GPULULNRESUL USLUNYULEN « REVIEW ARTICLES

AJHMS | 2/V/2025 www.ahms.am

ASSOCIATION BETWEEN SYSTEMIC THERAPIES FOR
ACNE AND ORAL HEALTH: A LITERATURE REVIEW

Hasmik A. Manukyan'*, Hayk M. Sargsyan', Hasmik R. Kostandyan?,

Rshtun K. Babayan?®, Lusine K. Muradyan'

'Avdalbekyan National Institute of Health,

Ministry of Health, Yerevan, Armenia

2“My City Dentist” Dental and Cosmetic Center,
Yerevan, Armenia

3Center of Medical Genetics and Primary Health Care,
Yerevan, Armenia

*Corresponding Author: dr.hasmikmanukyan@gmail.com
DOI: 10.54235/27382737-2025.v5.2-02

Lbipyuwjwgytig/Received 06.04.25: Gpwiunuytig/Reviewed
20.11.25: Cunniuytig/Accepted 20.11.25:

ABSTRACT

Background: Systemic medications for acne treat-
ment possess greater efficacy than topical preparations,
therefore they are prescribed for patients with severe
or extensive inflammatory acne. Systemic therapies in-
clude retinoids, oral antibiotics and hormonal therapy.
Although each of these treatment modalities offers var-
ious benefits in managing severe acne, it is important
to be aware of their potential side effects, including the
ones affecting oral health. Despite extensive research on
acne treatments and oral health independently, there is
a notable gap in the literature regarding their combined
effects.

Aim: To explore and discuss the possible pharma-
cological associations between systemic acne therapies
and oral health.

Methods: A comprehensive literature search was
performed using MEDLINE, PubMed, EBSCO, and the
Cochrane Library databases to identify studies published
after 1982 investigating the possible link between sys-
temic acne therapies and their oral manifestations.

Results: The awareness of probable oral manifesta-
tions such as xerostomia, gingivitis, periodontitis, alve-
olar bone loss, candidiasis, increased risk of caries, and
other reported alterations is of great importance. Thus,
a multidisciplinary approach is needed for acne patients’
management. Dermatologists can inform patients re-
quiring long-term systemic therapy about potential
oral signs and symptoms that may occur when taking
new medications and the importance of careful mon-
itoring and regular dental checkups to identify, assess
and manage potential dental and periodontal issues to
ensure a balance between therapeutic benefits and pos-
sible adverse effects. Furthermore, dental practitioners
should take a thorough medical history and be aware
of medication-related oral changes and their potential
effects on diagnosis and treatment planning.

Conclusion: Collaboration between dermatologists
and dental specialists is essential to identify, monitor
and adequately treat oral complications associated with
systemic therapies for acne.

Keywords: acne treatment, acne medication, sys-
temic acne therapy, oral health

INTRODUCTION

Acne vulgaris, known as acne (originates from the
Ancient Greek word akmé (dxuf), meaning “point” or
“peak”), is one of the most common chronic inflammato-
ry skin diseases, typically involving face, neck, upper torso
and shoulders. Although most of the acne cases are seen
among teenagers and young adults, it can be manifested at
any stage of life with a progressive reduction in prevalence
with increasing age. Acne may appear in several lesions,
such as whiteheads, blackheads, pustules, papules and
nodules. In severe cases, it includes large, painful nodules
filled with pus, called cystic acne. The disease has various
forms and symptoms, and most patients may have a com-
bination of different lesion types, hence, sometimes it can
be difficult to determine the severity. Understanding acne

severity is essential for effective management. Clinically,
acne is classified as mild, moderate, or severe, depending
on the number and type of lesions. Mild cases are main-
ly comedonal, moderate forms show more inflammatory
papules and pustules, and severe acne is characterized by
nodules or cysts with a tendency for scarring [1,2]. Typi-
cally, acne is not associated with significant physical co-
morbidity, but almost all patients have some impact on
their psychological status and quality of life, therefore, a
multidisciplinary approach of care is needed [3].

Risk factors for acne include genetics, hormonal
changes, certain medication, age and oily skin type.
Additionally, factors such as stress, weather, diet and
skin scrubbing can make it worse, though they directly
do not cause acne. Major pathogenic factors are andro-
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gen-induced sebum production, follicular hyperkerati-
nization and immunologic hypersensitivity to Propioni-
bacterium acnes (now Cutibacterium acnes) [4]. Given
its multifactorial pathogenesis, treatment often requires
combined approaches targeting different mechanisms.
Among them, benzoyl peroxide (BPO) is a key compo-
nent, as it provides strong antibacterial activity against
Cutibacterium acnes and helps reduce the emergence
of antibiotic resistance when used alongside topical or
systemic antibiotics.

Ideal treatment for acne does not exist, but for most
patients, a suitable therapy for lesions reduction can be
found. Since acne is a multifactorial disease, different
therapeutic agents are targeted for treatment purpos-
es. Typical targets include comedo formation, androgen
production, sebaceous gland activity, C. acnes levels, or
the inflammatory and immune response. Generally, the
most successful treatment approach is to simultaneous-
ly attack two or more targets, one of which is usually
the comedo [5].

