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Abstract

Introduction. Autoimmune dermatoses in dogs account for only 2—3% of all skin and coat pathologies encountered in
veterinary dermatology practice. Discoid lupus erythematosus (DLE) in dogs is a chronic autoimmune disease. This
condition was first described in dogs in 1965, but it was not until the 1970s that cutaneous variants were officially
documented in dogs that developed chronic dermatitis following prolonged sun exposure. Lesions may be confined solely
to the muzzle, the so-called facial form of discoid lupus erythematosus, or may be localized to other areas of the body —
the generalized form of DLE. Olivry et al. developed a histopathological classification for DLE. It was also established
that the histopathology of lupus shows similarities to the microscopic lesions present in cutaneous lupus erythematosus
in humans. For veterinary specialists, this group of diseases raises many questions regarding diagnosis, selection of
therapeutic methods, and monitoring of the patient's condition.

Case Description. A 5-year-old mixed-breed dog was presented to the veterinary clinic with lesions on the nasal planum,
without systemic clinical abnormalities. The diagnosis of discoid lupus erythematosus was based on history, clinical
examination, cytological examination, complete blood count and serum biochemistry, and histopathological examination
of biopsy samples from the nasal planum. For cytological examination, impression smears were taken from ulcerated skin
areas. The smears were fixed, stained with Diahem-Diff-Quick stain (Russia), and examined under a microscope at x100
magnification using an Olympus CX23 microscope (Japan). To establish the definitive diagnosis, a punch biopsy was
performed under general anesthesia using a 3-mm punch; three tissue samples were obtained from the nasal planum and
nasal wings. Histopathological examination was performed by veterinary pathologist 1.\VV. Bogomolova.

Discussion. The presented clinical case illustrates the typical facial form of discoid lupus erythematosus (DLE) in a dog.
The localization of lesions exclusively to the nasal planum, the absence of systemic symptoms, and normal blood
parameters are consistent with the classic course of FDLE, highlighting the importance of differentiating this form from
generalized and systemic lupus erythematosus. The diagnosis was verified based on histopathological examination, the
gold standard for DLE diagnosis. The identified changes allowed the exclusion of other autoimmune dermatoses,
particularly pemphigus, despite the presence of acantholytic cells on cytology. This finding confirms that cytological
examination cannot serve as the sole diagnostic criterion.

Conclusion. The treatment outcomes and photographic materials presented in this article may be useful for practicing
veterinarians in the diagnosis of discoid lupus erythematosus. The applied combination therapy proved to be effective.
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JluckouaHasi KpacHasi BOJTYAHKA Yy CO0aAKH

A.1O. KoyeTkoBa
JloHCKOM ToCyaapCTBEHHbIN TEXHUUECKUI yHUBepcUTeT, I. PoctoB-Ha-Jlony, Poccuiickas deneparus

