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Abstract: Psoriasis is genetically influenced and can be triggered by factors such as infections, stress, and lifestyle. Chronic plaque 
psoriasis, the most prevalent form, involves key roles for IL-17 and IL-23 in its pathogenesis. Amyotrophic lateral sclerosis (ALS) is 
a neurodegenerative disorder characterized by the degeneration of motor neurons, resulting in muscle weakness and atrophy. Currently, 
there is no cure for ALS, and treatment is symptomatic, aimed at improving quality of life. The combination of psoriasis and ALS is 
relatively rare. Although biologic agents have shown remarkable efficacy in the treatment of chronic plaque psoriasis, we have not 
found any case reports regarding the use of biologic agents for treating psoriasis accompanied by ALS. Our study presents a patient 
with severe plaque psoriasis and ALS who exhibited a positive response to Guselkumab, without worsening of ALS symptoms, 
suggesting a promising therapeutic strategy. This could provide a treatment option for patients with psoriasis combined with ALS.We 
conducted a comprehensive review of the literature on the comorbidity of neurodegenerative diseases, including Alzheimer’s disease 
(AD), Parkinson’s disease (PD), multiple sclerosis (MS), and ALS, with plaque psoriasis. This review highlights the differential impact 
of treatment modalities. Specifically, we found that TNF-α inhibitors may have adverse effects in MS but could provide protective 
benefits in AD and PD. In ALS patients with psoriasis, IL-17A and IL-23 inhibitors, exemplified by Guselkumab, are suggested as 
a more suitable alternative due to their lower risk of worsening ALS symptoms. 
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Key Points
● Biologics are widely used in the treatment of moderate to severe plaque psoriasis, but there is limited research on 

patient with Comorbid Psoriasis and neurodegenerative diseases. Specifically, the safety and efficacy of biologics in 
psoriasis patients with ALS remain uncertain.

● We reported a case of successful treatment of severe plaque psoriasis combined with ALS using Guselkumab. And 
literature review found that TNF-α inhibitors may have adverse effects in MS but could provide protective benefits 
in AD and PD. In ALS patients with psoriasis, IL-17A and IL-23 inhibitors, are suggested as a more suitable 
alternative due to their lower risk of worsening ALS symptoms.

● Clinicians may consider using IL-23 inhibitors for the treatment of moderate to severe plaque psoriasis in patients 
with concurrent ALS.

Introduction
Psoriasis is a chronic inflammatory skin disease characterized by erythema, plaques, and scaling, driven by Th1/Th17 
cells.1 This immune-mediated disorder is influenced by genetic and environmental factors and involves cytokines such as 
TNF-α, IL-17, IL-12, and IL-23.2,3 Advanced biologic agents and small molecules have emerged as effective, safe 
treatments for moderate to severe psoriasis, often becoming first-line options.4 Recognized as a systemic disease, 
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psoriasis can have comorbidities such as metabolic syndrome, arthritis, and neuropsychiatric disorders, However, cases 
of psoriasis comorbid with neurodegenerative diseases (NDs) are rare.4 ALS is a neurodegenerative disease with a poor 
prognosis, and cases of psoriasis combined with ALS are even rarer. Currently, there is no specific treatment available, 
and there is no relevant treatment experience can be learned. Although there is growing interest in biologic treatments for 
such cases, large-scale studies are scarce. Little is known about the treatment for psoriatic patients with ALS, and we 
have not retrieved relevant case reports. In order to enrich this clinical vacancy, we report a case of severe plaque 
psoriasis co-occurring with ALS, successfully treated with Guselkumab, and review the literature on biologic therapies 
for psoriasis in the context of common NDs, including multiple sclerosis, Alzheimer’s, Parkinson’s, and ALS.

Case Report
A 72-year-old male with a 20-year history of treatment-resistant plaque psoriasis presented with a recalcitrant disease 
course. Previous treatments, including phototherapy, acitretin, methotrexate, and various topical agents, had failed to 
achieve remission. The patient also had a 10-year clinical history of ALS, with a definitive diagnosis made by 
a neurology team three years ago. His ALS was characterized by progressive motor neuron degeneration, leading to 
limb weakness, muscle atrophy, and reduced mobility. The coexistence of ALS and psoriasis exacerbated the patient’s 
cutaneous symptoms, which were further worsened by his physical limitations. These limitations hindered his ability to 
use systemic medications, apply emollients, engage in topical therapies, and perform basic self-care, leading to 
intractable pruritus and persistent skin lesions. This situation culminated in a significant decline in his health-related 
quality of life, accompanied by severe depressive episodes and suicidal ideation.

