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Abstract

Dermatomyositis is a rare autoimmune idiopathic inflammatory condition characterised by proximal muscle weakness and
distinctive cutaneous manifestations such as heliotrope rash and Gottron’s papules, often associated with systemic involvement
and an increased risk of malignancy. Sjogren’s syndrome is caused by accumulation of lymphocytes in the exocrine glands.
The most common clinical manifestations include xerostomia and xerophthalmia, which occur as a result of malfunctioning
salivary and lacrimal glands. Systemic lupus erythematosus is an autoimmune disease in which the body’s immune system
mistakenly attacks healthy tissues in many parts of the body. Typical symptoms include painful and swollen joints, fever, chest
pain, hair loss, mouth ulcers, swollen lymph nodes, fatigue, and a red rash that most often appears on the face. The intensity
of these symptoms may be different in individual patients. Periods of exacerbation and remission of the disease are common.

Introduction

Dermatomyositis (DM) is a rare autoimmune idio-
pathic inflammatory condition characterised by proxi-
mal muscle weakness and distinctive cutaneous mani-
festations such as heliotrope rash and Gottron’s papules,
often associated with systemic involvement and an in-
creased risk of malignancy [1]. Sjogren’s syndrome (SS)
is caused by accumulation of lymphocytes in the exo-
crine glands. The most common clinical manifestations
include xerostomia and xerophthalmia, which occur as
a result of malfunctioning salivary and lacrimal glands
[2]. Systemic lupus erythematosus (SLE) is an autoim-
mune disease in which the body’s immune system mis-
takenly attacks healthy tissues in many parts of the body.
Typical symptoms include painful and swollen joints,
fever, chest pain, hair loss, mouth ulcers, swollen lymph
nodes, fatigue, and a red rash that most often appears on
the face [3-5]. The intensity of these symptoms may be
different in individual patients. Periods of exacerbation
and remission of the disease are common.

Case report

A 66-year-old woman presented to the Depart-
ment of Periodontology, Medical University of Lodz,
in May 2024 on account of aggravating oral mucosal
lesions manifested by dry mouth, numerous small
aphthae, reddened, dry soft palate with papillary
hyperplasia, and swollen gingiva (Figures 1, 2). Ac-
cording to the patient’s history, the first symptoms
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occurred in 1998 in the form of erythematous and
oedematous skin lesions on the cheeks, eyelids, and
the arms. The lesions were poikilodermic in nature.
There are no data on the treatment applied at that
time. Over the years, other symptoms developed,
and several attempts were made to establish a di-
agnosis. Finally, in 2005, the patient was diagnosed
with DM without muscle involvement (Tables 1, 2)
[5-8]. There are no data on the therapy applied at
that time in the patient’s medical history. In 2007,
in differential diagnosis, DM was confirmed, and
discoid lupus erythematosus (DLE) was excluded.
The woman was hospitalised in the Dermatology De-
partment. She was prescribed prednisolone at a dose
of 40 mg/day. In 2008 only persistent skin lesions and
low laboratory tests (absence of ANA antibodies, bor-
derline dsDNA levels, creatine kinase test [CPK], and
transaminase within normal limits, no transaminase
within normal limits, no inflammatory lesions on
skin biopsy) that do not allow the diagnosis of a spe-
cific disease entity. The diagnosis was confirmed, and
chloroquine phosphate was added to the treatment
regimen. Due to lack of response, the medication was
discontinued.

