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Aim: To evaluate the clinicopathological features of 
granulomatous inflammatory lesions through a retrospective 
analysis, emphasizing the importance of early and accurate 
diagnosis for timely treatment and improved prognosis. 
Methods: A retrospective cross-sectional study analyzed 
archived data (1953–2022) approved by the Research 
Ethics Committee (CAAE: 5.429.194). Samples with clinical 
and histological diagnoses of granulomatous lesions, 
nonspecific chronic inflammations, paracoccidioidomycosis, 
leishmaniasis, and tuberculosis were included. Initially,  
88 cases were identified, and 28 cases met inclusion 
criteria after exclusions. Results: Granulomatous lesions 
predominantly presented as irregular ulcers (67.9%), located 
mainly on the tongue (32.1%), erythematous (46.4%), 
and symptomatic (50.0%). Histologically, lymphocytes 
and macrophages were present in all cases, while  
Langhans-type and foreign body-type giant cells appeared 
in 69%, and caseous necrosis was observed in 32%. 
Conclusions: Biopsy is essential for diagnosing oral lesions. 
Understanding the prevalence and clinicopathological 
features of granulomatous inflammatory lesions is critical 
for developing preventive measures and effective treatment 
strategies which directly influences the individual’s prognosis, 
particularly considering the potential burden of these diseases.
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Introduction

Granulomatous diseases arise from complex immunopathological processes in 
which the immune system aims to contain a persistent aggressor agent but fails to 
eliminate it. The common hallmark of these diseases is the development of granu-
lomas. This complex mechanism is essentially characterized by overstimulation of 
the immune system, leading to a type IV hypersensitivity reaction1,2. Granulomatous 
responses can be classified into different types, such as necrotizing granulomas, 
non-necrotizing granulomas, and foreign body giant cell reactions3. Mycobacterial 
infections are typically associated with necrotizing granulomas, while sarcoidosis is 
a common cause of non-necrotizing granulomas3. A thorough, pattern-based diag-
nostic approach, incorporating clinical context, is essential for accurate identifica-
tion of the underlying cause and optimal treatment planning3.

In tropical regions, including areas such as Latin America and Africa, infectious dis-
eases marked by granulomatous inflammation are highly prevalent. Tuberculosis (TB), 
one of the most common diseases, imposes a substantial burden on these popula-
tions. TB can manifest beyond the lungs, presenting as extrapulmonary tuberculosis 
(EPTB), which may involve the oral cavity among other sites4. Clinically, oral lesions of 
EPTB present as ulcers with a granulomatous center and a whitish halo, most com-
monly on the dorsum of the tongue5. Tongue manifestations may appear as ulcers, 
nodules, fissures, or granulomas, with ulcers being irregular, hardened, and often pain-
ful6. Histological findings include lesions known as tubercles, described as charac-
teristic granulomatous inflammatory reactions against Mycobacterium tuberculosis 
(MTB) bacilli mediated by host immune cells7. The granulomas, whether caseous or 
not, contain bacilli within macrophages, alveolar exsudate rich in fibrin, lymphocytes, 
and multinucleated giant cells near the fibroblastic border7.

In a similar fashion, mucocutaneous leishmaniasis has a widespread global distribu-
tion, affecting regions across Americas, Asia, and Africa with a notably higher inci-
dence of lesions affecting the oral mucosa8. They are characterized by vegetative and 
ulcerative lesions, accompanied by coarse granulations, with painful symptoms that 
can sometimes cause dysphagia and odynophagia due to nasal involvement, leading 
to malnutrition and prolonged healing time due to reduced food intake9. The main 
histopathological pattern of this disease is typically described as a histioplasmacytic 
infiltrate (cellular exsudative pattern), associated with a granulomatous reaction, 
which may or may not include necrotic centers10. Furthermore, among the reaction 
patterns presented, one closely resembles those found in tuberculosis, as organized 
granulomas with epithelioid cells, Langhans-type giant cells, and an outer lymphocytic 
crown, termed the exsudative and tuberculoid reaction, can be observed10.