On clinical examination, the patient presented with extensive erythematous plaques and scaling, characteristic of 
severe psoriasis. His Psoriasis Area and Severity Index (PASI) score was 21.2, with an affected Body Surface Area 
(BSA) of approximately 38%, and a Dermatology Life Quality Index (DLQI) score of 25, signifying a substantial impact 
on his daily life. After a comprehensive evaluation for biologic therapy eligibility and exclusion of contraindications, the 
patient was initiated on Guselkumab, an IL-23 inhibitor, at a dosage of 100 mg via subcutaneous injection at weeks 0, 4, 
and 12. The therapeutic response was closely monitored with serial PASI assessments. A PASI 50 response, indicative of 
significant improvement, was achieved by week 4. This improvement progressed to a 60% reduction by week 8 and 
a 75% reduction by week 12, as illustrated in Figure 1. By the end of the 12-week treatment phase, the patient’s PASI 
score had significantly decreased to 5.2, BSA involvement was reduced to 6.5%, and residual skin lesions were primarily 
localized to the lower extremities. Concurrently, there was a marked improvement in his DLQI, dropping from 25 to 5, 
reflecting a substantial enhancement in his dermatological quality of life.

Throughout the treatment period, the patient was under close neurologic surveillance to ensure ALS stability. No 
exacerbation of ALS symptoms or medication-related adverse effects were observed. This case suggests the potential 
efficacy of Guselkumab in managing psoriatic symptoms in a patient with ALS, highlighting a promising therapeutic 
option for this complex comorbidity.

Discussion
In recent years, there has been a expanding body of evidence highlighting the complex interplay between psoriasis and NDs, 
with a subset of patients demonstrating notable clinical improvements following targeted biologic interventions. While the 
majority of case reports have centered on the nexus between psoriasis and MS, it is imperative to acknowledge that tumor 
necrosis factor-alpha (TNF-α) inhibitors, despite their established efficacy in psoriasis management, have been implicated in 
exacerbating central nervous system (CNS) demyelination and precipitating MS relapses, as well as pontine hemorrhage in 
rare instances.5–7 Whereas, the therapeutic targeting of interleukin-17A (IL-17A) and interleukin-23 (IL-23) has gained 
considerable traction as a viable treatment strategy for psoriasis in the context of MS, offering a more favorable safety profile.8 

However, the application of biologic therapy in psoriasis patients with comorbid chronic NDs, including Alzheimer’s disease, 
Parkinson’s disease, and amyotrophic lateral sclerosis, remains largely unexplored and necessitates additional research.

Our systematic review endeavors to elucidate the efficacy and safety profiles of biologic agents when employed in the 
treatment of psoriasis in the backdrop of various common NDs. A comprehensive overview of our findings is presented in Table 1. 
To date, 11 case reports have detailed the use of biological agents in the treatment of psoriasis among patients with NDs, involving 
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a total of 12 patients. The majority of case reports have focused on the use of biologics, including secukinumab, ixekizumab, 
ustekinumab, etanercept, and adalimumab, for treating psoriasis in patients with multiple sclerosis (MS). These reports indicate 
significant improvements in psoriasis conditions post-treatment. However, MS outcomes vary, with most cases showing stable or 
worsened conditions, and only one case noting an improvement in MS symptoms. Additionally, one case reported ALS 
exacerbation following adalimumab treatment for psoriatic arthritis, and another case detailed etanercept treatment for 
a psoriasis patient with a mental disability, where the mental condition remained stable despite significant skin symptom 
improvement. The distribution of these cases includes: nine cases of MS treated with secukinumab (SEC, n=5), ustekinumab 
(UST, n=2), etanercept (ETA, n=1), and ixekizumab (IXE, n=1); one case of amyotrophic lateral sclerosis (ALS) treated with 

Figure 1 Clinical photographs illustrating the progression of psoriasis in a patient with ALS. (a) At baseline, the patient exhibited extensive erythema, plaques, and scaling on 
the back, lower limbs, and abdomen, with a PASI score of 21.2. (b) After 4 weeks of treatment, a noticeable reduction in erythema area and inflammation was observed; PASI 
score decreased to 8.7. (c) By 12 weeks, significant improvement was noted with near-complete resolution of erythema and plaques on the back and abdomen, and residual 
mild erythema and plaques on the lower limbs, resulting in a PASI score of 5.2.