Due to a suspicion of SS, fine-needle aspiration bi-
opsy (FNAB) was performed in 2014. The microscopic
image indicated chronic inflammation of the salivary
glands. After a few months, the skin lesions aggrava-
ted. The patient also developed dysphagia, dry mouth
and eyes, and joint pain. Tests showed no Ro or LA
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Figure 1. Changes in the tongue

Table 1. Diagnosis of the diseases discussed [3, 4, 6, 7]

Figure 2. Changes in the mucosa of the hard and soft palate

Disease Dermatomyositis

Diagnosis  * Muscle involvement, mainly

of the shoulder and pelvic

The patient reports one of the
following symptoms:

SLE Sjogren’s syndrome

e Lichen-like lesions with
perivascular inflammation-

girdles (difficulty lifting arms .

and doing squats)
Erythematous-oedematous
skin lesions, mainly on

the face and the extremities
Gottron’s sign

Histological examination

of muscles (inflammatory and
degenerative changes)
Electromyographic
examination (primary muscle
lesions)

Muscle enzyme testing
(increased creatine kinase and
aldolase)

Regular eye dryness of at least
3-month duration

Recurrent sensation

of the presence of sand or
gravel in the eyes

Use of artificial tears at least
three times a day

Regular feeling of dry mouth
of at least 3-month duration
Consider the need to have

a drink while eating dry food.
Salivary gland ultrasound
nodular honeycomb-like
structure

Biopsy of small salivary
glands on the lips for
histopathological evaluation
H&E staining, evaluation

of the glands for the number

characteristic but not
pathognomonic

¢ Presence of antibodies to
native DNA or antibodies to
Sm confirmed by serological
tests

e Meeting at least four
American Rheumatism
Association (ARA) criteria for
initial diagnosis

biopsy

of inflammatory foci
containing a minimum
of 50 lymphocytes per 4 mm?

antibodies. Methotrexate at a dose of 20 mg/week was
discontinued after two weeks because of fungal le-
sions in the gastrointestinal tract.

In 2017, laboratory tests revealed low inflamma-
tory parameters, slightly reduced C3 complement
component, antinuclear antibodies present in a titre
of 1: 320 with homogeneous spot luminescence type,
borderline anti-dsDNA antibodies in typing, which
was not confirmed by quantitative testing. Addition-
ally, laboratory tests showed the following: borderline
immune complexes; absence of antibodies character-
istic of polymyositis p and c; absence of ANCA (anti-
neutrophil cytoplasmic antibodies), anticardiolipin,

lupus anticoagulant, against B,-microglobulin Ro
and La; absence of rheumatoid factor and anti-cyclic
citrullinated peptide (anti-CCP) antibodies;

cryoglobulin negative — no antibodies specific for
Borrelia antigens. Phosphocreatine kinase was within
normal limits at that time, indicating absence of mus-
cle tissue destruction. X-ray of the hands revealed
degenerative changes in some of the interphalangeal
joints. Single geodes were identified in the stylo-
mastoid processes of the elbows. Mild degenerative
changes were also seen on knee X-ray.

During the same period, irregular exophytic lesions
were observed intraorally on the upper pharyngeal
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Table 2. EULAR/ACR criteria for the classification of sys-
temic lupus erythematosusa [5, 8]

Domainb Weightc
Clinical domains
Constitutional: 2
Fever (> 38°C)
Hematologic:
Leukopenia (< 4000/ul) 3
Thrombocytopenia 4
(platelet count < 100,000/pl)
Autoimmune haemolysisd 4
Neuropsychiatric:
Delirium 2
Psychosis 3
Seizure (generalized or partial/focal) 5
Mucocutaneous:
Nonscarring alopeciae 2
Oral ulcerse 2
Subacute cutaneous lupus erythematosus 4
or discoid lupus erythematosus
Acute cutaneous lupus 6
Serosal:
Pleural effusion or pericardial effusion 5
Acute pericarditis 6
Musculoskeletal:
Joint involvementf 6
Renal:
Proteinuria (> 0.5 g/day) 4
Renal biopsy class Il or V lupus nephritis
Renal biopsy class Il or IV lupus 10
nephritis
Immunologic domains
Antiphospholipid antibodies:
Anticardiolipin antibodies or Anti-f3, 2
glycoprotein 1 antibodies or Lupus
anticoagulant
Complement proteins:
Low C3 or low C4 3
Low C3 and low C4 4
SLE-specific antibodies:
Anti-dsDNA antibody or Anti-Smith 6
antibody
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mucosa, from the base of the tongue to the supraglottic
region. The patient was prescribed general and topical
antifungals and intranasal steroids (nystatin for oral
mucosa brushing, fluconazole 1 x 100 mg/14 days). Due
to the patient’s reported headaches and mild muscle
weakness in the upper and lower limbs, a head MRI
was performed. It showed hyperintense lesions in
the white matter of both hemispheres on T2-TIRM
images and T2-weighted iso-/hypointense lesions on
T1-weighted images, the largest one in the parietal lobe
on the left side, which may correspond to non-specific
vascular foci, i.e. lesions occurring after a vascular epi-
sode. The muscle fatigue test was negative. The patient
was consulted by a neurologist. The examination re-
vealed a discrete myopathic syndrome manifested by
quadriceps weakness with questionable myasthenic
symptoms. Acetylsalicylic acid, 1 x 75 mg daily and
further neurological diagnosis were recommended.

