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ABSTRACT 

Background: psoriatic arthritis is a long term inflammatory arthritis. Psoriatic 

arthritis is leading to bone erosion, joint destruction and associated with nail 

diseases, dactylitis, enthesitis, sponnylitis and uveitis.  

Aim of this study was to review the new lines of treatment for psoriatic 

arthritis with or without skin affection. Treatment, the underlying process in 

psoriatic arthritis is inflammation; so, treatments are directed to reduce and 

control inflammation. Although no clear correlation exists between joint 

inflammation and the skin in every patient, the skin and joint aspects of the 

disease often must be treated simultaneously. However, only certain therapies 

are effective for psoriasis and psoriatic arthritis. Systemic agents, can be used 

for both skin and joint manifestations, it includes methotrexate and 

ciclosporin. For the biologic agents, the tumour necrosis factor inhibitors such 

as adalimumab, etanercept, infliximab, golimumab and certolizumab are 

effective. Ustekinumab is a recently agent belonging to the group of anti-IL-

12p40 antibodies and has been shown to be efficacious. Newer drugs in the 

treatment which have shown efficacy for both psoriasis and psoriatic arthritis 

consist of the anti-IL-17 agent, secukinumab, and a phosphodiesterase-4 

inhibitor, apremilast.  As well as the oral JaK inhibitor, tofacitinib, have very 

limited but promising data. 

Keywords: psoriasis, psoriatic arthritis, anti- TNF, anti-IL-17, small 

molecules inhibitors. 
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Introduction  

soriasis is a chronic immune-mediated inflammatory 

disorder characterized by uncontrolled proliferation of 

keratinocytes, activated dendritic cells, release of pro-

inflammatory cytokines, and recruitment of T-cells to the skin 

(Harrington et al., 2017). 

Psoriasis is a multisystemic disease which affects 2–3 

% of the population. It usually presents with skin and joint 

manifestations. The proportion of patients of psoriasis who 

develops psoriatic arthritis (PsA) ranges from 6 to 42 % in 

different studies (Choi et al., 2017).  

Psoriasis usually presents 8–10 years before PsA, 

although some patients present with PsA sine psoriasis. Both 

of them are immune-mediated chronic inflammatory diseases 

with a similar pathogenesis, concurrent treatment should be 

undertaken to minimize side effects and financial burden of 

medications (Springate et al., 2017). 

The peak of PsA incidence occurs between 30 and 50 

years of age. It is characterized clinically by edema, pain, 

tenderness, and stiffness of the joints, ligaments and tendons 

(dactylitis and enthesitis) (Ajesh and Vinod, 2017). 

Both the innate and adaptive immune systems are 

involved in the pathogenesis of psoriasis and PsA. T cell 

P 


