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Bioterrorism Agent and New Tool for Monogenic Auto Inflammaဂꀄ
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Introduction
Recently discovered hereditary diseases known as monogenic 

auto in�ammatory disorders (AIDs) are characterised by recurrent febrile episodes that appear to be unprovoked and are accompanied by in�ammatory symptoms that can a�ect a variety of organs and systems, most frequently the skin, serous membranes, musculoskeletal system, gastrointestinal tube, eyes, and/or nervous system. Instead of autoantibodies or antigen-speci�c and auto reactive T cells, as in the chapter of autoimmune illnesses, recurring febrile and in�ammatory episodes occur in monogenic AIDs. �eir pathophysiology is mostly caused by mutations in genes encoding proteins involved in the control of the innate immune system or in the modulation of the in�ammatory response, which leads to a massive production of proin�ammatory cytokines, especially interleukin. Clinically, monogenic AIDS is distinguished by signi�cant variation in terms of age of onset, frequency and severity of episodes, clinical symptoms, or responsiveness to treatment [1]. �is is likely because of the vast variety of mutations that can occur in various genes. Monogenic AIDs-related mutations may have a high penetrance, which frequently results in a more aggressive phenotype, or a low penetrance, which frequently results in a less severe clinical picture with a later onset, fewer episodes per year, and atypical or paucisymptomatic phenotypes. As a result, identifying patients with low-penetrance mutations may be challenging, and in these situations, it is crucial to establish the proper di�erential diagnosis. Recent advances in treatment have been made possible by our growing understanding of the molecular mechanisms behind monogenic AIDSs [2].

A frequent shoulder condition known as frozen shoulder (FS) 
a�ects 2 to 5 percent of the general population and causes a progressive loss of shoulder motion. FS progresses through a number of stages 
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that represent the progression of �brosis from spontaneous resolution 
to capsular in�ammation and �brosis. �e origin, pathophysiology, 
natural course, and best course of treatment for FS, however, are still 
up for debate. According to arthroscopic and imaging studies, the glen 
humeral joint's capsular tissue, which includes the rotator interval, is 
a key pathogenic location. It de�ned FS as the result of �brosis and 
in�ammation [3]. Early on, a synovial hyperplasia with enhanced 
vascularity manifests, and the subsynovium and synovium of capsular 
tissue gradually �brose. In�ammatory synovitis and capsular �brosis 
follow the immunological reaction that causes this illness to start. 
Although the macroscopic and histological characteristics of capsular 
contracture are well established, the underlying pathophysiological 
process is still not fully understood. Recently, a lot of work has gone 
towards developing an immunological response for FS, including 
in�ammatory mediators. Recent years have seen a growth in the 
�eld's understanding of the pathophysiologic mechanisms underlying 
FS [4]. �e pathophysiologic processes that underlie FS include 
capsular �brosis and in�ammation that are mediated by in�ammatory 
cytokines, growth factors, enzymes, and matrix metalloproteinases 
(MMPs). A matrix of type I and type III collagen containing �broblasts 
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into more potent treatments. Additionally, a number of nonhereditary 
multifactorial in�ammatory disorders that have clinical features with 
monogenic AIDS and may have an auto in�ammatory origin may 
also be treated with a biologic treatment strategy, opening up new 
possibilities on the medical front lines.
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