Treatment options available for acne therapy include
topical and/or systemic preparations. Topical therapies
are the primary method of acne treatment. They may be
used alone or in combination with other topical or oral
agents. Commonly used medications are topical reti-
noids, BPO, antibiotics, salicylic acid and azelaic acid [6].
Systemic therapy possesses greater efficacy than topical
preparations and is therefore prescribed to patients with
severe or extensive inflammatory acne. Systemic medi-
cation includes retinoids, oral antibiotics, and hormonal
therapy. For patients with severe inflammatory acne, a
combination regimen is typically used, including oral
antibiotics with topical BPO to reduce the number of
antibiotic-resistant organisms [7].

Due to the variety of treatment approaches available,
it is important to individualize acne care based on the
potential treatment benefits and risks, thus requiring
shared decision-making [8].

While acne treatment is effective with the listed med-
ications, they can also lead to side effects that extend
beyond the skin and may impact oral health. Several re-
views have been published on the side effects of com-
mon acne treatments; however, most reviews did not
report experimental data on the effects of medications
on oral health [9-14]. Some of them mention dry mouth
symptom as a possible side effect due to decreased sal-
ivary flow [15]. The importance of saliva in maintaining
oral health is widely recognized. In addition, it plays a
vital role in caries development and bacterial plaque for-
mation. Numerous physiological and pathological fac-
tors can affect salivary flow, and such variations have an
impact on oral cavity [13,16]. Nevertheless, oral health is
a critical component of overall well-being, and informa-
tion on the effects of acne medications on oral health
is lacking. These data are important for dermatologists

and dental specialists when communicating with pa-
tients and for shared decision-making.

Despite extensive research on acne treatments and
oral health independently, there is a notable gap in the
literature regarding their combined effects. Therefore,
this literature review aims to explore the pharmacolog-
ical impacts of severe acne medications on oral health.

METHODS

A comprehensive literature search was performed us-
ing MEDLINE, PubMed, EBSCO, and Cochrane Library
databases to identify studies published from 1982 to
2024. The search strategy was peer-reviewed by another
team member using the PRESS (Peer Review of Electron-
ic Search Strategies) checklist. Only studies published
in English were included. Clinical studies were consid-
ered if they discussed oral or dental effects of systemic
acne medications such as isotretinoin, antibiotics, or
hormonal agents. Case reports, conference abstracts,
and studies focusing solely on topical therapies without
systemic intervention were excluded. Relevant reference
lists were also screened to identify additional studies.

RETINOIDS

Retinoids are synthetic derivatives of vitamin A and
are commonly used in the management of severe acne.
They affect the growth and differentiation of epider-
mal cells, also interfering with sebaceous gland activity
and possess immunomodulating and anti-inflammatory
properties. Several compounds of retinoids are used in
topical and/or systemic form. The most common sys-
temic form of retinoids is isotretinoin (13-cis-retinoic
acid) [17,18]. It is highly effective for moderate to severe
acne treatment, as it acts on virtually all acne factors
and offers long-term remission and sometimes com-
plete cure [7]. Despite its efficacy, isotretinoin therapy
is associated with adverse side effects, the most severe
of which is teratogenicity [19,20]. Furthermore, systemic
retinoids are well known to cause dryness of the mouth
and changes in oral and lip mucosa [18]. Moreover, re-
search evidence shows that isotretinoin can cause vita-
min B12 (cobalamin) and vitamin B9 (folate) deficiency
anemia, causing adverse effects on oral mucosa [21].