During the same hospitalisation in 2017, due to
the significant feeling of dryness in the oral cavity
and the previously identified chronic inflammation
of the salivary glands, Schirmer’s test and lissamine
green staining were performed (RE 15 mm, LE 12 mm,
RE 3 pts, LE 3 pts, respectively, with a normal value
defined as > 10 mm of filter paper wetting within
5 minutes). Salivary gland ultrasound could suggest
chronic inflammation. Differential diagnosis was
required to exclude or confirm SS. A salivary gland
biopsy could not be performed at that time due to
increased fungal lesions in the oral cavity. In the his-
topathologist’s opinion, previous samples collected
for endoscopic ultrasound-guided fine-needle biopsy
(EUS-FNB) did not allow for reliable diagnosis.

The diagnosis of undifferentiated systemic con-
nective tissue disease was made, which required fur-
ther histopathological evaluation for SS (Tables 1, 3).
Treatment with hydroxychloroquine (200 mg/day)
was initiated. During this period, the patient received
the following pharmacotherapy: hydroxychloroquine
200 mg/day and levothyroxine sodium 1 x 75 pg in
the morning, sertraline 100 mg 1 x 1, mianserin hydro-
chloride 10 mg 1 x 1 in the evening, vitamin D, (1000 IU
2 x 1), calcium carbonate 1 x 1000 mg, nystatin for oral
mucosa brushing, fluconazole 1 x 100 mg for 14 days,
acetylsalicylic acid 1 x 75 mg.

The patient had a follow-up visit after 5 months.
Significant improvement in the oral cavity was ob-
served. However, the examination also showed eye
reddening and increased lacrimation (conjunctivitis
was suspected). Laboratory tests showed no blood
count abnormalities, and inflammatory markers and
vitamin D, levels were normal.

Follow-up examinations during this period re-
vealed reduced C3 complement component (61.9
mg/dl), antinuclear antibodies present in a clinically
insignificant titre of 1 : 160, and borderline immune
complexes. The results of biopsy of the minor salivary
glands, together with the characteristic histopatho-
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Table 3. Classification criteria for primary Sjégren’s syndrome (ACR/EULAR, 2016) [12]

Criterion Scoring
Inflammatory foci with lymphocytic infiltration in the labial salivary gland and the number 3

of foci > 1 per 4 mm? assessment according to Daniels et al®

Presence of anti-SSA/Ro antibodies 3
Degree of conjunctival and corneal staining according to the method by Whitcher et al. 1
(>5%in at least one eye) or by van Bijsterveld (> 4%“¢ in at last one eye)

Schirmer test <5 mm after five minutes in at least one eye? 1
Unstimulated salivary flow assessed by the Navazesh and Kumar method < 0.1 ml/min¢ 1
Exclusion conditions: prior head and neck irradiation, active HCV infection (confirmed by polymerase chain reaction),
AIDS, sarcoidosis, amyloidosis, graft-versus-host disease, IgG4-related disease.

Interpretation: A total score of > 4 supports the diagnosis of primary Sjogren’s syndrome.

Criteria sensitivity 96%, specificity 95%.

