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Pain and discomfort are common and often severe skin 
symptoms in patients with psoriasis. However, no studies 
have investigated skin pain and discomfort over time, 
or factors that explain changes in these symptoms. The 
aims of the present study were to describe the changes in 
skin pain, skin discomfort and Psoriasis Area and Seve-
rity Index (PASI) over time, and to investigate whether 
change in PASI predicted change in skin pain intensity. 
A total of 129 patients participated in this exploratory, 
longitudinal study. Data were obtained through inter-
views and questionnaires. The results indicated reduc-
tion in skin symptoms and psoriasis severity over a pe-
riod of 3 months. However, a majority of patients with 
skin pain at baseline reported also skin pain at follow-up. 
Furthermore, changes in PASI predicted changes in skin 
pain intensity. In conclusion, improvement in psoriasis 
severity predicts improvement in skin pain. Key words: 
PASI; skin pain; psoriasis.
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Psoriasis is an inflammatory and symptomatic skin di-
sease that involves variable periods of improvement or 
exacerbation (1). Symptoms are subjective experiences 
that normally change over time, and may reflect disrup-
tion of physical, mental, and social functioning (2, 3). 
Previous research has described a variety of patient-
reported skin sensory symptoms in psoriasis patients, 
such as itching, soreness, hurting, pain, discomfort, 
burning, stinging, irritation, and sensitivity of the skin 
(4–8). Skin pain was reported by up to 42% of subjects 
(4, 9), was of moderate intensity (9), and had a clinically 
significant impact on functions, such as sleep, enjoyment 
of life, mood and work. Skin discomfort was reported by 
up to 44% of subjects (7, 9, 10), and had less impact on 
functions than skin pain. Of note, no studies investigated 
changes in skin sensory symptoms over time, or factors 
that explained these changes.

Stimulus from tissue damage and inflammation 
produce activity in the sensory nervous system and 

contribute to form the patients’ pain experience (11, 
12). Therefore, clinical indicators of psoriasis severity 
(i.e. erythema, induration, scaling) may predict skin 
pain over time. Despite conflicting evidence (5, 13), 
cross-sectional studies have indicated that psoriasis 
severity is associated with skin sensory symptoms (e.g. 
itch, pain, soreness, irritation) (4, 9, 14, 15). Further-
more, significantly higher Psoriasis Area and Severity 
Index (PASI) scores have been found in patients with 
skin pain compared with patients with skin discomfort 
or no sensory skin symptoms (9). Longitudinal studies 
showed that change in psoriasis severity correlated with 
change in patient-reported outcomes; higher PASI score 
was associated with poorer quality of life and poorer 
satisfaction with skin condition (16–18). In addition, 
improvement in PASI was associated with improvement 
in general bodily pain (17). 

Traditionally, psoriasis treatment has been focused 
mainly on improvement in skin signs (e.g. erythema, 
induration, desquamation). However, the relief of 
unpleasant sensory skin symptoms is an additional 
important target of therapy for patients with psoriasis 
(6). Therefore, clinicians should recognize and value 
the importance of subjective symptoms. To our best 
knowledge, no studies have investigated changes in 
skin sensory symptoms over time, or psoriasis-related 
factors that predict changes in skin symptoms. Thus, 
the aims of the present study were: (i) to describe the 
changes in skin pain, skin discomfort, and PASI over 
time, and (ii) to investigate whether changes in PASI 
predict changes in skin pain intensity.

MATERIAL AND METHODS

Sample and setting
Patients were recruited prior to a consultation at the inpatient 
and outpatient dermatology units at a university hospital in 
Oslo, Norway, between January and September 2006. Patients 
who agreed to participate provided written informed consent. 
The study was recommended by the Regional Committee for 
Medical Research Ethics, region south, and approved by the 
Norwegian Data Inspectorate. 

