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Introduction associated with an increased risk of developing GCA [3].

The clinical presentations of inflammatory vasculitis are highly variable
Inflammatory vasculitis is a group of disorders characterized by and depend on the size of the involved vessels and the organs affected.
inflammation of blood vessels, which can lead to a wide range of clinical  Typically affects individuals over the age of 50 and presents with symptoms
manifestations and significant morbidity and mortality. This review explores like headache, scalp tendemess, jaw claudication, and visual disturbances.
the mechanisms underlying various forms of inflammatory vasculitis, including ~ Systemic symptoms such as fever, malaise, and weight loss are common.
their pathophysiology, clinical presentations, diagnostic approaches, and ~ More common in younger women, TA primarily affects the aorta and its
treatment strategies. By examining the complex interplay between genetic, ~ major branches. Patients may present with constitutional symptoms, limb
environmental, and immunological factors, we aim to provide a comprehensive  claudication, and discrepancies in blood pressure readings between limbs.
understanding of these conditions. Inflammatory vasculitis encompasses ~ PAN typically presents with systemic symptoms, renal involvement, and
a diverse spectrum of diseases that affect blood vessels, resulting in tissue  potentially cutaneous manifestations like livedo reticularis or ulcers.
ischemia, organ dysfunction, and systemic symptoms. The classification
of vasculitis is typically based on the size of the affected vessels—Ilarge,
medium, or small—and includes well-defined entities such as Giant Cell
Arteritis (GCA), Takayasu Arteritis (TA), Polyarteritis Nodosa (PAN), and
Granulomatosis with Polyangiitis (GPA), among others. The etiology of these
conditions is multifactorial, involving genetic predispositions, environmental
triggers, and dysregulated immune responses [1].

The disease may also involve the nervous system, leading to mononeuritis
multiplex. Often presents with respiratory symptoms (sinusitis, pulmonary
nodules), renal involvement, and systemic symptoms. Patients may also exhibit
granulomatous inflammation in various tissues. Characterized by asthma,
eosinophilia, and vasculitis affecting small to medium vessels, EGPA can lead
to a variety of symptoms, including respiratory and renal complications. Often
presents with rapidly progressive glomerulonephritis, pulmonary hemorrhage,

The pathogenesis of inflammatory vasculitis involves complex  and systemic symptoms. MPA is typically ANCA-positive. The diagnosis of
interactions between immune cells, cytokines, and endothelial cells. While  inflammatory vasculitis requires a high index of suspicion and a combination
the exact mechanisms vary among different types of vasculitis, several of clinical evaluation, laboratory tests, and imaging studies [4].
common pathways can be identified: Many forms of vasculitis are considered
autoimmune diseases, where the body's immune system mistakenly attacks
its own blood vessels. The presence of autoantibodies, such as Anti-
Neutrophil Cytoplasmic Antibodies (ANCA) in GPA, suggests a critical role of
autoimmune processes. Conditions like Polyarteritis Nodosa are associated
with immune complex deposition in vessel walls, leading to inflammation and
tissue damage. Inflammatory cytokines such as TNF-alpha and IL-1 activate
endothelial cells, leading to increased expression of adhesion molecules.
This promotes leukocyte recruitment and exacerbates vascular inflammation.
Both arms of the immune system contribute to the pathogenesis of vasculitis.
Dendritic cells, macrophages, and T lymphocytes play crucial roles in
orchestrating the inflammatory response [2].

A thorough clinical history and physical examination are essential.
Symptoms, duration, and progression help guide the diagnostic process.
Specific clinical signs, such as pulses in large vessel vasculitis or skin
changes in small vessel vasculitis, can provide crucial diagnostic clues. The
management of inflammatory vasculitis aims to control inflammation, prevent
organ damage, and induce remission. Treatment approaches vary based on
the type of vasculitis, disease severity, and individual patient factors. The
identification of specific biomarkers could enhance diagnostic accuracy and
provide insights into disease severity and prognosis. For instance, levels of
certain cytokines, chemokines, or autoantibodies may correlate with disease
activity, aiding in monitoring treatment response and predicting flares.
Advancements in genomics may uncover additional genetic risk factors
associated with vasculitis. Genome-Wide Association Studies (GWAS) have
DeSCI'iptiOI'I already identified several loci associated with conditions like GCA and ANCA-

associated vasculitis. Understanding these genetic underpinnings could

Recent studies have highlighted the role of genetic susceptibility in the  facilitate personalized treatment strategies based on a patient's genetic profile
development of vasculitis. Certain HLA (human leukocyte antigen) alleles [5].
have been associated with increased risk for conditions like GCA and TA.
Genetic polymorphisms affecting immune regulation, cytokine production, CO“C'USiOﬂ
and vascular integrity may predispose individuals to these inflammatory
disorders. Environmental factors, including infections, drugs, and exposure
to certain chemicals, may trigger or exacerbate inflammatory vasculitis. For
instance, respiratory infections have been implicated in the onset of GPA,
while hepatitis B infection is known to trigger PAN. Smoking has also been

Glucocorticoids are the cornerstone of treatment for most forms of
vasculitis. High-dose corticosteroids are often initiated to control acute
inflammation, with subsequent tapering based on clinical response. In addition
to glucocorticoids, various immunosuppressive agents may be employed to
‘ maintain remission and reduce the risk of relapse. Commonly used agents
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Continued research into the pathophysiology and treatment options for
vasculitis is essential to improve outcomes for affected patients. Clinicians
must remain vigilant in recognizing the diverse presentations of vasculitis,
ensuring timely intervention to mitigate the impact of these challenging
conditions.
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