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• Systemic, chronic inflammatory disorder

• Affects 2–3% of the fair-skinned population

• Genetic and immunologic basis, can be triggered

• Several comorbid diseases result in considerable

impairment of quality of life

• 2016: World Health Organization (WHO) publishes

Global Report on Psoriasis4

WHO: World Health Organisation.

1National Psoriasis Foundation. About Psoriasis. Available at: https://www.psoriasis.org/about-psoriasis/. 

Accessed: 14/02/2024.  

2Schön MP and Boehncke WH. N Engl J Med. 2005;352:1899–912. 

3Boehncke WH and Schön MP. Lancet. 2015;386:983–94. 

4WHO Global Report on Psoriasis. Available at: 

https://apps.who.int/iris/bitstream/handle/10665/204417/9789241565189_eng.pdf?sequence=1&isAllowed=

y. Accessed 14/02/2024.



BoD: Burden of disease; CVD: Cardiovascular disease; QoL: Quality of life.

Adapted from WHO Global Report on Psoriasis. Available at: 

https://apps.who.int/iris/bitstream/handle/10665/204417/9789241565189_e

ng.pdf?sequence=1&isAllowed=y. Accessed 14/02/2024.

Boehncke WH and Schön MP, Lancet, 2015
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• altered expression of many cytokines

and chemokines in psoriatic lesions

• known activities can explain many

pathological tissue changes

• increased expression alone is not 

sufficient to predict the therapeutic

efficacy of the inhibition

Adapted from: 

Schön MP. Akt Dermatologie, 2006;32:169–75. 

Boehncke WH and Schön MP. Lancet. 2015;386:983–94.

Schön MP and Wilsmann-Theis D: J Dtsch Dermatol Ges 2023;21(4):363-73



Schön MP. Adaptive and innate immunity in psoriasis and other inflammatory disorders. 

Front Immunol 10, 1764, 2019

• compartmentalization of resident and immigrating

cells

• innate and adaptive immune system contribute to

pathogenesis

• infiltration of dendritic cells (DCs) and T cells, 

particularly Th17 and Th22 cells

• complex immunological feedback loops between

antigen presenting cells, T cells, neutrophilic

granulocytes, keratinocytes, endothelial cells and 

cutaneous nerves (and others)



PMN: Polymorphonuclear leukocyte; STAT: Signal transducer and activator of transcription.

1Adapted from Dolgin E. Nat Biotechnol. 2016;34:1218–1219. 2Boehncke WH and Schön MP. 

Lancet. 2015;386:983–994. 3Nestle F et al. N Engl J Med. 2009;361:496–509. 4Lowes MA et al. 

Nature. 2007;445:866–873. 5Griffiths C and Barker J. Lancet. 2007;370:263–271. 6Schön M and 

Boehncke WH.N Engl J Med. 2005;352:1899–1912. 7Schön MP and Wilsmann-Theis D: J Dtsch

Dermatol Ges 2023;21(4):363-73
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Also approved in the EU. 1FDA. Enbrel PI. 2018. p4. 2EMA. Enbrel SmPC. 2019. p3. 3FDA. Remicade PI. 2018. p1. 4EMA. Remicade SmPC. 2019. p3. 5FDA. Humira PI. 2018. p1. 6EMA. Humira SmPC. 2019. p89. 7FDA. Stelara PI. 2019. 

p1. 8EMA. Stelara SmPC. 2019. p19. 9FDA. Inflectra PI. 2019. p1. 10EMA. Inflectra SmPC. 2019. p3. 11EMA. Remsima SmPC. 2019. p3. 12FDA. Otezla PI. 2019. p1. 13EMA. Otezla SmPC. 2019. p3. 14FDA. Cosentyx PI. 2018. p1. 15EMA. 