Arthritis Rheum. 2011; 63: 2021-2030, "Am J Ophthalmol. 2010; 149: 405-415, “Arch Ophtalmol. 1969; 82: 10-14, “In patients taking anticho-
linergic drugs, the test may be performed after a break from the treatment. ¢/ Am Dent Assoc. 2008; 139 Suppl.: 355-40S. Based on: Arthritis

Rheum. doi: 10.1002/art.39859.

logical changes and a positive Schirmer test, fulfilled
the diagnostic criteria for SS. The salivary glands and
the surrounding lymph nodes were re-evaluated by
ultrasound. The salivary glands were heterogeneous
with increased perfusion, and large multiple lymph
nodes with cortical hyperplasia were present. Based
on the overall clinical picture and the results of the ad-
ditional investigations, primary SS was diagnosed.
Treatment with hydroxychloroquine, 200 mg/day,
was continued. The pharmacological treatment pre-
scribed on the previous visit was maintained, with
the exception of antifungals and addition of ofloxa-
cin 4x/day for 5 days, sodium hyaluronate, sodium
chloride, actinoquinol, trometamol, hydrochloric acid
1.5 mg/ml 6x/day continuously, dexpanthenol, and
polyacrylic acid 3x/day for 7 days.

Due to a period of symptom remission, the patient
had not been assessed at a specialist clinic for seven
years. However, a sudden exacerbation of oral lesions
prompted the patient to visit the Department of Peri-
odontology in May 2024.

At the time of the examination, multiple, diffuse
small aphthous, exophytic, and scar-like lesions were
present on the mucosa of the soft palate, descending
to the posterior pharyngeal wall.

At the first visit, the sharp edges of the teeth were
softened. The following recommendations were given:
a sodium lauryl sulphate-free toothpaste, compound
preparation (ingredients: aqua, glycerine, Linum usita-
tissimum seed extract, Salvia officinalis extract, Chamo-
milla recutita flower extract, Arnica montana flower
extract, Rosmarinus officinalis leaf extract, panthenol,
PEG-40 hydrogenated castor oil, aroma, xylitol, allanto-
in, chlorhexidine digluconate, sodium saccharin), mois-
turising spray (oleum hippophaes, oleum calendulae,
Oleum Bergamii S. 5x/day, prescription ointment with
nystatin, neomycin, anaesthesin, and hydrocortisone,

glycerine S.) 4x/day. A fungal culture test was also or-
dered. At the follow-up visit after 1 week, the aphthous-
like lesions were found to have healed, and the patient’s
condition improved significantly. Another follow-up
visit in 2 months was recommended.

The test results showed no deficiency of ferri-
tin, folic acid, vitamin B or D,, elevated levels of ESR
(30 mm/1 h) and CRP (13.4 mg/1). Further diagnosis by
primary care physician (PCP) was ordered, showing
nystatin-sensitive Cryptococcus in culture (the patient
applied nystatin brushing as recommended by PCP).
Sample collection was deferred, and the patient was
prescribed moisturising and soothing mouth rinse (co-
lostrum, PVP-VA, ozonated oil, tea tree oil, and stevia)
3x/day and nystatin topically 4°/day.

The next diagnostic step was histopathological
examination. A biopsy taken from the soft palate
revealed the following: “A fragment of mucosa cov-
ered by squamous epithelium with features of para-
keratosis, without signs of dysplasia. Features of basal
layer damage. Intraepithelial inflammatory infiltrates
of neutrophils visible. An intense chronic inflamma-
tory infiltrate present in the subepithelial area, par-
tially damaging the lower epithelial layers and con-
centrating around blood vessels. Features of fibrosis.
The microscopic image may correspond to lupus ery-
thematosus lesions”. The patient also reported remis-
sion of symptoms during this period. Continuation
of the previously prescribed pharmacotherapy and
dermatological consultation were recommended.

