S Taylor & Francis
Taylor & Francis Group

EXPERT

REVIEW Expert Review of Clinical Pharmacology

OF CLINICAL PHARMACOLOGY

ISSN: 1751-2433 (Print) 1751-2441 (Online) Journal homepage: www.tandfonline.com/journals/ierj20

Biosimilars for chronic plaque psoriasis: a 2026
update

Martina Maurelli, Andrea Danese , Paolo Gisondi & Giampiero Girolomoni

To cite this article: Martina Maurelli, Andrea Danese , Paolo Gisondi & Giampiero Girolomoni
(2026) Biosimilars for chronic plaque psoriasis: a 2026 update, Expert Review of Clinical
Pharmacology, 19:5, 447-455, DOI: 10.1080/17512433.2026.2667342

To link to this article: https://doi.org/10.1080/17512433.2026.2667342

© 2026 The Author(s). Published by Informa
UK Limited, trading as Taylor & Francis
Group.

ﬁ Published online: 03 May 2026.

N
CJ/ Submit your article to this journal &

||I| Article views: 163

A
& View related articles &'

PN

(!) View Crossmark data (&

CrossMark

Full Terms & Conditions of access and use can be found at
https://www.tandfonline.com/action/journalinformation?journalCode=ierj20


https://www.tandfonline.com/journals/ierj20?src=pdf
https://www.tandfonline.com/action/showCitFormats?doi=10.1080/17512433.2026.2667342
https://doi.org/10.1080/17512433.2026.2667342
https://www.tandfonline.com/action/authorSubmission?journalCode=ierj20&show=instructions&src=pdf
https://www.tandfonline.com/action/authorSubmission?journalCode=ierj20&show=instructions&src=pdf
https://www.tandfonline.com/doi/mlt/10.1080/17512433.2026.2667342?src=pdf
https://www.tandfonline.com/doi/mlt/10.1080/17512433.2026.2667342?src=pdf
http://crossmark.crossref.org/dialog/?doi=10.1080/17512433.2026.2667342&domain=pdf&date_stamp=03%20May%202026
http://crossmark.crossref.org/dialog/?doi=10.1080/17512433.2026.2667342&domain=pdf&date_stamp=03%20May%202026
https://www.tandfonline.com/action/journalInformation?journalCode=ierj20

EXPERT REVIEW OF CLINICAL PHARMACOLOGY
2026, VOL. 19, NO. 5, 447-455
https://doi.org/10.1080/17512433.2026.2667342

Taylor & Francis
by informae-.

REVIEW

a OPEN ACCESS W) Check for updates

Biosimilars for chronic plaque psoriasis: a 2026 update

Martina Maurelli, Andrea Danese, Paolo Gisondi and Giampiero Girolomoni

Section of Dermatology and Venereology, Department of Medicine, University of Verona, Verona, Italy

ABSTRACT

Introduction: Biosimilars have emerged as a key strategy to improve access to biologic therapies in
moderate-to-severe psoriasis, addressing long-standing limitations related to treatment costs and
availability.

Areas covered: This narrative review summarizes the current evidence on biosimilars approved for
psoriasis, including tumor necrosis factor inhibitors and ustekinumab, focusing on efficacy, safety,
interchangeability, and pharmacoeconomic impact. A literature search was conducted in PubMed/
MEDLINE and Embase to identify relevant clinical trials, real-world studies, and pharmacoeconomic
analyses published between January 2015 and January 2026. Available data consistently demonstrate
that biosimilars are highly similar to their reference biologics, with no clinically meaningful differences
in efficacy, safety, or immunogenicity. Pharmacoeconomic studies across Europe confirm substantial
cost savings and reduced cost-per-responder, supporting broader and earlier access to biologic therapy.
Expert opinion: Biosimilars should be considered as first-line biologic options when appropriate, not
only as cost-saving alternatives. Their wider use may enable earlier intervention, potentially reducing
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long-term disease burden and improving health system sustainability.

