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Psoriasis is a disease characterized by the presence of papules and plaques on the surface 

of the skin with different morphology, distribution and severity. Psoriasis lesions differ 

from these other entities and are classically well-circumscribed, circular, red papules or 

plaques with gray or silvery white dry scales. In addition, lesions are typically 

distributed symmetrically on the scalp, elbows, knees, lumbosacral region, and body 

folds. Oral manifestations of psoriasis may involve the oral mucosa or tongue. The 

dorsal surface of the tongue shows characteristic red spots surrounded by a yellow-white 

border. The relationship between eye lesions and psoriasis is current knowledge in the 

literature. Ocular complications along with several extracutaneous manifestations are 

common complications seen in psoriasis. The pathogenesis of the exact relationship 

between the two is still controversial. Immunological studies have shown a positive 

relationship between helper T cells and uveitis. Various signs and symptoms of ocular 

psoriasis may be overlooked. Thus, a complete understanding of ocular involvement is 

important for the comprehensive care of patients with psoriasis. Psoriasis can affect 

almost any part of the body, but ocular complications of psoriasis usually remain 

clinically inconspicuous. This review highlights the various manifestations of psoriasis 

with their clinical signs and symptoms. 
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INTRODUCTION 

Psoriasis is a lifelong immune-mediated 

inflammatory skin disease associated with 

diseases such as psoriatic arthropathy, 

psychological, cardiovascular and liver diseases. 

Psoriasis is an immune-mediated inflammatory 

disease of unknown etiology that may be 

associated with a defect in keratinocyte 

proliferation and differentiation associated with 

infiltration of inflammatory cells, mainly 

consisting of T-lymphocytes, macrophages, and 

neutrophils [1]. Psoriasis affects 1–3% of the adult 

population with various extracutaneous 

manifestations [2]. Patients affected by psoriasis 

have ocular manifestations that are characterized 

by hyperproliferation of keratinocytes with 

abnormal differentiation together with infiltration 

of inflammatory cells, especially activated T 

lymphocytes in the epidermis and papillary part of 

the dermis [3]. Psoriasis is a skin condition that 

https://www.ijpsjournal.com/
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causes a rash with itchy, scaly patches, most 

commonly on the knees, elbows, trunk, and 

scalp.Psoriasis is a common, long-term (chronic) 

disease that cannot be cured. It can be painful, 

interfere with sleep and make it difficult to 

concentrate. The condition tends to go through 

cycles, flaring up for a few weeks or months and 

then subsiding for a while. Common triggers in 

people with a genetic predisposition to psoriasis 

include infections, cuts or burns, and certain 

medications. There are treatments available to help 

manage the symptoms. And you can try lifestyle 

habits and coping strategies to help you live better 

with psoriasis.Eye lesions are more common in 

men and often occur during psoriasis 

exacerbations. Psoriasis is a common chronic 

inflammatory skin disease affecting 0.5% to 2% of 

children and adolescents. The disease affects 4% 

of all children under the age of 16 with all types of 

dermatological disorders Common signs and 

symptoms of psoriasis include: 

• A flat rash that varies greatly in appearance 

from person to person, from dandruff-like 

patches to large eruptions over large areas of 

the body 

• Rashes that vary in color tend to be shades of 

purple with gray scales on brown or black skin 

and pink or red with silver scales on white skin 

• Small scales (commonly seen in children) 

• Dry, cracked skin that may bleed 

• Itching, burning or soreness 

Cyclical rashes that appear for several weeks or 

months and then disappear [4]. 

Until now, different forms of psoriasis have been 

known: 

1. Plaque psoriasis (characterized by dry, scaly 

patches) 

2. Pustular psoriasis (contains pus-like fluid, 

mostly infiltrated with white blood cells) 

3. Erythrodermic psoriasis (characterized by 

exfoliation of fine scaly skin with pain and 

itching) 

4. Guttal psoriasis (characterized by drops like 

dots) 

5. Inverse psoriasis (affects flexural surfaces and 

is characterized by smooth inflamed lesions) 

6. Others including psoriasis of the scalp and 

psoriasis of the nails. 

 
Fig.1: Types of Psoriasis 

CLINICAL CLASSIFICATION: 

The dermatological manifestations of psoriasis are 

varied; psoriasis vulgaris is also called plaque type 

psoriasis and is the most common type. 

Psoriasis vulgaris 

Psoriasis vulgaris is a chronic skin disease with a 

waxing and waning course. Abnormally rapid 

turnover of the epidermis results in the 

accumulation of thick scales at sites of frequent 

trauma and irritation. Guttate psoriasis is generally 

a subacute inflammation following a streptococcal 

infection. About 90% of psoriasis cases 

correspond to chronic plaque type psoriasis. The 

classic clinical manifestations are sharply 

demarcated, erythematous, pruritic plaques 

covered with silvery scales. Plaques can coalesce 

and cover large areas of skin. Common locations 

include the trunk, extensor surfaces of the limbs, 

and the scalp [5]. 

