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Endoperio Lesion: An Overview
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Abstract
The most common problems associated with tooth pain were endoperio lesions. It was very difficult to 
diagnose endoperio lesions by clinical or simply intra oral peri-apical radiograph. 50 % of tooth mortality 
rates are responsible for the endoperio lesion, the correct diagnosis was needed for appropriate treatment 
planning. This paper review the current diagnostic tools and treatment planning of endoperio lesion to 
achieve the best outcome.
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Introduction
In daily dental practices, there are many patients 

we encounter with severe pain due to the endoperio 
lesion. As per definition these lesions, are localized in 
the particular area originate either from pulp or tissue 
of periodontium surrounding the involving tooth. Both 
of these issues have a common mesodermal origin. The 
first case was described by Simmering and Goldberg1 
in 1964. Turner and Drew2 described the effect of 
periodontal and pulp tissue like fibrosis, calcification, 
and cystic degeneration. In the study done by Seltzer 
et al3, he found that 94% of extracted teeth which were 
periodontally involved had pulpal changes such as 
atrophy & inflammation with necrosis.

Endodontic & periodontium illness represents 
the greater part of the tooth mortalities1. The different 
pathway through which microorganism communicate 
with periodontal tissue is
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•	 Anatomic/Developmental origin:10

•	 One of the most common routes of infection is 
apical foramen which makes the communication in 
between pulp and Periodontal ligment.11

•	 The second factor was anatomical deformities 
like developmental grooves. The gap between 
cementoenamel junction can cause exposure of 
dentinal tubules.12,13

•	 The other potent factor was accessory canals present 
in the apical area of tooth.14,15

•	 Type of Furcation area may affect the degree of 
infection in the root 2% to 59 %.17-19

Figure 1. Anatomic relationship between pulp & 
periodontal ligament
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Pathological Origin: The factor pathologically 
derived and irritate the pulp due to various conditions 
like dental trauma, resorption, and loss of cementum 
due to irritants. The iatrogenic factors are those due to 
unintentional errors during the procedure by the dentist 
like root fracture, canal perforation during biomechanical 
preparation due to over instrumentation in root canal 
treatment. Root perforation opens the gateway between 
pulp and periodontal tissues which can lead to the poor 

prognosis of the tooth. The second most important 
factor was vertical root fracture during the obturation 
compaction leads to fracture line in root leads to a 
fracture in the root which further leads communication 
between the pulp and periodontal lesion.

Etiology: There are two main categories of 
endoperio lesions are living and non-living pathogens 
are tabulated below.11, 23

Figure 2. Main categories of endoperio lesions

The most common bacteria found in the endoperio 
lesions are Porphyrominas gingivalis, Actinobacillus 
actinomycetemcomitans, Porphyrominas gingivalis, 
Bacteroide forsythus, Ekinella corrodens, Fusobacterium 
nucleatum, Prevotella intermedia.24 In many studies, we 
found fungal species Candida albicans are predominant 
in endodontic and periodontal lesions and virus found 
that EBV and herpes virus can also causative agents.27,28 
It has been found that the causative agents like 
cytomegalovirus, Ebstein Barr, the herpes virus can be 
responsible.27,28

I.	 Classification:

•	 In 1972 Simon et al were the first to give 

classification on endodontic periodontic lesion29 
based on diagnosis, prognosis and treatment.