1. Introduction

Psoriasis is a chronic inflammatory immune-mediated cuta-
neous disease, affecting 2-3% of the general population in
Western countries [1,2]. Genetic predisposition and acquired
environmental factors contribute to disease pathogenesis.
HLA-C*06:02 risk allele is the major genetic susceptibility fac-
tor associated to psoriasis [2-4]. Environmental factors, such as
streptococcal infection, psychological stress, skin trauma, med-
ications, obesity, smoking, alcohol consumption and air pollu-
tion, have been reported as potential triggers in predisposed
individuals [4-10].

The activation and expansion of Th17 lymphocytes, under the
guidance of IL-23 released by activated myeloid cells, is crucial
for the development of skin lesions. Plasmacytoid dendritic cells,
natural killer cells, and macrophages secrete cytokines, such as
IFN-g, IL-1B3 and TNF-q, leading to the activation of myeloid
dendritic cells in the early phases of the disease. These induce
the activation and expansion of autoreactive T lymphocytes.
Activated dendritic cells produce IL-12 and IL-23, which regulate
the differentiation and expansion of T helper lymphocytes (Th1,
Th17, Th22), which produce the pathogenetic cytokines, IL-17,
TNF, IFN-y and IL-22 [11]. These cytokines act on keratinocytes to
promote the release of autocrine growth factors and then hyper-
proliferation as well as the release of chemokines and cytokines,
which amplify and perpetuate inflammation, finally producing
the psoriasis plaque [1,4].

Moderate-to-severe psoriasis is treated with systemic drugs,
which include conventional systemic drugs, biologicals and
small molecules (Table 1). Biologics are in general very

effective and have changed dramatically the possibility of
effective and sustained disease control [12]. However,
a substantial proportion of patients may have limited access
to therapy due to economics, health policies and clinical con-
siderations. The patent of some biological agents has expired,
and biosimilars are available, offering the same drug at a more
convenient cost. Biosimilars benefit from a less expensive
tailored clinical development programs and extrapolation of
indications, making them more affordable than their reference
biologics. This narrative review highlights the impact of these
drugs on patients access to efficacious therapy and the phar-
macoeconomic benefits.

1.1. Literature search methodology

A literature search was conducted in PubMed/MEDLINE and
Embase to identify relevant studies on biosimilars in psoriasis
published between January 2015 and January 2026. Search
terms included ‘psoriasis,’” ‘biosimilars,’” ‘adalimumab,” ‘inflixi-
mab,” ‘etanercept,’ and ‘ustekinumab.” Both randomized con-
trolled trials and real-world studies were considered.

2. Treatment of moderate-to-severe chronic plaque
psoriasis

Systemic treatments for moderate-to-severe chronic plaque
psoriasis are based on conventional systemic drugs, biologi-
cals and small molecules (Table 1). According to the European
Medicine Agency (EMA), some drugs have a first line label
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Article highlights

o Effective treatment of moderate-to-severe plaque psoriasis is cur-
rently based on several biologics.

o Biosimilars of etanercept, adalimumab, infliximab and ustekinumab
have demonstrated comparable efficacy and safety to originator
biologics.

o Biosimilars can significantly reduce treatment costs in psoriasis.

¢ They markedly improve access to biologic therapies across healthcare
systems.

e Pharmacoeconomic benefits, however, can differ significantly across
countries.

o Switchback is uncommon and often driven by nocebo effect.

e Biosimilars may enable earlier intervention and reduce long-term
disease burden and complications.

whereas others a second line label, meaning they should be
prescribed when first line drugs are contraindicated, or had
been unsuccessfully or had given side effects [12,13]. These
drugs are available in different forms of administrations,
including subcutaneous, intravenous or oral [12]. Biologicals
and small molecules, in particular, have demonstrated effec-
tiveness and tolerability in the long-term use and, some of
them, have the potential to modify the natural course of the
disease. These characteristics have markedly improved the
possibility of effective treatment and the quality of life of
patients [14]. Monoclonal antibodies inhibit selectively patho-
genetic cytokines, such as TNF-qa, IL-12/23, IL-17 or IL-23, thus
blocking the inflammatory cascade and epidermal hyperplasia
[1]. Small molecules have in general a broader mechanism of

action by inhibiting signal transduction pathways. Recently,
however, oral drugs selectively blocking cytokines such as IL-
23 or IL-17 have been investigated such as icotrokinra, which
is an oral small molecule drug inhibiting selectively IL-23 [15].