In cases of granulomatosis with polyangiitis (Wegener’s granulomatosis), the most 
characteristic initial lesion presents as hyperplastic gingiva, with swollen areas of 
red-purple coloration and interdental papillae covered by diffuse petechiae. Moreover, 
due to the granular appearance of the gingival surface lesions, the term “strawberry 
gingiva” is used to refer to the affected gingiva11. However, in most cases, histopatho-
logical findings are less specific, demonstrating acute or chronic inflammation, as 
well as pseudoepitheliomatous hyperplasia11.
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A correct and early diagnosis of any disease is crucial for promptly initiating treat-
ment, which directly impacts the individual’s prognosis, particularly given the potential 
burden of these diseases. Therefore, this study aimed to evaluate the clinicopatholog-
ical characteristics of granulomatous inflammatory lesions through of a retrospective 
survey analysis.

Material and Methods

Ethical issues and reporting guideline

This study was approved by the Ethics and Research Committee (COEP) of Uni-
versidade Federal de Minas Gerais (UFMG) under protocol number: 5.429.194. The 
research was conducted at the Oral and Maxillofacial Pathology Laboratory of the 
School of Dentistry at Universidade Federal de Minas Gerais (FAO-UFMG).

All procedures involving human participants were conducted in accordance with the 
ethical standards of the institutional committee and the 1964 Helsinki Declaration12, 
including its amendments. Informed consent was obtained from all participants, and 
their anonymity was maintained.

The study adhered to the Strengthening the Reporting of Observational Studies in 
Epidemiology (STROBE) guidelines13.

Study design and sample setting

This is a cross-sectional and retrospective study of archived data in an anatomo-
pathological diagnostic center. The selected samples were obtained from individu-
als undergoing soft tissue biopsies and were archived in the Oral and Maxillofacial 
Pathology Laboratory of FAO-UFMG. The material used was fixed in formalin and  
embedded in paraffin.

Among the samples, those with clinical diagnostic hypotheses and histological diag-
noses of lesions with similar characteristics were selected, including granulomatous 
inflammations, nonspecific chronic inflammations, paracoccidioidomycosis, leish-
maniasis, tuberculosis, among others. The period evaluated was from 1953 to 2022. 
The following exclusion criteria were applied: samples with insufficient material for 
analysis, intraosseous biopsies, and samples that did not present histological charac-
teristics of chronic granulomatous lesions.

Data gathering and diagnostic procedure

Through information stored in the digital system of the Oral and Maxillofacial Pathol-
ogy Laboratory of the Department of Oral Surgery, Pathology and Clinical Dentistry of 
FAO-UFMG, the following information was collected from the selected patients: code, 
name, age, gender, type of material, disease duration, type of lesion, staining, symp-
tomatology, size (in mm), material collection method, manifestation, radiographic 
findings, location, other observations, clinical diagnosis, macroscopic picture, micros-
copy, diagnosis and date. Subsequently, searches were made for formalin-fixed par-
affin-embedded (FFPE) samples, Hematoxylin and Eosin (H&E) stained histological 
slides, and filled-out forms for histological analysis.
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All H&E stained slides were reviewed by experienced oral pathologists, considering 
the following histopathological criteria: presence of areas with granuloma formation, 
presence or absence of caseous necrosis areas, and inflammatory infiltrate com-
posed of macrophages, lymphocytes, and multinucleated giant cells.

Results

Sample characteristics

Eighty-eight cases of Granulomatous Inflammatory Lesions (GIL) were selected, with 
46 males and 42 females. Of these, 10 were excluded due to insufficient material for 
analysis, 6 were excluded as they were intraosseous biopsies or biopsies from extra-
oral regions, and 44 were excluded for not presenting compatible histological char-
acteristics. Thus, 28 cases were selected. Considering that the twenty-eight selected 
cases revealed a diverse array of clinical and histological diagnoses, the complexity 
of analyzing granulomatous inflammatory and infectious conditions is underscored. 
Table 1 and Table 2 showcases a minutely description of descriptive statistics of 
demographic and clinical features.