Inverse psoriasis 

Inverse psoriasis, also called flexural psoriasis, 

affects the intertriginous sites and is clinically 

characterized by mildly erosive erythematous 

plaques and patches [6]. 
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Guttate psoriasis is a variant with acute onset of 

small erythematous plaques. It usually affects 

children or adolescents and is often triggered by 

group A streptococcal infections of the tonsils. 

About one-third of patients with intestinal 

psoriasis will develop plaque psoriasis during their 

adult lives [7]. Pustular psoriasis is characterized 

by multiple, confluent, sterile pustules. Pustular 

psoriasis can be localized or generalized. Two 

distinct localized phenotypes have been described: 

psoriasis pustulosa palmoplantaris (PPP) and 

Hallopeau's acrodermatitis continua. Both affect 

the hands and feet; PPP is limited to the palms and 

soles and ACS is found more distally on the tips of 

the fingers and toes and affects the nail apparatus. 

Generalized pustular psoriasis presents with an 

acute and rapidly progressive course characterized 

by diffuse redness and subcorneal pustules and is 

often accompanied by systemic symptoms [8]. 

Erythrodermic psoriasis is an acute condition in 

which more than 90% of the total body surface is 

erythematous and inflamed. Erythroderma can 

develop in any type of psoriasis and requires 

emergency treatment [9]. 

Comorbidities in psoriasis 

Psoriasis typically affects the skin, but can also 

affect the joints and is associated with a number of 

diseases. Inflammation is not limited to psoriatic 

skin and has been shown to affect multiple organ 

systems. Thus, it has been postulated that psoriasis 

is a systemic entity rather than just a 

dermatological disease [10]. Coronary plaques are 

also twice as common in psoriasis patients 

compared to control subjects. Several large studies 

have shown a higher prevalence of diabetes and 

cardiovascular disease in correlation with psoriasis 

severity [11]. Psoriatic joint inflammation results 

in psoriatic arthritis (PsA). Cutaneous 

manifestations generally precede PsA, which 

shares the inflammatory chronicity of psoriasis 

and requires systemic therapy due to potential 

destructive progression. Psoriatic arthritis 

develops in up to 40% of patients with psoriasis 

[12]. Approximately 15% of psoriasis patients are 

thought to have undiagnosed PsA. Clinically, it 

manifests as dactylitis and enthesitis in 

oligoarticular or polyarticular patterns. The 

polyarticular variant is often associated with nail 

involvement. Nails are specialized dermal 

appendages that can also be affected by psoriatic 

inflammation. Nail psoriasis is reported to affect 

more than half of psoriasis patients and may 

present as the sole manifestation of psoriasis in 5–

10% of patients [13]. In addition to an increased 

risk of cardiometabolic disease, psoriasis is 

associated with a higher prevalence of 

gastrointestinal and chronic kidney disease. 

Susceptibility loci shared between psoriasis and 

inflammatory bowel disease support this 

association, particularly with respect to Crohn's 

disease[14]. An association with mild liver disease 

that correlates with imaging studies has been 

reported. Psoriasis may be a risk factor for CKD 

and end-stage renal disease, independent of 

traditional risk factors (demographic, 

cardiovascular, or drug-related) [15]. Taken 

together, the various factors contributing to 

psoriasis as a systemic disease can have a dramatic 

effect on patients' quality of life and disease 

burden. The deterioration of the psychological 

quality of life of psoriasis is comparable to cancer, 

myocardial infarction and depression [16]. The 

high burden of disease is thought to be due to 

disease symptoms, which include pain, pruritus, 

and bleeding in addition to the aforementioned 

comorbidities [17]. The impact of psoriasis on 

psychological and mental health is currently an 

important factor due to the effects of the disease on 

social well-being and treatment. Patients with 

psoriasis have an increased prevalence of 

depression and anxiety and suicidal ideation. 

Interestingly, treating psoriasis leads to 

improvement in anxiety symptoms [18]. 
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TREATMENT OF PSORIASIS: 

Psoriasis treatment is divided into five levels. The 

choice of treatment depends on the severity and 

response of the individual patient 

Level 1: Local treatment 

Psoriasis treatment aims to stop the rapid growth 

of skin cells and remove scales. Options include 

creams and ointments (topical therapy), light 

therapy (phototherapy), and oral or injectable 

medications.Which treatment you use depends on 

how severe your psoriasis is and how it has 

responded to previous treatments and self-care 

measures. You may need to try different 

medications or a combination of treatments before 

you find an approach that works. Even with 

successful treatment, the disease usually returns. 

