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ABSTRACT
Objective: to evaluate the role of stress, tobacco, drugs, infections, allergies, heredity, alcohol, hormones and skin aggressions as trigger factors 
and the impact on quality of life in a sample of psoriasis patients. Methods: a transversal study performed in 90 patients affected by psoriasis 
between January and November 2012 at the “Nene Tereza” University Hospital, Tirane, Albania, based on two scored questionnaires. Results: 
more than 70 % of patients reported that stressful events caused a flare- up of their psoriasis ( p< 0.05). More than 60% of males and 20% of 
females were smokers (p< 0.05). About 20% of our patients were taking one or more of the medications listed in the questionnaire ( p> 0.05). 
About 20% of patients reported having had recurrent infections (p<0,05). About 80% of males patients consumed alcohol (p<0,05). More than 
40% reported a relative with psoriasis. Statistical comparison of the group that reported skin aggressions with the group that did not revealed a 
significant difference (p<0,05). Only a few of them reported to have allergies (p>0,05). About 36% of females reported that hormonal changes 
(puberty and menopause) exacerbated their psoriasis (p<0,05). More than 40% of patients reported that psoriasis seriously affects their quality 
of life. Conclusion: stress, tobacco, infections, heredity, alcohol, hormonal changes and skin aggressions were confirmed as trigger factors for 
psoriasis in the present sample. Allergies and the investigated drugs seemed not to have any influence in flare-ups . We found that psoriasis had a 
serious impact in the quality of life in over of 40% of the patients interviewed.
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1. INTRODUCTION
Psoriasis is a non-contagious chronic cutaneous inflamma-

tory disease, with a genetic component. It affects 2-3 % of Eu-
ropean population. While psoriasis can start at any age, there 
are two peaks of onset : one at around 20-30 years old subjects, 
and the other at subjects of over 50 years of age. (1-9) It is a dis-
ease without vital prediction, but with a major impact on life 
quality and self-value.

Epidermal proliferation is its earliest recognized pathoge-
netic characteristic. DNA synthesis and mitotic activity are 
dramatically increased in the basal layer. (10-14) The cells divide 
every 1.5 days and move rapidly to the surface over 3 – 4 days, 
where they are shed in large amounts as incompletely keratinized 
scales. A special feature of psoriatic lesions is the migration of 
neutrophils into the involved epidermis. Intact neutrophils col-
lect in the sub corneal space, forming micro-abscesses. (27-29).

Large numbers of CD4+ and CD8+ T cells are found in the 
epidermis and upper dermis. They appear to play a key role in 
the development of the cutaneous manifestations of the disease. 
(15-20) T cells in psoriasis lesions release Th1 / Th17 mediators, 
such as IFN-γ, IL2, IL17, IL23 and TNF-α. These mediators 
act on keratinocytes and other cells in the skin, activating them 

and inducing the formation of lesions. (21-26). The inheritance 
of psoriasis is clearly polygenic or multi-factorial. Most likely, 
multiple psoriasis alleles encoded by several genes are required 
for the disease to become manifested. (30-34).

Many exogenous or endogenous factors can trigger the 
eruption of psoriasis. Known exogenous triggers are skin ag-
gression (35), infections (36-38), alcohol and tobacco (39-45), 
stress (43-46), drugs ( lithium, beta-blockers, antimalarials, 
ACE-inhibitors, NSAIDs ). (47-54) Endogenous triggers are 
hormonal changes (55,56) and allergies (57, 58).

2. PATIENTS AND METHODS
The study was conducted in the dermatology department

of the “Nene Teresa” University Hospital, Tirane, during the 
period from January to November 2012. A sample of 90 patients 
with psoriasis, 45 men and 45 women above 18 years-old were 
included, either with recurrent disease or their first flare-up. The 
interviews were carried out using two questionnaires: the first 
inquiring about potential trigger factors and the second assess-
ing the quality of life. The aim was to identify the importance of 
trigger factors in the outburst and exacerbation of psoriasis in 
our sample and the impact of the disease on their quality of life.
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3.	STATISTICAL ANALYSIS
Statistical analyses were performed using SPSS for Win-

dows. The significance between variables was tested using the 
chi-squared statistical test (χ2 test ).