Effects on Saliva Flow, Buffer Capacity

and Decay Status

Dry mouth is a common complaint that may be
caused by several conditions. Xerostomia, hyposaliva-
tion and altered saliva composition are separate entities
of salivary gland hypofunction, which in many respects
are interrelated. Most authors agree that xerostomia and
hyposalivation are two separate entities, with xerostomia
denoting a subjective feeling of oral dryness and hyposa-
livation an objectively measured reduction in salivary flow
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rate (SFR) [22]. In patients receiving medication, hyposa-
livation is often mild to moderate, it may develop within
weeks to months of treatment, and in many cases it is
reversible after discontinuation of the drug [4]. Several
clinical studies demonstrate that isotretinoin adversely af-
fects salivary flow and buffer capacity, it has a strong po-
tential to reduce salivary flow, and its systemic adminis-
tration leads to the drying up of various oral and non-oral
structures [18]. Oikarinen et al. (1995) in their controlled
trial of acne treatment with isotretinoin for an average of
3 months showed a statistically significant but modest
decrease in SFR (p=0.0277) without any accompanying
change in salivary pH. Although this reduction in salivary
secretion reached statistical significance, the magnitude
of change was small and unlikely to have major clinical
consequences or lead to irreversible tooth decay. The au-
thors also reported a transient increase in matrix metal-
loproteinase-9 activity during treatment, suggesting
temporary alterations in salivary composition rather than
lasting dysfunction [23]. Lupi-Pégurier et al. (2007) con-
cluded that patients treated with isotretinoin experienced
oral side effects. Compared with healthy controls, after
6 months of isotretinoin use, the DMFT index (Decayed,
Missing and Filled Teeth) increased and the SFR gradual-
ly decreased. The changes were not clinically significant,
and the baseline SFR recovered after 2 months of the end
of the treatment [24]. On the other hand, the authors
found unfavorable effects in patients who used the med-
ication for 8 months. The study found increased rates
of caries, especially on the buccal, palatal, or both sur-
faces, and the presence of light to moderate calculus on
the teeth, consistent with increased bacterial counts and
decreased SFR. Bacterial tests for Streptococcus mutans
increased during isotretinoin treatment, while no signif-
icant difference was observed for Lactobacillus. Starting
from the third month of isotretinoin use, patients noted
the appearance of stains on their teeth, dry mouth and
lips. Moreover, there was an increase in the DMFT index.
In addition, buffering capacity gradually decreased, but it
was not clinically relevant [25]. Orsal et al. (2015) evalu-
ated the salivary gland function by radionuclide imaging
at the third and sixth months. Results showed significant
decreases in the salivary gland functions of patients using
isotretinoin at months 3 and 6 compared to pretreatment
values [26]. Another study also confirmed the previous
finding that isotretinoin affected salivary flow, buffer ca-
pacity, and caries lesion activity scores. Also, at the end
of the sixth month, bacteriological analysis showed that
isotretinoin use had no significant effect on intraoral
pathogen microorganism counts and salivary parameters
did not correalate with potential caries lesion activity [27].

Effects on Periodontal Tissue
It has been reported that, besides the impact on SFR,
isotretinoin has anti-inflammatory influence on peri-

odontal biomarkers and positively affects periodontal
diseases and gingivitis. Anti-inflammatory properties re-
late to isotretinoin’s ability to inhibit the action of the
specific group of enzymes that are responsible for the
degradation of most extracellular matrix proteins during
organogenesis, growth and normal tissue turnover. In
the gingival crevicular fluid (GCF) and saliva, the most
widely investigated matrix metalloproteinases (MMPs)
are MMP-8, MMP-9, and MMP-13 [28]. Collagenases,
especially MMP-8, and gelatinases, especially MMP-9,
are used as markers of active periodontal destruction
and disease activity in GCF, saliva and serum [29-31]. It is
believed that MMP-8 and -9 are primarily responsible for
collagen degradation in the inflamed tissue during the
progression of periodontal diseases [32]. The destroying
activity of MMPs can be controlled by inhibiting their
action, which can be mediated by the 4 members of the
tissue inhibitor of metalloproteinase (TIMP) family [33].
Isotretinoin use was positively correlated with an eleva-
tion of salivary TIMP-1 and TIMP-2, which are respon-
sible for regulating the extracellular activity of MMPs.
While biomarker shift suggested reduced inflammato-
ry activity, current evidence indicated that changes in
MMP/TIMP balance are modest and may not consistently
translate into measurable periodontal improvement [28].

Effects on Gums

Although the exact pathophysiology by which
isotretinoin causes gingivitis has not been determined, it
is probably related to the different pharmacological ef-
fects of retinoids due to their significant impacts on DNA
transcription. Retinoids work by binding to nuclear ret-
inoid receptors that are part of a group of nuclear DNA
transcription factors, including steroids, vitamin D, and
thyroid hormone receptors. Thus, retinoids function as
hormones by altering DNA transcription, resulting in a
wide range of molecular events [34,35].

A prospective case-control study by Numair et al.
(2022) showed poor gingival health and higher plaque
levels in patients treated with isotretinoin compared to
those not taking it. These findings contradicted the re-
sults of previous study. Due the significantly high plaque
level, the reason of gingival inflammation could not be
identified — whether it was related to isotretinoin or the
elevated plaque levels. It should be noted that this study
had several limitations, one of which was that clinical
parameters such as SFR, the presence of faulty resto-
rations, malalignment, oral hygiene practices, smoking
status, and nutritional status were not analyzed, thus,
this finding may have been biased [36].

Antibacterial Effect

Besides its anti-inflammatory properties, isotretinoin
also has antibacterial activity. It has been found to have
an antibacterial effect on facial sebum. Papakonstanti-
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nou et al. (2005) examined the impact of isotretinoin
on periodontal pathogens in the oral cavity [37]. Al-
though the antibacterial mechanism of isotretinoin ac-
tion is unknown, all the groups taking medicine showed
significantly lower levels of Porphyromonas gingivalis,
Tannerella forsythia, Treponema and higher levels of
Fusobacterium nucleatum. A noticeable antimicrobi-
al effect on the number of periodontal pathogens was
demonstrated in patients with plaque-induced gingivitis
and chronic periodontitis. Anyway, this study also had
limitations [38].

