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Rhinosporidiosis and its causative pathogen 
hundred years. Yet unresolved enigmas in rhinosporidiosis include the mode of infection, 
mechanisms of spread, mechanisms of immunity, and some aspects of histopathology. This article 
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INTRODUCTION 
 
Rhinosporidiosis a tropical disease of ENT has always been a 
subject of controversies and changing scenarios. Being a 
country which has endemic areas ,this article has been to share 
our experience of Ent surgeons of peripheral teaching institute 
in a place named Thiruvarur of Tamilnadu, the southern tip of 
India. 
 
Rhinosporidiosis 
 
Theories 
 
Theories of mode of spread 
 
 Demellow’s theory of direct transmission
 Autoinoculation theory of Karunarathnae (responsible for 

satellite lesions) 
 Haematogenous spread -to distant sites 
 Lymphatic spread -causing lymphadenitis (rarity)
 
Demellow's theory of direct transmission - 
This theory propounded by Demellow had its acceptance for 
quite some time. He postulated that infection always occurred 
as a result of direct transmission of the organism. 
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ABSTRACT 

Rhinosporidiosis and its causative pathogen Rhinosporidium seeberi
hundred years. Yet unresolved enigmas in rhinosporidiosis include the mode of infection, 
mechanisms of spread, mechanisms of immunity, and some aspects of histopathology. This article 
discuss about the usual presentation of rhinosporidiosis and how effectively it was managed in 
endemic district. 
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Rhinosporidiosis a tropical disease of ENT has always been a 
scenarios. Being a 

endemic areas ,this article has been to share 
our experience of Ent surgeons of peripheral teaching institute 
in a place named Thiruvarur of Tamilnadu, the southern tip of 

Demellow’s theory of direct transmission 
Autoinoculation theory of Karunarathnae (responsible for 

causing lymphadenitis (rarity) 

This theory propounded by Demellow had its acceptance for 
quite some time. He postulated that infection always occurred 
as a result of direct transmission of the organism.  
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When nasal mucosa comes into contact with infected material 
while bathing in common ponds, infection found its way into 
the nasal mucosa. Karunarathnae accounted for satellite lesions 
in skin and conjunctival mucosa as a result of auto inoculation.
Rhinosporidiosis affecting distant sites could be accounted for 
only through haematogenous spread.
postulated that Rhinosporidium existed in a dimorphic state. It 
existed as a saprophyte in soil an
form when it reached inside the tissues. This dimorphic 
capability helped it to survive hostile environments for a long 
period of time. Life cycle (recent): Since rhinosporidium 
seeberi has defied all efforts to culture it, any 
its life cycle will have to be taken with a pinch of salt. This life 
cycle has been postulated by studying the various forms of 
rhinosporidium seen in infected tissue.
sporangium -It is 6 -100 microns in diameter, un
stains positive with PAS, it has a single large nucleus, 
(6micron stage), or multiple nuclei (100 microns stage), lipid 
granules are present. Intermediate sporangium 
microns in diameter. It has a bilamellar wall, outer chitinous 
and inner cellulose. It contains mucin. There is no organized 
nucleus, lipid globules are seen. Immature spores are seen 
within the cytoplasm. There are no mature spores.
sporangium -100 -400 microns in diameter, with a thin 
bilamellar cell wall. Inside the cytoplasm immature and mature 
spores are seen. They are found embedded in a mucoid matrix. 
Electron dense bodies are seen in the cytoplasm. The 
bilamellar cell wall has one weak spot known as the 
operculum.  
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Rhinosporidium seeberi have been known for over a 
hundred years. Yet unresolved enigmas in rhinosporidiosis include the mode of infection, 
mechanisms of spread, mechanisms of immunity, and some aspects of histopathology. This article 

l presentation of rhinosporidiosis and how effectively it was managed in 
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When nasal mucosa comes into contact with infected material 
while bathing in common ponds, infection found its way into 

Karunarathnae accounted for satellite lesions 
mucosa as a result of auto inoculation. 