AHHOTaLUA

Beeoenue. AyTouMMyHHBIE JEpMAaTO3bl y CO0AaK COCTABIIIOT JHUIIb 2—3 % OT OOIIEro YWClia MATOJOTHHA KOXH U
LIEPCTHOTO MOKPOBA B IIPAaKTHKE BETEPUHAPHOTO AepMaroiora. Jluckonanas kpacuas sordanka (DLE) — xponnueckoe
3aboJsieBaHNE ayTOMMMYHHOI 3THONIOrMK. BriepBble nanHast maTosiorust Obuia oncaHa y cobak B 1965 roxay, a B 1970-x
rojax ObUIM BBIZETICHBI W 3apErHCTPUPOBAHbI KOXKHBIE ()OPMBI 3a00JI€BaHMs, CBSI3aHHBIE C Pa3BUTHEM XPOHHYECKOTO
JilepMaTuTa mnocie JUTenbHol uHeosiunu. [lopakenns npu DLE Moryr orpaHuuuBarthcst 00JacThbio MO/, TaKylO
(dopmy 0003HAYAIOT KaK JIMIEBYIO TUCKOUIHYIO KpacHyto BomdaHKy (FDLE). B npyrux ciygasx ouaru nmopaxeHust MOT'YT
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JIOKJIN30BaThCs HA PAa3IMYHBIX y4acTKax Tejla, YTO COOTBETCTBYET reHepanu3oBanHoii ¢opme DLE. [lns 3a6oneBanus
XapaKTEPHBI ONPEIEICHHBIC THCTOMATOIOTHUECKHE TPU3HAKH, IPH 3TOM MUKPOCKONNYECKast KApTHHA BOJTYAHKH Y COOaK
HUMEET CXOJICTBO C MI3MEHEHISIMH, HaOII0JaeMbIMH TIPH KOKHOW (OopMe KpacHOH BOTYAHKH y UeJoBeKka. B BeTepuHapHOit
NpakTUKE AaHHas Tpymnma 3a0o0JeBaHUM HEPEOKO BBI3BIBAET TPYAHOCTH, CBA3aHHBIE C AWArHOCTUKOH, BHIOOpPOM
TepaneBTUYCCKOI TAKTUKU M TOCIIEIYIOIINM KOHTPOJIEM COCTOSHHS MAllMECHTA.

Onucanue Knunuuveckozo cayyas. Cobaxa, METHC, B BO3pacTe 5 JIET, MOCTYIIJIA B BETEPUHAPHYIO KIMHHKY C
MOpPaXEHUSIMA B 00JacCTM MOYKM HOCA; CHUCTEMHBbIE KIMHUYECKHE OTKJIOHEHHUs OTCYTCTBOBanuW. JlMarHoctuka
JIMCKOMIHOM KpacHOH BOJYAaHKM OCHOBBIBAIACh HA JaHHBIX aHaMHe3a, KIMHMYECKOTO OCMOTpa, IMTOJIOTHYECKOTO
HCCIIEJOBaHMs, OOLIEro KIMHUYECKOTO M OMOXMMHYECKOTO aHajlM30B KPOBH, a TaK)K€ I'MCTOJIOTHYECKOTO HM3YyUCHHs
OuomnTaTOB.

JIJIst TUTONIOrMYECKOTO MCCIIEA0BaHU OTOMPAIM Ma3KH-OTIEYaTKH C 9PO3MBHBIX ydacTKoB. OOpasubl (HKCHPOBAJIH,
okpammBanu Habopom Jmaxmm-/nd¢d-Keuk (Poccws) m momsepramm MuKpockomnu mpu yenumueHun X100 ¢
ncnonb3oBanueM Mukpockorma Olympus CX 23 (Smonns). s BepupuKamiy OKOHIATEIBPHOTO JUAarHO3a MoJ o0meit
aHecTe3nell OblIa BBHIMTOJTHEHA MAHY-OMOIICHS: AWaMETp MaHda COCTAaBIUT 3 MM, OBUIO TmoiydeHo 3 oOpasma TKaHed C
MOYKH ¥ KPBUIBEB HOca. [ MCTONOrMIeckoe ucciaeoBaHre ObIIo MPOBEICHO BETEPHHAPHBIM ITATOMOP(OIIOToM.
Oébcyscoenue. OTMCAHHBINA CITydail JEMOHCTPHUPYET KIACCHYECKYIO JHIEBYI0 (opMy AMCKOMIHONW KpacHOW BOTYAHKH.
W3onupoBaHHas JOKaIM3aLMsA 04aroB B 00JIACTH MOUYKU HOCA M OTCYTCTBHE CHCTEMHOMN CUMIITOMAaTHKH COOTBETCTBYIOT
tedennto FDLE. DTo nogyepkuBaeT BaXXHOCTh AU PEepeHIHAIN TaHHOK (OPMBI OT CUCTEMHON U TeHEepaIM30BaHHON
BOJIYaHKH.