A total of 139 patients was included in the study at baseline. 
Detailed information on the inclusion/exclusion criteria, re-
cruitment procedure, and the baseline enrolment process were 
described in a previous publication (9).
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Study participants were followed up 3 months (± 14 days) after 
recruitment. A total of 10 patients was lost to follow-up for unk-
nown reason (n = 5), illness (n = 2) or because the patients declined 
to participate (n = 3). These patients were classified as drop-outs. 
The final sample in this study included 129 patients who attended 
the follow-up interview. Furthermore, 18 patients did not return 
questionnaires or complete questionnaires. A total of 111 patients 
provided complete data from baseline and follow-up. 

Study procedures
For each patient, a 30–40 min interview was conducted by one 
investigator (TML) at baseline and 3 months follow-up. Pa-
tients were screened for skin pain and skin discomfort. Specific 
definitions of pain and discomfort were not provided, as this 
exploratory study aimed to investigate the patients’ subjective 
experience of sensory skin symptoms without biasing their 
responses. During the interview, information was collected 
on demographic and clinical characteristics. Severity of pso-
riasis was evaluated and medical records were reviewed for 
disease and treatment information. Patients were taught how 
to complete the questionnaires (within 24 h) and return them 
in postage-paid envelopes. 

Instruments
Demographic characteristics. Information was collected on age, 
gender, education, employment status, and living arrangements.
Skin pain and skin discomfort. Two questions were used to 
investigate whether patients experienced pain, discomfort, or 
no pain/discomfort due to psoriasis skin lesions. First, patients 
indicated, using a yes/no format, whether they experienced 
any skin pain or skin discomfort during the past 24 h. Patients 
who responded yes indicated whether the sensation was pain 
or discomfort. Patients who reported both pain and discomfort 
(n = 3) were categorized in the pain group.

Psoriasis severity. The PASI was used to determine the seve-
rity of skin disease. The PASI total score ranges from 0 to 72. 
Higher scores indicate greater psoriasis severity (19). PASI is 
sensitive to change in psoriasis severity with treatment over 
time; however, less so with PASI score < 3 and small skin 
areas of psoriasis involvement (20). A PASI score reduction of 
at least 50% (PASI 50) is considered as clinically meaningful 
improvement (21).

Skin pain intensity. One item from the Brief Pain Inventory 
(BPI) (22) was used to investigate the severity of skin pain. 
Patients were asked to report, on a 0–10 numeric rating scale 
(NRS), the worst skin pain intensity that they had experienced 
during the past 24 h. Higher scores indicate greater skin pain 
intensity. There is no consensus in the research literature or 
clinic on the association between pain and discomfort (10). 
The present study treats pain and discomfort as 2 different 
symptoms, and patients who reported either skin discomfort 
or no skin pain/discomfort were coded 0 on the 11-point NRS 
skin pain intensity score. For chronic pain, a 30% reduction 
in pain intensity on the 0–10 NRS is considered as clinically 
meaningful improvement (23). 

Statistics
Data were analysed using the PASW for Windows version 17.0 
(PASW Inc., Chicago, USA). Descriptive statistics were compu-
ted for demographic characteristics. Fisher’s exact tests and post 
hoc contrasts were performed in order to explore the change in 
skin sensory symptom groups over time. Paired-samples t-tests 
were used to investigate differences in mean PASI and skin pain 

intensity over time. Although the PASI score was non-normally 
distributed, the non-parametric alternative test (i.e. Wilcoxon sig-
ned-rank test) was not used. The parametric and non-parametric 
tests both showed similar results, therefore the parametric test 
(i.e. paired samples t-test) was chosen as the most appropriate 
statistical test for exploring change in PASI over time. Analysis 
of covariance (ANCOVA) was used to explore differential change 
in mean pain intensity over time between patients with PASI 50 
and those with less than 50% improvement in PASI.

The predictive value of PASI on pain intensity and possible 
confounders for this association were explored. A series of 
multiple regression analyses (general linear model in PASW) 
were performed in a hierarchical, predefined order using pain 
intensity at follow-up as the dependent variable (see Table II). 
None of the demographic characteristics were significantly as-
sociated with the dependent variable. Therefore, only baseline 
PASI and baseline pain intensity were used as control variables 
in the regression analyses.