ANTIBIOTICS

Systemic antibiotics have been extensively used to
treat acne, typically moderate to severe, as well as in-
flammatory acne where topical agents have been inef-
fective. To maintain results after antibiotic treatment,
BPO or retinoid should be used. The most common
classes of antibiotics intended for acne treatment are
tetracyclines and macrolides. The main mechanism of
action of antibiotics in acne is reduction of the number
of bacteria (including Cutibacterium) on the skin sur-
face and in follicles, as well as anti-inflammatory action.
The commonly used oral tetracycline-class antibiotics
are doxycycline, minocycline, and sarecycline. This class
of antibiotics is contraindicated in pregnancy, lactation,
and during tooth development in children under 9 years
of age, since repeated exposure may cause permanent
enamel hypoplasia or discoloration. Severe adverse ef-
fects of systemic antibiotics in persons treated for acne
are uncommon [39].

Discoloration Effect

One of the side effects of tetracyclines is their incor-
poration into calcifying tissues during administration.
They chelate calcium ions and integrate into teeth, car-
tilage, and bone. As a result, we have discoloration of
both the primary and permanent dentitions. This per-
manent discoloration is dose-dependent and varies from
yellow or gray to brown. Minocycline hydrochloride, a
long-acting semisynthetic tetracycline derivative often
used to treat acne, has been shown to cause pigmenta-
tion of a variety of tissues, including the skin, thyroid,
nails, sclera, teeth, conjunctiva, and bone. Adult-onset
tooth discoloration following long-term ingestion of
tetracycline and minocycline has also been reported.
Higher cumulative doses may contribute to gradual dis-
coloration of fully erupted adult dentition [40]. Minocy-
cline is capable of inducing melanosis in skin and oral
mucosa, although the nature of the reaction is not clear.
Biopsy findings may reveal increased melanin deposition
or the presence of hemosiderin and iron or a metabolic
degradation product of minocycline in the tissues [11].
A remarkable oral side effect of minocycline is a green-
ish-black discoloration of osseous tissue, which may re-

semble bluish-gray discoloration of the gums, black or
green roots, and blue-gray to gray hue darkening of the
crowns of permanent teeth [11,41].

Effects on Periodontal Tissue

Tetracyclines have been used in the treatment of lo-
calized juvenile, generalized juvenile, early onset and
adult periodontitis [42]. Minocycline is common in peri-
odontal therapy, as it is effective against some putative
periodontal pathogenic microorganisms [11]. Lindhe et
al. (1983) have found that in patients with advanced
periodontal disease, long-term tetracycline therapy in
the absence of scaling resulted in the establishment of
a subgingival microbiota almost devoid of motile bacte-
ria and in markedly reduced signs of gingivitis, probing
depth and attachment loss [43].

Apart from antibacterial activity, tetracycline also has
anti-collagenase property, which is significant for peri-
odontal disease management [42].

Effects on Gums

Erythromycin has also been implicated in gingival
enlargement. The increased overgrowth of gingival tis-
sue is related to the disruption of the degradation of
collagen, which leads to a larger amount of extracellular
collagen tissue within the gums.

Effects on Decay Status

Antibiotic exposure may potentially affect the patho-
genesis of dental caries both directly via the oral micro-
biome and indirectly via contributing to enamel defects.
Several studies showed a relationship between antibiotic
exposure and enamel defects. In contrast, the data on
newer antibiotic formulations and their association with
dental caries and enamel defects are inconsistent [44].

Hormonal Therapy

Androgen hormones play a crucial role in acne devel-
opment by altering the pilosebaceous unit, resulting in
increased sebum production, keratinocyte proliferation,
and inflammation. The highest prevalence is reached in
adolescence because of androgen level alteration during
puberty. In adults, acne may disproportionately affect
women and individuals on testosterone therapy, with
polycystic ovarian syndrome, or with menstrual-related
flares. Thus, hormonal therapies used to treat acne treat
act on androgenic activity reduction [7,45]. The primary
hormonal agents in the severe acne treatment include
combined contraceptive agents (estrogen and proges-
tin), aldosterone receptor antagonists (spironolactone),
oral corticosteroids (prednisolone and prednisone) and
intralesional corticosteroids (triamcinolone) [8]. Indica-
tions for the use of antiandrogens in the treatment of
acne include the failure of antibiotic regimens, the need
for control of acne and menstruation, and finally, the
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inappropriateness of oral isotretinoin. Corticosteroids
play a limited role in acne management. They are pri-
marily used for short-term control of acute nodulocystic
or severe inflammatory flares, rather than for long-term
therapy [7,9]. Sex hormones can modulate the inflam-
matory response of tissues, including periodontal tis-
sues. The steroid hormones can indirectly modulate
periodontal tissue because of the existing estrogen and
progesterone receptors present in gingival keratinocytes
and gingival fibroblasts of the periodontal ligament and
in the lamina propria [46]. Estrogen can modulate colla-
gen metabolism and angiogenesis, promote the increase
in tissue glycogen production and reduce keratinization
of the gingival epithelium, which subsequently causes a
reduction in the epithelial barrier. Meanwhile, proges-
terone triggers vasodilation and increases endothelial
permeability, altering the collagen-producing function
periodontal ligament fibroblasts [47,48].

