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ABSTRACT  

             
Systemic diseases are diseases whose etiology is generally little known and little understood, they are probably 

multifactorial. They use to affect a large category of organs, which are difficult to define. Of all collagenosis, 

lupus erythematosus has been of particular interest to most researchers, making important progress, wearing the 

most polymorphous aspects, which borrow the clinical expression of other collagen diseases, being quite 

common in terms of statistical morbidity. Chronic lupus erythematosus was first reported by Rayer in 1827 as 

"sebaceous flux". Biett, (1828) more closely described its clinical forms as more particular locations, describing 

"symmetrical centrifugal lupus" and separates "deep destroying lupus" from "surface destroyer." Disseminated 

lupus erythematosus, a disease par excellence autoimmune, is a disease of connective tissue, with a generalized, 

systematic character, which covers the most polymorphic aspects.Material and method: The study includes a 

number of 12 cases, from 2012-2017, with different dental changes (lesions) related to lupus 

erythematosus.Results and discussions:The type of treatment depends first and foremost on the severity and 

extent of SLE, mainly appreciated by not affecting or affecting the major organs. This requires a complete 

assessment of the patient, clinical and paraclinical, including more aggressive diagnostic 

procedures.Conclusions: The first manifestation of lupus erythematosus is the appearance of 

a rash of color vivid red, sometimes slightly swollen located on the face, nose, cheeks, preauricular area 

or the outer ear. On the surface of this erythema, soon appears a hyperkeratosis limited at first to the whole 

follicle, which appear dilated by a corneum cork, which does not exceed the size of a needle tip. Hyperkeratosis, 

in time affects the interfolicular space, too, taking the appearance of scaly thick white dirty, adhering to the 

subjacent epidermis of follicular folihyperkeratosis. 
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INTRODUCTION 

Systemic lupus erythematosus(SLE) is 

a prototype of diseases by autoimmune 

aggression, with chronic inflammatory 

aspects, which provide a number of clinical 

symptoms and signs, in which tissues and 

cells are destroyed by pathogenic antibodies 

and immune complexes. 90% of the disease 

cases are in women, usually at the age of 

procreation, but children, men and the 

elderly can also be affected[1,2,3,4]. 

The disease is characterized by the 

production of autoantibodies that react with 

nuclear, cytoplasmic and membranous 

antigens and has an undulating evolution, in 

most cases, with periods of exacerbation and 

remission. 

 It is manifested by arthritis, asthenia, 

febrile syndrome, photosensitivity, skin and 

mucosal lesions, alopecia, serositis, 

vasculitis, and impaired central nervous 

system. 

Lupic disease must be conceived as a 

systemic immunopathy, as an autoimmune 

disorder as an unusual hyper-reactivity of 

the immune system, not only to foreign 
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antigens but also to self-antigens, which 

become the target of autoantibodies of 

prohibited clones, which reactivate[5,6,7]. 

The intervention of environmental 

factors such as ultraviolet radiation, drug-

sensitizing antigens, infectious antigens, etc., 

is harmless or does not have particularly 

serious consequences in individuals 

with abnormal immunological 

reactivity. When these tight agents exert 

their action against the background of an 

inherited predisposition to immuno-

hyperreaction, in individuals with a state of 

autoimmune imminence, they may promote 

the appearance of autoimmune 

manifestations such as various forms of 

lupus erythematosus[8,9,10]. 

The intensity and correlation of these two 

categories of causes of morbid hereditary 

disposition and of the factors, determine the 

severity, the degree of penetration and the 

clinical form of the disease[11,12,13]. 

Lupus is described by its clinical picture, 

together with antibodies directed against one 

or more nuclear components, in particular 

double-stranded DNA. It is regarded as a 

syndrome in which a number of different 

models of immunological abnormalities 

would lead to a common final pattern and 

the emergence of topical manifestations 

thereof. Clinical and biological 

manifestations of the disease are extremely 

varied and evolve with periods of 

exacerbation and remission[14,15,16]. 