Emollients (gentle lubricants) should be tried first 

and then keratolytic lotions. Topical 

corticosteroids and calcipotriene ointment or 

cream may be used by internists for psoriasis 

affecting less than 20% of the body surface area. 

Most non-dermatologists would probably not use 

anthralin, crude coal tar, or tazarotene because 

they are unsightly (messy, uncomfortable to use, 

and smell bad) and have a high potential for 

irritation; Coal tar gels, often available over the 

counter, are more elegant, though less effective. 

These medications are the most commonly 

prescribed medications to treat mild to moderate 

psoriasis. They are available as oils, ointments, 

creams, lotions, gels, foams, sprays and shampoos. 

Mild corticosteroid ointments (hydrocortisone) are 

usually recommended for sensitive areas such as 

the face or skin folds and for treating large 

blemishes. Topical corticosteroids can be applied 

once daily during a flare and every other day or 

weekend during remission. [19]. 

 

 

 

 

 

 

Table-1:  Local treatment 

 
Level 2: Phototherapy 

 All forms of phototherapy are highly effective 

(80% to 100%) in clearing the skin, but some 

maintenance is required. Disadvantages are the 

need for special care, the need to visit the doctor's 

office two to three times a week, the cost, 

maintenance therapy, the theoretical short-term 

risks of sunburn and the long-term risk of skin 

cancer. In addition to natural sunlight and tanning 

beds, phototherapy is performed by dermatologists 

in the office or clinic and is reserved for patients 

with extensive lesions involving 20% or more of 

the body surface area. Special equipment and 

training is required to provide phototherapy. 

Research shows that different types of 

phototherapy can effectively treat: Small areas of 

stubborn psoriasis with thick plaques. 

Palmoplantar (on the hands and feet) psoriasis that 

you have had for a long time. Plaque psoriasis that 

covers a large amount of skin.Phototherapy is a 

treatment that uses certain types of light. If you are 

interested in using phototherapy, be sure to ask a 

dermatologist about this treatment. Dermatologists 

are the doctors who receive the most training in 

phototherapy. 

This treatment can: 

• Slow down fast growing skin cells 



Shivati Manohar , Int. J. of Pharm. Sci., 2024, Vol 5, Issue 5, 877-885 | Review 

                 

              INTERNATIONAL JOURNAL OF PHARMACEUTICAL SCIENCES                                                                                  881 | P a g e  

• Suppress an overactive immune system 

• Reduce inflammation and allow skin to heal 

• Reduce or eliminate itching [20]. 

Table-2: Phototherapy 

 
Level 3: Systemic treatment 

Systemic treatment is more effective than stage 2 

treatment, but is often more expensive and has a 

greater potential for toxicity. (In general, topical 

therapies are less toxic than phototherapies, which 

are less toxic than systemic therapies.) Systemic 

treatments are generally prescribed only by a 

dermatologist. Systemic treatments are 

medications that treat psoriasis from the inside out. 

They treat the whole body rather than a specific 

area. A person can take them by mouth or in the 

form of an injection.Doctors tend to use systemic 

treatments when people have more severe 

psoriasis or other related conditions, such as 

psoriatic arthritis.They may prescribe systemic 

treatment when the affected area of skin is too 

large to be treated with topical medications or if 

the psoriasis plaques do not improve with topical 

treatment.Systemic treatment may be more 

effective than topical treatment. They also have 

more potential side effects and some lower a 

person's immunity. Although the risk is low, in 

some cases these treatments can increase the 

chance of developing an infection or cancer. [21]. 

Table-3: Systemic treatment 

 
Levels 4 and 5: Experimental treatments 

 Level 4 and Level 5 treatments are not approved 

by the US Food and Drug Administration. Level 4 

treatment is weakly to moderately effective but 

less toxic than level 5 treatment, which is reserved 

for the most severe and resistant cases, including 

arthropathy. Psoriasis treatment aims to stop the 

rapid growth of skin cells and remove scales. 

Options include creams and ointments (topical 

therapy), light therapy (phototherapy), and oral or 

injectable medications. Steroid creams or 

ointments (topical corticosteroids) are commonly 

used to treat mild to moderate psoriasis on most 

areas of the body. The treatment works by 

reducing inflammation. This slows down the 

production of skin cells and reduces itching. 