The following blocks of independent variables were used 
to predict the effect of PASI on pain intensity over time (see 
Table III):

•	 Block 1: PASI at follow-up (causal factor).	
•	 Block 2: PASI at follow-up (causal factor) and baseline 

PASI (control variable).
•	 Block 3: PASI at follow-up (causal factor), baseline PASI 

and baseline pain intensity (control variables).

RESULTS

Demographic and clinical characteristics

The majority of patients were female (57%), working 
(62%), cohabitant (77%), and had secondary education 
(40%). The mean age of the sample was 51.6 years 
(SD 13.1). At baseline the mean PASI score was 5.5 
(SD 4.9), and the mean worst pain intensity of those 
who reported skin pain was 5.7 (SD 2.3). No differen-
ces were found in baseline demographic and clinical 
characteristics between the study sample and drop-outs 
(Table SI; available from http://www.medicaljournals.
se/acta/content/?doi=10.2340/00015555-1456).

Change in symptom group over time

The majority of patients remained in their symptom 
group from baseline to 3 months follow-up (Table I). 
A significantly larger percentage of patients with skin 
pain at baseline reported skin pain at follow-up (49%) 
(p < 0.006), rather than skin discomfort (33.3%) or no 
skin pain/discomfort (17.6%). Furthermore, a signifi-
cantly larger percentage of patients with no skin pain/
discomfort at baseline reported no skin pain/discom-
fort at follow-up (56.7%) (p < 0.006), rather than skin 
discomfort (36.7%) or skin pain (6.7%). 

Changes in PASI over time

In the total sample, the mean change in PASI score 
of –1.4 (SD 4.0) showed significant reduction from 
baseline to follow-up (p = 0.001) (Table II). A total of 
6% (n = 8) had at least 75% reduction in PASI, 20% 
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(n = 26) had at least 50% reduction in PASI, and 40% 
(n = 52) had at least 25% reduction in PASI over time. 

Changes in skin pain intensity over time

In the 51 patients who reported skin pain, the mean 
change in skin pain intensity score of –1.3 (SD 4.3) 
showed significant reduction by paired t-test from 
baseline to follow-up (p = 0.039) (Table II). A total of 
55% (n = 28) had at least 30% reduction in skin pain 
intensity over time.

Prediction of PASI on pain intensity

Baseline skin pain intensity, baseline PASI (control va-
riables), and follow-up PASI (independent variable) all 
showed significant bivariate associations with follow-
up skin pain intensity (Table III). 

In blocks 1 and 2 of the model, only baseline pain 
remained significantly associated with follow-up pain 
(beta = 0.435, p < 0.001).

In block 3 of the model, follow-up PASI was significant-
ly associated with follow-up pain (beta = 0.405, p < 0.001), 
also when controlling for baseline pain and baseline PASI. 
Follow-up PASI alone explained 9% of the variance of 
follow-up pain (adjusted R2 = 0.278–0.192 = 0.086). 

Additional analyses that focused specifically on pa-
tients with skin pain and PASI 50 (n = 10), showed that 
the mean pain intensity score for this group decreased 
by –3.0 (SD 5.2) compared to –0.9 (SD 4.0) among 
patients with skin pain and less than 50% improvement 
in psoriasis (n = 41), which yielded a non-significant 
differential change when using PASI 50 as a factor in 
an analysis of covariance (ANCOVA) controlling for 
baseline pain (p = 0.86).