A significant contribution in the knowledge 

of lupus disease has brought the study of 

visceral manifestations, lupus nephropathy 

and histopathological and histo-

immunological, cardiovascular and 

neuropsychic researches of systemic lupus 

erythematosus. 

It is worth mentioning the study of 

biological modifications, the discovery of 

anti-nuclear, anti-cytoplasmic 

autoantibodies, etc. The severity of the 

disease varies from mild and intermittent to 

persistence and fulminance. Most patients 

have periods of exacerbation with periods of 

relative calm. True remissions occur in up to 

20% of cases[17,18,19]. 

Heredity research in lupus disease has 

revealed family character, and a series of 

clinical, biological and experimental 

observations have substantiated the theory of 

the uniqueness of lupus erythematosus. 

Immunobiological investigations and 

research have made an important 

contribution to the knowledge of the disease 

and a better interpretation of the 

pathophysiology of this manifestation. 

In recent years new discoveries have been 

made regarding the treatment of 

SLE. Studies show that the survival rate of 

SLE patients is increasing. New data have 

emerged regarding the action of 

cyclosporine, methotrexate, antimalarials 

and hormones in controlling the evolution of 

the disease. 

However, it is not possible to talk about a 

medicine that will ensure a complete cure of 

the disease. SLE thus remains a condition 

whose treatment is under continuous 

research[20,21,22]. 

Systemic lupus erythematosus is a 

heterogeneous entity cumulating numerous 

subgroups each with distinct clinical, 

biological and probably genetic 

characteristics, which constitutes the 

prototype of autoimmune diseases without 

organ specificity, being characterized by a 

diffuse inflammatory process affecting a 

number of tissues and organs; it is a 

potentially fatal chronic autoimmune disease 

characterized by immunological 

disturbances that cause the production of 

autoantibodies, circulating immune 

complexes, activation of the complementary 

system, affecting several organs and 

systems, of unknown cause, in which the 

tissues and cells are destroyed by the 

autoantigenic pathogens. and immune 

complexes; there is a major collagenesis, the 

most complete immuno-hematological 

disease, of unknown etiology, with 

autoimmune pathogenesis, characterized by 

a febrile syndrome, altered general state, 

cutaneous-mucosal, articular, serous, 

vascular and polymorphic visceral 

manifestations, with a cyclical, progressive 

evolution, maintained by multiple 

immunological abnormalities that on a 

predisposed genetic background; it is a 
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disorder characterized by a diffuse 

inflammatory process that affects a number 

of tissues and organs (skin, joints, nervous 

system, serums). The disease is 

accompanied by the production of a wide 

range of autoantibodies, of which the 

antinuclear ones are the most 

representative. Some of the antibodies cause 

cell damage by type II immune reaction 

(cytotoxicity), others participate in the 

formation of immune complexes. Clinical 

and biological manifestations are extremely 

varied and evolve with periods of 

exacerbations and remissions[23,24,25]. 

Systemic lupus erythematosus (SLE), 

considered the prototype for autoimmune 

diseases, is a disease with multisystemic 

disease, with polymorphic clinical 

manifestations, with evolution in flares, 

characterized immuno-histologically by 

extensive vascular inflammation and 

connective tissue, serologically, through a 

very rich range in immunological 

abnormalities, in particular by the presence 

of antinuclear antibodies and antibodies 

against native DNA; it is a disorder with 

polymorphic clinico-biological picture, with 

unpredictable evolution and gloomy 

prognosis in cases not diagnosed in time; it 

may be malignant, but, rather, it may be a 

favorable site for the action of some 

carcinogenetic factors[26,27,28,29]. 