Table 1 Cases Reported on Biologic Agents for Psoriasis Complicated by Neurodegenerative Diseases

First Author (Year) Disease Psoriasis 
Duration 
(Years)

Previous Treatments NDs Agent Combined 
Therapy

Outcomes

Sean A (2006)13 PSO 14 UVB,MTX, retinoids MS ETA NA PASI 100; MS worsening

Elisa (2010)14 PSO 11 Photochemotherapy Mental 
handicap

ETA NA 6 months- PASI 100 mental 
handicap stable

A, Bougea (2014)15 PSA NA NA ALS ADA NA PSA stable ALS worsening

Chang Shurong (2015)16 PSO & 
PSA

NA MTX,efalizumab, acitretin MS UST NA 6 months- PASI 90 MS stable

PSO & 
PSA

NA MTX, IVIG, UVB MS UST NA 4 months- PASI 80 MS stable

Ettler J (2016)17 PSO 9 UVB, acitretine, ADA, TA,UST, MTX, 
CsA, IVIG,corticosteroids

MS SEC Prednisone Psoriasis has significantly 
improved; MS stable

(Continued)
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adalimumab (ADA); one case involving a mental handicap treated with EAT; and one case that developed new MS symptoms 
after 7 months of IXE treatment. It is noteworthy that the literature review identified a dearth of case reports regarding the 
application of biologics in psoriasis patients with AD or PD. Recent retrospective case-control studies have indicated that TNF-α 
inhibitors might offer protective benefits against AD development in individuals with chronic inflammatory conditions like 
psoriasis, ankylosing spondylitis, inflammatory bowel disease, and rheumatoid arthritis.9 Notably, a groundbreaking 2008 study 
by Tobinick Edward L et al demonstrated that etanercept, a TNF-α inhibitor, could lead to rapid and substantial improvements in 
speech in AD patients.10 Concurrently, emerging evidence suggests that psoriasis may exacerbate the progression of PD, 
potentially elevating the risk of cognitive decline and depressive symptoms.11 Furthermore, preliminary data hints at a possible 
reduction in the risk of PD with the use of tumor necrosis factor-alpha (TNF-α) inhibitors, such as etanercept, adalimumab, and 
infliximab.12 However, the mechanisms underlying this potential protective effect are not yet fully understood and remain the 
subject of ongoing research.

Genome-wide association studies (GWAS) have revealed genetic overlap between NDs and psoriasis. Previous 
studies have explored potential common pathophysiological mechanisms between psoriasis and conditions such 
as AD, PD, and MS. For example, in AD, activation of inflammatory cells (primarily microglia) in the brain 
leads to the release of inflammatory factors that cause neuronal damage.22 Research has underscored the 
involvement of the IL-12/IL-23 signaling pathway in amyloid-beta-induced neurodegeneration, a hallmark 
of AD.23 Inhibition of the shared p40 subunit of IL-12/IL-23 has demonstrated the potential to reduce amyloid 
protein production, which may ameliorate clinical symptoms in AD patients. Monoclonal antibodies targeting the 
IL-12/IL-23 p40 subunit, such as ustekinumab, specifically suppress the IL-23/Th17 axis, a central pathogenic 
pathway in psoriasis. These antibodies have been recognized as effective treatments for moderate to severe 
plaque psoriasis worldwide.24 This mechanistic rationale lends credence to the clinical application of IL-12/IL-23 
inhibitors in the management of psoriasis in patients with comorbid AD. However, the therapeutic potential of 
these agents in this context necessitates further validation through robust clinical trials to ascertain their efficacy 
and safety profile in treating psoriasis complicated by AD.

Our case represents the inaugural report of Guselkumab utilization in the management of severe plaque 
psoriasis in the context of ALS. Regarding the ALS condition, we have continued to monitor the patient and 
observed no worsening of ALS-related symptoms, including progressive weakness, dyspnea, and choking. 
However, no clinical improvement in ALS symptoms was noted. ALS is a devastating neurodegenerative 
disorder characterized by the progressive degeneration and loss of motor neurons within the central nervous 

Table 1 (Continued). 