Oral contraceptives are commonly used to prevent
pregnancy, but they can also be prescribed for acne
treatment when indicated. Traditional oral contracep-
tives are a combination of estrogen and progestogen,
and some research indicates that women taking tradi-
tional forms of oral contraceptives have an increased
risk for gingival inflammation, dry socket, temporo-
mandibular joint dysfunction, clinical attachment loss,
and gingival hyperplasia. In contrast, a recent study sug-
gested that combined oral contraceptives with the new
formulation of lower levels of progesterone and estradi-
ol do not affect periodontal health [49,50].

Most corticosteroid-associated systemic or oral ef-
fects, such as bone loss or increased risk of candidiasis,
are derived from chronic use in non-acne populations.
Short-term or low-dose use in acne is unlikely to cause
similar adverse outcomes. However, despite their bene-
fits, the use of hormonal agents can be associated with
various systemic manifestations along with oral changes.

Effects on Saliva Flow and Dental Status

The suppressed salivary secretion tendency has been
noticed in young adults with prescribed and applied
long-term steroid anti-inflammatory drugs, especially
inhaled steroids [51]. It has been reported that patients
taking corticosteroids for a long time often suffer from
lack of teeth or are characterized by caries-non-resis-
tant dentition [52,53]. Some animal studies indicated a
link between the use of corticosteroids and the condi-
tion of the dentin-pulp complex tissue. The suppression
of blood circulation and disturbed nutrition of pulp are
observed while using steroids [54].

Effects on Gums and Periodontal Tissue

Several studies have demonstrated a link between
oral contraceptives and periodontal disease. Increased
levels of estrogen and progesterone in the body asso-

ciated with contraceptives may lead to periodontal dis-
ease, decreased bone mineral density, and dry socket.
Both estrogen and progesterone are known to cause in-
creased gingival exudation, swelling, and inflammation
[48]. Mullally et al. (2007) observed increased probing
depths in women actively using oral contraceptives [50].
Additionally, subjects taking oral contraceptives had a
higher rate of biofilm retention, as well as increased gin-
givitis and bleeding upon probing, compared to those
not taking birth control pills. Periodontitis was observed
in 60% of women actively taking oral contraceptives
[50,55]. Furthermore, women taking oral contraceptives
were found to be more susceptible to advanced peri-
odontal disease if they had preexisting gingivitis [56].

There are a limited number of studies with appropri-
ate methodology to produce sound evidence about the
association between corticosteroid use and periodonti-
tis. However, there are two cohort studies that show an
association between chronic corticosteroid use and the
incidence of periodontal disease [57].

In addition to periodontal effects, long-term use of
steroid therapy is also associated with an increased risk
of developing gum diseases such as gingivitis. Safkan
and Knuuttila (1984) confirmed the predisposition of
patients taking steroids to gingivitis. It was concluded
that the duration of corticosteroid application for 1 year
or more is related to a greater degree of manifestation
of clinical symptoms of periodontitis [58].

Discoloration Effect

Hormonal therapy may indirectly affect an increase
in a-melanocyte-stimulating hormone, which may sub-
sequently lead to oral or perioral pigmentation [59].

Effects on Bone

Studies have shown that prolonged corticosteroid
use, particularly at high doses over months to years
in non-acne populations, can lead to a significant de-
crease in calcium absorption and increased calcium
loss from bone. Due to their impact on electrolyte and
water balance, they affect the reabsorption of sodium
and the excretion of potassium, calcium, and hydro-
gen ions. Long-term administration of corticosteroids
can result in electrolyte imbalances such as hyperna-
tremia, hypokalemia, hypocalcemia, and alkalosis. This
causes a decrease in bone mineral density in the jaws,
which may impact tooth stability and be a risk factor for
tooth loss. Drug-induced bone loss is biphasic: an ini-
tial rapid phase of approximately 10-15% in the first few
months and a subsequent slower phase of about 2-5%
per year. Two major factors affect this process: the dose
and duration of treatment. In addition, trabecular bone
is affected more rapidly than cortical bone [61,62]. It is
important to note that most of this evidence comes from
chronic steroid therapy in populations treated for con-
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Table 1. Oral effects of medications used in acne treatment

Drug class  Retinoids (Isotretinoin) pItibict= pomoralihempy
(Tetracyclines, Macrolides) (Contraceptives, Spironolactone, Corticosteroids)
» Mild to moderate decrease in » Tooth discoloration » Gingivitis
salivary flow » Gingival pigmentation » Increased gingival probing depth
» Increased plaque and » Gingival enlargement » Dry socket
gingival inflammation » Periodontal improvement » Salivary suppression
(confounded by hygiene) » Reduced gingivitis and probing B Caries susceptibility
Oral Effects » Increased DMFT depth » Oral pigmentation
(Decayed, Missing and Filled » Enamel defects » Bone mineral density reduction
Teeth) index (inconsistent data) (chronic corticosteroids)
» Gingivitis » Altered oral microbiome » Candida overgrowth risk
» Periodontal biomarker (systemic corticosteroids)
modulation
» Antibacterial effects
Evidence ; ) : )
Type Direct evidence from acne cohorts  Direct and extrapolated evidence Mostly extrapolated from non-acne cohorts
» Mostly reversible post treat- Discoloration is often irreversible, ~ » Gingival inflammation may resolve post-therapy
ment (salivary flow and DMFT  periodontal benefits and gingival » Bone loss and pigmentation often irreversible
Reversibility recovered within 2 months) changes vary
» No irreversible decay
reported in short-term use
» Salivary flow rate testing » Avoid use in children <9 and » Periodontal screening for women
» DMFT tracking during pregnancy/lactation on contraceptives
Monitoring/  » Periodontal assessment » Monitor for pigmentation and ~ » Bone density monitoring in long-term
Management P Oral hygiene reinforcement gingival changes steroid users
» Dental checkups every 3-6 » Periodontal charting » Candida surveillance during corticosteroid
months therapy