4.	RESULTS
More than 70 % of patients reported that stressful events 

cause their psoriasis to flare- up of. Using the χ2 test , a signifi-
cant difference was found between patients who experienced 
stressful events and those who did not ( p< 0.05). This confirmed 
stress as a trigger factor in both males and females of our sample.

More than 60% of males and 20% of females were smok-
ers. Statistical analysis yielded a significant difference between 
smoking and non-smoking females (p< 0.05, regardless of the 
number of cigarettes).Similar results came out comparing smok-
ing and non-smoking males (p=0.026). Smoking is a trigger 
factor for both males and females in our sample.

About 80% of males patients consumed alcohol. Statistical 
comparison between the groups of drinkers and non-drinkers 
resulted statistically significant (p<0,05). Alcohol is a trigger 
factor in male patients of our sample.

About 20% of our patients were taking one or more of the 
medications listed in the questionnaire. Comparison of the 

group that received drugs (at least one) with the group that did 
not receive any resulted statistically insignificant (p> 0.05).

About 20% of patients reported having had recurrent infec-
tions. Comparison of the group reporting recurrent infections 
with the group not reporting resulted statistically significant 
(p<0,05). Recurrent infections are trigger factors in the patients 
of our sample.

Statistical comparison between the groups reporting skin 
aggressions and not resulted significant (p<0,05). Skin aggres-
sions are a trigger factor for psoriasis in our sample.

Only a few patients reported having allergies. Statistically it 
resulted not significant (p>0,05).

More than 40% reported to have a relative with psoriasis.
About 36% of females reported the effect of hormonal 

changes in the exacerbation of psoriasis. Hormonal changes 
resulted statistically significant in females (p<0,05). They are 
a trigger factor for psoriasis in female patients of our sample.

In this study more than 40% of patients reported that pso-
riasis seriously affects their life. The most affected areas are 
everyday activities, professional activities, relationships with 
family members and friends. Most of the patients avoid public 
interaction, dress to hide their condition and feel like outcasts 
(64%). Psoriasis affects daily interpersonal interactions in four 
out of ten (38%) interviewed subjects. For those with severe 
psoriasis, this increases to 57%. Three fourths (74%) do not like 
being in public during a flare- up. One third (37%) admit that 
the disease affects work or school.

5.	DISCUSSION
In the recent years, there has been an increase in the num-

ber of instruments for assessing the quality of life of psoriasis 

Have you had any stress-
ful events that may be 
connected to a flare-up 
of your psoriasis? 

Yes, very stressful–4 points
Yes, quite stressful – 3 points
Yes, somewhat stressful – 2 points
No, nothing particular happened – 1 points
No, I was in a very relaxed period– 0 points

How many cigarettes do 
you smoke daily?

> 20 cigarettes – 4 points
10 – 20 cigarettes – 3 points
5 -10 cigarettes – 2 points
1 -5 cigarettes – 1 points
None – 0 points

Do you take any of 
these drugs : lithium, 
beta-blockers, anti- ma-
larial, ACE-inhibitors, 
NSAIDS ?

4 medications – 4 points
3 medications – 3 points
2 medications – 2 points
1 medications – 1 points
none – 0 points

Do you have recurrent 
infections, especially 
throat infections?

Yes – 4 points
No – 0 points

Alcohol consumption

>2 glasses – 3 points
2 glasses – 2 points
1 glass – 1 points
Not a drinker – 0 points

Do you have any rela-
tives with psoriasis?

Mother and father – 7 points
Mother or father – 6 points
Brother and sister – 5 points
Brother or sister – 4 points
Gr.father and gr.moth – 3 points
Gr.father or gr.mother – 2 points
First cousin – 1 points
None – 0 points

Have you had a skin 
aggression recently? 
(describe)

Yes – 4 points
No – 0 points 

Do you have any kind of 
allergies?

Yes – 4 points
No – 0 points 

Do your hormonal 
changes affect your 
psoriasis (in females 
patients)? 

Yes – 4 points
No–– 0 points

Table 1. Questionnaire on potential trigger factors

* how much did each of the following affect you during the last week?
(not at all–0 p; somewhat–1 p; quite a bit–2 p; a great deal–3 p)
Presence of scales? 
Shedding of scales? 
Itching? 
Joint pain? 
Treatment cost ? 
Time lost with treatment?
Getting dirty clothes during treatment?