III/Ial"HOS OBLI BepI/Iq}HHI/IpOBaH Ha OCHOBaHHHU THCTOMATOJIOTHYCCKOTO HUCCICAOBAHUA, KOTOPOC CUHUTACTCA «30JI0ThHIM
CTaHdapTOM» AUArHOCTHUKH DLE. BrisiBrieHHBIC H3MEHEHHS ITO3BOJIMIN UCKIIFOUNTH HHBIS AYTOUMMYHHBIC IEPMATO3kbI, B
YAaCTHOCTH ITy3bIPUaTKy, HECMOTPSI Ha OOHApY)KCHHE aKaHTOJUTHIECKUX KJICTOK NP IUTOJOTMIECKOM HCCIIEIOBAHHH.
JlaHHBIN  (aKT TOATBEP)KAAET, YTO IUTOJOTUS HE MOXKET SBIATHCA EIOWHCTBEHHBIM KpPHUTEPHEM IIOCTAaHOBKH
OKOHYATEIBHOTO TUarHo3a.

3axntouenue. llpencraBieHHble pe3yibTaThl JIeYeHHS M (OTOMATEpUaIbl MOTYT OBITH IOJIE3HBI IPAKTHUKYIOIIUM
cnenyaiucraM  1Ipu AUArHOCTHUKE ,I[I/ICKOI/I}IHOﬁ KpaCHOﬁ BOJTYaHKH. HpI/IMeHeHHaH KOMIUICKCHad  Tepanus
MIPOJIEMOHCTPUPOBAIA BHICOKYIO 3 (PEKTHBHOCTE.

KuiioueBble ci1oBa: KokHast BOYaHKa y co0ak, TUCKOUIHAS KpacHas BOJYaHKa, THCTONATOJIOT U BOJTYaHKH y cobak, DLE

J1a mutupoBanus. Kouerkoa A.1O. JluckounHast KpacHast BoTUaHKa y coOaku. Bemepunaphvle KauHuyeckue ciyuau.
2026;1(1):26-34.

Introduction. Discoid lupus erythematosus in dogs (Discoid lupus erythematosus, DLE) is an autoimmune disease
with an unknown etiology. The breed predisposition of German Shepherds and their mestizos indicates the possible
involvement of a genetic component in the development of DLE [1]. The disease is divided into facial form (FDLE) and
generalized form (GDLE) [2].

The most common clinical manifestation in dogs is a single chronic skin lesion; a typical localization in FDLE is the
nasal mirror [1]. This form is characterized by erythema, depigmentation, ulceration, crusting, as well as partial or
complete loss of the normal relief of the nasal mirror with atrophy and a violation of the architecture of the “cobblestone
pavement” type. With FDLE, locally destructive changes in the nose are often recorded, accompanied by edema of soft
tissues and lytic lesions of bone structures [2]. In GDLE, the pathological process has a generalized or multi-focal
character; foci are usually localized on the neck, the back of the nose, the lateral surfaces of the trunk and the ventral
region of the chest [3].

Histopathological examination remains the “gold standard” for differentiating subtypes of the disease: perivascular,
superficial, periadnexal, and deep microscopic skin changes are detected [4]. To make a definitive diagnosis, it is
necessary to correlate the clinical picture with typical morphological features [5].

The pathogenesis of DLE remains multifactorial and includes a genetic predisposition, the influence of environmental
factors, as well as the interaction of innate and adaptive immune responses [6]. Ultraviolet radiation induces a cascade of
pro-inflammatory cytokines, which leads to keratinocyte apoptosis and promotes the formation of DLE lesions [6]. Taking
into account the complex pathogenesis of the disease is important in developing effective treatment strategies, which
ideally should combine correction of external provoking factors and pharmacotherapy [6].

