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Abstract
Psoriasis is a chronic immune-mediated inflammatory skin disease associated with systemic
inflammation and metabolic disturbances. Adipokines have been suggested as key mediators linking
metabolic dysregulation and inflammatory pathways in psoriasis. This study aimed to evaluate serum
asprosin and meteorin-like protein (METRNL) levels in patients with psoriasis, investigate their
relationship with disease severity, and assess their changes following treatment. A total of 38 newly
diagnosed patients with psoriasis and 25 healthy controls were included. Blood samples were collected
before and after treatment in patients and once in controls. Serum asprosin and METRNL levels were
measured using enzyme-linked immunosorbent assay. Clinical and metabolic parameters, including
Psoriasis Area and Severity Index (PASI), were also recorded. Serum asprosin levels were significantly
higher in patients with psoriasis compared to controls and showed a significant decrease after
treatment. In contrast, METRNL levels did not differ significantly between groups and remained
unchanged following treatment. No significant correlations were observed between adipokine levels and
PASI score or metabolic parameters. Receiver operating characteristic (ROC) analysis indicated that
asprosin had moderate diagnostic performance. These findings suggest that asprosin may reflect
systemic metabolic-inflammatory alterations in psoriasis and may be useful as a treatment-responsive
biomarker, whereas METRNL appears to have limited value as a circulating marker.

Introduction
Psoriasis is a long-standing immune-mediated inflammatory disorder of the skin that typically presents
with sharply demarcated erythematous plaques covered by silvery scale and develops on a background
of abnormal keratinocyte turnover and persistent immune activation [1]. It affects nearly 2–3% of the
population worldwide and remains one of the most prevalent chronic dermatologic diseases [2].
Although the cutaneous manifestations dominate the clinical picture, psoriasis is now widely regarded
as a systemic inflammatory disorder because of its links with obesity, insulin resistance, metabolic
syndrome, and cardiovascular disease [3].

The biological basis of psoriasis involves an interplay of hereditary predisposition, environmental
influences, and dysregulated innate and adaptive immune responses [4]. Among the pathways
implicated, the IL-23/Th17 axis is central to both initiation and perpetuation of lesional inflammation [5].
Pro-inflammatory mediators such as tumor necrosis factor-alpha, interleukin-17, and interleukin-23
enhance keratinocyte proliferation and maintain the self-amplifying inflammatory network characteristic
of the disease [6].

Current evidence also points to a close relationship between psoriasis and dysfunctional adipose tissue
biology. Beyond serving as an energy reservoir, adipose tissue functions as an endocrine organ that
releases adipokines capable of modulating metabolism, inflammation, and immune signaling [7].
Disturbances in adipokine secretion have been described in several chronic inflammatory conditions,
and similar alterations appear to contribute to psoriasis pathophysiology [8]. Earlier studies reported
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abnormal circulating concentrations of leptin, resistin, and adiponectin in psoriasis, supporting the view
that adipokine imbalance may participate in disease development and progression [9].

Asprosin is a recently described fasting-induced adipokine released predominantly by white adipose
tissue. It promotes hepatic glucose output and has also been linked to appetite control and inflammatory
signaling [10]. Increased circulating asprosin concentrations have been reported in obesity, insulin
resistance, and type 2 diabetes mellitus [11]. Because psoriasis frequently coexists with metabolic
disturbances, asprosin may represent one of the molecules connecting metabolic stress with systemic
inflammation in affected patients.

Meteorin-like protein (METRNL) is another secreted factor expressed in adipose tissue, skeletal muscle,
and epithelial barrier tissues including the skin and mucosa [12]. Experimental work suggests that
METRNL supports anti-inflammatory macrophage polarization and may improve insulin sensitivity [13].
Its expression can also be modulated by inflammatory mediators such as TNF-alpha and IL-17, both of
which are central to psoriasis biology [14]. These observations raise the possibility that METRNL may
take part in immune regulation in chronic inflammatory skin disease.

Oxidative and nitrative stress pathways may further strengthen the link between metabolism and
inflammation in psoriasis. Reactive oxygen and nitrogen species can intensify inflammatory cascades,
impair endothelial function, and contribute to tissue injury in chronic inflammatory states [15]. Recent
work evaluating low-density lipoprotein receptor-related protein-1 and nitrative stress in psoriasis
vulgaris also underlines the contribution of oxidative-metabolic mechanisms to disease expression [16].