Discussion

DM is a variant of polymyositis. The condition
is characterised by lesions that particularly affect
the muscles of the shoulder and pelvic girdles, as well
as erythematous and oedematous skin lesions located
mainly on the face and the extremities. Other signs
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Factors associated with SS

J

GENDER

The strongest known risk factor for the devel-
opment of pSS is female sex (approximately
14.1). Sex hormones may play a non-specific
role in the development of primary Sjogren’s
syndrome (pSS), contributing to an increased
overall immune response. In particular, estro-
gen receptors act as modulators of immune
responses and affect type I.

Figure 3. Factors associated with SS [13-15]

include erythema and telangiectasias on the back
of the hands and uneven thickening of the skin,
the so-called Gottron’s papules (Gottron’s sign), over
small joints. In the chronic variety, scleroderma-like
or scabby skin lesions are present. Also, calcium de-
posits in subcutaneous and muscular tissue sometimes
occur, and organ changes mainly involve the smooth
muscles of the gastrointestinal tract, respiratory tract,
and the myocardium [1, 9].

Pharmacological strategies in DM differ depend-
ing on the severity of symptoms. Systemic corticoste-
roids are considered the gold standard in the treat-
ment of myopathy associated with DM. Therefore,
oral immunosuppressants or biologic therapy are
commonly prescribed in the early stages of the dis-
ease, especially in patients with myopathy or other
systemic symptoms. The recommended pharmaco-
therapy is prednisone 60-100 mg in the initial period
and subsequently in maintenance doses [10]. The reg-
imen often includes immunosuppressive drugs, e.g.
cyclophosphamide 100-150 mg daily, or azathioprine
100-200 mg daily [7]. Antimalarial drugs are also used
in the treatment of cutaneous forms of DM, with hy-
droxychloroquine considered as the first-line therapy
and the most frequently prescribed medication. How-
ever, recent reports suggest that the use of hydroxy-
chloroquine may be associated with an increased risk
of exacerbation of skin lesions in some patients [10,
11]. Rituximab and bisphosphonates have been in-
creasingly applied in the treatment of DM, but there
is still a lack of clinical trials to clearly assess their
efficacy. Some clinicians also use other medications,
such as mycophenolate mofetil (MMF), methotrex-
ate (MTX), or intravenous immunoglobulin (IVIG),
but calcineurin inhibitors (usually cyclosporine and
less frequently tacrolimus) are more common, despite
a higher risk of serious side effects [10, 11].

SS is a chronic autoimmune connective tissue dis-
ease affecting the exocrine glands. In recent years, it
has been increasingly suggested that the aetiology
of this condition is multifactorial, with factors such
as endocrine disruption, genetics, or infection playing
a potential role (Table 3, Figure 3) [12-15].
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GENETIC SUSCEPTIBILITY

IRF5-TNPO3, STATA, IL12A, FAM167A-BLK,
DOX6-CXCR5 and TNIP1 as risk sites. It is likely
that the expression levels of miRNA-181a and

miRNA-16 associated with pSS are reduced
in the salivary glands of patients with SS and
differentially expressed in the peripheral blood.
The expression levels of these miRNAs correlate
with the patient’s clinical symptoms.

VIRAL INFECTION

Epstein-Barr virus (EBV) infection,
human T-lymphotropic virus type 1 (HTLV-1),
cytomegalovirus, human herpes virus type 8

and hepatitis C virus.

In most cases, primary SS manifests as xerophthal-
mia, which is characterised by dryness of the cornea
and conjunctiva, a gritty sensation in the eyes, and
sensitivity to light or cigarette smoke. Other symptoms
include dry mouth, a burning sensation in the mucous
membranes, difficulty eating and swallowing when
wearing dentures, and taste disorders or even ageu-
sia. In the advanced stage, the oral mucosa becomes
dry and reddened. It is covered with plaque consisting
of food debris, exfoliated epithelial cells, and bacteria.
Dry and cracked lips may be accompanied by angular
cheilitis. The tongue is often smooth and coated, and
some patients experience enlargement of the parotid
and submandibular salivary glands. Systemic symp-
toms include a subfebrile state, muscle and joint pain,
fatigue, and the Raynaud phenomenon, i.e. paroxys-
mal blanching of distal parts of the extremities (and
sometimes the nose and ears) [13, 14].