Currently, as in humans, there is no approved specific treatment for FDLE in dogs [7]. Since pathology is associated
with hyperactivity of innate and adaptive immunity, various immunosuppressive and immunomodulatory approaches are
used in therapy, both local and systemic [8]. Oral prednisone in immunosuppressive doses is usually used as first-line
therapy, however, the clinical response may vary, and prolonged use of the drug is accompanied by side effects [1].
Cyclosporine (4.8 mg/kg orally twice daily) and azathioprine (1.5 mg/kg orally once daily) are recommended as
alternatives, taking into account their effectiveness and safety profile [2]. For local immunosuppression, steroid creams
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are used, more often with 0.1% betamethasone, but their use is difficult due to the licking of the drug by animals [3]. A
number of studies have used immunomodulators — tetracycline in combination with niacinamide; The results were
mixed: early studies indicated a good or excellent response in 70% of animals, while retrospective data showed a similar
response in 67% of cases with a high recurrence rate [9]. The mechanism of their synergistic action remains unclear [10].

In chronic cases, oral vitamin E intake was recommended — no more than 400 IU per day before remission — as a
means of promoting skin regeneration [11].

From the point of view of clinical practice, treatment in humans is proposed to be carried out in three stages:
prevention, including minimizing sun exposure; first-line therapy using topical steroids or calcineurin inhibitors; second-
line therapy involving the appointment of systemic steroids or other immunosuppressants. It is advisable to apply a similar
approach in dogs [11]. The primary task is to inform owners about the chronic nature of the disease, the need to avoid
trigger factors and strictly follow long-term therapy regimens [12].

DLE can lead to pronounced cosmetic defects and discomfort, which worsens the quality of animals’ life [13]. With
the progression of lesions, it is advisable to prescribe analgesia: its absence can significantly reduce the patient's well-
being and the owner's motivation to continue treatment, therefore, an analgesia plan should be discussed and formulated
in advance.

New targeted approaches to DLE therapy are emerging. Pro-inflammatory proteins play a key role in chronic lesions;
transcriptomic studies of skin lesions in dogs and humans have revealed similar activation of innate immunity, the
interferon signaling network, and the JAK-STAT pathway [14]. Experimental data demonstrate a rapid and pronounced
response to oclacitinib in FDLE: clinical improvement was noted during the first two weeks at a dose of 1.8 mg/kg twice
daily, and complete remission was achieved after four weeks of therapy [14]. Oclacitinib is a non-selective JAK inhibitor
and affects key pathogenesis links. Although this protocol is still being studied, the early results represent an encouraging
prospect for accelerating and improving the effectiveness of treatment [14].

Clinical case description. At the age of 5, a half-breed dog was admitted to a veterinary clinic with lesions in the area
of the nose, without systemic clinical abnormalities. The diagnosis of discoid lupus erythematosus was based on medical
history, clinical examination, cytological examination, general clinical and biochemical blood tests, as well as histological
examination of nasal biopsies. For cytological examination, fingerprint smears were performed from ulcerated skin areas;
the preparations were fixed and stained with a Diff-Quik kit (Russia). Microscopy was performed at magnification X100
using an Olympus CX23 microscope (Japan). To verify the diagnosis, a punch biopsy was performed under general
anesthesia: the punch diameter was 3 mm, and 3 histological samples were obtained from the lobe and wings of the nose.
The histological examination was performed by veterinary pathologist 1.V. Bogomolova.

A five-year-old mongrel dog weighing 19.8 kg was admitted to the veterinary clinic “Center” (Rostov-on-Don). The
main complaints of the owners/staff were peeling of the epidermis, depigmentation, ulceration and crusting in the area of
the nose and nostrils. Prior to admission, local treatment with Bactroban ointment (mupirocin) was carried out for 14
days, but no clinical improvement was noted. The dog is kept in a shelter, and therefore it was impossible to collect a
detailed medical history.

The examination revealed diffuse erythematous, depigmented and ulcerated areas of the nose and nostrils, which
caused the animal severe local discomfort, constant friction and subsequent scratching (Fig. 1). Skin lesions were limited
to the area of the nose; no other abnormalities were found during a general dermatological examination.

