EMERGING TREATMENT OPTIONS FOR PSORIASIS.
Psoriasis and psoriatic arthritis are chronic inflammatory diseases affecting about 2%–4% of the population in Western countries. These conditions can severely affect quality of life for patients and usually require long-term topical or systemic treatment. Systemic treatments, including oral, parenteral, and biologic agents, and phototherapy are used to treat moderate-to-severe disease. Treatment guidelines for the management of psoriasis exist and can help practitioners make evidence-based recommendations. Systemic therapies are recommended in patients when adequate control of disease cannot be accomplished with topical agents. While measures of disease severity, such as body surface area, are helpful in determining appropriate treatment regimes, the patient’s perception of disease burden should determine whether systemic medications might be considered .Although individualized treatment based on patients’ needs is emphasized for the treatment of skin psoriasis, in psoriatic arthritis, prevention of joint destruction and disability should be considered and discussed with the patient.
Although there are many topical and systemic antipsoriatic medications available, patients and practitioners often experience problems controlling psoriasis, because of lack of efficacy, development of adverse effects, difficulty in using treatments, or cost of therapies. Drug manufacturers and researchers are searching for new medications with better efficacy/risk profiles that can be used easily.

Systemic treatment of psoriasis has evolved over the years, with the current focus largely on agents used to block specific pathways of inflammation. Traditional systemic drugs, including methotrexate, cyclosporine, and acitretin, have remained  relatively unchanged for many years. The end-organ toxicity and/or teratogenicity of these oral medications limit their use, and may determine and exclude practitioners from  providing systemic treatment, even for severe psoriasis. Biologics target specific cytokines or immune cells. Their therapeutic exclusiveness results in a limited side effect profile compared with traditional systemic immunosuppressive agents and antipsoriatic drugs.  Currently, the main emphasis of research is on biologics, with newer agents targeting  interleukin (IL)-17, one of the key cytokines in the pathogenesis of psoriasis, and on new oral agents in development.7 As the treatment options for psoriasis expand, with new oral and injectable agents in development, physicians need to have a knowledge of the pharmacodynamics, efficacy, and adverse effects of emerging  medications. This paper reviews the recent studies and literature on new medications used for psoriasis.

Methods
A review of the literature was conducted from January 1, 2012 through May 1, 2014 to identify all randomized clinical trials and review articles on the treatment of  psoriasis. PubMed was searched using the terms “psoriasis treatment” and “psoriasis therapy”, and the results were limited to clinical trials and review articles. Publications in languages other than English were excluded.  Medication in Phase I, II, or III clinical trials for psoriasis and not yet approved for psoriasis were included, summarized, and reported according to the mechanism of action of the study drug. Many emerging agents in Phase I–III clinical trials for the treatment of  psoriasis were identified. 
New small molecules  for treatment of psoriasis
Several small molecules are under investigation for treatment of psoriasis, including A3 adenosine receptor agonists, Janus kinase (JAK) inhibitors, phosphodiesterase inhibitors, and some new anti-inflammatory agents. Many of these small molecules can be used orally, and may be more convenient than injectable drugs.

A3 adenosine receptor agonists

The A3 adenosine receptor (A3AR) is highly expressed in inflammatory cells, including in peripheral blood mononuclear cells in patients with psoriasis, rendering the A3AR a potential therapeutic target in inflammatory diseases.15 This receptor exerts its anti-inflammatory effects by inhibiting the proliferation of specific autoreactive T lymphocytes and downregulating the NF-κB signaling pathway, resulting in in downregulation of proinflammatory cytokines and chemokines and in apoptosis of inflamma​tory cells.
