ratio. In one fasting group, an advantage towards faecilibacteri was found. 
Faecalibactaria produces butyrate, which has anti-inflammatory effects in the gut. 
 
 



 

 

 

Key points: 

• SIRTs are signaling proteins that are considered to link inflammation with metabolic syndrome. Upon 
activation, they are considered to modulate metabolic and inflammatory dysregulation.  

• Intermittent fasting may activate SIRTs. A pilot trial investigating a modified intermittent fasting intervention 
in patients with psoriasis showed promising results regarding clinical parameters and microbiome changes. 
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