There is no effective general treatment available.
Dentists should focus preventive measures on limit-
ing the development of caries, preventing periodonti-
tis, ringworm, and damage to the oral mucosa. Saliva
and tear substitutes are recommended in the treat-
ment of xerostomia and xerophthalmia, while sugar-
less sweets, chewing gum, and saliva stimulants (such
as pilocarpine and cevimeline) may help stimulate sa-
liva secretion. The study shows that the two drugs are
equally effective; however, pilocarpine causes more
reported side effects [15-17].

SLE is a complex autoimmune disease character-
ised by dysregulation of T and B lymphocytes. This
leads to changes in various organs, such as the skin,
kidneys, heart, blood vessels, and joints, as well as
the nervous system. In the early stages, symptoms
are non-specific, including fever, general malaise,
joint pain, weight loss, and fatigue. Characteristic
skin lesions appear as erythematous foci arranged in
a butterfly pattern across the zygomatic region and
the nasal dorsum (that does not cross the nasolabial
folds). Renal lesions can lead to organ failure. Cardiac
complications are also common. In the oral cavity,
the most common manifestations are hyperkeratosis,
discoloration, and ulceration around the hard and
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soft palates. Xerostomia and secondary SS are ex-
tremely significant symptoms. Less common abnor-
malities are glossodynia, a fissured tongue, cheilitis,
and ulcers on the lips and cheeks [4, 5, 18].
Glucocorticosteroids, immunosuppressants, and
cytotoxic drugs are used in the treatment of severe
SLE. The choice of drug depends on the clinical phe-
notype and disease activity, with specific indications
including lupus nephritis, neuropsychiatric manifes-
tations, and systemic vasculitis. Due to their potent
immunomodulatory effect, glucocorticosteroids re-
main the mainstay of SLE therapy. They are the tra-
ditional treatment option ensuring rapid action and
quick control of the disease activity. However, a pro-
longed therapy with high doses is associated with
a higher risk of complications; therefore, the effective
dose should be minimised. The dosage is adjusted
based on severity of symptoms. In mild cases, doses
of around 5-10 mg of prednisone per day are usually
effective. More severe situations may require higher
doses of 0.5-1 mg/kg body weight (converted to
prednisone), with the option of an intravenous bolus
of methylprednisolone, particularly in cases of lupus
nephritis, severe haematological disorders, or involve-
ment of the central nervous system. The findings
of observational and clinical studies have demonstrat-
ed that low-dose methylprednisolone pulses (125-500
mg daily) constitute an efficacious treatment for se-
vere acute exacerbations of lupus, with a paucity of ad-
verse effects [5, 18-21]. Antimalarial drugs, primarily
hydroxychloroquine, are recommended for all SLE
patients due to their immunomodulatory effects and
beneficial impact on disease progression. They also
reduce the risk of thrombotic complications, improve
metabolic parameters, and may be applied safely even
in pregnancy. Non-steroidal anti-inflammatory drugs
(NSAIDs) can be used in the treatment of mild forms
of the disease, particularly joint pain and serous in-
flammation. Selective COX-2 inhibitors are preferred
due to their better safety profile. Methotrexate mainly
acts by increasing levels of the anti-inflammatory ad-
enosine and is used in the treatment of joint and skin
lesions. Azathioprine, a purine analogue, inhibits
nucleic acid synthesis and has been shown to be effec-
tive in treating joint, skin, and serous membrane le-
sions. Cyclophosphamide, an alkylating agent, is used
in the treatment of severe and life-threatening forms
of SLE, particularly lupus nephritis (LN) and neuro-
psychiatric complications. Mycophenolate mofetil
prevents rejection of transplanted organs by inhibi-
tion of inosine monophosphate dehydrogenase. It is
used in the treatment of lupus nephritis and other
symptoms of lupus not associated with the kidneys. It
is more effective in preventing relapses than azathio-
prine. Sirolimus, an inhibitor of the mTOR pathway
with a favourable safety profile, shows therapeutic po-
tential by increasing the number of regulatory T cells