Taking into account the clinical picture, the ineffectiveness of previously prescribed local antibiotic therapy and the
results of cytological analysis, the differential series was focused on an autoimmune epidermal lesion — discoid lupus
erythematosus. Histological confirmation consisted in the identification of changes in the epidermis and dermis
characteristic of DLE, which made it possible to establish a definitive diagnosis and determine subsequent treatment
tactics aimed at suppressing the local inflammatory response and relieving symptoms.
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Fig. 1. The dog at the initial examination before the start of treatment

Differential diagnosis was performed based on medical history and clinical examination results. The following
autoimmune dermatoses were included in the differential series: mucocutaneous pemphigus; epidermolysis bullosa and
discoid lupus erythematosus (DLE).

The volunteers were offered a biopsy to confirm the diagnosis and choose therapeutic tactics. Before the intervention,
a general clinical blood test (Table 1) and a biochemical blood serum test were performed; no clinically significant
abnormalities were detected (Table 2).

Table 1
General clinical blood test, increased red blood cells
Indicator Result Units of Normal Deviation
measurement range
White blood cells (WBC) 7,1 K/uL 6,0-16,0 Within normal limits
Number of nu_clear red blood cells/100 0 0_5 Within normal limits
white blood cells
Adjusted 9 - -
white blood cells 7,10 x10 /1 6,00 — 16,00 | Within normal limits
Red blood cells (RBC) 8,57 M/uL 5,60 — 8,00 A7%
Hemoglobin (HGB) 215 g/L 130 - 180 A 19%
Hematocrit (HCT) 61,6 % 38,0-55,0 A12%
Mean Corpuscular Volume (MCV) 71,88 um? (1) 6%080_ Within normal limits
. 21,00 - s -
Mean Corpuscular Hemoglobin (MCH) 25,09 Pg 2700 Within normal limits
Mean corpuscular hemoglobin . I
concentration (MCHC) 349 g/L 330 -380 Within normal limits
Red Cell Distribution Width (RDW) | 125 % L | within normal limits
Thrombocyte (PLT) 175 K/uL 160 — 550 Within normal limits
Erythrocyte Sedimentation Rate (ESR) 0 mm/hr 0-6 Within normal limits
Neutrophilic myelocytes 0 % 0 Within normal limits
Neutrophilic metamyelocytes 0 % 0 Within normal limits
Rod-shaped neutrophils 0 % 0-3 Within normal limits
Segmented neutrophils 64 % 60— 70 Within normal limits
Eosinophils 9 % 0-5 A80 %
Monocytes 6 % 0-7 Within normal limits
Basophils 0 % 0-1 Within normal limits
Lymphocytes 21 % 12 -30 Within normal limits
Others 0 % 0,00 Within normal limits
Absolute values of leukocytes
Rod-shaped neutrophils 0 x109/|_ 0,00-0,33 | Within normal limits
Segmented neutrophils 4,54 x109/|_ 3,60 -11,20 | Within normal limits
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Eosinophils 0,639 <10°/L 0,00-0,80 | Within normal limits
Monocytes 0,426 x10%/L 0,00—1,12 | Within normal limits
Basophils 0 x 109/|_ 0,00-0,16 | Within normal limits
Lymphocytes 1,491 <10°/L 0,00-0,16 | Within normal limits
Table 2
Biochemical blood analysis
Indicator Result Units of Normal range Deviation
measurement
BILT 2,5 umol/L 2,0-135 Within normal limits
AST 35,2 U/L 8,0-42,0 Within normal limits
ALT 51,8 U/L 10,0 - 58,0 Within normal limits
UREA 5,94 mmol/L 35-92 Within normal limits
CREA 108,6 mmol/L 26,0 - 130,0 Within normal limits
TP 65,8 o/L 55,0-75,0 Within normal limits
ALB 34,6 o/L 25,0 -39,0 Within normal limits
ALKP 63 u/L 10-70 Within normal limits
AMY 887,0 u/L 300,0 — 1500,0 Within normal limits
GLUE 4,66 mmol/L 4,30-7,30 Within normal limits
LDH 71 u/L 23-220 Within normal limits
GLOB 31,2 o/L 30,00 - 36,00 Within normal limits
ALB/GLOB 1,109 0,600 — 1,300 Within normal limits
De Ritis ratio 0,680 - -

A cytological examination of deep skin scrapings from the nasal mirror was performed and a large number of
acantholytic keratinocytes and neutrophilic inflammation were diagnosed (Fig. 2).