Table 1. Frequency data of selected samples

Variable N (%)

Age

Under 20 years old 06 (21.4)

21 to 60 years old 15 (53.6)

Over 60 years old 07 (25.0)

Gender    

Female 09 (32.1)

Male 19 (67.9)

Lesion Type

Ulcer 19 (67.9)

Nodule 01 (03.6)

Cistic 02 (07.1)

Tumor 03 (10.7)

Vesicular-bullous 01 (03.6)

Plaque 01 (03.6)

Not informed 01 (03.6)

Lesion Color

Erythematous 13 (46.4)

Similar to oral mucosa 04 (14.3)

Purple 01 (03.6)

White 01 (03.6)

Brown 01 (03.6)

Not informed 08 (28.6)

Continua
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Continuação

Symptomatology

Symptomatic 14 (50.0)

Asymptomatic 05 (17.9)

Not informed 09 (32.1)

Biopsy Type

Incisional biopsy 21 (75.0)

Excisional biopsy 03 (10.7)

Curettage 01 (03.6)

Not informed 03 (10.7)

Presentation

Primary 22 (78.6)

Recurrent 02 (07.1)

Not informed 04 (14.3)

Localization

Tongue 09 (32.1)

Buccal Mucosa 03 (10.7)

Palate 05 (17.9)

Lip 04 (14.3)

Inferior alveolar ridge 03 (10.7)

Superior alveolar ridge 02 (07.1)

Submandibular region 02 (07.1)

Size (mm)

Under 10mm 02 (07.1)

10 to 30 mm 13 (46.4)

Over 30 mm 02 (07.1)

Multiple 01 (03.6)

Not informed 10 (35.7)

Evolution Time (Months)

Less than 6 months 12 (42.9)

6 to 12 months 08 (28.6)

Over 12 months 01 (03.6)

Indeterminate 05 (17.9)

Not informed 02 (07.1)

Table 2. Means and standard deviation of ages, progression time, and lesion size.

Variable Mean (SD) Min - Max
Included

n %

Age (years) 44.4 (22.0) 02 – 94 28/28 (100%)

Progression Time (Months)a 06.4 (5.9) 0.3 – 24.0 21/28 (75.0%)

Size (mm)b 22.4 (15.3) 5 – 60 17/28 (60.7%)
Notes: Max, Maximum; Min, Minimum; mm, millimeter; SD, Standard Deviation; amissing data from 7 cases of 
this group; 
bmissing data from 11 cases of this group.
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The most encountered cases included clinical diagnosis of tuberculosis and paracoc-
cidioidomycosis, both of which, while frequently hypothesized, necessitate confirma-
tion through complementary tests for accurate diagnosis. The lesions characterized 
as chronic inflammatory, whether with or without granuloma formation, highlight the 
need for further investigations, such as histopathological analysis and specific labo-
ratory tests, to exclude other infectious diseases, including leishmaniasis and syphilis. 
Additionally, differential diagnoses include systemic disorders such as sarcoidosis, 
granulomatosis with polyangiitis, Crohn’s disease, histiocytosis, as well as squamous 
cell carcinoma. This diversity of diagnoses emphasizes the importance of clinical and 
microscopic correlation, reinforcing the necessity for a comprehensive approach to 
the effective management of these conditions. Supplementary File 1 provides all rel-
evant data.

