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Psoriasis – an inflammatory  
skin disease 
Psoriasis is a serious global health problem, with at least 100 million indi-

viduals affected worldwide (according to the World Health Organization 

Global Report on Psoriasis1).

The incidence varies between 0.09% and 11.43%, de-
pending on geography and ethnicity.  In Europe, Nordic 
populations are more affected than Medi-terranean, and 
a higher prevalence is observed in Cauca-sians than in 
Asians and African Americans1. Since the famous Greek 
doctor Hippocrates described the disease for the first 
time around 460 BC, doctors have been trying to unravel 
the mystery of its origins. 

Today, they still don’t know everything about the causes 
of psoriasis. The tendency to become ill lies in a genetic 
predisposition, but external/internal triggers or risk fac-
tors cause an outbreak. Only when they come into play, 
the skin cells are affected by inflammatory processes 

and begin to multiply uncontrollably. The dermatologic 
manifestations of psoriasis are varied and psoriasis vul-
garis (also called plaque-type psoriasis) is the most pre-
valent type. Usually, the affected skin areas are outside 
of the elbows, knees or scalp, but can also appear on 
other locations – such as the eyelids, ears, mouth and 
lips, hands, feet and nails. 

Clinical features, especially size and distribution of the 
psoriatic lesions, allow classification of psoriasis into pla-
que, guttate, pustular, and erythrodermic types2–5. The 
quality of life due to psoriasis can be very much decrea-
sed, causing reduced work productivity, physical disabi-
lity, depression and impaired social relations6,7. 
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Environmental factors can negatively influence the onset 
of symptoms and the severity of the disease. Usually, se-
veral risk factors trigger the onset of psoriasis, such as 
psychological stress, skin injuries, infections (e.g. Staphy-
lococcus aureus, Helicobacter pylori, Candida sp. Strep-
tococcus sp. or HIV), hormone fluctuations, medication 
(e.g. lithium, TNF inhibitors), smoking or alcohol consump-
tion. Overweight – especially excessive abdominal fat that 
promotes inflammatory processes, is another important 
risk factor for psoriasis8. Obesity promotes a lowgrade in-
flammatory condition, whereby the adipose tissue is an 
active endocrine organ that has a key role in inflammation, 
glucose and lipid metabolism or insulin-mediated proces-
ses. The relationship between the two conditions seems 
to be bidirectional, with obesity predisposing to psoriasis 
and psoriasis favouring obesity9. 

Inflammation is not limited to the psoriatic skin, and has 
been shown to affect different organ systems. Psoriasis 
should therefore be regarded as a systemic entity rather 
than a solely dermatological disease. It is not surprising 
that doctors diagnose at least one accompanying disea-
se in most of the patients. Individuals with psoriasis are 
very often affected by increased hyperlipidemia, hyper-
tension, coronary artery disease, type 2 diabetes, increa-
sed BMI and metabolic syndrome. Diabetes and cardio-
vascular disease correlate with the severity of psoriasis 
and it seems that psoriasis increases risk for myocardial 
infarction and stroke10–13. Up to 35% of individuals with 
psoriasis develop chronic, inflammatory arthritis (psoriatic 
arthritis) leading to joint deformations and disability14. 

By adopting an appropriate anti-inflammatory lifes-
tyle, psoriasis patients can themselves contribute 
to less frequent and less severe relapses. These 
include an appropriate diet, overweight reduction, 
avoidance of alcohol and cigarettes and the ability 
to cope with stress.

What happens in psoriatic skin lesions?

The hallmark of psoriasis is sustained inflammation that 
leads to uncontrolled keratinocyte proliferation, dysfun-
ctional cell differentiation and an accelerated processes 
of skin renewal. In psoriasis, the immune system mis-
takenly targets the body’s own cells, which causes an 
immunological overreaction, as it occurs in many other 
autoimmune diseases. An excessive number of new skin 
cells are constantly formed. Normally, the epidermis re-
news itself within four weeks, but in psoriatic patients 
this occurs in only three to four days. 