Despite growing interest in adipokines, evidence regarding circulating asprosin and METRNL in psoriasis
is still sparse, and their relation to clinical severity and treatment response has not been defined clearly.
Accordingly, the present study aimed to determine serum asprosin and METRNL levels in patients with
psoriasis, explore their relationship with disease severity, and assess whether these markers change
after routine treatment.

Materials and Methods
Study Design and Participants

This case–control study was conducted at the Department of Medical Biochemistry in collaboration with
the Department of Dermatology at Kahramanmaraş Sütçü İmam University Faculty of Medicine. The
study population consisted of patients who were newly diagnosed with psoriasis and healthy controls.

A total of 38 patients with clinically and/or histopathologically confirmed psoriasis and 25 healthy
individuals were included in the study. Patients were recruited from the Dermatology outpatient clinic of
Kahramanmaraş Sütçü İmam University Faculty of Medicine Hospital between January 2025 and
November 2025. The control group consisted of age- and sex-matched healthy volunteers.
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Individuals with chronic systemic diseases, autoimmune disorders, malignancies, or alcohol and tobacco
use were excluded to minimize potential confounding effects.

Ethical Approval

Ethical approval for the study was obtained from the Ethics Committee of Kahramanmaraş Sütçü İmam
University (Decision No: 03, Date: 21.10.2024). The study was conducted in accordance with the
Declaration of Helsinki, and written informed consent was obtained from all participants prior to
enrollment.

Clinical Evaluation

Demographic and anthropometric data, including age, sex, height, body weight, and body mass index
(BMI), were recorded for all participants. Disease severity in patients with psoriasis was evaluated using
the Psoriasis Area and Severity Index (PASI).

Blood Sample Collection

Venous blood samples were collected from all participants after overnight fasting. In patients with
psoriasis, samples were obtained both before treatment and after routine therapy, whereas control
subjects provided a single fasting sample. Blood samples were centrifuged at 3000 rpm for 10 minutes,
and serum samples were stored at −80 °C until analysis.

Biochemical Measurements

Serum asprosin and meteorin-like protein (METRNL) levels were measured using commercially available
enzyme-linked immunosorbent assay (ELISA) kits according to the manufacturers’ instructions. Fasting
glucose, insulin, glycated hemoglobin (HbA1c), total cholesterol, triglycerides, low-density lipoprotein
cholesterol (LDL-C), and high-density lipoprotein cholesterol (HDL-C) levels were analyzed using
standard automated methods.

Insulin resistance was calculated using the Homeostasis Model Assessment of Insulin Resistance
(HOMA-IR) according to the following formula:

HOMA-IR = [Fasting insulin (µIU/mL) × Fasting glucose (mg/dL)] / 405

Statistical Analysis

Statistical analyses were performed using IBM SPSS Statistics software (version 25.0). Continuous
variables were expressed as mean ± standard deviation. The normality of data distribution was assessed
using the Kolmogorov–Smirnov test.

Between-group comparisons were performed using the independent samples t-test or Mann–Whitney U
test, depending on data distribution. Paired samples t-test was used to compare pre-treatment and post-
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treatment values in patients with psoriasis. Correlation analyses were conducted using Pearson or
Spearman correlation coefficients as appropriate.

Receiver operating characteristic (ROC) curve analysis was performed to evaluate the diagnostic
performance of serum asprosin, and the area under the curve (AUC) was calculated. A p-value < 0.05
was considered statistically significant.

Results
A total of 63 individuals were included in the study, comprising 38 patients with psoriasis and 25 healthy
controls. The two groups were comparable in terms of age, sex distribution, height, and body weight.
However, BMI was significantly higher in the psoriasis group. The demographic and anthropometric
characteristics of the study population are presented in Table 1.

Biochemical parameters are summarized in Table 2. There were no significant differences between
patients and controls in fasting glucose, insulin, glycated hemoglobin (HbA1c), triglycerides, total
cholesterol, low-density lipoprotein cholesterol (LDL-C), or HOMA-IR values. In contrast, high-density
lipoprotein cholesterol (HDL-C) levels were significantly lower in patients with psoriasis.

Serum adipokine levels are shown in Table 3. Serum asprosin concentrations were significantly higher in
the psoriasis group compared to controls. However, no statistically significant difference was observed
in METRNL levels between the two groups.

Within the psoriasis group, treatment-related changes were also evaluated. Serum asprosin levels
showed a significant decrease after treatment, whereas METRNL levels did not change significantly.
These findings are summarized in Table 4.