The lack of a clear nosological 

framework in defining lupus disease 

explains the existence of serious differential 

diagnosis problems in borderline 

cases. There are sometimes cases of 

polymorphous eruptions in the light with 

characteristic locations at the level of the 

uncovered areas, with appearance most often 

erythemolpus, erythemol-squamous, with 

recurrent-seasonal evolution, in which 

thorough investigations, including 

histopathological examination and 

immunofluorescence, infirmity of lupus 

erythematosus, all the more so as the lesions 

rapidly erupt under photoprotective and 

topical corticosteroids. 

 In some cases, however, the evolution of 

several years, these forms may evolve into 

an acute lupus erythematosus, clinically 

confirmed, histopathologically and by 

immunofluorescence[30,31]. 

Another insufficiently clarified problem is 

that of the benign Jessner-Kanoff 

lymphocyte infiltration which, although 

quite well defined anatomically-

pathologically and especially 

immunologically (the absence of junctional 

immune deposits) is still considered by some 

authors to be a variety of chronic lupus 

erythematosus. There are no cases in the 

literature of transforming Jessner-Kanoff's 

disease into true lupus erythematosus. 

At the opposite side of lupus disease, the 

controversial problem of intricate 

collagenosis and mixed connectivity is 

raised. Cases of lupus erythematosus 

associated with Gougerot-Sjỏgren's 

syndrome, scleroderma, rheumatoid arthritis 

or dermatomyositis are cited in the literature. 

The common symptomatology, as well as 

the absence of criteria with high specificity 

of diagnosis, make the notion "intricate 

collagenesis" to be admitted, all the more so 

as the underlying pathophysiology of all 

these diseases is an identical 

pathophysiological process of the disorder of 

immune homeostasis, of recognition of self, 

with varied clinical and morphological 

expressions. 

It is difficult to assess to what extent the 

muscular symptomatology, even associated 

with electromyographic changes and 

accompanied by anti -

 muscle antibodies, can be considered as a 

characteristic manifestation of lupus or as 

belonging to an associated dermatomyositis 

or Sharp syndrome. 

From the point of view of medical 

practice, determining the exact lipids of the 

lupus disease and its areas of interference 

with the other collagenases has a more 

theoretical value, because at the basis of the 

pathophysiology of all these diseases is the 

same immune hyperactivity, with the 

reduction of suppressive T lymphocyte 

function and activation. polyclonal B 

lymphocytes[32,33,34]. 

Also, the treatment of these diseases is 

similar, aiming primarily at 

immunodepression and anti-inflammatory 
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action, all benefiting from strictly 

individualized corticosteroids to the clinical 

picture. 

MATERIAL AND METHOD 

The study includes a number of 

12 cases, from 2012-2017, with different 

dental changes (lesions) related to lupus 

erythematosus.  

RESULTS AND DISCUSSIONS 

 

It was demonstrated in 2006 

that gene Yaa makes 

the body more likely to develop lupus erythe

matos and gene Ly 108, in 

mice, contributes to loss 

of control system immune to 

the cell B, with production of autoantibodies

 respo nsibil 

for the manifestations of lupus erythematosu

s . 

We 

have elucidated some problems and some ar

e outlined concepts regarding lupus erythem

atosus  but this disease attracts attention due 

to 

the etiopathogenesis incompletely known, th

e evolution of variables , the 

prognosis is marked by impaired major 

organs, a treatment which is able 

to cure is still unknown .     

Systemic lupus erythematosus (SLE), 

considered the prototype for autoimmune 

diseases, is a disease with multisystemic 

disease, with polymorphic clinical 

manifestations, with evolution in flares, 

characterized immuno-histologically by 

extensive vascular inflammation and 

connective tissue, serologically, through a 

very  rich range in immunological 

abnormalities, especially by the presence of 

anti-nucleati antibodies and anti-native DNA 

antibodies; it is a disorder with polymorphic 

clinico-biological picture, with unpredictable 

evolution and gloomy prognosis in cases not 

diagnosed in time; it may be malignant, but, 

rather, it may be a favorable site for the 

action of some carcinogenetic factors . 