First Author (Year) Disease Psoriasis 
Duration 
(Years)

Previous Treatments NDs Agent Combined 
Therapy

Outcomes

Assefa Girum T (2019)18 PSO&PSA 23 Tacrolimus, UST MS SEC Prednisolone 
MTX

2 years- PASI 100, joint pain 
reduced, stable MS

Diebold Martin (2019)7 PSO 6 UVA, UVB, MTX, FAE MS SEC Prednisolone 2 months- PASI 100 
Rituximab replaced SEC after 
MS relapse

M, Venturini (2019)19 PSO&PSA NA CsA, UVB, ETA, ADA, golimumab, 
UST, INF, apremilast

MS SEC NA 12 weeks- PASI 100 
MS stable

Francesca (2020)20 PSO&PSA NA ETA,INF, ADA, UST, golimumab, 
certolizumab pegol

MS SEC Dimethyl 
fumarate

3 months- PASI 100, articular 
improved. 
MS worsening

Enrique (2021)21 PSO 40 MTX, acitretin MS IXE NA 3 years- PASI 0; MS stable

Tsiogkas Sotirios G (2024)8 PSO 5 NA - IXE Dimethyl 
fumarate 
corticosteroids

4 months- PASI 0 
MS appeared after 7 months 
of treatment with IXE.

Abbreviations: ADA, adalimumab; ALS, Amyotrophic lateral Sclerosis; AD, Alzheimer’s Disease; CsA, Cyclosporine A; ETA, etanercept; INF, Infliximab; IXE, ixekizumab; 
MTX, methotrexate; NA, Not available; PSO, Psoriasis; PSA, Psoriatic Arthritis; MS, Multiple Sclerosis; PD, Parkinson’s Disease; PASI, Psoriasis Area Severity Index; SEC, 
secukinumab; UST, ustekinumab;UVA, Ultraviolet (UV) light, UVA rays; UVB, Ultraviolet (UV) light, UVB rays.
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system, culminating in muscle paralysis. The etiology of ALS is intricate and multifactorial, with genetic and 
environmental factors converging to precipitate immune dysregulation as a central pathogenic mechanism.25 

Psoriasis, akin to ALS, originates from a genetic predisposition and is provoked by a spectrum of environmental 
triggers that incite immune dysfunction. This perturbation involves the IL-23/Th17 axis, which stimulates 
T helper cells (Th1, Th17) to produce a cascade of cytokines, including IL-23, IL-17A, TNF-α, and IL-12. 
These cytokines exert their effects on keratinocytes, precipitating abnormal keratinocyte differentiation and 
hyperkeratosis, which manifest clinically as erythema and plaques.25 IL-17A, a key cytokine in the pathogenesis 
of psoriasis, is predominantly produced by Th17 cells. Recent evidence indicates that these cells may contribute 
to neuroinflammation and potentially worsen neurodegenerative processes. In the context of psoriasis, IL-17A 
levels within skin lesions and serum are modulated by IL-23, and microglia can augment IL-17A release in the 
presence of IL-23.26 Moreover, seminal research conducted by Rentzos et al in 2010, utilizing ELISA assays, 
revealed that serum and cerebrospinal fluid levels of IL-23 were elevated in ALS patients compared to those with 
non-inflammatory neurological conditions.27 The elevated IL-23 levels observed in both ALS and psoriasis 
suggest that there may be a shared inflammatory pathway. This highlights the potential therapeutic role of IL- 
23 inhibitors, such as Guselkumab, in treating psoriasis patients with ALS. While the clinical benefit of 
Guselkumab for psoriasis has been demonstrated, its potential impact on ALS is also worth noting and warrants 
further investigation.

It’s noteworthy that the skin and nervous system, both ectoderm-derived, can be affected by similar diseases, 
suggesting a common genetic and immunological susceptibility. While Li et al’s GWAS found no shared genetic 
loci between psoriasis and ALS,28 D’Amico et al identified a correlation between the X-linked SNP rs2294020 in 
CCDC22 and susceptibility to both conditions.29 The exact pathogenic overlap between ALS and psoriasis is still 
under investigation. Some reports link TNF-α inhibitors used for psoriatic arthritis to ALS onset,15 but no cases 
have been reported with IL-23 or IL-17A inhibitors. Our case, where Guselkumab successfully treated severe 
plaque psoriasis in an ALS patient, offers a significant contribution to the literature, providing insights for future 
clinical strategies for managing such complex cases.