DISCUSSION

This study showed that improvement in psoriasis se-
verity predicted improvement in skin pain intensity. 
However, no difference in change in skin pain intensity 
was found between patients with or without clinically 
significant improvement in PASI. This finding indi-
cates that the observed improvement in pain intensity 
associated with improved PASI scores occurs across 
the entire range of psoriasis affection and experience 
of skin pain. Previous research (4, 9, 14, 15) supports 
the findings of the present study by indicating an as-
sociation between the severity of psoriasis and patients’ 
experience of skin symptoms. Psoriasis-related patho
logical changes in the skin and the impact of these 
factors on the nervous system may contribute to the 
understanding of the present study’s results. Psoriasis 
is a chronic inflammatory skin disease that causes 
tissue damage (i.e. sores, skin cracks) (1). Epidermal 
free nerve endings of pain sensitive nerve fibres are 
activated by mechanical stimuli from tissue damage, 
as well as inflammatory mediators and cytokines that 
are found in elevated levels in psoriasis skin lesions 
(i.e. prostaglandins, tumour necrosis factor alpha, 
interleukin-1β) (1, 11, 24, 25). Furthermore, a long-
lasting inflammatory response from chronic psoriasis 
lesions may cause sensitization of the peripheral and 
central nervous system, which increase the patients’ 
pain experience (11). 

The present study showed that change in PASI alone 
explained as much as 9% of the variance of change in 
skin pain intensity. These findings indicate that skin 
pain intensity cannot be explained merely by erythema, 
induration, desquamation and affected body surface 
area. Some types and locations of psoriasis may involve 

Table I. Change in skin sensory symptom groups from baseline to follow-up (n=129)

Baseline

Pain [1] 
(n = 51) 
n (%)

Discomfort [2] 
(n = 48) 
n (%)

No pain/discomfort [3] 
(n = 30) 
n (%) Statistics

Follow-up Pain 25 (49.0) 10 (20.8) 2 (6.7) χ2=30.64 (p<0.001)

1 > both 2 & 3* 
Both 1 & 2 < 3*

Discomfort 17 (33.3) 29 (60.4) 11 (36.7)
No pain/discomfort 9 (17.6) 9 (18.8) 17 (56.7)
Total 51 (100) 48 (100) 30 (100)

*Statistically significant pairwise contrasts p < 0.006.

Table II. Baseline-, follow-up-, and change scores of Psoriasis Area and Severity Index (PASI) and skin pain intensity

Baseline 
Mean ± SD

Follow-up 
Mean ± SD

Change score 
Mean ± SD Statistics

PASI (n = 129)a 5.5 ± 4.9 4.0 ± 3.7 –1.4 ± 4.0 t = –4.04 (p = 0.001)
Skin pain intensity (n = 111)b 2.0 ± 3.0 1.4 ± 2.6 –0.6 ± 2.9 t = 2.09 (p = 0.039)
Skin pain intensity (n = 51)c 4.4 ± 3.0 3.1 ± 3.1 –1.3 ± 4.3 t = –2.13 (p < 0.038)
aTotal sample.
bPatients with complete data.
cPatients with complete data and pain at baseline and/or follow-up.
SD: standard deviation.
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more severe pain. For instance, palmo-plantar, inverse, 
and genital psoriasis are more prone to pressure and 
friction, which are stimuli that activate pain sensitive 
nerve fibres (i.e. nociceptors). In addition, genitalia are 
highly innervated by nociceptors. Furthermore, patients’ 
report of pain may be better explained by individual 
differences, such as environmental factors, genetic 
predisposition, and cognitive/affective processing of 
the pain experience rather than disease pathology (26, 
27). In the present study, age, gender, work-, residence- 
and relationship status, were not associated with skin 
pain intensity. However, other environmental factors 
not explored by the present study, such as seasonal 
changes from cold to warmer climate during the data 
collection, may have influenced the patients’ experience 
of skin pain improvement. Previous studies have indi-
cated that patients experience less severe psoriasis (1, 
28) and pain (29) in warm, sunny climates. Additional 
factors, such as treatment and clinician follow-up, 
may also explain why patients in the present study 
showed improvement in psoriasis and skin pain over 
time. Research also shows that the experience of pain 
is associated with psychological distress (i.e. anxiety, 
depression, anger), withdrawal from social settings and 
work, negative beliefs about symptoms or disease, and 
poor coping strategies (30, 31). Therefore, future studies 
need to investigate physical, psychosocial, and cognitive 
factors’ impact on changes in skin pain experience in 
patients with psoriasis.