The prevalence of the disease in women 

after puberty cannot be adequately 

explained; however, pathogenic factors 

include sexosteroid and gonadotropic 

hormones, such as prolactin. Other 

environmental factors, including drugs, diet 

and toxins have been implicated in the 

pathogenesis of SLE. 

SLE is associated with major 

histocompatibility complex (MHC) class II 

immune response genes, HLA others DR2 

and DR3, which have also been found more 

frequently in association with certain 

autoantibody groups. Patients with inherited 

deficiencies of complement fractions (MHC 

III) may have a form of SLE with clinically 

specific manifestations. 

There are some non-immunological 

laboratory features of SLE, but these are not 

specific. The most specific immunological 

tests include the presence of cytotoxic 

lymphocytes, a variety of autoantibodies and 

constantly positive antinuclear antibodies 

(NSAIDs). 

SLE is  

a complex disease and often affects a single 

organ. More often the clinical manifestations 

are varied, overlapping with other sufferings 

and are often discrete. The pathogenic 

factors that produce SLE remain unknown, 

but multiple systems are modified, not just 

the immune system. This explains the 

convergence of seemingly unrelated 

anomalies and the distinct nature of the 

specific pathogen from patient to patient in 

this very interesting suffering. 

Through the variety of clinical-

immunological manifestations that it 

performs, it represents the prototype of 

systemic immune diseases. 

Sometimes there are cases of 

polymorphous rashes with light with 

characteristic locations at the level of the 

uncovered areas, with appearance most often 

erythemoleparous, erythemol-squamous, 

with recurrent-seasonal evolution, in which 

thorough investigations, including 

histopathological examination and 

immunofluorescence, infirmity of lupus 

erythematosus, all the more so as the lesions 

rapidly erupt under photoprotective and 

topical corticosteroids. In some cases, 

however, the evolution of several 

years, these forms may evolve into an acute 

lupus erythematosus, clinically confirmed, 
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histopathologically and by 

immunofluorescence. 

Another insufficiently clarified 

problem is that of the benign Jessner-Kanoff 

lymphocyte infiltration which, although 

quite well defined anatomically-

pathologically and especially 

immunologically (the absence of junctional 

immune deposits) is still considered by some 

authors to be a variety of chronic lupus 

erythematosus. There are no cases in the 

literature of transforming Jessner-Kanoff's 

disease into true lupus erythematosus. 

At the opposite end of lupus disease, 

the controversial problem of intricate 

collagenosis and mixed connectivity is 

raised. Cases of lupus erythematosus 

associated with Gougerot-Sjỏgren's 

syndrome, scleroderma, rheumatoid arthritis 

or dermatomyositis are cited in the literature. 

The common symptomatology, as well 

as the absence of criteria with high 

specificity of diagnosis, make the notion 

"intricate collagenesis" to be admitted, all 

the more so as the underlying 

pathophysiology of all these diseases is an 

identical pathophysiological process of the 

disorder of immune homeostasis, of 

recognition of self, with varied clinical and 

morphological expressions. 

The onset of systemic lupus 

erythematosus is often triggered by an 

allergic reaction to external agents against 

antioxidants. In this way they can intervene: 

light, various medicines, bio-allergens, etc., 

which initiate and trigger the self-awareness 

process, which can then act independently. 

The triggering and maintenance of 

SLE contributes to the corroboration of 

genetic, hormonal and immunological 

factors with certain environmental 

factors. None of them act independently in 

the production of the disease. The onset of 

the disease implies the association of the 

contact with a certain pathogen with the 

predisposition of the host. 

The development of SLE requires a 

change in the relationships between host, 

pathogen and environment. Any theory 

targeting the etiology must explain the 

persistence and severity of disease 

fluctuations and associated abnormalities of 

immunological regulation. 

It is difficult to assess to what extent 

the muscular symptomatology, even 

associated with electromyographic changes 

and accompanied by anti -

 muscle antibodies, can be considered as a 

characteristic manifestation of lupus or as 

belonging to an associated dermatomyositis 

or Sharp syndrome[35,36,37]. 