Conclusion
Here, we present a case of severe plaque psoriasis with concomitant ALS, who was successful treated with 
guselkumab. To our knowledge, this is the first reported case worldwide of a patient with both psoriasis and ALS 
being treated with Guselkumab. During the 12-week follow-up period, the patient’s psoriasis showed significant 
improvement with resolution of the psoriasis, while the ALS remained stable with no progression of the disease. 
In our case, Guselkumab has proven to be both effective and safe in treating severe plaque psoriasis in a patient 
with ALS. This experience suggests that Guselkumab may serve as a promising therapeutic option for managing 
the complex coexistence of these two conditions. Given the involvement of IL-23 in the pathogenesis of both 
psoriasis and ALS, we are hopeful that this therapeutic approach might not only improve psoriasis symptoms but 
also contribute to stabilizing, or even potentially improving, ALS-related manifestations. However, long-term 
follow-up and additional studies are essential to further confirm its efficacy and safety in this context.

Data Sharing Statement
The data that support the findings of this study are available from the corresponding author upon reasonable request.

Ethical Approval and Statement
Ethical approval was not required for this case report as it involves anonymized data and does not include any identifiable 
patient information. The patient provided informed consent for the publication of their anonymized case details. The 
patient has given written consent for the publication of their case report and images, with personal identifiers removed to 
ensure privacy. We confirm that consent was obtained following ethical standards and the patient was fully informed and 
agreed to the use of their medical information without conditions.

Clinical, Cosmetic and Investigational Dermatology 2025:18                                                                  https://doi.org/10.2147/CCID.S505143                                                                                                                                                                                                                                                                                                                                                                                                    739

Xiong et al

Powered by TCPDF (www.tcpdf.org)



Disclosure
The authors report no conflicts of interest in this work.

References
1. Boehncke W-H, Schön MP. Psoriasis. Lancet. 2015;386(9997):1. doi:10.1016/S0140-6736(14)61909-7
2. Baran A, Nowowiejska J, Kamiński TW, Krahel JA, Flisiak I. Circulating MAdCAM-1 and ITGB7 in patients with plaque psoriasis and eruptive 

lichen planus-preliminary data. Biology. 2021;10(11):1129. doi:10.3390/biology10111129
3. Adriana R, Knut S. Psoriasis pathogenesis and treatment. Int J mol Sci. 2019;20(6):1475. doi:10.3390/ijms20061475
4. Craig A, Elmets N, Korman J, et al. Joint AAD-NPF guidelines of care for the management and treatment of psoriasis with topical therapy and 

alternative medicine modalities for psoriasis severity measures. J Am Acad Dermatol. 2020;84(2):432–470. doi:10.1016/j.jaad.2020.07.087
5. Mahil SK, t c A, Charlotte B, et al. Demyelination during tumour necrosis factor antagonist therapy for psoriasis: a case report and review of the 

literature. J Dermatol Treat. 2012;24:1.
6. Honda Y, Otsuka A, Egawa G, et al. Multiple neurological abnormalities, including pontine hemorrhage, multiple sclerosis and aseptic meningitis, 

during anti-TNF-α therapy in psoriatic arthritis. Eur J Dermatol. 2015;25(5):487–488. doi:10.1684/ejd.2015.2558
7. Diebold M, Müller S, Derfuss T, Décard BF. A case of concomitant psoriasis and multiple sclerosis: secukinumab and rituximab exert dichotomous 

effects in two autoimmune conditions. Mult Scler Relat Disord. 2019;31:38–40. doi:10.1016/j.msard.2019.03.009
8. Sotirios G, Tsiogkas V, Tsimourtou K, et al. Risk of multiple sclerosis in patients with psoriasis receiving anti-IL-17 agents: a case-based review. 

