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Introduction
An inflammation of the upper respiratory tract caused by type 1 

and 3 hypersensitive reactions to fungus is known as allergic fungal 
rhinosinusitis (AFRS).1 The first instance of AFRS was recorded by 
Safirstein in 1976 in a patient who had nasal polyps, significant mucosal 
edema, type 1 allergy, and positive gel diffused precipitins against A. 
fumigatus, which was later confirmed by culture [1].

This patient's condition was aggravated by allergic 
Bronchopulmonary aspergillosis (ABPA), which shares these clinical 
and immunologic symptoms.2 Katzenstein3 and Robson, respectively, 
proposed the names "allergic aspergillus sinusitis" and "allergic fungal 
sinusitis" in 19833 and 1989, respectively.4 Chronic rhinosinusitis (CRS), 
a diverse the requirements that presents with persistent symptoms such 
nasal obstructions, discoloured discharge, and sinus pressure, is defined 
as having AFRS as a subtype [2]. Face pressure or anxiety, as well as a 
lengthy decrease or loss of scent12 weeks. According on whether a CRS 
is primary or secondary in origin, and according to either a subtype is 
localized or disperses,

Disease’s anatomic distribution. Primary CRS can be categorized 
as either a type 2 or non-type 2 inflammatory endotype based on 
endotype dominance. AFRS can be classified as main localized or 
scattered type 2 endotypic CRS, and ECRS is categorized as primary 
diffuse type 2 endotypic CRS, both of which are morphologies marked 
by eosinophilic activation [3].1 Sino-bronchial allergic mycosis (SAM) 
is the term used to describe AFRS and asthmatic Bronchopulmonary 
fungi (ABPM) including ABPA in the same entity.15 SAM is actually 
fairly common, despite the fact that the number of identified events of 
AFRS are typically rising and that many AFRS cases have previously 
been documented  [4]. Given both the AFRS and ABPA in the 
first report both demonstrated concurrent medical features, it was 
assumed that their pathogeneses were identical. Their uncommon 
co-occurrence, however, raises the possibility that their physiological 
mechanisms may differ in some ways. In order to get better knowledge 
of the pathophysiology of both AFRS and ABPA, the current review 

compared the clinical manifestations of both diseases. It is significant 
to highlight that up until the 2000s, several clinical investigations 
identified AFRS without satisfying type 1 hypersensitivity to fungi or 
the Bent and Kuhn diagnostic criteria [5, 6].

The current evaluation discusses an AFRS that satisfies the 
traditional Bent and Kuhn standards.

One of the phenotypes of CRS is AFRS

Clinical characteristics

In comparison to chronic sinusitis with polyps in the nose (CRSwNP) 
and eosinophilic-dominant CRS (i.e., ECRS), AFRS presents itself 
younger, in the 20s and 30s.28e34 Males seem to develop the disorder 
somewhat more frequently than females, even though this tendency 
is not significant.28e30,32,33,35,36 It has also been shown to be more 
prevalent in those with lower socioeconomic status, such as those with 
lower income, those with assurance, and Medicaid patients, in the US, 
where it is more prevalent in African-Americans29,32e35,37.29,32,33 
A common adverse effect of CRSwNP is bronchial asthma, particular in 
cases with ECRS with sinuses covered in eosinophilic mucus. However, 
AFRS is significantly less frequently linked to bronchial asthma than 
CRSwNP and ECRS [7,8].

Pathogenic fungus

Initially, it believed that warm, humid builds like those bordering 
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Abstract
Severe allergic Bronchopulmonary fungi (ABPM) and allergic fungal nasal congestion (AFRS) are inflammatory 

diseases of the respiratory system brought on by type 1 and type 3 hypersensitivity reactions to fungus. The number 
of e penetration into the airway mucosa brought on by localized type 2 inflammation and concurrent viscid tears 
in the airways are the distinguishing characteristics of both disorders. In the lower and upper respiratory tracts, 
respectively, central bronchiectasis and bone erosion are caused by eosinophilic mucin-induced compression of 
nearby anatomical structures. Although the pathophysiology of several illnesses is similar, they also show observable 
variances. In terms of epidemiologic results, AFRS often manifests at a younger age than ABPM, has less difficult 
bronchial asthma, and has lower total immunoglobulin E levels in laboratory findings. Furthermore, despite their 
common genesis, the rarity of illustrates the differences between AFRS and ABPM by demonstrating the presence of 
sinio-bronchial allergic mycosis in both conditions. In order to evaluate what can be learnt about AFRS from ABPM, 
where more is known about the condition, this review tries to define the parallels and differences in the genesis of 
AFRS and ABPM.
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the river's basin and the south-central US were where AFRS was 
widespread.9, 50, 51 Contrary to common opinion, an in-depth 
study has revealed that places with greater temperatures have a higher 
prevalence of AFRS whereas regions with more humidity had a lower 
incidence.52 That systematic review, however, focused on the climate 
in particular cities, which could differ from where all patients live. In 
addition to geographic and climatic factors the living environment is 
additionally significantly affected by socioeconomic problems, chronic 
mucosal irritation from air pollution, and refrigeration in warm 
climates.51, 52 Furthermore, the effects of climate change may enhance 
the likelihood that AFRS incidence may grow in areas with low levels of 
this illness now [9,10].

Conclusion
AFRS and ABPM are two related conditions that share common 

features in terms of their allergic response to fungal organisms. 
Understanding the similarities and differences between these 
conditions can help healthcare professionals improve their diagnosis 
and treatment strategies. Additionally, raising awareness about the 
potential overlap in symptoms between AFRS and ABPM can lead to 
more accurate diagnoses and better patient outcomes.
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