Correlation analysis revealed no significant associations between serum asprosin or METRNL levels and
fasting glucose, insulin, lipid parameters, HOMA-IR, or PASI score.

Receiver operating characteristic (ROC) curve analysis demonstrated that serum asprosin had moderate
discriminatory ability, with an area under the curve (AUC) of approximately 0.67. The identified cut-off
value showed high sensitivity but moderate specificity.

In logistic regression analysis, elevated serum asprosin levels were independently associated with
psoriasis (odds ratio (OR) = 2.85, 95% confidence interval (CI): 1.32–6.12, p = 0.01). The detailed
regression results are presented in Table 5.

Discussion
The present study examined two adipokines with potential metabolic and immunologic relevance in
psoriasis and showed three main findings: serum asprosin was elevated in patients with psoriasis,
asprosin decreased after treatment, and circulating METRNL did not differ significantly between patients
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and controls. Taken together, these results suggest that asprosin may reflect the metabolic-inflammatory
milieu accompanying psoriasis, whereas METRNL may have limited value as a systemic biomarker in
this setting.

Psoriasis is increasingly understood as a systemic inflammatory disease rather than a disorder confined
to the skin [1,4]. The strong association of psoriasis with obesity, dyslipidemia, insulin resistance, and
cardiovascular disease supports the idea that inflammatory skin disease and metabolic dysfunction
share overlapping biological pathways[3,9]. In this context, adipokines are particularly relevant because
they influence both energy homeostasis and inflammatory signaling [7,8]. Previous work has shown
altered levels of leptin, adiponectin, and resistin in psoriasis and has suggested that adipose tissue
dysfunction may contribute to disease-related inflammation [17,19,20].

Our finding of elevated asprosin in psoriasis is biologically plausible. Asprosin is known to increase
hepatic glucose release and has been linked to obesity, insulin resistance, and type 2 diabetes mellitus
[10,11,21]. Because psoriasis is often accompanied by metabolic stress, higher circulating asprosin may
represent one component of the broader metabolic-inflammatory disturbance observed in these
patients. This interpretation is also consistent with the higher BMI and lower HDL cholesterol values
seen in our psoriasis group.

The decline in serum asprosin after treatment is another noteworthy observation. Effective therapy in
psoriasis can reduce systemic inflammatory burden and may also improve metabolic risk profiles
[22,23]. The treatment-associated fall in asprosin in our cohort may therefore indicate that this adipokine
is responsive to changes in inflammatory activity or metabolic imbalance over time. Although the
present study cannot establish mechanism, the dynamic behavior of asprosin supports its potential use
in monitoring rather than diagnosis alone.

ROC analysis showed that asprosin had only moderate discriminatory performance. This suggests that
asprosin should not be interpreted as a single definitive diagnostic marker. Instead, its greatest value
may lie in combination with other inflammatory or metabolic indicators, as has been proposed for
several biomarker panels in psoriasis[24,26].

In contrast, circulating METRNL did not differ significantly between groups and remained unchanged
after treatment. METRNL has been reported to exert anti-inflammatory and insulin-sensitizing effects
and is expressed in tissues relevant to barrier immunity, including skin [12,13,25]. Nevertheless, our
findings imply that serum METRNL may not adequately capture the systemic inflammatory state of
psoriasis. It remains possible that tissue-level expression or local cutaneous regulation is more
informative than circulating concentration.

No significant associations were observed between adipokine levels and PASI score. Similar
observations have been reported in prior studies evaluating circulating adipokines in psoriasis, where
systemic marker levels did not necessarily parallel clinical severity scores [19,20]. One possible
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explanation is that these markers reflect broader metabolic-inflammatory status rather than the extent of
visible skin involvement.

The metabolic profile of our psoriasis cohort also deserves attention. Higher BMI and lower HDL
cholesterol are both consistent with the recognized cardiometabolic burden of psoriasis. Epidemiologic
studies have repeatedly shown that patients with psoriasis face increased cardiovascular risk and
excess metabolic comorbidity compared with the general population [3,28]. More recent mechanistic
and population-based studies likewise support a tight relationship between chronic psoriatic
inflammation and cardiometabolic disease [29–33].

This study has several strengths. It assessed metabolic variables and adipokines together, and it also
included paired pre-treatment and post-treatment measurements. At the same time, some limitations
should be considered. The sample size was modest, the design does not allow causal inference, and
tissue expression of asprosin or METRNL in lesional skin was not analyzed. Additional inflammatory
biomarkers were also not incorporated into the model.

