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Abstract:

The present study was aimed to find out the role of humoral immunity in the
pathogenesis of psoriasis. Complements C3, C4 and immunoglobulin IgE .The study
included 55 Iraqgi patients with psoriasis 30 (15 females ,15 males) were untreated
with any drugs. The other patient group consisted of 25 (9 female and 16 male)
treated with a biological treatment (infliximab) ,and 30 (13 males ,12 females) healthy
control group. Blood sample were withdrawn (5) ml of venous blood for both
patients and members of the control ,to conduct the Immunological tests to determine
the quantitative for each of total IgE by using (ELISA) and C3,C4 by Single Radial
Immunodiffuse (SIRD). The results showed significant increase in the level of
probability (P <0.05) in the rate of total IgE immunoglobulin and C3 in patients
compared to the control (healthy) .As well as the result also showed no significant
increases of C4. From this we can deduce that elevation of total serum IgE is
associated with psoriasis. Alternate pathway is a way of complement in pathogenesis
of psoriasis.
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Introduction:

Psoriasis is a chronic inflammatory especially on the parts of legs (elbows,
skin disease, affecting approximately knees). Palms, and soles of the feet,
(2-3%) of the world’s population, it is face, scalp, lower back. Its diversity in
more common in Caucasians, it can severity from a little dispersed red, to
affect any race and can occur at any plaques covered with scales to all
age and recognized by change entire body surface. It progressively
proliferation ~ and  differentiation worsen with associated with age, and
keratinocytes. [1,2]. Psoriasis is a wane in its severity, the degree of
related with inflammation and scaling severity reliance on many factors
of skin. The cells of the skin come on includes inheritance and environmental
surface quickly before their complete factors [4]. Clinically a spectrum of
maturation. [3]. different subtypes may be observed:
It is characterized by sharply psoriasis vulgaris, guttate psoriasis,
demarcated erythematous plaques with erythrodermic ~ psoriasis,  pustular
silvery scales, this disease may effect psoriasis, inverse  psoriasis, and
skin in anywhere on the body, and it arthritis. [5].

appears on many parts of the body
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The evidence indicated the Genetic,
environmental, and immunological
factors contribute to the pathogenesis
of psoriasis and play important roles in
its development. Other factors lead to
cause psoriasis including infections
(bacteria and virus) , stress, smoking,
alcohol and medications, the most
common medications know to trigger
existing psoriasis including (anti-
malarial agent , gold salts , lithium and
beta blockers) ,the letter lead to
aggravation psoriasis. [6].

Increased level of immunoglobulin and
circulating immune complexes and
complements (C3, C4), have been
mention in psoriasis diseases [7]. In
psoriasis diseases noticed the effected
skin synthesizes immunoglobulin (Ig)
in different patterns whereas in normal
skin was not found this synthesis [8]
Complement compound C3 and C4 in
the inflammatory process were found
in high level as markers of
inflammation [9].The aimed of this
study is for measuring the level of total
IgE antibody in the blood serum of
patients with psoriasis by test RIST
using adsorption mechanism linked
immunosorbent assay (ELISA). The
relationship between linking psoriasis
and cytokines on the one side and the
number of eosinophil on the other side
as sensitive indicator and measure
complement components C3, C4.

Materials and Methods:
o Sample Study

This study was carried out at the
Department of Dermatology and
Venereology in Baghdad Teaching
Hospital Clinic during the period from
November 2013 to April 2014. The
study included 60 patients with
psoriasis; their ages ranged from (6-70)
years.The diagnosis by the medical
staff at the clinic based on international
criteria. Patients were distributed in
two groups; the first group was the
untreated group. It consist of 30
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patients of both sexes (15 males and 15
females). The second group was the
group that had a biological treatment
(Inflximab). It consisted of 25 patients
of both sexes (16 males and 9 females).
The study also included 25 apparently
healthy people of both sexes (13 males
and 12 females) .Who were matched
patients by age (6-65) .
e Collection of Blood Sample and
Methods:-

The blood sample was collected
(5) ml from the venous blood of the
patients of both groups and control
group .Each model was deal with as
flows: 5 ml of blood was transferred to
a plain tube and left to clot at room
temperature for 30 minutes. Then, the
samples were Centrifuged at speed
2500 RPM for 10 minutes. Then, the
serum was collected by using
micropipette to be later distributed in
the three of the Eppendrof tubes, and
kept at a temperature in deep freezer ( -
20 °) C to be later used. The level of
total IgE was detected using (DRG,
USA) by Enzyme Linked
Immunoasorbent  Assay  (ELISA)
technique kit and C3, C4 concentration
by Single Radial Immunodiffuse
(SIRD) human Germany ,were
measured. The statistical analysis the
SAS program (2010) in the statistical
analysis of the data for the study of the
effect of the studied factors in different
qualities, and compared the moral
differences between the test averages
less significant difference LSD
[10].The results of total IgE was
expressed by mean + standard errors
also the concentration of C3,C4
components.