ditions other than acne; short-term or low-dose corti-
costeroid use for acne management is unlikely to cause
bone loss of similar magnitude.

Alveolar bone consistency may also be impaired by
corticosteroids due to osteoporotic alterations related to
reduction of osteoblasts and the amount of osteoid ma-
trix. Parallel to the drug administration, a trend toward a
decrease in alveolar bone height and fibrotic transforma-
tion of the periodontal space has been observed. It has
been reported that women with osteoporosis may experi-
ence significant periodontal attachment loss without sig-
nificant differences concerning gingival bleeding [60,63]
However, such effects are primarily observed in patients
chronically taking steroids or with preexisting osteopo-
rosis, rather than in typical acne therapy regimens.

Microbial Effects

Corticosteroids can affect the normal balance of the
microbial flora in the body, including the oral cavity, re-
ducing microbial diversity and promoting the growth of
certain pathogenic bacterial species. These changes in the
oral microbiome may contribute to the emergence of oral
conditions, such as gingivitis, periodontitis or candidiasis.
Patients receiving corticosteroids must be monitored for
secondary Candida infections. Candida is a genus of fun-
gi commonly found in the oral flora of healthy individuals
but can become pathogenic under certain circumstances.
The risk of Candida infection is primarily associated with
systemic or inhaled corticosteroid use, rather than with
short-term or intralesional therapy. Systemic corticoste-
roids can compromise the body’s immunity, including

the local immune response in the oral cavity, promoting
the growth of the fungus Candida albicans. Overgrowth
may lead to the development of an infection, clinically
manifesting as creamy, curdy, white-colored overgrowth
on the inner skin of the lip, cheeks, gums, and tonsils,
often accompanied by a burning sensation, pain, and dis-
comfort [63,64]. Therefore, it is important that patients
receiving corticosteroids be regularly monitored for early
detection of signs and symptoms of Candida infection
and initiate appropriate treatment in a timely manner.

Table 1 summarizes the effects of systemic acne med-
ications on oral health, and Chart 1 presents the dental
referral algorithm for systemic acne therapy.

CONCLUSION

Systemic therapies for acne, similar to other medica-
tions, can lead to direct and indirect side effects, which
may also have oral manifestations. However, evidence
specifically derived from acne cohorts remains limited,
and most data on oral effects come from studies of the
same drugs used for other medical conditions. On the
contrary, retinoids, antibiotics, corticosteroids and con-
traceptives, when used for other medical conditions,
have direct impact on the oral cavity confirmed by nu-
merous studies. Thus, there is a possibility that the same
medications used for acne treatment could produce
similar symptoms such as xerostomia, gingivitis, peri-
odontitis, candidiasis, increased risk of caries and other
signs. The reasons for side effects are multiple, including
medication dosage, duration of use and other individual
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Initiation of systemic acne therapy
(retinoids, antibiotics, hormonal agents)

Review medical history
and baseline oral health

v

Are any of the following present?

- Dry mouth

Yes - Bleeding or swollen gums

- Tooth discoloration
- Increased plaque or caries
- Jaw discomfort or bone loss

Refer to dentist for
comprehensive
evaluation

Chart 1. When to refer to dentistry during systemic acne therapy.

differences. Hence, awareness of possible oral side ef-
fects is essential for comprehensive care and will allow
dermatologists and dental specialists to tailor treatment
plans to meet the patient’s individual needs.

When starting a new medicine, dermatologists can
advise patients on what oral signs and symptoms to look
out for.

Also, dental practitioners should take a thorough
medical history and be aware of medication-related
problems and their potential effects on diagnosis and

dentist for treatment

No

Does an oral adverse

Yes effect develop No
during treatment?

Collaborate with Continue interdisciplinary

follow-up until completion
of systemic therapy

planning

treatment planning. In addition, it is important for pa-
tients who require long-term systemic treatment to
receive careful monitoring and reqular dental care to
identify, assess and manage potential dental and peri-
odontal issues to ensure a balance between the thera-
peutic benefits and adverse effects of systemic therapy.