J Dermatol. 2024;51(6):844–848. doi:10.1111/1346-8138.17143
9. Mengshi Z, Rong X, David C, et al. Tumor Necrosis Factor (TNF) blocking agents are associated with lower risk for Alzheimer’s disease in 

patients with rheumatoid arthritis and psoriasis. PLoS One. 2020;15(3):e0229819. doi:10.1371/journal.pone.0229819
10. Tobinick EL, Hyman G. Rapid improvement in verbal fluency and aphasia following perispinal etanercept in Alzheimer’s disease. BMC Neurol. 

2008;8:27. doi:10.1186/1471-2377-8-27
11. Li C, Li X, Lin J, et al. Psoriasis and progression of Parkinson’s disease: a Mendelian randomization study. J Eur Acad Dermatol Venereol. 2022;36 

(12):2401–2405. doi:10.1111/jdv.18459
12. Peter I, Dubinsky M, Bressman S, et al. Anti-tumor necrosis factor therapy and incidence of Parkinson disease among patients with inflammatory 

bowel disease. JAMA Neurol. 2018;75(8):939–946. doi:10.1001/jamaneurol.2018.0605
13. Sukal SA, Nadiminti L, Granstein RD. Etanercept and demyelinating disease in a patient with psoriasis. J Am Acad Dermatol. 2006;54(1):160–164. 

doi:10.1016/j.jaad.2005.05.039
14. Bassi E, De Filippi C. Beneficial neurological effects observed in a patient with psoriasis treated with etanercept. Am J Clin Dermatol. 

2010;1:44–45.
15. Bougea A, Anagnostou E, Stamboulis E, Kararizou E. Amyotrophic lateral sclerosis developing during Adalimumab therapy for psoriatic arthritis. 

Rev Neurol. 2014;170(3):228–229. doi:10.1016/j.neurol.2013.11.004
16. Chang S, Chambers CJ, Liu FT, Armstrong AW. Successful treatment of psoriasis with ustekinumab in patients with multiple sclerosis. Dermatol 

Online J. 2015;21(7):13030.
17. Ettler J, Arenberger P, Arenbergerova M, Gkalpakiotis S. Severe exacerbation of psoriasis after intravenous immunoglobulin in patient with 

multiple sclerosis that started during biologic therapy. J Eur Acad Dermatol Venereol. 2016;30(2):355–356. doi:10.1111/jdv.12767
18. Assefa GT, Kaneko S, Oguro H, Morita E. Treatment of psoriasis and psoriatic arthritis with secukinumab after unsatisfactory response to 

ustekinumab in multiple sclerosis patient. J Dermatol. 2019;46(3):e112–e113. doi:10.1111/1346-8138.14619
19. Venturini M, Zanca A, Venturuzzo A, et al. Secukinumab for patients with plaque psoriasis affected by multiple sclerosis: a mini-review with 

a representative case report. J Eur Acad Dermatol Venereol. 2020;34(2):e110–e112. doi:10.1111/jdv.16035
20. Di Tullio F, Odorici G, Lasagni C, et al. Combination treatment with secukinumab and dimethyl fumarate in a patient with psoriasis and recent 

diagnosis of multiple sclerosis. Dermatol Ther. 2020;33(6):e13943. doi:10.1111/dth.13943
21. Herrera-Acosta E, Garriga-Martina GG, Suárez-Pérez JA, Martínez-García EA, Herrera-Ceballos E. Ixekizumab for patients with plaque psoriasis 

affected by multiple sclerosis: case report. Sultan Qaboos Univ Med J. 2021;21(3):488–490. doi:10.18295/squmj.4.2021.021
22. Calsolaro V, Edison P. Neuroinflammation in Alzheimer’s disease: current evidence and future directions. Alzheimers Dement. 2016;12(6):719–732. 

doi:10.1016/j.jalz.2016.02.010
23. Griffin WST. Neuroinflammatory cytokine signaling and Alzheimer’s disease. N Engl J Med. 2013;368(8):770–771. doi:10.1056/ 

NEJMcibr1214546
24. Rich P, Bourcier M, Sofen H, et al. Ustekinumab improves nail disease in patients with moderate-to-severe psoriasis: results from Phoenix 1. Br 

