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Abstract 
Background:  Histoid leprosy, a rare variant of multibacillary leprosy, is distinguished by 
its succulent, smooth, skin‑colored to erythematous papulonodular lesions that arise on 
apparently normal skin.1 These lesions most commonly occur over the extensor surfaces 
of the limbs, bony prominences, lower back, and buttocks. Histoid leprosy nodules may 
occasionally be large and pedunculated.3 The high bacillary load in such patients makes 
them important reservoirs of infection, and delayed diagnosis significantly increases the 
risk of ongoing transmission.2 Objectives: 1.To study and correlate between clinical and 
histopathological diagnosis in histoid leprosy. Methods: The present study is a 12 years 
Retro-prospective study (Retrospective: October 2010 to June 2020, Prospective: July 
2020 to September 2022) taken in Department of Pathology, Karnataka Institute of 
Medical sciences (KIMS), Hubli. Kappa values for clinicopathological correlation was 
calculated with the help of graph pad software by dotmatics. Results: During the study 
period, a total of 854 leprosy cases were diagnosed, of which 18 (2.1%) were identified 
as histoid leprosy (HL). 12 (66.6%) cases showed correlation between clinical and 
histopathological diagnosis for HL, remaining 6 (33.33%) had sarcoidosis, 
dermatofibroma and other variants of leprosy as clinical diagnosis Conclusion: 
Strengthening surveillance and integrating HL recognition into leprosy control programs 
will be crucial for India’s ongoing efforts toward eradication of leprosy.. 
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INTRODUCTION 
Histoid leprosy, a rare variant of multibacillary leprosy, is distinguished by its succulent, smooth, skin‑colored to 

erythematous papulonodular lesions that arise on apparently normal skin.1 These lesions most commonly occur over the 

extensor surfaces of the limbs, bony prominences, lower back, and buttocks. Histoid leprosy nodules may occasionally be 

large and pedunculated.3 Histological sections reveal hypercellular granulomas composed predominantly of 

spindle‑shaped cells, which often give the impression of centrifugal expansion, compressing adjacent fibrous tissue into a 

distinct “pseudocapsule”. 4The younger cells are arranged in compact bundles and whorls, closely resembling a 

histiocytoma, hence the term histoid.4 These cells are heavily bacillated, containing predominantly solid organisms aligned 

in parallel stacks, a feature classically referred to as the “histoid habitus”.3  

 
In some cases, areas with polygonal cells resembling conventional macrophages are observed.3 A few lesions also 

demonstrate nests of epithelioid cells with minimal organisms, described as “epithelioid contaminants”.3,4 Histoid lesions 

are thought to evolve through downgrading from tuberculoid forms or as a result of localized immune modulation; however, 

several de novo cases have also been reported.3  

 

Overall, histoid leprosy represents an uncommon form of the disease (1.2–3.6% of all cases), marked by distinctive clinical 

and histopathological features, yet capable of mimicking other dermatoses, thereby posing a significant diagnostic 

challenge [10]. 

 

Histopathological examination typically reveals epidermal atrophy, a well‑defined Grenz zone, and nodular aggregates of 

fusiform histiocytes arranged in a storiform pattern, along with numerous acid‑fast bacilli that are longer than conventional 

lepra bacilli and aligned in parallel bundles.1 Unlike in classical lepromatous leprosy, these bacilli do not form 

globi.Clinically, histoid leprosy is regarded as a great masquerader due to its variable presentation. The high bacillary load 
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in such patients makes them important reservoirs of infection, and delayed diagnosis significantly increases the risk of 

ongoing transmission.2 

 

OBJECTIVES 
1. To study and correlate between clinical and histopathological diagnosis in histoid leprosy. 

 

MATERIALS AND METHODS 
The present study is a 12 years Retro-prospective study (Retrospective: October 2010 to June 2020, Prospective: July 2020 

to September 2022) taken in Department of Pathology, Karnataka Institute of Medical sciences (KIMS), Hubli. The clinical 

and histopsthological data of retrospective cases were retrieved from departmental records, tissue blocks and slides. During 

the prospective study period, clinical history, physical examination will be noted.  

 

Skin biopsies for study were obtained either by punch biopsy or incisional biopsy performed by Dermatologist and 

submitted to Pathology department. The specimen so obtained is described under heading: size, type, borders, colour and 

shape. The specimen is then subjected for processing. Paraffin blocks are prepared followed by staining the 5-micron 

thickness sections with haematoxylin and eosin with standard techniques 5,6 as observed in Department of Pathology, 

KIMS, Hubli. Special stains (Fite-Faraco stain) are done.  

 

Histopathological diagnosis and Bacterial index are noted. Various histopathological findings like epidermal thinning, 

grenz zone, inflammatory cell are noted. Clinically diagnosed cases of leprosy will be correlated with histopathological 

examination of respective biopsies. Kappa values for clinicopathological correlation was calculated with the help of graph 

pad software by dotmatics. 

 
INCLUSION CRITERIA:  All clinically diagnosed or suspected and histologically proven cases of Histoid leprosy 
submitted to Department of Pathology, KIMS, Hubballi.  