Although the mean score changes were small, 
psoriasis severity and skin pain intensity improved 
significantly over 3 months (Table II). One-fifth and 
half of the patients, respectively, had a clinically sig-
nificant improvement in psoriasis severity, and skin 
pain. Findings from the present study suggest that 
small improvements in psoriasis  may be sufficient for 
considerable improvement in skin pain. Interestingly, 
previous studies have shown that skin symptoms, pain, 
and discomfort undergo pronounced improvement with 
psoriasis treatment (32–34). Taking this information 
into consideration, one might assume that treatment 
aimed at healing psoriasis lesions is sufficient as skin 
pain management. However, the present study also 
showed that psoriasis patients’ sensory symptom profile 
was fairly stable. Even with potent local and systemic 

treatment, improvement in psoriasis lesions can take 
several days, weeks, or even months. In addition, some 
local treatments (e.g. tar products, emollients with urea, 
steroid creams, phototherapy) cause skin irritation, pain, 
and discomfort (35). Clinicians should consider analge-
sics as a supplement to psoriasis treatment in patients 
who report moderate to severe skin pain. Although no 
official recommendations of analgesics for psoriasis-
related skin pain exist, short-term administration of 
paracetamol, non-steroidal anti-inflammatory drugs 
(NSAIDs), and/or mild opioids may be efficacious for 
relieving moderate psoriasis-related skin pain (36). Fu-
ture research needs to establish the pain-relieving effect 
of analgesics and treatments for psoriasis.

Some methodological considerations and limitations 
of this study are addressed in e-supplement 2; available 
from http://www.medicaljournals.se/acta/content/?d
oi=10.2340/00015555-1456.

ACKNOWLEDGEMENTS
The authors would like to thank the following organizations for 
their financial support to this study: Health and Rehabilitation, 
the Norwegian Research Council, the US–Norway Fulbright 
Foundation, and Buskerud University College.
The authors declare no conflicts of interest.

REFERENCES

1.	Meier M, Sheth PB. Clinical spectrum and severity of pso-
riasis. Curr Probl Dermatol 2009; 38: 1–20.

2.	Dodd M, Janson S, Facione N, Faucett J, Froelicher ES, 
Humphreys J, et al. Advancing the science of symptom 
management. J Adv Nurs 2001; 33: 668–676.

3.	Humphreys J, Lee KA, Carrieri-Kohlman V. Theory of 
symptom management. In: Smith MJ, Liehr PR, editors. 
Middle range theory of nursing. New York: Springer Pu-
blishing Co.; 2008.

4.	Sampogna F, Gisondi P, Melchi CF, Amerio P, Girolo-
moni G, Abeni D. Prevalence of symptoms experienced 
by patients with different clinical types of psoriasis. Br J 
Dermatol 2004; 151: 594–599.

5.	Bilac C, Ermertcan AT, Bilac DB, Deveci A, Horasan GD. 
The relationship between symptoms and patient characte-
ristics among psoriasis patients. Indian J Dermatol Venereol 
Leprol 2009; 75: 551.

6.	Ersser SJ, Surridge H, Wiles A. What criteria do patients use 
when judging the effectiveness of psoriasis management? 

Table III. Predicting skin pain intensity over time from Psoriasis Area and Severity Index (PASI) in patients with psoriasis (n=111)

Bivariate 
r (p)a

Block 1 
Beta (p)b

Block 2 
Beta (p)b

Block 3 
Beta (p)b

Baseline pain intensity 0.452 (< 0.001) 0.452 (< 0.001) 0.435 (< 0.001) 0.486 (< 0.001)
Baseline PASI 0.205 (0.027) 0.053 ns –0.230 (0.047)
Follow-up PASI 0.307 (0.001) 0.405 (< 0.001)
Adjusted R2 0.197 0.192 0.278

Dependent variable: follow-up skin pain intensity. For explanation of Block 1–3 see Material and Methods.
aPearson’s correlation (r) and exact p-values.
bStandardized multiple regression coefficients (betas) and exact p-values.
ns: non-significant.