Results:

The patients of this study suffered from
different types of psoriatic disease
[plaque (vulgaris), guttate, pustular,
erythrodermic and arthritis]. Most of
them suffered from plaque psoriasis,
figuer (1,2).
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Fig (1): Psoriasis vulgaris in the hand

Fig (2): Psoriasis vulgaris in the Back

The patients treated with a biological
treatment (Infliximab) administered as
3-5 mg/kg Intravenous (1.V.) infusion
at time 0, 2,4 and 6-weeks (induction)
and every8-weeks maintenance ,were
asked to give blood sample through the
period of taking the treatment. Most of
them took about (4-6 dosages) through
the period of study was monitored to
find out the extent of the effect of the
treatment (figurer 3;A,B)
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Fig
treatment,
treatment with Infliximab

(3):A-psoriasis  patient  before
B-psoriasis patient after

The Third Component of the

Complement (C3):

The untreated and treated psoriasis
patients showed an elevated mean
serum level of C3 (138.61+ 7.25 and
132.38+ 6.49 mg/dl, respectively) as
compare with the healthy control
(123.37+ 4.38 mg/dl).There was no
significant (P>0.05) difference
between patient groups. Further, there
was a significant (P<0.05) difference
between the untreated psoriasis patient

groups and the healthy control.
Besides, there was no significant
(P>0.05) difference between the

treated psoriasis patient group and the
healthy control Table(1).

The Fourth Component of
Complement (C4):

The mean serum level of C4
showed no significant difference
(P>0.05) between the untreated and
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treated psoriasis  patients  when
compared to the healthy control group,
Table (2).

Serum level of IgE:

Untreated psoriasis patients showed an
elevated mean in the serum level of
IgE (48.77+ 10.0 1U/ml 1).This was
Followed by patients treated with a
biological  treatment  (Infliximab)
whose mean serum level of IgE was
(29.91+ 8.38 IU/ml). The lowest rate
recorded in the healthy control group
(29.78 £ 7.63 IU/ml) of IgE.

The results showed a significant
difference in the sera of IgE mean
levels between patient groups, whether
untreated psoriasis patients and the

patients treated with  biological
treatment, (Infliximab),(48.77+ 10.01
IlU/ml, 29.91+ 8.38 IU/mi

,respectively P<0.05) . There also was
a significant difference in the sera of
IgE mean levels between the untreated
psoriasis patient and the healthy
control group,(48.77+ 10.01 1U/ml,
29.78+ 7.63 IU/ml | respectively P
>0.05). Besides, there was no
significant difference in the sera of IgE
mean levels between the patients
treated with a biological treatment
(Infliximab) and the healthy control
group (29.91+ 8.38 IU/ml ,29.78 +

7.63 1U/ml respectively P> 0.05),
Table(3) .
Table (1): The Mean  Serum

Concentration of C3 mg/dl in the Study
groups

Mean £S.E. LSD
Groups Number 3 mgydl Value
Groupl 30 1732561;
Patients -
Group2 | 25 163‘2‘93?; 12.086
Control 25 1z213?;g7bi
* (P<0.05)
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Table(2): The Mean Serum
Concentration of C4 mg/dl in Study
groups

Mean £S.E. LSD
Groups Number C4 mo/di Value
Goupl 30 32.64+4.22a
Patient | Goup2 25 26.19+2.15a 8.801
Control 25 29.86+1.73a )
NS: Non-significant
Table(3):The Mean Serum
Concentration of IgE IU/ml in Study
groups
Mean £S.E. LSD
Groups Number IgE 1U/ml value
48.77
Patients | GrouPl | 30 10.01* | 15.285
Group2 25 29.91 +8.38 *
Control 25 29.78+ 7.63
* (P<0.05)
Discussion:

Psoriasis is a common skin disease
characterized by various
immunological alterations. In the
present study, serum complements and
serum immunoglobulin level (IgE)
were demonstrated in psoriasis patients
compared to control group.

Earlier data concerning psoriasis
patient related to C3, C4 serum
concentration are significant elevation
of C3. Besides, no significant elevation
of C4 in the untreated psoriasis patients
as compared with the healthy control.
The result was an agreement with the
result of [11], who noticed an increase
level of C3 and normal levels of C4 in
psoriasis patients as compared with the
healthy control.

C3 derived from human keratinocyte
contribute to epidermal basement
membrane  deposit of C3 in
autoimmune or inflammatory skin
disorder such as psoriasis and play
major role in the pathogenesis [12].
The present result was disagree with
the result of [13] they found that C4
levels were significantly increased.

The present result also showed
decreases of C3 and C4 in patient
treated with biological treatment
(Infliximab) as compared  with
untreated  psoriasis  patients  are
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compatible with result [14], who
concluded that the levels of C3 and C4
fragments were significantly higher in
the pretreated psoriasis group and low
to normal levels following anti-TNF
therapy. It was suggested to use
complement levels to monitor anti-
TNF therapy.

Reports maintained the activation of
the Complement system by the
alternate pathway induced by bacterial
infection, Streptococcus Group B. This
further lead to the production of TNF,
C3 and Factor B. Both components of
the alternate pathway were needed for
the increase in TNF release. TNF has
great role in the pathogens of psoriasis.
Infliximab anti-TNF therapy which has
been proven to be effective reduces
complement activation [15].

The current mentioned data suggests
that the psoriasis patients have an
increase in the serum of IgE
concentrations in patients of about
(48.77) and (29.78) in controls. This
increase was statistically significant,
this result agreement with result stated
by [16] they referred to the significant
elevated mean serum level of IgE
concentration in the sera of patients
compared with the healthy control
groups.

The regulation mechanism of IgE
synthesis, IgE is usually synthesis by
Th2 cell determinate [17, 18]. The
single in needed for produce IgE
involves Th2 cytokines IL-4 and IL-13.
Keratinocytes do not produce IL-4 ol
IL-13, but are important for IL-4 or IL-
13 to induced biological effects [19].
Hyper IgE in psoriasis, result by a shift
from Thl to Th2 and thought that
warring should be taken in the use of
Th2 inducing treatments in psoriasis
[20].
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