J Dermatol. 2013;170(2):398–407. doi:10.1111/bjd.12632
25. Lv M, Liu Y, Zhang J, et al. Roles of inflammation response in microglia cell through Toll-like receptors 2/interleukin-23/interleukin-17 pathway in 

cerebral ischemia/reperfusion injury. Neuroscience. 2011;176:162–172. doi:10.1016/j.neuroscience.2010.11.066
26. Nowowiejska J, Baran A, Flisiak I. Psoriasis and neurodegenerative diseases-a review. Front Mol Neurosci. 2022;15:917751. doi:10.3389/ 

fnmol.2022.917751
27. Rentzos M, Rombos A, Nikolaou C, et al. Interleukin-17 and interleukin-23 are elevated in serum and cerebrospinal fluid of patients with ALS: 

a reflection of Th17 cells activation? Acta Neurol Scand. 2010;122(6):425–429. doi:10.1111/j.1600-0404.2010.01333.x
28. Li CY, Yang TM, Ou RW, Wei QQ, Shang HF. Genome-wide genetic links between amyotrophic lateral sclerosis and autoimmune diseases. BMC 

Med. 2021;19(1):27. doi:10.1186/s12916-021-01903-y
29. D’Amico F, Skarmoutsou E, Lo LJ, et al. Association between rs2294020 in X-linked CCDC22 and susceptibility to autoimmune diseases with 

focus on systemic lupus erythematosus. Immunol Lett. 2017;181:58–62. doi:10.1016/j.imlet.2016.11.011

https://doi.org/10.2147/CCID.S505143                                                                                                                                                                                                                                                                                                                                                                                                                     Clinical, Cosmetic and Investigational Dermatology 2025:18 740

Xiong et al                                                                                                                                                                           

Powered by TCPDF (www.tcpdf.org)

https://doi.org/10.1016/S0140-6736(14)61909-7
https://doi.org/10.3390/biology10111129
https://doi.org/10.3390/ijms20061475
https://doi.org/10.1016/j.jaad.2020.07.087
https://doi.org/10.1684/ejd.2015.2558
https://doi.org/10.1016/j.msard.2019.03.009
https://doi.org/10.1111/1346-8138.17143
https://doi.org/10.1371/journal.pone.0229819
https://doi.org/10.1186/1471-2377-8-27
https://doi.org/10.1111/jdv.18459
https://doi.org/10.1001/jamaneurol.2018.0605
https://doi.org/10.1016/j.jaad.2005.05.039
https://doi.org/10.1016/j.neurol.2013.11.004
https://doi.org/10.1111/jdv.12767
https://doi.org/10.1111/1346-8138.14619
https://doi.org/10.1111/jdv.16035
https://doi.org/10.1111/dth.13943
https://doi.org/10.18295/squmj.4.2021.021
https://doi.org/10.1016/j.jalz.2016.02.010
https://doi.org/10.1056/NEJMcibr1214546
https://doi.org/10.1056/NEJMcibr1214546
https://doi.org/10.1111/bjd.12632
https://doi.org/10.1016/j.neuroscience.2010.11.066
https://doi.org/10.3389/fnmol.2022.917751
https://doi.org/10.3389/fnmol.2022.917751
https://doi.org/10.1111/j.1600-0404.2010.01333.x
https://doi.org/10.1186/s12916-021-01903-y
https://doi.org/10.1016/j.imlet.2016.11.011


Clinical, Cosmetic and Investigational Dermatology                                                                    

Publish your work in this journal 
Clinical, Cosmetic and Investigational Dermatology is an international, peer-reviewed, open access, online journal that focuses on the latest 
clinical and experimental research in all aspects of skin disease and cosmetic interventions. This journal is indexed on CAS. The manuscript 
management system is completely online and includes a very quick and fair peer-review system, which is all easy to use. Visit http://www. 
dovepress.com/testimonials.php to read real quotes from published authors.  

Submit your manuscript here: https://www.dovepress.com/clinical-cosmetic-and-investigational-dermatology-journal

Clinical, Cosmetic and Investigational Dermatology 2025:18                                                                         741

Xiong et al

Powered by TCPDF (www.tcpdf.org)

https://www.dovepress.com
http://www.dovepress.com/testimonials.php
http://www.dovepress.com/testimonials.php
https://www.facebook.com/DoveMedicalPress/
https://twitter.com/dovepress
https://www.linkedin.com/company/dove-medical-press
https://www.youtube.com/user/dovepress

	Key Points
	Introduction
	Case Report
	Discussion
	Conclusion
	Data Sharing Statement
	Ethical Approval and Statement
	Disclosure