To sum up, the collaboration between dermatolo-
gist and dental specialist is essential to identify and ade-
quately treat oral complications associated with systemic
therapies for acne.
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CBAI3b MEXX[1Y CUCTEMHOW TEPATNMUEWN AKHE
1 3[JOPOBbLEM MOJIOCTU PTA
OB30P NINTEPATYPSI

AcMuk A. ManykaH!, Aiik M. CaprcaH', AcMuk P. KoctaHaaH?,

PwyH K. babaan®, Jlycrte K. Mypaaan

'HaumoHanbHbI MHCTUTYT 34paBOOXPaHEHUA M. ABanbekaHa,

M3 PA, EpesaH, ApmeHua

2CTOMaTONOrM4ecknin 1 KOCMETUYECKNT LIEHTP «Mait C1TU AaHTUCT»
EpesaH, ApmeHua

SLeHTp MEANLIMHCKOW FEHETVKN 1 NEPBUYHOM OXpaHbl 300POBbA,
EpesaH, ApmeHua

ABCTPAKT

BeepeHue: CricTeMHbIE NpenapaTbl ANA NEYEHUA aKkHe 06—
napatoT 60MbLUeR IPHEKTUBHOCTBIO, YEM MECTHbIE CPEACTBa,
MO3TOMY OHM Ha3HAYAOTCA MALMEHTaM C TAXKENBIMW AN 06—
LWMPHBIMU BOCMANUTENbHBIMW GpOpMaMK akHe. CucTemHas Te-
panuA akHe BKMHOYAET PETUHOUAbI, MEPOpabHbIE aHTUOUOTN-
KN 1 FOPMOHaNbHYO Tepanuto. XoTA KaXKabli U3 3TUX METOLOB
NEYEHUA MPUHOCUT OMpeAENEHHbIE MPENMYLLIECTBA B yrpaBne-
HUW aKHE, Ba*KHO YUMUTbIBATb BO3MOMHbIE MOGOUHbIE dPDEKTbI,
BK/tOYAA BAWAHWE Ha 3AOPOBbE MOMOCTW pTa. HecmoTpsa Ha
O6LUIMpPHbIE NCCNENOBAHUA B 06NACTW NEYEHUA akHE U CTOMa-
TONOMMU OTAENbHO, B IMTEPATYPE CYLLECTBYET 3aMETHbIN Mpo-
6en B U3y4eHmn nx KOMBUHNPOBAHHOTO BO3AEHCTBYA.

LLenb: V13yyeHvie n 06Cy»KaeHVE BOZMOXKHOTO Gpapmakono-
TMYECKOTO BAVAHUA NPEnapaToB A NEYEeHWA akHE Ha 310po-
BbE MONOCTH pTa.

MeTopnbl: bbin NpoBEeAEH KOMMNEKCHbBIA MOWCK NuTepa-
Typbl B 6a3ax faHHbix MEDLINE, PubMed, EBSCO n Cochrane
Library c uenbto BbIABNEHUA UCCNENOBAHUIA, ONY6ANKOBAHHbIX
nocne 1982 ropa, B KOTOPbIX U3y4anocb BAWAHUE CUCTEMHOW
TEepanuu TAXENbIX GOPM aKkHE Ha COCTOAHME NMOAOCTM pTa.

PesynbTaTbl: OCBEAOMNEHHOCTb O BO3MOMHbIX Opanb-
HbIX MPOABAEHUAX, TaKWUX KaK KCEPOCTOMMA, TUHIUBWT, Na-
POAOHTUT, KaHAWAO3, MOBbILEHHbIV PUCK Kapueca W apyrue
npusHaKkn, uMeeT 6onblioe 3HayeHue. CnegosaTenbHO, A4
BENEHWA MaLMEHTOB C aKHE HEOOXOAUM MyAbTUAMCUMNAN-
HapHbIit noaxod. JepMaTonorut MoryT nHGOpMUpoBaTh NaLv-
€HTOB, KOTOPbIM TPEOYETCA AANTENbHAA CUCTEMHAA Tepanua,
O BO3MOMHbIX OpajibHbIX MPOABNEHUAX MPU MPUEME HOBbIX
MpenapaToB, a TaKME O BaXHOCTU TLUATENbHOrO KOHTPONA W
PErynApHbIX CTOMATONOrMYECKUX OCMOTPOB [J1A BbIABNEHUA,
OLEHKM U NEYEHUA MOTEHLMANbHBIX CTOMATONOrMYECKUX U
NapoAOHTONOTMYECKNX Npobaem, obecrnednBan 6anaHc Me-
Ay TEpaneBTUHECKNMW MPEVMYLLECTBAMU U MNOBOYHBIMU -
dekTamn cuctemHol Tepanuu. Kpome Toro, cromartonoru
AONMHbI TLWATENBHO CO6MPaTb aHAMHE3 W Y4MTbIBATb MpO-
6nembl, CBA3aHHbIE C MPUEMOM NIEKapCTBEHHbIX MpenapaTos,
a TAKKE VX BO3MOMHOE BNUAHWME HA AMATHOCTUKY M MAaHU-
pOBaHMWE NEYEHUA.