Acta Derm Venereol 93



334 T. M. Ljosaa et al.

J Eval Clin Pract 2002; 8: 367–376.
7.	Zamirska A, Reich A, Berny-Moreno J, Salomon J, Szepie-

towski JC. Vulvar pruritus and burning sensation in women 
with psoriasis. Acta Derm Venereol 2008; 88: 132–135.

8.	Szepietowski JC, Reich A, Wisnicka B. Itching in patients 
suffering from psoriasis. Acta Dermatovenerol Croat 2002; 
10: 221–226.

9.	Ljosaa TM, Rustoen T, Mork C, Stubhaug A, Miaskowski 
C, Paul SM, et al. Skin pain and discomfort in psoriasis: an 
exploratory study of symptom prevalence and characteris-
tics. Acta Derm Venereol 2010; 90: 39–45.

10.	McKenna KE, Stern RS. The impact of psoriasis on the 
quality of life of patients from the 16-center PUVA follow-
up cohort. J Am Acad Dermatol 1997; 36: 388–394.

11.	 McMahon SB, Bennet DLH, Bevan S. Inflammatory 
mediators and modulators of pain [e-book]. Philadelphia: 
Elsevier Churchill Livingstone; 2006 [cited 2010 Jun 9]. 
Available from: http://www.textbookofpain.com.

12.	Melzack R, Katz J. Pain assessment in adult patients [E-
book]. Philadelphia: Elsevier/Churchill Livingstone; 2006 
[cited 2010 Jun 10]. Available from: www.textbookofpain.
com.

13.	Yosipovitch G, Goon A, Wee J, Chan YH, Goh CL. The 
prevalence and clinical characteristics of pruritus among 
patients with extensive psoriasis. Br J Dermatol 2000; 
143: 969–973.

14.	 Schmitt J, Ford DE. Understanding the relationship between 
objective disease severity, psoriatic symptoms, illness-
related stress, health-related quality of life and depressive 
symptoms in patients with psoriasis – a structural equa-
tions modeling approach. Gen Hosp Psychiatry 2007; 29: 
134–140.

15.	Sampogna F, Chren MM, Melchi CF, Pasquini P, Tabolli 
S, Abeni D. Age, gender, quality of life and psychological 
distress in patients hospitalized with psoriasis. Br J Der-
matol 2006; 154: 325–331.

16.	Schafer I, Hacker J, Rustenbach SJ, Radtke M, Franzke N, 
Augustin M. Concordance of the Psoriasis Area and Seve-
rity Index (PASI) and patient-reported outcomes in psoriasis 
treatment. Eur J Dermatol 2010; 20: 62–67.

17.	Revicki DA, Willian MK, Menter A, Saurat JH, Harnam N, 
Kaul M. Relationship between clinical response to therapy 
and health-related quality of life outcomes in patients with 
moderate to severe plaque psoriasis. Dermatology 2008; 
216: 260–270.

18.	Touw CR, Hakkaart-Van Roijen L, Verboom P, Paul C, 
Rutten FF, Finlay AY. Quality of life and clinical outcome 
in psoriasis patients using intermittent cyclosporin. Br J 
Dermatol 2001; 144: 967–972.

19.	Fredriksson T, Pettersson U. Severe psoriasis – oral therapy 
with a new retinoid. Dermatologica 1978; 157: 238–244.

20.	Feldman SR, Krueger GG. Psoriasis assessment tools in 
clinical trials. Ann Rheum Dis 2005; 64: 65–73.

21.	 Carlin CS, Feldman SR, Krueger JG, Menter A, Krueger GG. 
A 50% reduction in the Psoriasis Area and Severity Index 
(PASI 50) is a clinically significant endpoint in the assess-
ment of psoriasis. J Am Acad Dermatol 2004; 50: 859–866.