To the best of our knowledge, this is the first study to evaluate serum asprosin and METRNL
simultaneously in psoriasis and to examine how both markers behave after treatment. Our findings
suggest that asprosin may be a candidate biomarker linked to psoriasis-related metabolic-inflammatory
changes, whereas METRNL appears less informative as a circulating indicator. Larger prospective and
mechanistic studies are needed to clarify how adipokine pathways contribute to psoriasis biology and
whether they can be integrated into clinically useful biomarker strategies.

Conclusion
In patients with psoriasis, serum asprosin levels were higher than in healthy controls and decreased
significantly after treatment. These findings support a possible relationship between asprosin and the
metabolic-inflammatory background of psoriasis. By contrast, serum METRNL did not show meaningful
between-group differences or treatment-related change.

Asprosin demonstrated moderate diagnostic performance and may be better viewed as a supportive or
follow-up biomarker rather than an independent diagnostic test. Further large-scale prospective studies
are required to define the diagnostic, prognostic, and therapeutic relevance of adipokine-related
pathways in psoriasis.

Limitations
The study has several limitations. First, the number of participants was relatively small, which may
reduce generalizability. Second, the study design does not permit causal interpretation. Third, only
circulating levels of asprosin and METRNL were measured, whereas tissue-level expression in psoriatic
lesions was not examined. Finally, a broader inflammatory biomarker panel was not included.
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Despite these limitations, the study provides preliminary evidence that asprosin may be associated with
metabolic-inflammatory alterations in psoriasis and may deserve further investigation in larger cohorts.

Declarations
Ethics Approval:

This study was approved by the Ethics Committee of Kahramanmaraş Sütçü İmam University (Decision
No: 03, Date: 21.10.2024).

Informed Consent:

Written informed consent was obtained from all participants.

Funding:

This study was supported by the Scientific Research Projects Coordination Unit of Kahramanmaraş
Sütçü İmam University (Project no: 2024/9-25D).

Competing Interests:

The authors declare that they have no competing interests.

Acknowledgments:

The authors would like to thank Dr. Ceren Efe Sayın for her valuable assistance with the statistical
analysis.

References
1. Griffiths CEM, Armstrong AW, Gudjonsson JE, Barker JNWN, Psoriasis (2021) Lancet

397(10281):1301–1315. 10.1016/S0140-6736(20)32549-6

2. Parisi R, Symmons DPM, Griffiths CEM, Ashcroft DM (2013) Global epidemiology of psoriasis: a
systematic review of incidence and prevalence. J Invest Dermatol 133(2):377–385.
10.1038/jid.2012.339

3. Takeshita J, Grewal S, Langan SM, Mehta NN, Ogdie A, Van Voorhees AS et al (2017) Psoriasis and
comorbid diseases: epidemiology. J Am Acad Dermatol 76(3):377–390. 10.1016/j.jaad.2016.07.064

4. Boehncke WH, Schön MP, Psoriasis (2015) Lancet 386(9997):983–994. 10.1016/S0140-
6736(14)61909-7

5. Lowes MA, Suárez-Fariñas M, Krueger JG (2014) Immunology of psoriasis. Annu Rev Immunol
32:227–255. 10.1146/annurev-immunol-032713-120225

6. Lynde CW, Poulin Y, Vender R, Bourcier M, Khalil S (2014) Interleukin 17A: toward a new
understanding of psoriasis pathogenesis. J Am Acad Dermatol 71(1):141–150.

Page 8/14



10.1016/j.jaad.2013.12.036

7. Ouchi N, Parker JL, Lugus JJ, Walsh K (2011) Adipokines in inflammation and metabolic disease.
Nat Rev Immunol 11(2):85–97. 10.1038/nri2921

8. Coimbra S, Oliveira H, Reis F, Belo L, Rocha S, Quintanilha A et al (2010) Circulating adipokine levels
in Portuguese patients with psoriasis vulgaris according to body mass index, severity and therapy.
Br J Dermatol 163(1):66–73. 10.1111/j.1365-2133.2010.09819.x

9. Gisondi P, Fostini AC, Fossà I, Girolomoni G, Targher G (2018) Psoriasis and the metabolic
syndrome. Clin Dermatol 36(1):21–28. 10.1016/j.clindermatol.2017.09.005