(Tregs) and reducing the production of pro-inflam-
matory cytokines. Recently, there have been studies
conducted on special medicines, such as monoclonal
antibodies and inhibitors of signalling pathways (e.g.
belimumab and anifrolumab). They may be the future
of SLE treatment because they can be adjusted to in-
dividual needs, thus reducing the side effects. The pa-
tients commonly have vitamin D deficiencies, which
correlate with higher disease activity, more severe fa-
tigue, and increased risk of thrombosis. Because vita-
min D supplementation is well-tolerated, the recom-
mended target level for 25(OH) vitamin D is 40 ng/ml
— higher concentrations have not been shown to pro-
vide any additional therapeutic benefits. Dysbiosis
of the intestine microbiome probably plays a role in
the onset and activity of the disease; however, conclu-
sive studies are still lacking [5, 19-21].

SSis a chronic autoimmune disease that can coexist
with other connective tissue disorders, including SLE.

Such co-occurrence is not uncommon, with esti-
mates suggesting that it may affect up to several percent
of patients with SLE. Some experts argue that these pa-
tients represent a distinct subgroup characterised by
specific clinical and serological features. Increasingly,
it is being emphasised that the coexistence of multiple
autoimmune disorders poses a growing clinical chal-
lenge, which may have significant implications for fu-
ture diagnostics and therapeutic strategies [22].

Summary

SLE and primary Sjogren’s syndrome (pSS) are
often comorbidities. In their course, oral symptoms
such as xerostomia, salivary gland inflammation,
ulceration, and mucosal lesions are often observed.
Xerostomia results from infiltration of the salivary
glands by lymphocytes and their dysfunction. As
a result of reduced saliva production, patients are at
greater risk of developing dental caries, periodontal
disease, and fungal infections.

Distinguishing SLE from pSS can be difficult due
to overlapping clinical and serological signs. Labora-
tory tests, including antinuclear antibodies (ANA),
anti-dsDNA, and anti-SSA/SSB, are crucial. The pres-
ence of anti-dsDNA antibodies is more specific for
SLE, while anti-SSA/SSB are characteristic of pSS. In
addition, salivary gland biopsy can confirm the diag-
nosis of pSS.

Treatment of patients with SLE and pSS requires
multidisciplinary teams of rheumatologists, derma-
tologists, and dentists. Immunosuppressive treat-
ment, including the use of hydroxychloroquine, is
the mainstay of SLE treatment and may also be ben-
eficial in pSS.

Identifying those with overlapping syndromes is
important because such patients may require differ-
ent monitoring and treatment regimens.

Medical Studies



Systemic lupus erythematosus with overlapping symptoms of Sjégren’s syndrome and dermatomyositis 7

The overlap of further autoimmune diseases,
the symptoms of which may affect the same areas,
may pose further clinical challenges.

Further research is needed to explore optimal
therapeutic strategies and emphasise the importance
of an interdisciplinary approach in the care of these
patients.

In the analysed case, the collaboration of specialists
in periodontology, rheumatology, and dermatology, as
well as comprehensive treatment, led to a significant
improvement in the patient’s quality of life. Optimal
patient care requires close, long-term monitoring
of the patient’s health, with particular attention to
the risk of fungal infections. The incidence of SSA and
SSB antibodies is similar in patients with primary SS
and in patients with SS coexisting with SLE. In patients
with SLE alone, however, the incidence is much lower.

In autoimmune diseases such as SLE, SS, and DM,
oral manifestations represent a frequent and clinical-
ly significant component of the disease course. They
most commonly include xerostomia, ulcerations,
aphthous lesions, and recurrent fungal infections, all
of which substantially impair patients’ quality of life.
Early recognition and an interdisciplinary therapeu-
tic approach are crucial to limiting disease progres-
sion and improving patient well-being.
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