3akntroveHune: COTpyLHUYECTBO MEXKIY AepMaTONOramu v
CTOMaTONIOraMn HEObXOAVMO A1A CBOEBPEMEHHOMO BbiABNE-
HWA N afEKBaTHOrO NEYEHUA OPANbHbBIX OCNOMHEHWH, CBA3aH-
HbIX C CUCTEMHOW Tepannen akHe.

Knroueesbie cnoea: akHe, neyeHue akHe, aKkHe npenapa-
mbl, CUCMEMHAA mepanus, 300pogbe NoaoCMuU pma
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Lwudhy U. Uwuniywu', ugy U, Uwpgquyw!, Lwudhy M-
Ynuwnwunyw?, Mpunncu Y. Fupwjwu®, Lnuhub Y. Unipunjwu’
'L UL Udnwpblwuh wudwu Unnnowwwhnipjwu wqgquwjhu
huuwnhwnnun, Gplwl, Cwjwunwu
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ULhpwénipyniu. U4ubh pniddwu bywunwyny Yhpwn-
ynn ubpphu punniudwu nbinwdhongutipu wybh vbé wp-
nyntuwybiinnentu ntubu, pwl nbnwihu ywunpwuwnny-
utipp: <hwnbwpwn, hwdwlwpguwjhu  pnidwdhongubinp
gnigywé Bu sdwup dubiph Ywd wwpwdnu pnppnpwjhu
hwugnighlutiph nit pwpwfuwppunhlubph wnlwnijwu
nGwpnud: Cwdwlwpquwihu pnidwdhongubiphg Bu  nb-
whunhnubipp, hwlwphnuhlutpp W hnpdnuwjhu nbinw-
dhongubipp: Quuwyws pniddwl wpryniuwy Gnnggyuiup'
Ywplnp £ wbnjuwy (hub] tnwppbp opqwu hwdwlwpgbiph
Jdpw, wyn pynud” phipwuh funnngnid, npwug huwpwynp
Ynnduwyh wgnbgnigniuubph dwuhu: Spuwluwuncgjwu
dbio wnlw BU wnwudhu ybipgnws wlubh pniddwu b pbi-
npwuh funnnsh wnnnontejwu Yybpwpbnw| pwqdwehy hb-
mwgnwnntpjntuutin, pwjg npwug hwdwlygws wqnbignt-
pjntul nunwfuwuhpnn  hGwnwgnunigniuuph pwlwyp
uwhdwuwthwy E:

Luwwnwly. Nwunwuwupptp b pubwpyb] wyubh swup
agutipnh nbd Yhpwnynn hwdwlwpgquwjhu nbnwdhengubinh
huwpwynp nnwpwuwlwu wqgnbgnipjntup ppwuh fun-
nnsh wnnnontLRjwU Ynuw:

Ubpnnubp. Oqunwagnpstiny UGHLUSL (MEDLINE),
dwpUtin (PubMed), ERUUO (EBSCO) L Lnppbjuh qpw-
nwpwu (Cochrane Library) wndjwiubiph nbdwpwuubpp’
hpwlwuwgyb] b gpulwuniygjuwl hwdwwwnpthwly npn-

unud: Cungnyyb Bu 1982 pwlwuhg htinn hpwwwnpwy-
Jws wju hbunwgnunigniuubipp, npnup nuunwduwuhnb
Eu wyuth swup subiph pniddwl bywwnwyny Yhpwnynn
Utipphu punniudwu nbinwdheongutiph W pbpwuh funnnsh
npulinpnudutiph dhole huwpwynp Yuwp:

Upmynitupubp. RGpwuh funnnsnud nbnwdhongutipny
wuwjdwuwynpyws huwpwydnp Ynnduwlh npubnpnidub-
nh JwuhU hpwabywonteinitup dbs upwlwynipniu ntuh:
Cuwnpwynp Ynnduwyh npubinpniutiphg Gu pubipnunndh-
wl, (unwpnppp (ghughdhnp), uunhnngp, wnwduw-
thntnh (Ywphtuh) nhulyh pwpdpwgnudp L wy] pwuubp:
Uyuwhund, pwpnuwgws wlubh pniddwu hwdwp wuhpuw-
dbionn L dhonhughwhuwp dnuinbignud: Uwolwpwuubipp
Gpupwunl hwdwlwpqwihu pipwwhwh gnignwdny pni-
dwnniubiphu fwpnn Gu wnbnblwgub, Unp nnwdhongh
punniudwdp wwjdwuwynpgws, pbipwuh funnnsnid npu-
unpynn huwpwynp vpwuubiph b whunwuhpubiph dwuhu,
huswbu Uwl qgnowgul unndwwnningh Ynnihg donw-
nhinwpydwu wuhpwdbonnigywu U gnigdwu nbwpnid
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ww]) fuunhputipp bW hwjwuwpwlgenieintu wwwhn-
bl ognunubph nt pwgwuwlwu hGunbwupubph dholi:
UhUunyu dwdwuwy, unndwwningubipp wbinp £ hwy-
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huwpwynp npubnpnidubpp’ wfunnpnadwu W pniddwu
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wuwwhnybnt hwdwn:
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