10. Romere C, Duerrschmid C, Bournat J, Constable P, Jain M, Xia F et al (2016) Asprosin, a fasting-
induced glucogenic protein hormone. Cell 165(3):566–579. 10.1016/j.cell.2016.02.063

11. Naiemian S, Naeemipour M, Zarei M, Lari Najafi M, Gohari A, Behroozikhah MR et al (2020) Serum
concentration of asprosin in new-onset type 2 diabetes. Diabetol Metab Syndr 12:65.
10.1186/s13098-020-00564-w

12. Rao RR, Long JZ, White JP, Svensson KJ, Lou J, Lokurkar I et al (2014) Meteorin-like is a hormone
that regulates immune-adipose interactions to increase beige fat thermogenesis. Cell 157(6):1279–
1291. 10.1016/j.cell.2014.03.065

13. Li ZY, Song J, Zheng SL, Fan MB, Guan YF, Qu Y et al (2015) Adipocyte Metrnl antagonizes insulin
resistance through PPARγ signaling. Diabetes 64(12):4011–4022. 10.2337/db15-0274

14. Ushach I, Burkhardt AM, Martinez C, Hevezi P, Buhren BA, Schrumpf H et al (2015) METEORIN-LIKE
is a cytokine associated with barrier tissues and alternatively activated macrophages. Clin Immunol
156(2):119–127. 10.1016/j.clim.2014.11.006

15. Briganti S, Picardo M (2003) Antioxidant activity, lipid peroxidation and skin diseases. What’s new. J
Eur Acad Dermatol Venereol 17(6):663–669. 10.1046/j.1468-3083.2003.00751.x

16. Yağmur I, Kurutaş EB, Öztürk P (2025) Low-density lipoprotein receptor-related protein-1 and
nitrative stress in psoriasis vulgaris: a cross-sectional study. Arch Dermatol Res. 10.1007/s00403-
025-04194-y

17. Gerdes S, Rostami-Yazdi M, Mrowietz U (2011) Adipokines and psoriasis. Exp Dermatol 20(2):81–
87. 10.1111/j.1600-0625.2010.01210.x

18. Jensen P, Skov L (2016) Psoriasis and obesity. Dermatology 232(6):633–639. 10.1159/000455840

19. Lynch M, Ahern T, Sweeney CM, Malara A, Tobin AM, O'Shea D et al (2017) Adipokines, psoriasis,
systemic inflammation, and endothelial dysfunction. Int J Dermatol 56(11):1103–1118.
10.1111/ijd.13699

20. Kiełbowski K, Bakinowska E, Ostrowski P, Pala B, Gromowska E, Gurazda K et al (2023) The role of
adipokines in the pathogenesis of psoriasis. Int J Mol Sci 24(7):6390. 10.3390/ijms24076390

21. Yuan M, Li W, Zhu Y, Yu B, Wu J (2020) Asprosin: a novel player in metabolic diseases. Front
Endocrinol (Lausanne) 11:64. 10.3389/fendo.2020.00064

Page 9/14



22. Rendon A, Schäkel K (2019) Psoriasis pathogenesis and treatment. Int J Mol Sci 20(6):1475.
10.3390/ijms20061475

23. Armstrong AW, Read C (2020) Pathophysiology, clinical presentation, and treatment of psoriasis: a
review. JAMA 323(19):1945–1960. 10.1001/jama.2020.4006

24. Honma M, Nozaki H (2021) Molecular pathogenesis of psoriasis and biomarkers reflecting disease
activity. J Clin Med 10(15):3199. 10.3390/jcm10153199

25. Ushach I, Arrevillaga-Boni G, Heller GN, Pone E, Hernandez-Ruiz M, Catalan-Dibene J et al (2018)
Meteorin-like/Meteorin-β is a novel immunoregulatory cytokine associated with inflammation. J
Immunol 201(12):3669–3676. 10.4049/jimmunol.1800435

26. Armstrong AW, Harskamp CT, Armstrong EJ (2013) Psoriasis and metabolic syndrome: a systematic
review and meta-analysis of observational studies. J Am Acad Dermatol 68(4):654–662.
10.1016/j.jaad.2012.08.015

27. Rocha-Pereira P, Santos-Silva A, Rebelo I, Figueiredo A, Quintanilha A, Teixeira F (2004) The
inflammatory response in mild and in severe psoriasis. Br J Dermatol 150(5):917–928.
10.1111/j.1365-2133.2004.05984.x