Histological findings

Histological slides stained with H&E of granulomatous inflammatory lesions exhibit 
distinct and complex morphological characteristics. A prominent finding is the for-
mation of granulomas, which are nodular structures composed of a central core 
of activated macrophages, often transformed into epithelioid cells with abundant 
cytoplasm and elongated nuclei (Figure 1A and Figure 1B). These granulomas 
are intermingled with multinucleated giant cells, formed by the fusion of multiple 
macrophages, which may display nuclei arranged in a semicircle (Langhans-type 
giant cells) or dispersed randomly (multinucleated giant cells foreign-body-type), 
and often exhibit areas of caseous necrosis characterized by the loss of cellular 
structure and the presence of debris from dead cells, a hallmark of granulomatous 
inflammation typically seen in response to certain infections or chronic inflamma-
tory conditions. (Figure 2A and Figure 2B). Granulomas of the foreign body type are 
characterized by the presence of non-biological materials, such as sutures or splin-
ters, which are not directly phagocytosed by macrophages, autoimmune reactions or 
frequently caused by low-virulence and highly resistant (immunogenic) aggressors, 
in which epithelioid cells do not form typical palisades (Figure 2B). These circum-
stances induce a granulomatous response with a distinct histological pattern, often 
featuring multinucleated giant cells that attempt to enclose the lesion to mitigate its 
progression. Additionally, there is peripheral infiltration of lymphocytes and plasma 
cells, with lymphocytes showing small nuclei and scant cytoplasm, and plasma 
cells having an eccentric nucleus and basophilic cytoplasm due to rough endoplas-
mic reticulum (not demonstrated). Fibroblasts may also be present, contributing to 
the formation of fibrous tissue around the granulomas, signaling a chronic response 
and an attempt to isolate the irritant. The GIL samples revealed varied morphologi-
cal components: epithelioid cells were observed in 23% of cases, histiocytes in 38%, 
Langhans-type giant cells and foreign bodies were found in 69% of the cases, and 
caseous necrosis in 32%. Additionally, lymphocytes and macrophages were present 
in all analyzed samples. Table 3 shows all histological characteristics of granuloma-
tous inflammatory lesions found in the samples.
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Figure 1. Histological features of granulomatous inflammatory lesion exhibiting areas of granuloma 
formation (A) H&E, x20. (B) Higher magnification showing detailed granuloma structure, H&E, x100.

Figure 2. Histological features of caseous necrosis. (A) Area of caseous necrosis marked with an asterisk, 
multinucleated giant cells of foreign-body type indicated by the arrowhead, and Langhans-type giant cell 
at the arrow (H&E, 400x). (B) Area of caseous necrosis marked with an asterisk, multinucleated giant cells 
of foreign body type at the arrow (H&E, 400x).
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Table 3. Histological characteristics of granulomatous inflammatory lesions

Sample

Histological Characteristics

Granuloma-forming cells Presence/
absence of 
giant cells

Type of 
giant cells 

(Langhans and 
Foreign Body)

Necrosis 
(caseous,  

non-caseous 
and absent)

Epithelioid cells Lymphocytes Macrophages

1 + + + + Lg CN

2 + + + + Lg -

3 - + + - - -

4 + + + + Lg / FB CN

5 + + + + Lg / FB CN

6 + + + + Lg / FB -

7 + + + + Lg / FB -

8 - + + + Lg /FB -

9 - + + - - -

10 - + + - - -

11 + + + + Lg / FB CN

12 - + + - - -

13 + + + - - CN

14 + + + + Lg / FB CN

15 - + + + FB -

16 + + + + Lg / FB -

17 - + + + FB -

18 - + + + FB -

19 - + + + FB -

20 + + + + Lg CN

21 + + + + Lg / FB CN

22 + + + + Lg / FB CN

23 - + + + FB -

24 - + + + Lg / FB -

25 - + + + FB -

26 - + + - FB -

27 - + + - - -

28 + + + - FB -

Notes: Analysis of presence and absence of specific cells found in granulomas with or without caseous  
necrosis from biopsies of nonspecific granulomatous inflammatory lesions using H&E staining (+): presence;  
(-): absence; Abbreviations: FB: Foreign body type giant cells; Lg: Langhans type giant cells; CN: Caseous necrosis.

