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Abstract. Jmmunological and pbarmacological disturbances 
in atopic dermatitis and psoriasis are compared. This 
comparativc study rcvcalcd several analogies: T cell 
deficiency; hyperfunction of B cells leading to antibody 
production, defect in the beta-adrenergic response. The role 
of immunological and pharmacological factors in the patho­
genesis of the two diseases is discussed. 
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Atopic dermatitis (AD) and psoriasis, two major 

inflammatory skin diseases, differ markedly from a 

clinical and histopathological point of view. Re­

cently, immunological disturbances have been 

described in the two diseases and are presurnably 

involved in their pathogenesis. Jt is surprising to 
note numerous analogies between AD and psoria­

sis concerning these immunological factors (8-1 I). 

Even more striking is the pharmacological hypo­

thesis indicating a defect of the beta adrenergic 

response in the two diseases (20-22). In this short 

paper we try to give a comparativc view of the 

possible immLme response involvement in the 

pathogenesis of AD and psoriasis. 

IMMUNOLOGlCAL FEATURES 

Hnmora/ a11d i1111111111opatlwlogical fi11dings 

In AD the most striking feature is thc incrcase in serum lgE 
leve( (14). This increase is non-specific {17) and lgG-cyto­
rropic antibodies can be present ( 19). These lgE could 
participate in recently found circulating immunc complexes 
(3). lgE-bearing B cells are more common (5). In AD skin, 
immunoglobulin and complemcnt deposits can be ob­
served (18). 

In psoriasis, serum lgA and lgG levels are elcvated. High 
lgE levels are found in 20% of patients, and rheumatoid 
factors consistent with lgG anti-lgG are present in half of 
them (6). Circulating immune complexes have recently bccn 
described (1-10). lmmunoglobulins. complement, rheuma­
toid factors, antinuclear antibodies and fixed antistratum 
corneum antibodies are present in involved epidermis and 
can acvount for keratinocyte membrane alterations (for re­
view see 8). 

In the two diseases !hese features reflect a hyperactivity 
of B-cell clones, resulting in a hyperproduction of immuno­
globulins. 

Ce/111/ar imm1111ity 

In AD a defect of T cells has been dcmonstratcd in vitro by 
low levels of E rosettes and low stimulation by PHA and 
Con A (for review, see 11 9). In our own work (9) the 
dissociation of decreascd E rosettes and normal HTLA 
values could indicate a defect of T cell maturation, since 
HTLA appears earlicr than sheep red blood cell receptor 
during 1he maturation of lymphocytes, but thesc discre­
pancies were not found in an other s1udy (2). Moreover, the 
markedly depressed stimulation by ConA could be in 
favour of a T-suppressor cell defect. 

In psoriasis a similar defect of T cells is demonstrated in 
1he active stages of the disease: a decrease in E and E 
ac1ivc roscnes and of HTLA-bearing cells (in opposition to 
AD), low stirnulation by ConA (7). A T-suppressor cell 
defect has already been suggesied (I 0). 

In the two diseases, the impairment of the B-cell control by 
thymus-dependent lymphocytes could cxplain the hyper­
production of antibodies. 

Pl-lARMACOLOGICAL FEATURES 

Tn AD a defect in the beta-adrenergic rc.ccptors has been 
hypothcsized since 1968 (20) but has not becn fully demon­
strated so far. However, abnorma I cA M P responses to beta 
agonists have been demonstratcd in lymphocytes and poly­
morphonuclear leukocytes which are, on the contrary, nor• 
mally responsive to prostaglandin E1 (PGE,) stimulation (I 6). 

In psoriatic epidermis a decrease in the cAMP/cGMP 
ratio has been dcmonstrated since 1972 by Voorhces et al. 
(22-15) but further studies on epidermal cyclic nuclcotides 
are conriicting (13-24). Adenyl cyclase is poorly responsive 
to beta agonists but more responsiblc to PG E2 (23). 

In the two diseases, though much work still needs to be 
done to further clarify this subjcct, a defect of the beta 
adrenergic response has been implicatcd. 

PATHOGENlC lMPLJCATIONS (Fig. I) 

The possible pathogenic chain of AD could be: defect of T 
cells -,. antibody production -► mast cell and basophil de­
granulation -> hyperproduction of histamine and other 
mediators leading to some clinical features of AD (pruritus, 
oedema, erythema). The beta block could account directly 








