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Vitamin D is an essential nutrient in humans; it is produced by the body through exposure to the sun (the primary source

of vitamin D), or more precisely, to mild ultraviolet B (UVB) light.
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1. Introduction

Vitamin D is an essential nutrient in humans; it is produced by the body through exposure to the sun (the primary source

of vitamin D), or more precisely, to mild ultraviolet B (UVB) light. Other sources of vitamin D include food and dietary

supplements . In 1928, the chemist and medical doctor Adolf Otto Reinhold Windaus was awarded the Nobel Prize for

chemistry for the discovery of vitamin D . Chemically, vitamin D  was first characterized in 1932, and vitamin D  was

characterized in 1936. Currently, vitamin D is known as a hormone that regulates calcium-phosphorus homeostasis and

protects the integrity of the skeletal system . Vitamin D levels are influenced by many factors, including the season,

period of sun exposure, time of the day, latitude, use of sunscreen, clothing, skin color, body weight, and medical

conditions .

When epidermal cells are exposed to UVB, 7-dehydrocholesterol can be transformed into pre-vitamin D, which isomerizes

to vitamin D  . Next, vitamin D  undergoes 25-hydroxylation, through an enzymatic conversion in the liver, to form

25(OH) vitamin D (calcidiol), the primary circulating form of vitamin D. The plasma half-life of 25(OH) vitamin D is 2–3

weeks. Calcidiol is converted in the kidneys by 1-alpha-hydroxylation to the most active form, 1,25(OH)2D (calcitriol),

which has a plasma half-life of 4–6 h . This entire process is modulated by parathyroid hormone, hypophosphatemia,

growth hormone, and other mediators.

Psoriasis is a chronic autoimmune skin disease with a strong genetic predisposition, characterized by sustained

inflammation and followed by uncontrolled proliferation of keratinocytes and dysfunctional differentiation . The first-line

therapy for mild-to-moderate psoriasis is topical administration of corticosteroids and vitamin D analogues .

Keratinocytes and lymphocytes that infiltrate the lesions express the vitamin D receptor, which explains the effectiveness

of this therapy in psoriasis .

The pathogenesis of psoriasis is not fully elucidated. The development of psoriasis plaques is mediated by Th1 cells and

connected to keratinocyte hyperproliferation. This connection could explain the efficacy of immunosuppressive and

antiproliferative vitamin D-like compounds, such as calcipotriol, in psoriasis . Ligands for vitamin D receptor inhibit the

expression of pro-inflammatory cytokines produced by T lymphocytes (i.e., IL-2, IFN-γ, IL-6, and IL-8) . Thus, the

biological activity of vitamin D  analogues leads to suppression of the T cell-mediated immune response. Moreover,

dendritic antigen-presenting cells are modulated by 1a,25(OH)2D3 and its analogues, which inhibit the differentiation,

maturation, activation, and survival of these cells . Given current knowledge, it is reasonable to assume that epidermal

production of vitamin D could be at least partially affected in skin psoriatic lesions, which may contribute to worsening

symptoms.

2. Discussion

Although vitamin D has been used successfully for many years as a topical therapy in the fight against psoriasis, only

recently have studies examined systemic vitamin D administration in psoriasis. We examined the pros and cons of this

treatment, with the aim of determining whether systemic vitamin D would be a feasible therapeutic option for these

patients. Among the existing reviews, very few were systematic in design. Indeed, from 1985 to the present, only a few

studies have monitored the effectiveness of oral vitamin D in patients with psoriasis; consequently, the reviews were

insufficient and inconclusive. Most studies did not observe side effects for doses within a relatively narrow range (0.25 to 2

μg/day). No evidence has been reported about the efficacy of the highest doses of systemic vitamin D in psoriasis.
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However, most studies did not observe side effects. Based on these results, we can conclude that more large-scale

studies are needed to determine the efficacy, optimal dosing, and adverse effects of vitamin D administration in patients

with psoriasis.
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