Discussion
The present identified that the most prevalent features in oral lesions in GIL included 
irregular ulcers (67.9%), erythematous appearance (46.4%), symptomatic presenta-
tion (50.0%) with the most frequent location being the dorsum of the tongue (32.1%). 
Kohli and colleagues14 also observed consistent histopathological features in GIL 
cases, nothing the presence of epithelioid cells, lymphocytes, multinucleated giant 
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cells, including both Langhans and foreign body types, across all analyzed samples. 
In alignment with Kohli’s findings, this study found epithelioid cells in 23% of cases, 
histocytes in 38%, and Langhans-type giant cells along with foreign body cells in 69%. 
Additionally, lymphocytes and macrophages were present in all instances examined, 
further reinforcing the characteristic cellular profile associated with GIL.

Biological sex is a significant factor in health outcomes, with men being more 
affected by certain conditions due to genetic, hormonal, and lifestyle differences. 
However, these disparities are also shaped by social determinants, including lim-
ited healthcare access, socioeconomic challenges, and lower adherence to preven-
tive practices, which are more prominent in men due to societal roles and expec-
tations15. In this study, 67.9% of the sample belonged to the male sex, converging 
with literature data. Regarding age, in this study, the highest rate of involvement was 
in individuals in the fifth decade of life, with an average age of 44.4 years. Several 
hypotheses merit consideration, particularly tuberculosis, as its social profile pre-
dominantly affects men in economically productive age groups, likely due to factors 
such as increased exposure and socioeconomic challenges that hinder access to 
healthcare and preventive measures15. 

To understand the epidemiological profile of the individuals mays plays a pivotal role 
in the understanding of the dynamics of some entities approached in this study, espe-
cially TB, paracoccidioidomycosis, and leishmaniasis. These entities share a com-
mon epidemiological profile, they are common in tropical regions, especially Africa 
and Latin America, and sometimes affects and acts as a burden in most unprivileged 
individuals16-18. A concise understanding of the clinical features and also the histo-
pathological features of these diseases is crucial to the treatment and prognosis.  
A concise and briefly stablished diagnosis can be effective to manage the disease 
in initial phase and prevent sequels or even death, particularly in cases of TB, that 
accounts about 1.3 million of death in 201318. A cross-sectional assessment com-
piling clinical and pathological findings, along with demographic characteristics, has 
a significant impact, drawing the attention of oral medicine providers and pathology 
practitioners to better understand this disease.

In this context, TB may present in the oral cavity as ulcerated lesions on the palate, 
lips, or tongue, often accompanied by persistent cervical lymphadenopathy19. Pri-
mary oral tuberculosis, resulting from direct inoculation, is rare; more commonly, it 
arises secondarily through hematogenous or lymphatic spread, or by direct exten-
sion from adjacent structure7,19. Autoinoculation can also occur in patients with 
pulmonary tuberculosis, where infected secretions come into contact with injured 
oral mucosa7. Histopathologically, oral tuberculosis is characterized by the pres-
ence of caseous granulomas, composed of activated macrophages, epithelioid 
cells, and lymphocytes, often with central caseous necrosis. These granulomas 
are typically encased in fibrous tissue, and multinucleated Langhans giant cells 
are commonly observed7. Syphilis presents infrequently with oral manifestations 
during its primary stage, typically as a painless, self-limiting ulcer, often on the 
tongue. However, oral lesions during the secondary stage can complicate differ-
ential diagnosis, as they present with ulcers characterized by whitish or reddish 
borders, sometimes covered by a fibrinous pseudomembrane20. While histopathol-
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ogy is rarely necessary for diagnosis, tissue samples may reveal a dense infiltrate 
of plasma cells and lymphocytes in the superficial lamina propria, occasionally 
extending into the deeper stroma. Additional features include epithelial hyper-
plasia, obliterative endarteritis, and ulceration with fibrinopurulent exudate or 
abscess formation21.