The fact that there is an inherent 

predisposition to "genetic terrain" is 

currently demonstrated not only the 

coexistence of this disease in several 

members of the same family (a child with 

lupus disease has more chances for a family 

member to have lupus or other collagenesis), 

but also to the healthy ones within the 

respective family who may have 

characteristic immunological disorders. 

A certain virotic infection, as a chronic 

condition, can stimulate the onset of lupus 

disease against a background of inherited 

latent dysproteinemia. Viral and bacterial 

infection is argued for by increased titers of 

antiviral antibodies, and evidence of viral 

inclusions in renal biopsy samples, in those 

with lupus. 

The prototype systemic autoimmune 

disease, SLE, is not a homogeneous entity, 

comprising numerous subgroups each with 

distinct clinical, biological and genetic 

characteristics. 

The pathogenesis of the disease 

recognizes a first stage of the production of 

immune abnormalities and the second of the 

production of immune lesions. 

Fatigue is the most common and 

often the most invalid symptom of SLE and 

the only one that can remain after treating an 

acute episode. Patients resemble fatigue 

from SLE with "chronic influenza". 

Asthenia is variable in intensity and 

may precede other manifestations such as 

facial rash or other ailments. It improves 

under costicosteroid treatment but appears 

early at a new outbreak of 

SLE[38,39,40,41]. 

Weight loss is not common in 

patients with SLE, with the exception of 

malabsorption due to associated 
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suffering. Anorexia is found in some 

patients who associate an organic disorder, 

such as renal failure, but is not isolated in 

SLE. Weight loss and anorexia are present in 

about 70% of patients in the exacerbation 

period. 

The mucosal lesions consist of 

peteches and not painful ulcerations of the 

mucosa of the hard and soft palate and 

sometimes of the nasal septum. An ulcer-

necrotic trachea was also reported. 

The diagnosis of the clinical form of 

the disease is important because it 

appreciates the resonance of the disease on 

the whole organism and implicitly its 

evolutionary tendency[42,43,44]. 

In addition to the persistent risk of 

disease reactivity, more than half of patients 

with SLE develop permanent organ damage, 

which usually progresses over time. 

In recent years, a series of 

therapeutic hopes for the future, aiming at 

specific targets from the immune response or 

specific immunological reagents, without 

producing such a wide spectrum of 

undesirable cototoxic, myelosuppressive or 

immunosuppressive effects. 

Sometimes lupus can have various 

manifestations in the oral cavity. The tooth 

is rich in connective tissue as can be 

demonstrated from an embryological point 

of view; initially the dental blade develops, 

then the adamantine organ, the deep part of 

which connects the young connective tissue, 

to become the enamel organ. 

The tooth comes from two sources → 

one epithelial and the other conjunctive. By 

secondary calcification, the generating 

organs will become hard dental tissues: 

dentin, enamel, cement. The tooth is fixed 

by a tissue whose fibers   are implanted on 

the bony portion of the alveolus and on the 

cement. The richness of the tooth and its 

ligamentary apparatus in connective tissue 

allows understanding of the damage of the 

teeth in certain collagenesis. Some cases of 

systemic lupus erythematosus begin with 

lesions of the oral mucosa, which can guide 

the diagnosis from the beginning to severe 

lupus manifestations. The advanced, scarred, 

old forms of lupus erythematosus on which 

spinocellular epithelium can be grafted raise 

the question of surgery for the 

dentist[45,46,47]. 

We investigated the oral 

manifestations in collagen, reaching the 

following findings → at the level of the face, 

the elective location is predominantly on the 

nose, cheeks and the pre-auricular 

areas. Lesions   are usually symmetrical, 

taking an aspect of butterfly or vespertilio. 