–	 Primary endodontic lesion

–	 Primary periodontal lesion with secondary 
endodontic involvement

–	 Primary periodontal lesion

–	 Primary endodontic lesions with secondary 
periodontal involvement

–	 True combined lesion

•	 Guldener & Langeland classified according to 
pathologic relationship30
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–	 Periodontal–endodontic lesion

–	 Endodontic–periodontal lesion

–	 Combined lesions

•	 In 1996, Torabinejad & Trope gave the 
classification based on a treatment plan

–	 Periodontal origin

–	 Endodontic origin

–	 Combined endodontic and periodontic lesion

–	 Lesions with communication

–	 Separate endodontic and periodontal lesions

–	 Lesions with no communication

•	 Grossman’s classification was based on therapy:

–	 The condition of the tooth which requires just 
endodontic therapy

–	 The condition of the tooth which requires just 
periodontal therapy

–	 The condition of the tooth which requires both 
endodontic as well as periodontal therapy

Table 1. Classification on endodontic periodontic

•	 Rateitschak et al gave a classification based on 
endodontic therapy

–	 Type I- In a condition where the pulp was dead and 
the disease by primarily endodontic origin

–	 Type II- In this condition the main cause of the 
disease by periodontal tissue which affects the pulp 
and sometimes caused pulpitis.

–	 Type III- In this condition pulp was dead and both 
origins were affected

II.	 Diagnosis:

The diagnosis can be made by clinical and 
radiography finding,

On clinical examination, swelling of the gingiva, 

Pus discharge, pocket formation, sinus tract can be 
seen as associated teeth. On radiographic examination 
bone resorption can be seen there is wide radiolucency 
present in the apex of the tooth. It was very difficult to 
distinguish between the origin of the disease.

The clinical features of endoperio lesions are:

•	 Primary endodontic lesion: The large carious 
lesion, the presence of sinus in the periapical area, 
Presence of pain with mobility with a tender to 
percussion, periapical radiolucency can be seen 
with periodontal pocket and pain on biting pressure.

•	 Primary periodontal origin: Pain on palpation, 
grade I mobility, the vitality of pulp will positive, 
plaque and subgingival calculus, periodontal 
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abscess, vertical bone loss and periodontal pocket 
with sinus tract at the lateral aspect of the root which 
can be appreciated on a radiograph.

•	 Primary endodontic with secondary periodontal 
lesion: Exudates and marginal gingivitis, root 
perforations, fractures, ill-placed post, a dull ache, 
or shooting sharp pain in chronic conditions with 
localized mobility with deep periodontal pockets.

•	 Primary periodontal/secondary endodontic 
lesions: Gingival inflammation and plaque around 
multiple teeth, Generalized mobility, localized/
generalized recession exudates, and pus. Pulp test 
may be positive in cases of the multi-rooted tooth 
and wide deep multiple periodontal pockets.

•	 True combined lesion: Chronic dull ache and 
swelling are present when calculus and periodontitis 
are around single/multiple teeth but in acute 
conditions, the pain will be more with generalized 
mobility with mobility of the involved tooth. Vitality 
tests will give negative responses except in the case 
of a multi-rooted tooth. At the edge of swelling the 
probe suddenly drops till apex of the tooth. This 
swelling is characterized as ‘ blown out’’.

Discussion
It is a challenge to treat endoperio lesions. In the 

study, Dahlen et al suggested that the vitality of tooth 
was an important factor for final diagnosis.31 Kerekes 
and Olsen found that the microorganisms are the same 
in both periodontal pocket and root canal treatment.32 

Kurihara et al found that the is dissimilarity in 
microflora microbiologically and immunologically in 
pocket and root canal area.33 Drucker et al 34 reported 
that Prevotella species associated with severe pain and 
commonly found in the root canal and periodontal 
pocket. Lin et al35 demonstrated in the study there was 
no association of bacteria with the symptom. When we 
started with the treatment in combined endoperio lesion 
the endodontic treatment was done before periodontal 
therapy, the canal was completely clean with endodontic 
instruments with proper irrigation protocol which 
improve the reattachment procedure. The most common 
postoperative dentinal hypersensitivity. The time 
between to procedure is still not mentioning in any study 
it was still controversial. In various studies, the result 
found that endodontic treatment performed 2.5 months 
before periodontal surgery.32,35 Miranda et al. showed 
that there was no change in the clinical parameter 
endodontic performed before the periodontal surgery.36
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