Rhinosporidiosis affecting distant sites could be accounted for 
only through haematogenous spread. Karunarathnae also 
postulated that Rhinosporidium existed in a dimorphic state. It 
existed as a saprophyte in soil and water and it took a yeast 
form when it reached inside the tissues. This dimorphic 
capability helped it to survive hostile environments for a long 

Life cycle (recent): Since rhinosporidium 
seeberi has defied all efforts to culture it, any detail regarding 
its life cycle will have to be taken with a pinch of salt. This life 
cycle has been postulated by studying the various forms of 
rhinosporidium seen in infected tissue. Trophozoite / Juvenile 

100 microns in diameter, unilamellar, 
stains positive with PAS, it has a single large nucleus, 
(6micron stage), or multiple nuclei (100 microns stage), lipid 

Intermediate sporangium -100 -150 
microns in diameter. It has a bilamellar wall, outer chitinous 

ner cellulose. It contains mucin. There is no organized 
nucleus, lipid globules are seen. Immature spores are seen 
within the cytoplasm. There are no mature spores. Mature 

400 microns in diameter, with a thin 
he cytoplasm immature and mature 

spores are seen. They are found embedded in a mucoid matrix. 
Electron dense bodies are seen in the cytoplasm. The 
bilamellar cell wall has one weak spot known as the 
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Maturation of spores occur in both centrifugal and centripetal 
fashion. This spot does not have chitinous lining, but is lined 
only by a cellulose wall. The mature spores find their way out 
through this operculum on rupture. The mature spores on 
rupture are surrounded by mucoid matrix giving it a comet 
appearance. Mature spores give rise to electron dense bodies 
which are the ultimate infective unit. 
 
Endemicity: Of all the reported cases 95 % were from India 
and Srilanka. An all India survey conducted in 1957 revealed 
that this disease is unknown in states of Jammu & Kashmir, 
Himachal Pradesh, Punjab, Haryana, and North Eastern states 
of India. In the state of TamilNadu 4 endemic areas have been 
identified in the survey, (Madurai, Ramnad, Rajapalayam, and 
Sivaganga). The common denominator in these areas is the 
habit of people taking bath in common pondsReasons for 
endemicity of Rhinosporidiosis has to be explained why this 
disease is endemic in certain parts of South India and in the dry 
zone of Srilanka. If stagnant water could be the reason then the 
chemical and physical characteristics of the water needs to be 
defined. In addition other aquatic organisms may also be 
playing an important synergistic reaction. This aspect need to 
be elucidated. Text book of microbiology is replete with 
examples of such synergism i.e. lactobacillus with 
trichomonas, and Wolbachia with filarial nematodes. Host 
factors responsible for endemicity: Eventhough quite a large 
number of people living in the endemic areas take bath in 
common ponds only a few develop the disease. This indicates 
a predisposing, though obscure factors in the host. Blood group 
studies indicate that rhinosporidiosis is common in patients 
with group O (70%), the next high incidence was in group AB. 
Jain reported that blood group distribution is too variable to 
draw any conclusion. Larger series must be studied for any 
meaningful analysis. HLA typing also must be studied. The 
possibility of non-specific immune reactivity especially 
macrophages in protecting the individual from Rhinosporidium 
seeberi must be considered. 
 
Our experience: We as ENT surgeons of regional institute 
had been attending to rhinosporidiosis on all theatre days 
atleast 2 patients per week surprisingly. The new institute had 
rhinosporidiosis excision and cautery as our regular surgical 
procedure.Thus started our journey into the rhinosporidiosis 
case. We follow endoscopic excision and base cauterization 
and post-operative dapsone as the modality of treatment. From 
our experience we did not have a single recurrence of the 
surgical patients for a follow up of 5 years from 2011 to 2015. 
But the interesting cases were three in number out of about 240 
patients treated.The first one was young lady about 19 years 
who had been operated 14 years before for rhinosporidiosis. 
And when she came to our opd we saw an atypical whitish 
mass in the nasopharynx. Considering her age and the 
appearance we thought it could be Hodgkin’s lymphoma. 
Anyway planned for an endoscopic excision biopsy. We found 
it difficult to maneuver the mass through the nasal cavity as it 
was fibrotic and firm unlike rhinosporidiosis.so we delivered it 
orally by using a Boyle daves mouth gag. Surprisingly HPE 
reported it as rhinosporidiosis. The next case was an old man 
about 55years with a mass in the nasal cavity and nasopharynx 
hanging into the oropharynx. The appearance was that of 
rhinosporidiosis. Here while excision we found that the mass 
was adherent to soft palate and uvula.so it was clamped and 
cauterized and then removed. The last one was a 
rhinosporidiosis of the lacrimal sac. With the ophthalmologist 
help it was excised and sent for HPE. 

Conclusion 
 
This has been to sensitize and share fellow ENT surgeons 
about the variations in the presentations of rhinosporidiosis. as 
in places other than endemic areas incidence is rare. Hence the 
diagnosis can be missed because they may present atypically. 
The treatment role should be played wisely since the 
recurrence rate is also high especially in endemic area. 
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