 
EXCLUSION CRITERIA: Inadequate samples. Clinical data not available. Biopsies which do not reveal histology of the 

leprosy. 

 

RESULTS 
During the study period, a total of 854 leprosy cases were diagnosed, of which 18 (2.1%) were identified as histoid leprosy 

(HL). Of the 18 HL cases, 17 (94.44%) were de novo presentations, while only 1 patient (5.5%) had a prior history of 

leprosy with irregular treatment. Clinically, nodules were the most common lesion, present in all cases (100%), followed 

by plaques in 5 patients (27.7%).  

 

Earlobe infiltration was noted in 3 cases (16.6%), and lepra reaction in 1 case (5.5%). Histopathological examination 

consistently demonstrated epidermal atrophy, a distinct Grenz zone, and well‑circumscribed dermal collections of 

spindle‑shaped to polygonal histiocytes in all patients. The mean bacterial index was 5.52. as shown in table 1. 

 

Table 1 - Showing different histopathology findings of leprosy in present study. 

 
 

12 (66.6%) cases showed correlation between clinical and histopathological diagnosis for HL, remaining 6 (33.33%) had 

sarcoidosis, dermatofibroma and other variants of leprosy as clinical diagnosis as shown in table 2. 
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Table 2: Showing clinicopathological correlation of types of leprosy in the present study. 

Clinical diagnosis 

 

Histopathological diagnosis 

(Number of cases) 

 HL Non HL 

HL 12 0 

Sarcoidosis  2 0 

Dermatofibroma 2 0 

TT 1 0 

BT 1 0 

Non HL  836 

Total 854 

 

Kappa values for clinicopathological correlation was calculated with the help of graph pad software by dotmatics with 95% 

confidence interval. 

 

 Kappa < 0: No agreement 

 Kappa between 0.00 and 0.20: Slight agreement 

 Kappa between 0.21 and 0.40: Fair agreement 

 Kappa between 0.41 and 0.60: Moderate agreement 

 Kappa between 0.61 and 0.80: Substantial agreement 

 Kappa between 0.81 and 1.00: Almost perfect agreement 

 
The calculated kappa value for clinicopathological correlation is 0.79 showing Substantial agreement. 

 

DISCUSSION 
Leprosy remains endemic in underdeveloped and developing nations. In India, widespread low socioeconomic conditions 

contribute to cycles of overcrowding, poor sanitation, and limited education, which in turn facilitate the persistence of 

infectious diseases such as leprosy. In the present study, histoid leprosy (HL) accounted for 2.1% of all leprosy cases, a 

figure comparable to the incidences reported by Mendritta et al. 7 (2011, n=11; 1.14%) and Punia et al. 8 (2017, n=13; 

3.37%), though slightly lower than the 4.7% incidence noted by Girishkumar et al. 9 (2018, n=20). Collectively, these 

findings reaffirm the rarity of HL. 

 

Among the 18 HL cases in this study, only one patient (5.5%) had a prior history of leprosy with irregular treatment, while 

the remaining were de novo presentations. This proportion is lower than that reported by Punia et al. 8, Girishkumar et al. 

9 , and Mendritta et al. 7, suggesting that HL may not always arise from drug resistance. Instead, it may represent a distinct 

clinical entity rather than merely a variant of lepromatous leprosy, as proposed by several authors. However, discrepancies 

across studies could also reflect biases in patient reporting, given the social stigma surrounding leprosy and the likelihood 

of under‑disclosure of past medical history. Clinically, nodules were the most frequent lesion (100%), followed by plaques 

in 27.7% of cases, findings consistent with Punia et al. [9] and Girishkumar et al. 9.  
 

The upper and lower limbs and trunk were the most commonly affected sites, with occasional facial involvement, in 

agreement with Girishkumar et al. 9, Kaveri et al. [12], and Punia et al. [10]. In contrast, Mendritta et al. 7 reported the 

face as the predominant site. Histopathologically, epidermal atrophy was present in all cases (100%), mirroring the findings 

of Punia et al. [10], but differing from Mendritta et al. 7, who observed it in only 30% of cases. The mean bacterial index 

(5.52) in this study was comparable to values reported by Kaveri et al. 10 (5.12) and Punia et al. 11 (5.54). Furthermore, 

clinicopathological correlation was achieved in 66.6% of cases, slightly higher than the 46.15% correlation reported by 

Punia et al. 11. 

 

CONCLUSION 
This study reaffirms that histoid leprosy (HL) remains a rare entity, accounting for 2.1% of all leprosy cases in our cohort, 

consistent with previous reports from India. The predominance of de novo cases (94.4%) suggests that HL may not always 

be a consequence of drug resistance, but rather a distinct clinicopathological form of leprosy. Clinically, nodular lesions 

were universal, with plaques and involvement of limbs and trunk being common, while histopathology consistently 

demonstrated epidermal atrophy, Grenz zone, and spindle‑shaped histiocytes with a high bacillary load. Overall, the 

findings emphasize the need for heightened clinical suspicion, careful histopathological evaluation, and improved 

awareness among healthcare providers to ensure timely diagnosis and treatment. Strengthening surveillance and integrating 
HL recognition into leprosy control programs will be crucial for India’s ongoing efforts toward eradication of leprosy. 
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