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To the Editor, 

Anti-tumor necrosis factor (Anti-TNF)’s have been 
used frequently in rheumatology and dermatology. 
These drugs may cause psoriasiform lesions 
paradoxically. In this report, ankylosing spondylitis 
patient who developed severe paradoxical psoriasis 
while being treated with adalimumab was discussed. 

A 23-year-old male presented with erythematous 
scaly plaques and pustules on the trunk and 
extremities that had been present for 6 months. The 
patient had been treated with adalimumab for 1 year 
for ankylosing spondylitis. There were multiple small 
erythematous and scaly plaques and pustules on the 
front and back of the trunk, thick scaled, macerated 
plaques, erosions and pustules on the palms and 
soles(Figure1-2-3). Adalimumab was stopped. No 
triggering factors were detected. In the 
histopathological examination; confluent 
parakeratosis, local granular layer loss, irregular 
acanthosis, neutrophilic spongiosis, munro 
microabses and spongioform pustules, neutrophilic 
infiltrates in the epidermis, superficial mild 
perivascular lymphocytes and plasma cells were 
observed in the dermis(Figure 4-5-6). The patient was 
diagnosed with paradoxical psoriasis, methotrexate 
(15mg/week) treatment was started. Lesions 
significantly regressed in 1 month follow-up(Figure 
7-8-9). 

 

 

Figure 1. Erythematous macerated plaques and 
pustules on the sole of the foot. 

 

Figure 2. Erythematous and scaly plaque on the 
palm. 
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Figure 3. Severe pustular eruption on an 
erythematous area on the back of the trunk 

 

Figure 4. Parakeratosis, acanthosis, tortuous and 
dilated blood vessels, and the spongiform pustule 
of Kogoj (Haematoxylin and eosin x100). 

 

Figure 5. Neutrophils  in the epidermis, Kogoj 
pustule, spongiosis, parakeratosis and granular 
layer loss (Haematoxylin and eosin x200). 

 

Figure 6. Neutrophils in the epidermis, Munroe 
abscess, spongiosis, parakeratosis and granular 
layer loss (Haematoxylin and eosin x200). 

 

Figure 7. Erythema, desquamation and pustules on 
the sole of the foot (1 month after the termination 
of adalimumab). 

 

Figure 8. Erythematous desquamation of the 
palms (1 month after the termination of 
adalimumab). 

 

Figure 9. Superficial desquamation on the back of 
the trunk (1 month after the termination of 
adalimumab). 

The mechanism of paradoxical psoriasis can be 
summarized as blockade of TNF-alpha. Because of 
this blockade, innate immune response activation 
exaggerates and type I interferon (IFN) increases. 
Dentritic cells which activated in paradoxical 
psoriasis secrete IFN. IFN stimulates the secretion of 
TNF-alpha and IL-23. TNF-alpha suppresses the 
release of IFN with negative feedback1,2. Blockade of 
TNF increases the production of type-I IFN. 
Paradoxical psoriasis is an expression of an ongoing 
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type I IFN-mediated innate immunity independently 
of the T cell, but the relationship between the 
increase in the amount of IFN and keratinocyte 
hyperproliferation has not been clearly understood3. 
Factors that induce paradoxical psoriasis remain 
unclear. Due to concurrent bacterial superinfections 
have been identified in a significant number of 
patients, infections can induce the development of 
paradoxical psoriasis4. We could not show any trigger 
factors, including infections.  

Histopathological appearance of the disease mostly 
overlaps with early psoriasis lesions. Severe dermal 
innate immune system cell infiltration (dentritic cell, 
neutrophil, eosinophil, mast cell, macrophages) and 
increase of mediators managing the innate immune 
response are observed1,5,6.  

Treatment recommendations are based on case series 
experience. In the mild disease topical corticosteroids 
and phototherapy-acitretin combination are 
appropriate, anti-TNF therapy does not need to be 
discontinued in the first step. In more severe patients, 
it is recommended to discontinue anti-TNF therapy 
and switch to another class of biological agent. 
Dapsone can be considered in pustular form. 
Considering the patient's comorbidities, 
methotrexate or cyclosporine may be added to the 
treatment. There are also examples of cases which 
treated with ustekinumab in the literatüre, but it 
should be kept in mind that ustekinumab treatment 
may paradoxically cause psoriasis7-10. 

Anti-TNF drugs which used in the treatment of 
psoriasis can paradoxically cause psoriasiform 
lesions. Paradoxical psoriasis usually progresses 
mildly, severe forms are observed less frequently as 
in our case. In this report, we discuss a case of severe 
paradoxical psoriasis secondary to adalimumab 
treatment.  
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