Cosentyx SmPC. 2018. p2. 16EMA. Benepali SmPC. 2019. p3. 17FDA. Taltz PI. 2019. p1. 18EMA. Taltz SmPC. 2019. p2. 19FDA. Amjevita PI. 2019. p1. 20EMA. Amgevita SmPC. 2019. p3. 21FDA. Renflexis PI. 2019. p1. 22EMA. Flixabi 

SmPC. 2019. p3. 23EMA. Erelzi SmPC. 2019. p3. 24EMA. Lifmior SmPC. 2019. p3. 25EMA. Imraldi SmPC. 2019. p3. 26FDA. Tremfya PI. 2019. p1. 27EMA. Tremfya SmPC. 2019. p2. 28FDA. Cyltezo PI. 2019. p1. 29FDA. Siliq PI. 2017. p2. 
30EMA. Kyntheum SmPC. 2019. p2. 31FDA. Ilumya PI. 2018. p1. 32EMA. Zessly SmPC. 2019. p3. 33EMA. Cimzia SmPC. 2019. p3. 34FDA. Cimzia PI. 2019. p1.35EMA. Skyrizi SmPC. 2019 p2. 36FDA. Skyrizi PI. 2019 p1. 
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Adapted from Dolgin E. Nat Biotechnol. 2016;34:1218–1219. 2Boehncke WH and Schön MP. Lancet. 2015;386:983–994. 3Nestle F et al. N Engl J Med. 2009;361:496–509. 4Lowes MA et al. Nature. 
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1Iwakura Y et al. J Clin Invest. 2006;116:1218–1222. 

2Boehncke WH and Schön MP. Lancet. 2015;368:983–994.
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adapted from 2 and 3. 

figures from 4 & 5.

Exemplary representation of cell types. Not a complete list. 1. Lynde et al. J Am Acad Dermatol. 2014;71:141–50. 
2. Krueger et al. Genome Informatics 2020;poster presentation. 3. Cole et al. Front Immunol. 2020 Nov
20;11:585134. 4. Gottlieb et al. PLoS One 2015;10:e0134703. 5 Johnson-Huang et al. PLoS One 2012;7:e30308.

CD1d: antigen presenting glycoprotein; IL: Interleukin; iNKT-Zelle: invariant natural 

killer cell; Presentation also contains results from in vitro and animal studies;

1. Yoshiga, Int J Mol Med 2008.22:369-74; 2. Cua, Nat Rev Immunol 2010;10:479-

89; 3. Nestle, N Engl J Med. 2009;361:496; 4. Lee, Immunity 2015;43:727–38



1 Lauffer F, ..., Schön MP: J Dtsch Dermatol Ges. 18(7), 675-681, 2020
2 Kolbinger et al. J Allergy Clin Immunol 2017;139:923–32 
3 Reich K, et al. N Engl J Med 2021;385:142-52; 
4 Reich K, et al. Lancet 2021;397:487-98; 
5 Warren RB, et al. N Engl J Med 2021;385:130-41.
† Data from maintenance group. In BE SURE switch in BKZ Q4W/Q8W arm in week 16 from Q4W 

to BKZ Q8W, and in the adalimumab BKZ Q4W arm in week 24 von adalimumab to BKZ Q4W. 

BKZ, Bimekizumab; 

PASI 100, 100% improvement compared to baseline in PASI 

Q4W, every 4 weeks; Q8W, every 8 weeks. 
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Nast A et al.: German S3 guideline treatment of psoriasis vulgaris.... J 

Dtsch Dermatol Ges. 19, 934-951, 2021
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➢ not all patients achieve complete clearance (PASI90 or PASI100)

• recalcitrant lesions that do not respond adequately

➢ some patients have psoriasis in difficult-to-treat areas

• e.g. hands, feet, scalp, genitals...

➢ most patients are not eligible for systemic therapy (only moderate-to-severe disease)

• lesions in visible or sensitive areas still cause considerable burden of disease

➢ individual preferences
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➢ psoriasis is a systemic chronic inflammatory disorder with high burden of disease

➢ complex (immuno)pathogenesis with involvement of both innate and adaptive immune 

mechanisms, prominent role of IL-23/IL-17 axis

➢ pathogenesis-oriented therapies have greatly improved therapy

➢ yet, need for further developments, especially for certain localized treatments



Thank you!
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IL-17 is a cytokine that plays a key role in the development of psoriatic lesions, which are in 

essence an acute, local (dermis) flareup of a chronic underlying disease. It allows for local 

(rather than systemic) administration of anti – IL-17 drugs to stop the cytokine cascade. 
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Secukinumab*

m

* Cosentyx, INN-sekukinumab (europa.eu)

https://www.ema.europa.eu/en/documents/assessment-report/cosentyx-epar-public-assessment-report_en.pdf
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https://onlinelibrary.wiley.com/doi/10.1111/cei.13449
https://onlinelibrary.wiley.com/doi/10.1111/cei.13449
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