Fig. 2. Cytological examination, acantholytic keratinocytes, Diff-Quik staining

The biopsy was performed under general anesthesia by a punch biopsy using an instrument with a diameter of 3 mm.
3 histological samples were obtained from the lobe and wings of the nose; the material was transported in 10% formalin
for subsequent histopathological examination (Fig. 3).
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Fig. 3. Taking a punch biopsy

Serial histological sections (Fig. 4, 5) showed the following changes: the epidermis is moderately hyperplastic, with
a predominance of acanthosis, irregular in places; there is also a focal minor hypergranulosis. The stratum corneum is
indistinctly or moderately thickened, mainly due to orthokeratosis of both basket-shaped and compact types; rare foci of
parakeratosis are revealed. Several intracorneal pustules of various sizes were found in the dermis, including large,
partially damaged ones with transformation into scabs; their cavities are filled mainly with numerous neutrophils. There
were no convincing signs of acantholytic keratinocytes. In some places, the stratum corneum is slightly “peeled off”,
which may be partly due to processing artifacts; no obvious erosions or deep ulceration were found within the examined
sections.

Spongiosis, that is, intercellular edema of the epidermis, is moderately pronounced and increases as it approaches the
areas of pustulation and scab formation; in the same areas, moderate neutrophilic exocytosis is detected in places. There
is no vesicle. Keratinocytes with signs of vacuolar degeneration corresponding to intracellular edema are present in
significant numbers with a pronounced emphasis on the basal layer. Apoptosis-induced keratinocytes are detected
occasionally, in the amount of 0-2 in one field of view x400, HPF, mainly in the basal layer. The interface zone in most
fields of vision looks “blurred”; there are no stratification sites along the epidermis—dermis boundary within the sections.

The adnexal structures of the skin are relatively sparsely represented of all types; their ratio is generally close to
normal, but the distribution is somewhat uneven. Hair follicles are found in all phases of growth; the anagen—telogen ratio
is approximately 1:1. The epithelium in the funnel area is indistinctly or moderately hyperplastic, the stratum corneum is
slightly thickened; there is no pustulation in the follicular region. Basal keratinocytes of hair follicles exhibit vacuolar
degeneration and individual apoptotic cells, similar to the changes detected in the epidermis. In most cases, the hair shafts
are preserved and have a relatively normal structure; the lumen of the follicles is relatively clean. Dilapidated follicles
with the release of their contents into the surrounding soft tissues were not found within the sections.

The sebaceous glands are slightly atrophic in places; their excretory ducts have no significant features. The excretory
ducts of the apocrine sweat glands are sometimes slightly dilated. Pigment granules were detected in moderate amounts
and localized in the cytoplasm of epithelial cells of the epidermis and follicles; their distribution is somewhat uneven.
Melanocytes are rare. Extracellular clusters of pigment granules and single melanophages are sometimes detected in the
upper layers of the dermis, which corresponds to the phenomenon of “leakage” of pigment.

The soft tissues of the dermis are edematous and contain pronounced lichenoid-interface infiltration, represented
mainly by small lymphocytes, to a lesser extent by neutrophils. Sometimes there are histiocytes and macrophages,
including activated cells with vacuolized cytoplasm and signs of phagocytosis; less often there are plasmocytes and single
eosinophils. The fibrotic reaction is mild. The vessels are represented in moderate numbers, have different calibers, and
are slightly dilated in places; endotheliocytes are sometimes slightly swollen, while there is no pronounced infiltration of
the vascular wall. Dilapidated vessels are not convincingly identified.