* how much did each of the following affect you during the last week? 
(not at all–0 p; somewhat–1 p; quite a bit–2 p; a great deal–3 p)
Relationships with family members? 
Relationships with friends? 
Daily activities? 
Professional activities?
Relaxing activities?
* last week because of psoriasis you had: (yes–2p; no–0p)
Feelings of being not attractive? 
Difficulties in sexual activities? 
Tendency to be isolated, avoiding contacts with other people? 
A state of irritability and/or frustration?
*Does psoriasis constitute your most important health problem?(yes–
3p; no–0p)
*Do you try to hide your disease in the presence of other people? (yes–
3p; no–0p)
Interpretation of data:
10-20 p:–dermatosis slightly affects life quality ;
21-30 p:–dermatosis averagely affects life quality;
31-40 p:–dermatosis considerably affects life quality;
41-50 p:–dermatosis deeply affects life quality;

Table 2. CV-50 questionnaire for quality-of-life assessment
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patients and the role of risk factors in the onset of disease. They 
can be subdivided into two groups: generic and specific. Generic 
ones assess the quality of life outside a clinical context. These 
questionnaires find application in the general population or 
in various clinical pathologies. Specific questionnaires apply 
to a single disease only. The CV-50 questionnaire is a specific 
instrument dedicated to cutaneous diseases and comprises 18 
questions. It can be used to assess and compare the quality of 
life among different skin conditions. The score ranges from 10 
to 50, the higher the figures, the deeper the impact on quality 
of life. The CV-50 questionnaire assesses the impact of psoriasis 
in four directions: daily activities, job or school, entertainment 
and personal relations. The patient must recollect his last week 
and gauge the influence of psoriasis in each of these fields.

Based on the answers yielded by the questionnaire, the fields 
on which psoriasis had the greatest impact were daily activities 
and relaxing activities. The results pointed out that the biggest 
emotional upsets were noted when the disease was located in 
the face, neck and genital region.

For most cutaneous diseases, risk factors are multiple and 
often connected with each other. A case-control study represents 
one of the epidemiological-analytical methods used to test the 
correlation between risk factors and specific disease frequency. 
The genetic bases of psoriasis are well-known, its occurrence 
being under the influence of various factors that can cause the 
onset, aggravation or remission as well as contribute to chro-
nicization and therapeutic failure. The present study has been 
designed to investigate the correlation with selected risk factors: 
alcohol consumption, smoking, stress, medications, recurrent 
infections, family history, cutaneous aggressions, allergies and 
hormonal changes.

The study showed that 50% of psoriasis patients blamed stress 
as the cause of their disease, with a significant difference. Vari-
ous studies related to the assessment of stressful life events have 
pointed out that stress can induce the occurrence of the disease, 
with early onset psoriasis (<40 y.o.) more frequently related to 
psychological factors such as stress. (43, 44).

Smoking seriously affects internal organs, especially the heart 
and lungs, but also influences the external appearance includ-
ing the skin, weight and corporeal forms. The present study, 
like many similar ones (41-45), revealed a significant difference 
between smokers and non-smokers, especially among women. 
Many studies showed that alcohol consumption is closely cor-
related to the onset of disease (39-43, 45). 80 % of the male pso-
riasis patients included in the present study consumed alcohol 
in various amounts.

As for hormonal changes, as in other studies (56), it was 
noted that they influenced in the aggravation of disease in 36% 
of female patients.

A vast number of clinical reports show that bacterial infec-
tions can induce the occurrence of psoriasis and it is well known 
that disease aggravations are often preceded by streptococcal 
infections. (36- 38) In the present study 20% of the patients 
confirmed that they had recurrent infections.

6.	CONCLUSION
Stress, tobacco, infections, alcohol, hormones, skin aggres-

sions were confirmed as trigger factors in this study. It was found 
that the disease affects the quality of life in more than 40% of 
patients. The scale of impairment from psoriasis is comparable 

to other chronic diseases like diabetes or asthma . It is important 
to point out that the same degree of gravity may have a different 
impact on different patients, depending on individual charac-
teristics and lifestyles. It is crucial to evaluate the perception of 
the psoriatic patient about other medical conditions, disabili-
ties and quality of life in order to tailor an adequate individual 
treatment schedule.
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