Given the availability of several systemic treatments, there
is the possibility of tailoring the therapy according to the
characteristics of the patients, the disease and the drug
(Table 2) [1]. One major criterion for selecting a drug is the
presence of comorbidities, such as psoriatic arthritis, other
immune-mediated inflammatory diseases (IMIDs) or cardiome-
tabolic comorbidities. Indeed, drugs can be beneficial or detri-
mental to certain comorbidities. Obesity is also an important
element to consider [8,16,17]. Apremilast may have
a beneficial effect on obese patients [18]. In contrast, TNF-a
inhibitors may increase body weight. Infliximab and ustekinu-
mab have a variable dosage weight based [17]. Other impor-
tant variables to consider are sex and willingness to procreate,
fear of side effects and not least patient preferences (e.g. oral
vs injectable drugs) [1,19].

3. Biosimilars

Biosimilars are drugs derived from proteins developed with
a recombinant DNA technology through a new process pro-
duction with reverse engineering to achieve high similarity to
the originator (Figure 1). A biosimilar drug is a biologic med-
ical product highly similar to the originator; it is not an exact
copy of the approved reference biologic drug, but there are
no meaningful clinical differences in safety and efficacy
[20,21]. In contrast, generics are exact chemical copies of

Table 1. Systemic treatments with first- and second-line label for moderate-to-severe psoriasis, according to EMA [37].

Systemic treatments

First- or second-line label

Acitretin

Cyclosporine

Fumarate

Methotrexate

Adalimumab (anti-TNF-a)
Certolizumab (anti-TNF-a)
Secukinumab (anti-IL-17)
Ixekizumab (anti-IL-17)
Brodalumab (anti-IL-17)
Risankizumab (anti-IL-23)
Guselkumab (anti-I1L-23)
Tildrakizumab (anti-IL-23)
Decravacitinib (TYK2 inhibitor) - oral
Apremilast (PDE4) - oral
Etanercept (anti-TNF-a)
Infliximab (anti-TNF-a)
Ustekinumab (anti-IL-12/23)

First-line treatment; before biologics

First-line treatment;

Second-line treatment

in case of inadequate response to conventional agents, or when they are contraindicated or not tolerated

Table 2. Principal characteristics to be considered in the choice of treatment of plaque psoriasis.

Disease-related factors

Patient-related factors

Treatment-related factors

Objective disease score
Onset of new lesions
Skin areas involved
Frequency of relapses
Itch or other symptoms
Psoriatic arthritis
Cardiometabolic diseases

Age and gender

Occupation

Body mass index

Treatment history
Impact on quality of life
Likelihood of adherence
Patient expectations

Short- and long-term response rates
Safety

Flexibility

Cost effectiveness

Long-term risk/benefit

Long-term remission

Fear of side effects
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The stepwise development process for biosimilar medicines, beginning with extensive analytical characterization of the reference product, followed by comparative analytical and
functional studies in which the proposed biosimilar is evaluated side-by-side with the originator to demonstrate a high degree of similarity. Finally, targeted clinical evaluation is conducted
to verify the absence of clinically meaningful differences between the biosimilar and the reference product.

simpler, small-molecule drugs. While generics are identical,
biosimilars may have minor differences, requiring rigorous
clinical testing to ensure safety. Biobetters are intentionally
modified, superior versions of biologics, offering enhanced
efficacy or safety over the original. Biosimilar benefit of the
extrapolation principle, allowing a biosimilar to be approved
for indications of the reference product not directly studied in
comparative clinical trials. Biological drugs have revolutionized
psoriasis treatment due to their efficacy and safety profile, but
their high-cost limits may limit access to patients in need.
Currently, biosimilars of adalimumab, infliximab, etanercept
and ustekinumab are on the market in Europe (Table 3). The

overall body of evidence from randomized clinical trials and
real-world studies consistently demonstrates no clinically
meaningful differences in efficacy, safety, and immunogenicity
between biosimilars and their reference biologic (Table 4). All
biosimilars adopt the same dosing schedule as the reference
product [22]. Biosimilars of secukinumab are in develop-
ment [23].