Subcutaneous fat is relatively sparsely represented, with no significant changes. There are rare single inclusions of
skeletal muscle fibers along the edges of some sections. The mucocutaneous junction and the mucous membrane of the
nasal cavity are absent in the preparation. No obvious necrosis was detected, fistulous passages were not convincingly
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determined, and no signs of dystrophic mineralization were noted. Microorganisms are not visualized: bacteria, significant
fungal forms, protozoa, mites and helminths are not found; significant foreign artifacts are also not found.

Fig 4. Lichenoid-interface inflammation Fig 5. Apoptosis of keratinocytes of the basal layer, x40
and superficial pyoderma, x10

The final diagnosis was made based on clinical examination data and histological examination results — discoid lupus
erythematosus (DLE).

Induction therapy mainly included systemic glucocorticosteroids, as well as combined treatment. The scheme and
sequence of therapeutic measures are presented below:

— systemic glucocorticosteroids: “Prednisone” at a dose of 1 mg / kg once a day for 1 month; then a gradual dose
reduction followed by a phased withdrawal of the drug;

— local therapy: apply “Mometasone” ointment in a thin layer to the nasal area 2 times a day, preventing the drug from
being licked off for 5 minutes; the course treatment takes 7 days. Then reduce the frequency of application to 1 time per
day every other day; the course takes 7 days. After completing the “Mometasone” treatment course, switch to
“Hydrocortisone” ointment every other day; the course takes 14 days;

— antimicrobial-immunomodulatory combination: “Tetracycline” + “Nicotinamide” (nicotinic acid amide, vitamin PP
or B3) 500 mg of each drug 3 times a day; after achieving a clinical effect, a reduction in the frequency of administration
to 1-2 times a day;

— vitamin support: vitamin E 400 IU 2 times a day; course treatment — 4 months.

All of these drugs were prescribed orally, with the exception of local glucocorticosteroid treatment. It is recommended
to keep the dog in an aviary with a canopy to limit prolonged exposure to ultraviolet radiation, which can exacerbate the
course of the disease. The dynamics of therapy is shown in Fig. 6-9.

Fig. 6. The dog after 15 days of therapy Fig. 7. The dog after 1 month of thera
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Fig. 8. The dog after 1,5 month of therapy Fig. 9. The dog after 4.5 month of therapy

Conclusion. The purpose of this clinical report is to raise the awareness of veterinary specialists about discoid lupus
erythematosus (DLE) in dogs, so that this disease is timely taken into account when conducting differential diagnosis and
choosing clinical tactics. The prognosis for lupus is variable and directly depends on the severity of the course and the
form of the pathology: both favorable and unfavorable outcomes are possible. The most cautious prognosis is typical for
systemic lupus, especially in the presence of hemolytic anemia, thrombocytopenia or glomerulonephritis. According to
the number of authors, dogs that respond quickly to glucocorticosteroid therapy have a higher survival rate and prolonged
remissions.

It is crucial for dog owners to understand the need for regular monitoring of the clinical condition of an animal, as
well as monitoring the indicators of general and biochemical blood tests, followed by correction of therapy if necessary.
Patients with DLE should be protected from the adverse effects of ultraviolet radiation; however, as demonstrated by the
described clinical case, complete exclusion of insolation is not always possible. It is recommended to use sunscreens,
taking into account the risk of their licking off when applied to the nose [15].

Literature data on the epidemiology of DLE in dogs remain limited [15]. In this regard, further research is needed to
better understand the pathogenesis of the disease, identify prognostic factors, and develop optimal treatment
methods [16].
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06 asmope:

Anacracusi IOpreBHa KoverkoBa, kaHammaT OMONOTHYECKMX HAyK, NOLEHT Kadenpsl «buomorus n oOGmas
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