What happens in the affected skin, however, can be ob-
served thanks to modern scientific methods. Psoriasis 
is considered as a T-cell-mediated inflammatory skin 
disease. The T cells of the immune system (specialized 
white blood cells) and the socalled Langerhans cells (im-
mune cells of the skin that are located in the lowest layer 
of the epidermis) play a key role. Langerhans cells sense 
any kind of “danger” and constantly monitor the environ-
ment of the skin for “unsafe” situations. Immune cells are 
then sent out to collect information about any “trespas-
ser” and the body can decide to produce inflammatory 
signals to fight off the “attack” by creating an allergic 
reaction or forming scar tissue. 

In a psoriatic patient, Langerhans cells take up the body’s 
own cells, which are erroneously classified as dangerous 
(autoantigens). Then they migrate from the epidermis via 
the lymph stream to the lymph nodes and present the 
autoantigen to the T-cells. As soon as the T-cells have 
recognised the autoantigens via special receptors, they 
become active and release a whole series of cytokines 
as messenger substances. The result is an inflammation 
of the skin, with the typical symptoms of skin redness, 
swelling and itching, which is kept going by the constant 
activation of immune cells and messenger substances 
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(Interleukins such as IL1β, IL17, IL22 IL23, and TNF-α). 
When the body attempts to heal the inflamed area, the 
cells of the skin (keratinocytes) multiply excessively. They 
migrate too fast from the lowest to the uppermost skin 
layer. This excessively rapid cell renewal leads to an ac-
cumulation of immature cells on the skin surface and 
the formation of a large number of scales that appear as 
patches or plaques2,10,13,15.

In this reasoning, treatment of psoriasis must consi-
der the underlying causes and eliminate or alleviate 
the body’s systemic inflammatory load. This can be 
achieved by nutritional adjustments, for example ac-
cording to the results of the ImuPro test.

Nutrition plays a crucial role in psoriasis.

Nutritional and lifestyle counselling must play a central 
role in an integrated therapeutic approach for psoriatic 
patients. They should actively participate to prevent or re-
duce overweight, diabetes, cardiovascular and metabolic 
diseases or other conditions related with chronic inflam-
mations. Hypocaloric diets were shown to be helpful to 
patients with psoriasis who are overweight or obese, lea-
ding to significant improvement in psoriasis severity16–24. 
However, the consensus regarding the nutritional strate-
gies to be adopted still lacks in clinical settings. 

A gluten-free diet can improve  
psoriatic symptoms.

A number of studies have examined the effect of a glu-
ten-free diet (GFD) on psoriasis severity. The impact of 
a  3 month gluten free diet was evaluated in 33 psoria-
sis patients with elevated antigliadin antibodies (AGA), 
compared to 6 psoriasis patients without elevated AGA. 
Seventythree percent of the AGA-positive psoriasis pati-
ents showed an improvement in their psoriasis area and 

severity index (PASI), compared to none of AGA-negative 
psoriasis patients. After the GFD, AGA values were lower 
in 82% of the psoriasis patients who improved25. 

In another clinical trial with 28 patients, a gluten-free diet 
was shown to decrease the expression of tissue trans-
glutaminase in psoriasis patients with AGA positivity26.  
Numerous other reports document the rapid resolution of 
skin lesions and clearance of the skin in psoriatic patients 
following a gluten-free diet27–32.

In addition, many health care providers agree that a 
diet based on a test for delayed food hypersensitivi-
ties – such as ImuPro – is helpful for the treatment of 
patients suffering from psoriasis.

A few years ago, ImuPro undertook a clinical observation 
study, to collect evidence on the efficacy of ImuPro300 
in patients with very different conditions that may indica-
te food intolerance, including psoriasis, neurodermatitis, 
headaches/migraines, overweight/obesity, fatigue, rheu-
matic diseases or gastroenterological complaints. 

A total of 938 patients participated in this trial and elimi-
nated IgG positive foods for a period of 8 weeks. Initially, 
201 patients indicated that they suffered from psoriasis. In 
the control documentation, which took place after appro-
ximately 8 weeks, the severity of psoriatic symptoms was 
significantly lower in 118  of the 201 patients (59.2%). 
Comparable improvements were also found for other in-
flammatory skin diseases such as acne, neurodermatitis 
or itchiness (60.8%, 66.9% and  72.5%, respectively)33. 

The results of the ImuPro observational study show 
that an individualized anti-inflammatory nutrition  
should be a considered as first line intervention,  
affecting disease severity and management of pati-
ents with psoriasis. 
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