28. Mehta NN, Azfar RS, Shin DB, Neimann AL, Troxel AB, Gelfand JM (2010) Patients with severe
psoriasis are at increased risk of cardiovascular mortality. Arch Dermatol 146(8):891–895.
10.1001/archdermatol.2010.201

29. Deng Y, Chang C, Lu Q (2016) The inflammatory response in psoriasis: a comprehensive review. Clin
Rev Allergy Immunol 50(3):377–389. 10.1007/s12016-016-8535-x

30. Kamiya K, Kishimoto M, Sugai J, Komine M, Ohtsuki M (2019) Risk factors for the development of
psoriasis. Int J Mol Sci 20(18):4347. 10.3390/ijms20184347

31. Bu J, Ding R, Zhou L, Chen X, Shen E (2022) Epidemiology of psoriasis and comorbid diseases: a
narrative review. Front Immunol 13:880201. 10.3389/fimmu.2022.880201

32. Singh S, Young P, Armstrong AW (2017) An update on psoriasis and metabolic syndrome: a meta-
analysis of observational studies. PLoS ONE 12(7):e0181039. 10.1371/journal.pone.0181039

33. Aydin B, Arga KY, Karadag AS (2020) Omics-driven biomarkers of psoriasis: recent insights, current
challenges, and future prospects. Clin Cosmet Investig Dermatol 13:611–625.
10.2147/CCID.S227896

Tables

Page 10/14



Table 1
Demographic and anthropometric characteristics of patients with psoriasis and healthy controls

Variable Psoriasis (n = 38) Control (n = 25) p-value

Age (years) 41.3 ± 12.1 39.7 ± 11.5 0.58

Sex (M/F) 18 / 20 12 / 13 0.94

Height (cm) 168.4 ± 8.9 169.1 ± 9.1 0.71

Body weight (kg) 78.6 ± 12.4 72.9 ± 11.3 0.09

Body mass index (kg/m²) 27.6 ± 4.3 24.9 ± 3.8 0.031

Values are expressed as mean ± standard deviation. BMI: body mass index. *Statistically significant
(p < 0.05).

Table 2
Comparison of metabolic and biochemical parameters between psoriasis patients and controls

Parameter Psoriasis (n = 38) Control (n = 25) p-value

Fasting glucose (mg/dL) 94.5 ± 11.8 92.3 ± 10.4 0.42

Insulin (µIU/mL) 10.6 ± 3.9 9.8 ± 3.4 0.39

HOMA-IR 2.46 ± 1.01 2.23 ± 0.89 0.33

HbA1c (%) 5.48 ± 0.42 5.39 ± 0.36 0.29

Triglycerides (mg/dL) 145.2 ± 58.4 132.7 ± 47.5 0.36

Total cholesterol (mg/dL) 192.5 ± 36.2 186.9 ± 31.4 0.47

LDL cholesterol (mg/dL) 118.4 ± 29.3 112.8 ± 25.7 0.41

HDL cholesterol (mg/dL) 43.1 ± 8.7 48.9 ± 9.1 0.020

Values are expressed as mean ± standard deviation. HOMA-IR: homeostasis model assessment of
insulin resistance; LDL: low-density lipoprotein; HDL: high-density lipoprotein. *Statistically significant
(p < 0.05).
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Table 3
Comparison of serum adipokine levels between psoriasis patients and controls

Parameter Psoriasis (n = 38) Control (n = 25) p-value

Asprosin (ng/mL) 1.09 ± 0.28 0.90 ± 0.32 0.023

METRNL (ng/mL) 0.78 ± 0.21 0.76 ± 0.24 0.616

Values are expressed as mean ± standard deviation. METRNL: meteorin-like protein. *Statistically
significant (p < 0.05).

Table 4
Changes in serum adipokine levels before and after treatment in patients with psoriasis

Parameter Pre-treatment Post-treatment p-value

Asprosin (ng/mL) 1.09 ± 0.28 0.94 ± 0.26 0.006

METRNL (ng/mL) 0.78 ± 0.21 0.75 ± 0.23 0.416

Values are expressed as mean ± standard deviation. *Statistically significant (p < 0.05).

Table 5
Logistic regression analysis of serum asprosin levels

associated with psoriasis

Variable Odds Ratio 95% CI p-value

Asprosin 2.85 1.32–6.12 0.01

CI: confidence interval. *Statistically significant (p < 0.05).
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Figure 1

Legend not included with this version.
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Figure 2

Legend not included with this version.
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