The originator adalimumab was the first biologic approved
for moderate-to-severe plaque psoriasis in 2008 from U.S.
Food and Drug Administration (FDA). The first biosimilar of
adalimumab approved in 2017 by the European Medicines
Agency (EMA) was ABP 501 [22,24-26]. The adalimumab

Table 3. List of reference biologics and biosimilars approved for the treatment of moderate-to-severe plaque psoriasis

[37].

Reference biologic Biosimilar Trade name Approval year

Adalimumab ABP 501 Amgevita/Solymbic 2017
SB5 Imraldi 2017
Bl 695501 Cyltezo 2017
FKB327 Hulio 2018
GP2017 Hyrimoz/Hefiya/Halimatoz 2018
MSB11022 Idacio/Kromeya 2019
PF-06410293 Amsparity 2020
CT-P17 Yuflyma 2021
AVT02 Hukyndra/Libmyris 2021

Infliximab CT-P13 Inflectra/Remsima 2013
SB2 Flixabi 2016
PF-06438179/GP1111 Ixifi/Zessly 2017

Etanercept SB4 Benepali 2016
GP2015 Erelzi 2017
YLB113 Nepexto 2020

Ustekinumab AVT04 Uzpruvo 2024
SB17 Pyzchiva/Eksunbi 2024
ABP 654 Wezenla 2024
FYB202 Fymskina 2024
DMB-3115 Imuldosa 2024
CT-P43 SteQeyma 2024
FYB202 Otulfi 2024
DMB-3115 Absimky 2024
KFCE Yesintek 2025
CT-P43 Qoyvolma 2025
BAT2206 Usymro 2025

Table 4. Summary of efficacy and safety studies of biosimilars versus originators in plaque psoriasis.

Biosimilar Type of evidence Key comparative findings (biosimilar vs originator) References
Adalimumab Phase lll, real-world Comparable PASI75/90, similar safety and immunogenicity [24,27,28]
Infliximab Phase lIl, registries, real word Equivalent efficacy and drug survival, no increased adverse events [29-31]
Etanercept Phase I, registries, observational Similar long-term outcomes and patient-reported outcomes [33,35]
Ustekinumab Phase Ill, observational Equivalent PASI responses and safety up to week 52 [36,38,39]
Switch studies Real-world No significant loss of efficacy; nocebo effect may influence discontinuation [28,46-49]
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regimen for moderate-to-severe plaque psoriasis is 40 mg sub-
cutaneously every other week following 80 mg loading dose,
and Phase Il trials and real-world data have consistently
shown that adalimumab biosimilars achieve psoriasis area
and severity index improvement of at least 75% (PASI75) and
90% (PASI90) rates comparable to originator adalimumab,
without clinically relevant differences in safety, drug survival,
or immunogenicity, further supporting clinical interchange-
ability [24,27,28].

The originator infliximab was the first biologic approved for
moderate-to-severe plaque psoriasis in 2006 from the FDA.
The standard regimen consists of 5 mg/kg administered intra-
venously at weeks 0, 2 and 6, followed by maintenance infu-
sions every 8 weeks. The first infliximab biosimilar approved by
EMA was CT-P13 in 2013 [29,30]. Clinical evidence from both
randomized-controlled trials and real-world cohorts has con-
sistently demonstrated equivalence in efficacy, safety and
immunogenicity between infliximab biosimilars and originator
infliximab in psoriasis and other IMIDs, including comparable
rates of PASI75 responses, supporting their interchangeability
in routine care [31,32].