22.	Klepstad P, Loge JH, Borchgrevink PC, Mendoza TR, 

Cleeland CS, Kaasa S. The Norwegian brief pain inventory 
questionnaire: translation and validation in cancer pain 
patients. J Pain Symptom Manage 2002; 24: 517–525.

23.	Dworkin RH, Turk DC, Wyrwich KW, Beaton D, Cleeland 
CS, Farrar JT, et al. Interpreting the clinical importance of 
treatment outcomes in chronic pain clinical trials: IMM-
PACT recommendations. J Pain 2008; 9: 105–121.

24.	Mee JB, Cork MJ, di Giovine FS, Duff GW, Groves RW. 
Interleukin-1: a key inflammatory mediator in psoriasis? 
Cytokine 2006; 33: 72–78.

25.	Friedman ES, LaNatra N, Stiller MJ. NSAIDs in derma-
tologic therapy: review and preview. J Cutan Med Surg 
2002; 6: 449–459.

26.	Granot M. Can we predict persistent postoperative pain by 
testing preoperative experimental pain? Curr Opin Anaes-
thesiol 2009; 22: 425–430.

27.	Nielsen CS, Stubhaug A, Price DD, Vassend O, Czajkowski 
N, Harris JR. Individual differences in pain sensitivity: 
genetic and environmental contributions. Pain 2008; 136: 
21–29.

28.	Mork C, Wahl A. Improved quality of life among patients 
with psoriasis after supervised climate therapy at the Canary 
Islands. J Am Acad Dermatol 2002; 47: 314–316.

29.	Macfarlane TV, McBeth J, Jones GT, Nicholl B, Macfarlane 
GJ. Whether the weather influences pain? Results from 
the EpiFunD study in North West England. Rheumatology 
2010; 49: 1513–1520.

30.	Flor H, Turk DC. Cognitive and learning aspects [e-book]. 
Philadelphia: Elsevier Churchill Livingstone; 2006 [cited 
2012 Mar 9]. Available from: http://www.textbookofpain.
com.

31.	Craig DK. Emotions and psychobiology [e-book]. Phila-
delphia: Elsevier Churchill Livingstone; 2006 [cited 2012 
Mar 9]. Available from: http://www.textbookofpain.com.

32.	Shikiar R, Willian MK, Okun MM, Thompson CS, Revicki 
DA. The validity and responsiveness of three quality of life 
measures in the assessment of psoriasis patients: results of a 
phase II study. Health Qual Life Outcomes 2006; 4: 71.

33.	Revicki DA, Willian MK, Menter A, Gordon KB, Kimball 
AB, Leonardi CL, et al. Impact of adalimumab treatment on 
patient-reported outcomes: results from a Phase III clinical 
trial in patients with moderate to severe plaque psoriasis. J 
Dermatolog Treat 2007; 18: 341–350.

34.	Reich K, Nestle FO, Papp K, Ortonne JP, Wu Y, Bala M, et 
al. Improvement in quality of life with infliximab induction 
and maintenance therapy in patients with moderate-to-se-
vere psoriasis: a randomized controlled trial. Br J Dermatol 
2006; 154: 1161–1168.

35.	 Jansen B. Felleskatalogen [E-book]. Oslo: Legemiddelin-
dustrien (LMI); 2010 [cited 2010 Jun 9]. Available from: 
www.felleskatalogen.no.

36.	Hoskin P. Cancer pain: treatment overview [e-book]. Phila-
delphia: Elsevier Churchill Livingstone; 2006 [cited 2010 
Jun 9]. Available from: www.textbookofpain.com.

37.	Atkinson TM, Mendoza TR, Sit L, Passik S, Scher HI, 
Cleeland C, et al. The Brief Pain Inventory and its “pain at 
its worst in the last 24 hours” item: clinical trial endpoint 
considerations. Pain Med 2010; 11: 337–346.

Acta Derm Venereol 93


