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Introduction

Psoriasis is a common chronic inflammatory skin disease. 

Although the word “psora”, derived from the Greek, means 

“itch” (1), pruritus has never been considered an important 

symptom in psoriasis. Studies of pruritus in psoriasis are 

sparse. 

Epidemiology 

The prevalence of pruritus in psoriasis has been reported from 

different parts of the world, ranging from 64% to 84% (2–6). 

Among the clinical variants of psoriasis, pruritus is more com-

mon in plaque-type psoriasis compared with other variants 

such as guttate, pustular or erythrodermic (4, 6).

Characteristics of pruritus

Few studies have been conducted to investigate the features 

of pruritus in psoriasis. Patients have described pruritus as 

“painful”, “like pins and needles”, and as other sensations, 

such as stinging, tickling and crawling (6, 7). Pruritus intensity 

in psoriasis, measured using the 10-cm visual analogue scale 

(VAS) can be categorized into two groups, with lower intensity 

in the range 2–4 cm and higher intensity in the range 5–7 

cm (2, 6, 8, 9). The mean pruritus intensity score, however, is 

lower in patients with psoriasis compared with other diseases 

such as atopic dermatitis (10) and uraemic pruritus (11). In-

terestingly, higher pruritus intensity, as well as the symptoms 

heat sensation, pain, stinging, tickling and crawling are more 

common in women than in men (2, 4). The most common 

reported sites of pruritus are the lower back and lower legs, 

followed by the scalp, while very few patients report general-

ized itch (2, 3, 6, 12).

Stress is considered by patients to be a major aggravating 

factor for itch in psoriasis (2, 6, 7, 13). Other aggravating 
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factors are dry and cold weather, hot showers, chlorinated 

baths, clothes such as woollen and synthetic textiles, foods 

(chocolate, dairy products, nuts) and irregular meals (2, 6). 

Sweating and physical exercises have been reported to be im-

portant worsening factors for pruritus (6), whereas in another 

study patients did not report any association for these factors 

(2). Several methods are used by patients to relieve pruritus, 

such as scratching until the skin bleeds, using a wet towel or 

pinching the affected area. Sunbathing, cold showers, holidays 

and climate journeys have been reported to relieve pruritus 

in most patients (2, 6). 

Patients with higher ratings of pruritus notice more psycho

social stress caused by the disease affecting their quality of life 

(6). Mood, concentration, sleep, appetite and sexual desire are 

negatively affected by pruritus (2, 3, 6, 7). 

Treatment

Currently available effective treatment modalities for pruritus 

in psoriasis are limited; the treatment options are similar to 

the treatment for psoriasis per se. Anti-pruritic therapies used 

are coal-tar products, topical corticosteroids, salicylates, men-

thol, pramoxine, capsaicin, vitamin D analogues and topical 

immunomodulators and emollients (2, 14). Sedating antihis-

tamines, mirtazapine, and biologicals, such as efalizumab, 

are other treatment options for pruritus in psoriasis (15, 16). 

Phototherapy has been reported as an effective treatment of 

pruritus in psoriasis in some studies (17–19). However, other 

studies have indicated that it is less effective (2, 6).

Mediators of pruritus in psoriasis

The mechanism of pruritus and the involvement of mediators 

in psoriasis are still not clear. Various peripherally acting pos-

sible mediators associated with pruritus have been suggested, 

including substance P, calcitonin gene-related peptide (CGRP), 
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vasoactive intestinal peptide (VIP) and neuropeptide Y (NPY) 

(3, 9, 20–22).

Substance P, a tachykinin member is thought to play a role in 

the pathogenesis of pruritus in psoriasis. When comparing 

non-itching and itching psoriasis, there was an increase in 

substance P-containing nerve fibres in the perivascular area in 

the skin of subjects with itching psoriasis, a down-regulation 

of neutral endopeptidase basally in the epidermis and within 

the endothelium, as well as many degranulating mast cells 

(20). The number of substance P immunoreactive nerve fibres 

was higher in lesional pruritic psoriasis than in non-lesional 

and normal healthy control skin (Fig. 1). There was a strong 

tendency towards correlation of pruritus intensity with the 

number of substance P immunoreactive nerve fibres in the 

lesional skin (21). Intradermally injected substance P-induced 

pruritus was more intense in psoriatic skin than in healthy 

controls. It also evoked a tendency to a higher intensity of pru-

ritus in lesional than in non-lesional psoriatic skin. A positive 

correlation was also observed with clinical itch assessed with 

VAS and pruritus intensity induced with substance P (23). 

Besides substance P, other members of the tachykinin family, 

such as neurokinin A (NKA) and B (NKB) immunoreactive 

nerve fibres were also higher in number in lesional compared 

with non-lesional psoriatic skin or healthy control skin (Fig. 2) 

(21). Among the receptors of the tachykinin family neurokinin 

2 receptor (NK-2R), which has more affinity for NKA, immu-

noreactive nerves were more prevalent in lesional skin than 

in non-lesional or healthy control skin. In addition, there 

was a correlation between pruritus intensity and number of 

NK-2R-positive inflammatory cells. 

Several studies have shown altered expression of CGRP, VIP 

and NPY in pruritic psoriasis skin (9, 24). Increased expression 

of CGRP receptors are found in keratinocytes of pruritic pso-

riasis skin and increased serum level of CGRP, whereas there is 

a decreased plasma level of NPY in pruritic psoriatic subjects 

(5, 9, 24). A negative correlation has been shown between 

pruritus severity and plasma level of VIP (9).

Although histamine plays an important role in pruritus in 

many pruritic diseases, it seems that it has little role in psoria-

sis. Intradermally injected histamine evoked pruritus in fewer 

psoriasis patients than in healthy controls (22). The maximum 

intensity of pruritus induced was lower in lesional psoriasis 

than in healthy control skin. There was no correlation between 

pruritus intensity and histamine plasma level in psoriasis, and 

no difference in histamine plasma levels between pruritic and 

non-pruritic patients with psoriasis (24).

Conclusion

Pruritus should be considered one of the major symptoms of 

psoriasis. The mechanism of pruritus and the role of mediators 

in psoriasis are still not clear. A better understanding of such 

Fig. 1. Substance P-positive nerve (arrow) and inflamma-
tory cells (arrow head) (21).

Fig. 2. Neurokinin 2 receptor (NK-2R)-positive intraepidermal 
nerve (arrow) and inflammatory cells (arrow head) (21). 
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mechanisms may contribute to the development of improved 

treatments compared with the traditional systemic and topi-

cal therapies currently available for pruritic psoriasis patients, 

which often have limited effect. 
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