Leishmaniasis, a parasitic infection caused by protozoa, can also affect the oral cav-
ity, typically in its mucocutaneous form, which involves both oral and nasal mucosa. 
The tongue is the most commonly affected site22,23. Lesions are often ulcerative 
and granulomatous in appearance. Histologically, non-necrotizing granulomatous 
inflammation is observed in the subepithelial region, with macrophages containing 
amastigotes—the intracellular form of the parasite. Additionally, the epithelium may 
exhibit pseudoepitheliomatous hyperplasia, a thickening and hyperplasia of the epi-
thelial layer that can resemble malignant processes22. Paracoccidioidomycosis, a 
fungal infection, may manifest as moriform stomatitis, with ulcerated lesions hav-
ing an erythematous, granular base and hemorrhagic points24. These lesions can 
appear anywhere in the oral cavity24. Histopathologically, the lesions show pseu-
doepitheliomatous hyperplasia and an inflammatory infiltrate of both mononuclear 
and polymorphonuclear cells in the lamina propria. Granulomatous reactions with 
yeast forms of Paracoccidioides brasiliensis are often present, appearing as ovoid 
cells with a double refractive membrane23,24.

These infectious and granulomatous conditions share certain histopathological 
features, such as the presence of granulomatous inflammation and multinucle-
ated giant cells in tuberculosis and paracoccidioidomycosis. However, key differ-
ences—such as the caseous necrosis in tuberculosis, intracellular amastigotes in 
leishmaniasis, and the fungal yeast forms in paracoccidioidomycosis—are crucial 
for accurate diagnosis. Clinical evaluation, serological testing, and histopatholog-
ical examination remain essential for differentiating these diseases and ensuring 
appropriate management. 

In a comparable manner a thorough understanding of the epidemiological profiles 
of individuals affected by autoimmune granulomatous diseases, such as granulo-
matosis with polyangiitis (GPA), sarcoidosis, Crohn’s disease, and histiocytosis, is 
essential for grasping the broader implications of these conditions on public health. 
These conditions, while distinct in their pathophysiology, share several key epi-
demiological traits, including the formation of granulomas as a hallmark feature. 
Additionally, they predominantly affect young adults, with a predominance in men, 
particularly in GPA and Crohn’s disease, suggesting the potential role of sex-related 
factors in disease development and progression25. The gender disparity observed 
in these diseases, where men are more commonly affected, may be linked to fac-
tors such as hormonal influences, genetic predisposition, and environmental expo-
sures25. Moreover, early identification of clinical manifestations and histopathologi-
cal changes is critical for the timely and effective management of these diseases. In 
Crohn’s disease, for example, early recognition of intestinal obstruction—a common 
complication—can significantly reduce the risk of intestinal perforation or the need 
for surgical intervention26.
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In light of the foregoing, granulomatosis with polyangiitis (GPA) is a rare systemic 
disorder of unknown etiology, characterized by necrotizing granulomatous inflam-
mation of the respiratory tract, glomerulonephritis, and vasculitis27. Oral manifesta-
tions include nonspecific erosive or ulcerative lesions, as well as hyperplastic gingi-
vitis, often referred to as “strawberry gingivitis”27. The diagnosis is confirmed when 
necrotizing granulomas and granulomatous vasculitis are observed in gingival biop-
sies28. Sarcoidosis may affect the oral cavity, gums, tongue, lips, palate, bone struc-
tures, and salivary glands. Clinical presentation varies according to the lesion site. 
Gingival involvement often mimics drug-induced gingivitis, while nodules resembling 
abscesses or tumors may develop on the palate, lips, and mucosa29. Sarcoid granulo-
mas are composed of epithelioid cells, T lymphocytes, plasma cells, and fibroblasts 
with areas of fibrinoid necrosis and hyalinosis30. In Crohn’s disease, oral lesions may 
present as deep linear ulcers, gingival hyperplasia, and “cobblestoning” of the mucosa, 
with associated lymphadenopathy31. Histological examination reveals non-caseating 
granulomas, deep fissures in the mucosa, and Langhans-type giant cells31. Lang-
erhans cell histiocytosis (LCH) is an acquired clonal disorder with variable clinical 
presentation. Oral manifestations include gingival hyperplasia and paresthesia32. 
Predominantly affecting males and children aged 2–18 years, LCH is histologically 
characterized by lymphocytic infiltrates and Langerhans cells32.