Topical corticosteroids range in strength from mild 

to very strong. [22]. 
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Table-4: Experimental treatments 

PATHOGENECIS 

Various mechanisms are believed to be involved 

in the pathogenesis of psoriasis: 

1. T cell function 

2. The role of the dendritic cell 

3. Hyperproliferation of keratinocytes 

4. Angiogenesis 

5. Cytokine mediators 

6. Reduced apoptosis 

7. Genetic factors 

8. The role of oxidants and antioxidants in 

psoriasis 

1. T cell function 

T lymphocytes consist of a functionally distinct 

population of helper T cells and cytolytic T cells. 

The main function of T cells is to recognize 

processed peptide antigens that are attached to 

proteins encoded by MHC class II genes. 

Therefore, to activate T cells, they need APCs to 

process and present peptide fragments on the 

surface of APC cells. T cells secrete various 

lymphokines. T cells can also inhibit immune 

responses; in this role they are known as 

suppressor T cells. Different cell membrane 

proteins are expressed by different T cell 

populations. Most helper T cells show CD4 

positivity, while cytolytic and suppressor cells are 

CD8 positive. T cell activation requires three 

steps: a. Binding b. Antigen-specific activation 

(signal 1) c. Non-antigen-specific cell-cell 

interaction (signal 2) [23]. 

 
Fig-2: Disease Mechanism of psoriasis 

2. The role of dendritic cells 

Dendritic cells serve as a major class of antigen-

presenting cells that are found in increased 

numbers in psoriatic skin lesions.[13] Langerhans 

cells are a type of immature dendritic cell (iDC) 

found in normal epidermis and can also be found 

in psoriatic lesions.[14] iDCs are derived from 

blood monocytes or other myeloid precursors and 

have an immunostimulatory role. These iDCs are 

further stimulated to become mature DCs (mDCs). 

Psoriasis lesions show a marked increase in dermal 

DCs. XIIIa and CD11c are expressed by myeloid 

DCs or iDCs, and CD83 and DC-LAMP proteins 

are positive on mDCs [24]. 

3. Hyperproliferation of keratinocytes 

The skin provides a protective mechanism through 

its multi-layered structure. The skin consists of 

five layers, stratum basale, stratum spinosum, 
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stratum granulosum, stratum lucidium and stratum 

corneum. Keratinocytes are mainly formed in the 

stratum basale and then migrate to the stratum 

corneum. As the cells move towards the surface, 

their organelles disappear and are filled with 

keratin. The top layer of keratin provides a 

protective function. Under normal conditions, the 

epidermal cell cycle is completed in about four 

weeks. But in psoriatic skin, the epidermal cell 

cycle is accelerated. Cell division in the basal layer 

occurs every 1.5 days, and the migration of 

keratinocytes into the stratum corneum occurs 

within approximately 4 days. This results in 

keratinocyte hyperproliferation [25]. 

4. Angiogenesis 

Keratinocytes produce proangiogenic cytokines 

(VEGF, IL-8), but the exact mechanism of 

angiogenesis in psoriasis is still unknown. In 

psoriasis, endothelial cells swell and become 

activated, these activated endothelial cells migrate, 

sprout, and lay down a basement membrane with 

pericytes as structural support for the formation of 

new vascular networks. This results in an 

expansion of the intercellular spaces and therefore 

the dermal blood vessels expand. thereby 

facilitating the migration of leukocytes into the 

skin [26]. 

5. Cytokine mediators 

In psoriasis, cytokine production results in 

epidermal hyperproliferation, vascular dilation, 

and dermal inflammation. Cytokines implicated in 

the development of psoriasis include granulocyte-

macrophage colony-stimulating factor (GMCSF), 

epithelial growth factor (EGF), IL-8, IL-12, IL-1, 

IL-6, IFN-γ, and TNF- α. These cytokines result in 

keratinocyte proliferation, neutrophil migration, 

potentiation of Th1-type responses, angiogenesis, 

upregulation of adhesion molecules, and 

epidermal hyperplasia [27]. 

6. Reduced apoptosis 

To maintain a constant epidermal thickness, 

keratinocyte proliferation in the normal epidermis 

is regulated by apoptotic cell death. The epidermal 

hyperplasia characteristic of psoriasis is thought to 

be caused by overexpression of P53, and these 

proliferating cells typically express Bcl-2, which 

protects them from apoptotic stimuli, whereas 

terminally differentiated cells lose Bcl-2 

expression [28]. 

CONCLUSION 

Psoriasis is clearly a systemic inflammatory 

disease with many complications, especially 

metabolic syndrome. CVD was found to be the 

most important among them. Therefore, 

dermatologists should work with cardiologists to 

clarify the condition of psoriatic patients. 

However, because it is difficult to perform a 

thorough cardiovascular evaluation in all patients 

with psoriasis, clinicians require an understanding 

of which patients are more likely to develop 

complications, particularly CVD. Although some 

biologics have been found to be effective in 

treating CVD, we need to continue to collect long-

term case data. 
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