The lupus erythema has three 

characteristic elements: erythema, scab, 

atrophy. The dermis and epidermis suffer 

from alterations affecting the connective 

tissue and, in particular, the fundamental 

substance. The intensity of the lesion is 

proportional to the duration of the lupus 

processes and the severity of the disease. 

The erythema begins with pink -

reddish-red edema, accompanied or not by 

the itching or burning sensation, and then, 

relatively quickly, the permanent erythema 

appears well delimited by the rest of the 

skin. At the periphery there is a 

telangiectatic lysate. 

The surface of the erythema is covered 

by adherent hyperkeratotic scales, which in 

the old forms are thick, multi-layered. 

Raising the scales, on the inner face there 

are filiform extensions that represent 

hyperkeratosis that goes towards the hair 

follicles. 

The erythematous lupus of the lips is 

often encountered on the lower lip, on the 

inner face of the cheeks, the palatine veil 

and on the tongue. It passes through four 

successive phases: erythematous (red or 

diffuse redness), leucokeratosis with a more 

pronounced axis from which radial striations 

start radially, squam and atrophy. One or 

more delimited plates meet, with purple 

center, with border showing white 

arborizations. The corresponding cutaneous-

mucosal area is dry, covered by small, 

adherent scales. Behind it, is this white area, 

the scales being almost absent. The lesion is 

reduced to a few whitish streaks on a slightly 

atrophic mucosa. 

The erythematous lupus of the oral 

mucosa is common. An erythematous stain 

is often observed erosive on the oral mucosa, 
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palatine veil or gingiva and painful ulcer, 

shallow. The installation period is 

characterized by pseudoerosive redness or 

by peripheral lichenoid lesions. 

In some cases, the lesion is above 

the implantation of the teeth as a red, vivid 

band, more or less atrophied, bordered by a 

white lichen. These lesions were also 

observed on the palatal mucosa, on the 

anterior pillars and on the tonsils. There 

were also observed whitish streaks or streaks 

of the jugal mucosa which is difficult to 

differentiate from the flat lichen. At the level 

of the palatine veil and the oral mucosa the 

lesion appears as a painful and slightly deep 

ulcer, with a diameter of 1-2 cm, covered by 

a dirty-gray band and surrounded by an 

erythematous areola[48,49]. 

 The injuries are sometimes so 

painful that the patient has severe 

dysphagia; oral lesions resemble oral 

candidiasis. 

Other locations include: erythema, 

petechiae and acute ulceration of the palatine 

veins on the midline that often occur during 

systemic exacerbation; gingivitis (sensitive, 

erythematous gums) was often the oral 

manifestation of SLE which did not react 

well to antimalarial therapy. 

The salivary glands exhibit intense 

chronic inflammation, atrophy and occlusion 

of the salivary pathways, often leading to 

painful enlargement of the salivary glands 

and severe xerostomia; due to this effect the 

patients tend to breathe through the mouth 

due to nasal congestion. This phenomenon is 

included in the oral pathology literature, but 

no one directly refers to xerostomia as 

an important diagnostic indicator.   

Although the doctor has the highest 

responsibility for diagnosis and treatment of 

this disease, the dentist may be the first to 

notice the changes related to this condition 

to current dental control.      

Due to unclear etiopathogenesis, 

poorly predictable progression and 

impairment of health status, work capacity 

and lifestyle, lupus can be very 

psychologically demanding for the patient or 

his family. Depression is common in lupus 

patients (41-80%), but it must be 

differentiated by the neurological 

manifestations of lupus. The main concerns 

of patients are the possibility of aggravation 

of the disease, death and dependence on 

other people (Moran 1996). Psychological 

counseling remains important in covering 

the emotional and spiritual needs of patients. 

  

  

CONCLUSIONS 

 

The treatment of SLE, 

chronic potentially lethal desease, implies th

e achievement of a true 

communications between patient and physici

an. Informing patient on events and characte

r of the 

disease is essential for recognition as fast as 

possible the elements of activity of SLE, 

the treatment decision is more 

efficient to start systemic measurements. 
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