The originator etanercept received its marketing authoriza-
tion by EMA in 2009 for moderate-to-severe plaque psoriasis.
The first biosimilar authorized by EMA was SB4 in 2016, fol-
lowed by GP2015 in 2017 and YLB113 in 2020 [33]. The regi-
men for the treatment of chronic plaque psoriasis is 50 mg
subcutaneously once weekly (or 50 mg twice weekly during
induction in selected protocols); etanercept originator and
biosimilars are administered using identical dosing schedules
[34]. Multiple comparative studies and longitudinal registry
analyses have confirmed clinical similarity between biosimilars
and originator etanercept with respect to efficacy, drug survi-
val, safety, immunogenicity, and patient-reported outcomes.
Importantly, no clinically relevant loss of response was
observed after switching, and PASI75/90 response proportions
were aligned with those observed with reference etanercept
[35]. These data support both the clinical equivalence of eta-
nercept biosimilars and their suitability for routine clinical use,
including in patients already stable on the originator.

The first ustekinumab biosimilar approved by EMA was AVT04
in 2024 [36]. Subsequently, SB17 and several others have been
approved by EMA in 2025 [37]. The ustekinumab regimen is
weight-based; in particular, 45 mg subcutaneously at weeks 0
and 4, then every 12 weeks, with 90 mg for patients >100 kg.
Ustekinumab biosimilars follow the same dosing and adminis-
tration schedule [34]. Phase Il psoriasis studies demonstrated
that ustekinumab biosimilars achieve PASI 50/75/90/100
responses comparable to those seen with the originator
(Stelara), and similar efficacy equivalence through week 52
including in switching arms [38,39]. These data support again
therapeutic similarity and a high degree of functional interchan-
geability, particularly relevant in the context of expanding biolo-
gical demand and budget-sustainability considerations.

Secukinumab patent protection for plaque psoriasis is
expected to expire in Europe around 2030, with key
U.S. patent expiry projected around 2032, unless potential
extensions. There are currently no approved secukinumab
biosimilars on the market, but several are in advanced

development, with companies like Celltrion (CT-P55), Bio-
Thera (BAT2306), Mabtech (CMABO015), and Livzon (LZMO012)
conducting Phase 3 clinical trials [23,40].

4, Pharmacoeconomy

Biosimilars are a cost-effective alternative to off-patent biolo-
gic therapies, and there is considerable evidence to suggest
they offer a valuable pharmacoeconomic strategy to lower
healthcare costs in patients with psoriasis [21]. Cost-per-
responder studies have confirmed the economic advantages
of using biosimilars.

A real-world cost-per-responder study conducted in the
Netherlands and Sweden, evaluating all classes of biologics for
moderate-to-severe psoriasis, underlined the importance of biosi-
milars for the treatment of these patients [41]. Adalimumab
showed the lowest one-year cost-per-responder compared to
the other biologics. These data were based on Dutch list prices
and discounts on originator of adalimumab and ustekinumab
because of biosimilar availability. Swedish prices were similar to
Dutch data, but more transparent. Furthermore, price transpar-
ency is essential for the dermatologist in choosing the best ther-
apy for these patients, because price fluctuations have a great
impact on cost-effectiveness [41]. Indeed, price variability in
Europe is important to consider when thinking about cost-
effectiveness. A study conducted in five academic centers in
Denmark, France, Germany, ltaly and Spain showed that
Germany had the highest biosimilar prices for all TNF-a inhibitors,
with costs per unit dose 15-20 times more expensive compared to
the costs in Italy and Spain, which reported the lowest prices [42].
The study revealed substantial inter-country variability in biosimi-
lar prices, related to different national and local pricing policies.
Mechanisms such as mandatory discounts, progressive price
reductions, and negotiated tendering all contribute to these dis-
parities [42]. A cost-per-responder analyses conducted from the
perspective of the lItalian National Health System, comparing
adalimumab biosimilars (MSB11022, ABP501) with the originator
adalimumab and methotrexate was conducted using the efficacy
data from a Phase 3 RCT trial (Champion study) [42]. Considering
the PASI75 response rate at 16 weeks, the cost per responder for
MSB11022 (Amgevita) and ABP 501 (Idacio) compared to the
originator was 30-40% lower. A real-world study on 712 patients
with  moderate-to-severe psoriasis, comparing MSB11022
(Amgevita) and ABP 501 (Idacio), and subcutaneous methotrexate
confirmed that biosimilars approached the cost-effectiveness of
methotrexate, while avoiding several tolerability issues such as
gastrointestinal tract side effects, hepatotoxicity and teratogeni-
city. The results of these studies strongly support first-line treat-
ment with biosimilars as a cost-effective therapeutic strategy
[43,44].