Another condition that should be included in the differential diagnosis, given its sim-
ilar clinical presentation and epidemiological profile, and its high prevalence in the 
oral cavity, is squamous cell carcinoma (SCC), which is the most common malig-
nant tumor of the oral mucosa. Epidemiologically, SCC predominantly affects older 
adults, with a notably higher incidence in men compared to women33. This disparity 
is largely attributed to the greater prevalence of risk factors associated with male 
behavior, particularly the higher rates of tobacco use and alcohol consumption in 
this group. Studies indicate that smoking is one of the most significant risk factors 
for the development of SCC, as it contributes to carcinogenesis in the oral cavity 
through the induction of genetic mutations and the promotion of inflammatory pro-
cesses33. Similarly, alcohol consumption, especially in combination with smoking, 
significantly amplifies the risk of SCC due to its synergistic effect on epithelial cell 
damage and tumor promotion33. Oral squamous cell carcinoma often starts asymp-
tomatically, becoming painful as it advances. It commonly affects the tongue, lips, 
and floor of the mouth, typically presents as an ulcer, lump, or a red/white lesion, 
and may also manifest as a non-healing sore that should raise suspicion if lasting 
over two weeks34. Oral squamous cell carcinoma develops from the epithelial lining 
of the oral cavity, pharynx, and larynx. Histopathologically, it is distinguished by vary-
ing levels of cellular atypia and squamous differentiation, which are key factors in 
determining its diagnosis and prognosis35.

Effective management strategies, guided by a thorough understanding of the clinical 
and pathological features of these diseases, can prevent serious long-term complica-
tions and improve the overall prognosis for affected individuals. By considering indi-
vidual risk factors, healthcare providers, including physicians and pathologists, can 
refine diagnostic approaches, optimize treatment strategies, and ultimately improve 
patient outcomes. The significance of biopsy in oral lesions is underscored, as his-
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topathology is a commonly used technique for investigating lesions and establish-
ing a diagnosis. This study has certain limitations, including the analysis of historical 
slides and the lack of complete data in patient records, which may have been lost or 
inadequately documented. These gaps compromise the detailed analysis of cases. 
Furthermore, dentists face challenges in diagnosing granulomatous inflammatory 
lesions, as these lesions can be associated with various pathological conditions.  
In many instances, histological analysis using H&E staining, along with clinical find-
ings, appears insufficient for a definitive diagnosis. For more accurate diagnosis, it is 
often necessary to utilize complementary tests, such as immunohistochemistry or 
other molecular tests, which can provide essential additional information for under-
standing the lesions and offer a better insight into each patient’s individual condition.

Due to the mentioned facts, the importance of biopsy in oral lesions is reinforced, as his-
topathology is a widely employed method to investigate lesions and reach a diagnosis, 
so that the correct course of action, as well as treatment selection, can be appropriately 
determined. Furthermore, observing the prevalence and epidemiological profile are nec-
essary so that new preventive measures and treatment for rare diseases with possible 
oral manifestations can be considered and implemented. Through this research, it was 
possible to understand the clinical and histopathological characteristics of patients 
diagnosed with granulomatous inflammatory lesions treated at the School of Dentistry 
of the Federal University of Minas Gerais between the years 1953 and 2022.
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