A very recent study in Denmark showed a rapid switch
from ustekinumab originator to biosimilars following patent
expiration, resulting in overall cost savings of almost 70% and
an almost 90% reduction in price for ustekinumab [45].

The actual prices paid by healthcare systems are often not
fully reflected by publicly available list prices. Confidential
discounts, tender-based procurement systems, and managed



entry agreements may considerably reduce the price gap
between originators and biosimilars. As a result, in some real-
world settings, the net price difference may appear much
smaller than expected. This variability should be considered
when interpreting pharmacoeconomic analyses and compar-
ing cost-effectiveness across different healthcare systems [42].
Reimbursement policies also play a key role in shaping access
to biologic therapies. In several healthcare systems, preferen-
tial reimbursement for biosimilars is implemented through
formulary restrictions or mandatory switching policies, primar-
ily driven by cost-containment strategies [42]. Conversely, in
certain contexts, originator biologics may still be preferred due
to existing contractual agreements or clinician familiarity.
A balanced approach integrating both cost-efficiency and
individualized patient care remains essential.

5. Switchback

Therapeutic switchback refers to the return from a biosimilar
to its reference biologic after an initial non-medical switch,
most driven by formulary changes or cost-containment strate-
gies [46]. Overall, reported switchback rates were relatively
low (<20%), although they tended to increase with a longer
follow-up [47]. The predominant reasons for switchback across
studies on different IMIDS were patient-reported loss of effec-
tiveness and subjective adverse events, consistent with
a major contribution of the nocebo (negative placebo) effect
[47]. Importantly, in patients with rheumatoid arthritis, axial
spondyloarthritis or psoriatic arthritis, objective inflammatory
parameters (C-Reactive Protein-CRP, swollen joint counts,
Health Assessment Questionnaire scores) were usually
unchanged at the time of switchback, despite perceived wor-
sening [48]. Features associated with switchback included sex,
with females more likely, longer prior biologic treatment dura-
tion, higher baseline disease activity, and a diagnosis of rheu-
matoid arthritis [49]. Data on switching back in patients with
psoriasis is limited, but apparently switching back from biosi-
milar to originator is a rare event in patients with psoriasis
[28]. Taking together, current data suggests that most patients
remain on biosimilars after switching from originator and that
expectation-driven subjective symptoms, rather than true
pharmacological inferiority, support a large proportion of
switchbacks [50].

6. Emerging treatments for psoriasis

Emerging treatments for psoriasis are shifting toward highly
targeted, convenient options, including novel topicals, oral IL-
23 and IL-17 inhibitors, and PDE4 and TYK2 inhibitors. Framing
these innovations within the broader therapeutic landscape
allows for a more comprehensive understanding of the com-
plementary role of biosimilars in modern clinical practice.
Conventional topical drug delivery for inflammatory skin dis-
eases, including psoriasis, is limited by poor skin penetration and
the risk of long-term adverse effects. In this context, nanotechnol-
ogy-based approaches have emerged as promising alternatives
[51-53]. Topical metal nanoparticles have demonstrated favorable
efficacy and safety profiles in the treatment of inflammatory der-
matoses, offering improved drug stability, targeted delivery, and
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reduced systemic exposure [51]. Similarly, carrier-free nanomedi-
cine platforms have shown significant therapeutic potential by
reducing inflammatory cell infiltration and suppressing keratino-
cyte hyperproliferation [52]. An innovative example is represented
by membrane-encapsulated nano-brakes derived from interferon-
y (IFN-y)-stimulated macrophages. IFN-y activation enhances the
expression of pro-inflammatory cytokine receptors and PD-L1 on
macrophage membranes. When applied to psoriatic lesions, these
biomimetic nanoparticles interrupt the inflammatory cascade,
reduce T-cell proliferation and activation, and promote the
restoration of immune homeostasis [53].

Numerous monoclonal antibodies-based treatments have
validated the IL-23/Th17 axis as central clinical target in psor-
iasis developments and persistence. These agents still suffer
from limitations including a lack of oral bioavailability, high
cost of production, cold conservation and immunogenicity.
Oral small molecules drugs targeting IL-23 or IL-17 can address
these limitations and are indeed in advanced development
stage, including icotrokinra [15,54]. Oral IL-17 inhibitors
under active investigation include ASC50, LY3509754, and
other early-stage compounds (DC-806, DC-853) that show
promise in improving skin inflammation and psoriasis [55].

Another area of interest involves the development of small-
molecule modulators of intracellular signaling pathways such as
phosphodiesterase 4 inhibitors (roflumilast, orismilast, mufemi-
last) and Janus kinase inhibitors (zasocitinib) [56]. Finally, long-
acting biologics, requiring one injection every 6 to 12 months,
are under active investigations, improving quality of life and
convenience [57]. In addition to efficacy, safety considerations
remain crucial for topical therapies. Conventional topical treat-
ments may be associated with local adverse reactions, including
skin irritation, burning sensation, contact dermatitis, and, in the
case of prolonged corticosteroid use, skin atrophy and barrier
impairment. Emerging delivery systems, such as nanotechnol-
ogy-based formulations, may improve drug penetration and
reduce systemic exposure; however, their long-term safety pro-
file is still under investigation. Recent studies have highlighted
the importance of carefully evaluating both local tolerability and
potential systemic absorption when introducing novel topical
approaches, particularly in chronic inflammatory dermatoses
such as psoriasis [58-60]. These considerations highlight the
need for long-term safety data and careful post-marketing sur-
veillance of emerging topical therapies.

7. Conclusion

Biosimilars of TNF inhibitors and ustekinumab offer clinically
equivalent efficacy, safety, and treatment durability to their
originator biologics in psoriasis, and can be used in both
biologic-naive patients and those transitioning from reference
products. Their lower acquisition cost and market-level price
competition substantially improve the affordability and sus-
tainability of biologic treatment strategies, supporting broader
and earlier access to effective therapy. First-line treatment of
psoriasis with biologics may have important benefits including
early and sustained improvement in quality of life, and, more
important, prevent the development of psoriatic arthritis, as
well as cardiovascular diseases [50,61]. Continued optimization
of communication and patient engagement strategies will be
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essential to maximize long-term persistence on biosimilars
and fully realize their clinical and health-economic value.
Many emerging treatments will further expand the spectrum
of possible therapies, but low-cost biosimilars will still offer an
effective and convenient strategy for long time.

8. Expert opinion

Biosimilars are likely to become one of the most important
levers for improving the long-term management of moderate-
to-severe psoriasis, not because they introduce a new
mechanism of action, but because they can materially change
when, and in whom, effective biologic therapy is used. This
distinction is crucial. In psoriasis, therapeutic innovation has
often been discussed primarily in terms of higher efficacy
thresholds, faster skin clearance, and convenience. However,
for many patients and healthcare systems, the real unmet
need is not simply access to the newest molecule, but timely
access to a highly effective systemic treatment before years of
undertreatment translate into avoidable cumulative burden,
impaired quality of life, and possibly irreversible comorbidity.
In this context, the major value of biosimilars is strategic rather
than merely economic. A key message emerging from current
evidence is that biosimilars should not be considered ‘fallback’
options reserved only for cost-constrained settings. Their clin-
ical performance in psoriasis and in other immune-mediated
inflammatory diseases strongly supports their use as genuine
first-line biologic options when a TNF-inhibitor or ustekinu-
mab is an appropriate therapeutic choice. In everyday prac-
tice, clinicians still sometimes perceive biosimilars as
acceptable mainly after failure of a conventional systemic
drug, or as instruments for non-medical switching in stable
patients. This is too narrow a view. If biosimilars reduce treat-
ment cost sufficiently, they can allow biologic treatment to be
initiated earlier in the disease course, and that may ultimately
be their greatest contribution. This issue deserves more atten-
tion in psoriasis than it has received so far. Moderate-to-severe
psoriasis is often still managed with a stepwise escalation
model that may delay optimal control, especially in patients
with high-impact disease, recurrent flares, difficult-to-treat
sites, substantial psychosocial burden, or early musculoskeletal
symptoms. Yet the concept of cumulative life course impair-
ment is now well established in psoriasis. The longer active
disease remains insufficiently controlled, the greater the bur-
den on social functioning, mental health, work productivity,
and potentially systemic inflammation. In this scenario, the
availability of lower-cost biologics may help close the gap
between ‘eligibility for biologic therapy’ and ‘actual access to
biologic therapy.’ This is where biosimilars may exert a true
disease-modifying impact at the population level.

In our opinion, future psoriasis treatment algorithms should
increasingly distinguish between ‘high innovation’ drugs and
‘high access’ drugs, recognizing that both categories are clinically
valuable. IL-17 and IL-23 inhibitors have clearly redefined efficacy
expectations and remain the preferred option for many patients,
particularly when complete or near-complete skin clearance is

a realistic treatment target. However, this does not diminish the
importance of biosimilars. Rather, biosimilars can broaden the
biologic treatment base and create a more sustainable therapeutic
ecosystem, in which highly effective treatment is not restricted to
a small proportion of patients. From a health-system perspective,
this may be more transformative than incremental efficacy gains
at the top end of available therapies. Another issue that deserves
a pragmatic interpretation is switching. The accumulated evidence
suggests that most switches from originator to biosimilar are
clinically successful and that true pharmacologic inferiority is not
the major concern. Instead, patient expectations, communication
style, and trust in the therapeutic process are often more impor-
tant determinants of persistence than molecular differences. This
should not be underestimated. In psoriasis, where treatment satis-
faction and perceived control are central to long-term adherence,
the nocebo effect can become clinically relevant even in the
absence of objective worsening. In our view, the success of biosi-
milar implementation depends as much on communication strat-
egy as on regulatory science. A confident, transparent, and non-
defensive explanation from the clinician is likely to be more
effective than simply reassuring the patient that ‘it is the same
drug.’ Future research should therefore include not only compara-
tive effectiveness and pharmacoeconomic studies but also imple-
mentation of science and patient-centered communication
interventions. There are also several important research directions
that are likely to become increasingly relevant over the next few
years. First, more psoriasis-specific long-term registry data are
needed, especially for ustekinumab biosimilars, where real-world
evidence is still less mature than for anti-TNF agents. Second, it will
be important to move beyond drug survival as the only practical
endpoint and examine whether earlier access to biosimilar biolo-
gics translates into measurable reductions in cumulative disease
burden, healthcare utilization, psoriatic arthritis progression, or
cardiometabolic outcomes. These are difficult questions, but
they are clinically meaningful and align better with the real pro-
mise of biosimilars. Third, the future role of biosimilars should be
interpreted within the context of a rapidly diversifying therapeutic
landscape. Oral cytokine inhibitors, TYK2 inhibitors, advanced
topical platforms, and potentially longer-acting biologics are all
likely to reshape treatment expectations. Nevertheless, even as
therapeutic innovation expands, affordability will remain a central
determinant of access. For this reason, biosimilars are unlikely to
become less relevant; on the contrary, they may become more
important as anchor therapies that support sustainable sequen-
cing and individualized treatment strategies.

Overall, we believe the next phase of biosimilar adoption in
psoriasis should move beyond the question of equivalence,
which is now largely settled, and focus instead on optimiza-
tion: how to use these agents earlier, more intelligently, and in
ways that maximize both patient benefit and health-system
value. If this shift occurs, biosimilars will not simply represent
cheaper versions of existing biologics, but an important tool
for redefining what ‘timely effective care’ should look like in
psoriasis. Future treatment strategies should integrate biosi-
milars not only as cost-saving alternatives but as tools to
enable earlier intervention and potentially modify long-term
disease burden at a population level.
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