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Clinical Case of Idiopathic Abramov-Fiedler
Myocarditis in The Elderly

Pestome

MuiokapanT A6pamoBa-duanepa (MANONATUYECKUIA FTMIFAHTOKAETOUHBIA MUOKApPAMUT) OTHOCUTCA K YNC/IY Hanbosee 3/10Ka4ecTBEHHbIX GOPM He-
PeBMaTUYECKMX BOCMANUTE/NbHBIX MOPAXEHWI MUOKapAad. 3abo/ieBaHNe TPAAWULMOHHO AMArHOCTUPYETCS Y /UL, MOJIOAOrO W CPpeAHero Bospacta
1 COMPOBOX/AAeTCA pasBUTMEM BbICTPO MPOrpeccupytolleil CepAeyHO HeA0CTaTOUMHOCTH, XUBHEYTPOXAIOLLMX apUTMUIA U TPOME0IMBONMNYECKIX
OCNOXKHEHUI. Tpe/CTaBAEHHbI KAMHUYECKUI Cyyaii MMeeT ocoboe 3HaueHWe B CBA3M C pasBUTMEM MUOKapauTa A6pamoBa-duanepa y naumeH-
Ta CTapyecKoro BO3pacTa, YTO HETUMWYHO A1 AaHHON Ho3on0ruu. MauveHT 80 N1eT 6bI1 rOCMUTaN3MPOBAH C KAMHUYECKON KapTUHO OCTPOro
KOPOHapHOro CUHAPOMa C NoABEMOM cerMeHTa ST. Mpy NOCTYNNEHNM OTMEYANNCh UHTEHCHBHBIE 3arpyAVHHbIE 6011, TMMOTEH3MA, OAbILIKA W NPU-
3HaKN OCTPOI /IEBOXENY/,04KOBOIN HEAOCTaTOYHOCTU. JlabopaTopHble UCCAeA0BaHUA BbIABUAM 3HAYMTE/IbHOE MOBbILEHWE YPOBHA TPOMOHWHA
1 $epMeHTOB LuTONM3a. Ha 3/1eKTpoKapAMorpaMMe perucTpupoBancs nogbéM cermeHTa ST Mo HUKHEBOKOBOM CTEHKE /1eBOTO Ke/yA0uKa, a npu
KopoHapoaHruorpaduu CTeHo3 NpaBoit KOpoHapHoI apTepun coctasua Auib 30 % Npu coxpaHEHHOM KOPOHApPHOM KpoBOTOKe. HecMoTps Ha npo-
BOZMMYIO Tepanuio, y nalueHTa pa3Bu/ca KapAVOreHHbIV LWOK, 3aBepLIMBILMIACA N1e€TaNbHbIM UCXOAOM Ha BTOpble CyTKM 3a6oneBaHus. [aTonoroa-
HaTOMMYeCKoe WUCCe/0BaHe BbIABMIO O4arn O6WKMPHOrO BOCMA/UTE/IbHOTO MOPAXeHUA MUOKapAa C ANCTPOdO-HEKPOTUHECKUMU UBMEHEHUAMU
KapAVOMUOLMTOB, MaCCUBHOW CMeLLaHHO-K/IETOYHON MHGUAbTPaLMe Y HaIMYNEM TUTaHTCKUX MHOTOA/EPHBIX KNeTOoK. IMMYHOrMCTOXMMUYecKoe
OKpaluMBaHMe C Ucrnonb3oBaHveM aHTuTen k CD68 noaTBepanao MakpodaranbHyo NPUPOAY KAETOUHbIX 3/1EMEHTOB MHGUALTPATA, YTO COOTBET-
CTBYET KPUTEPUSAM MMIaHTOK/IETOYHOrO MUOKapANTa. JlaHHbIN KAUHUYECKMIA Cyvaii 4EeMOHCTPUPYET AMarHOCTUYECKUE CI0KHOCTM, BO3HMKaloLWmMe
NpU aTUNUYHOM TeYeHU MUOKapauTa AGpamoBa-Puanepa B MOXM/IOM BO3pacTe, KOrAa BeAyLLyto po/ib B KAMHUYECKOI KapTUHE UrpatoT NMpUsHaKK,
MUMUTUPYIOLLME OCTPbIi KOPOHAPHbIN CUHAPOM. MMoyYeHHble AaHHble YKa3biBalOT Ha HEO6XOAMMOCTb BbICOKOI HAaCTOPOXKEHHOCTU Bpayeii B OTHO-
WeHWWN BOCNa/NTe/IbHbIX 3a60/1€BaHNII MMOKapAA Y NaLMEHTOB CTapLMX BO3PACTHbIX FPYNM W MOAYEPKMBAIOT 3HaYeHMe NaToMOP(OIOrMYecKoro
1 UMMYHOFMCTOXMMUYECKOTO NOATBEPIKAEHNA ANArHO3a.
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Abstract

Abramov-Fiedler myocarditis (idiopathic giant cell myocarditis) represents one of the most malignant forms of non-rheumatic inflammatory heart
disease. Itis typically diagnosedin young and middle-aged patients and is characterized by rapidly progressive heart failure, life-threatening arrhythmias,
and thromboembolic complications. The present clinical observation is of particular interest due to the development of Abramov-Fiedler myocarditis
in an elderly patient, which is uncommon for this condition. An 80-year-old male was admitted with a clinical picture of ST-segment elevation
acute coronary syndrome. On admission, he presented with severe retrosternal chest pain, hypotension, dyspnea, and signs of acute left ventricular
failure. Laboratory tests revealed markedly elevated troponin and cytolytic enzymes. Electrocardiography demonstrated ST-segment elevation in the
inferolateral wall of the left ventricle, while coronary angiography showed only a 30 % stenosis of the right coronary artery with preserved coronary
flow. Despite intensive therapy, the patient developed cardiogenic shock and died on the second day of illness. Post-mortem examination revealed
extensive myocardial inflammatory lesions with dystrophic and necrotic changes of cardiomyocytes, massive mixed-cell infiltration, and the presence
of multinucleated giant cells. Immunohistochemical staining using CD68 antibodies confirmed the macrophage origin of the infiltrating elements,
consistent with the diagnosis of giant cell myocarditis. This clinical case highlights the diagnostic challenges of atypical Abramov-Fiedler myocarditis
in elderly patients, where the presentation may closely mimic acute coronary syndrome. The findings emphasize the importance of maintaining clinical
vigilance for inflammatory myocardial diseases in older individuals and underscore the decisive role of morphological and immunohistochemical
confirmation in establishing the diagnosis.

Key words: idiopathic Abramov-Fiedler myocarditis, giant cell myocarditis, acute coronary syndrome, elderly patient, cardiogenic shock, heart failure,
morphological diagnosis, immunohistochemistry, autopsy, pathomorphology
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Introduction ) , , ) .
and necrotic alterations in cardiomyocytes. The viral

The older patients are in the risk group for cardio-
vascular events, including acute myocardial infarction,
acute cerebrovascular accident, pulmonary embolism.
With the specific clinical signs, any physician starts
working with these patients excluding the typical life-
threatening conditions. Besides, several inflammatory
diseases (including myocarditis) are mostly diagnosed in
middle-aged patients. The post-COVID syndrome often
manifested with viral myocarditis and atypical clinical
manifestations, although the association with the trigger
factor could not always be traced.

The idiopathic Abramov-Fiedler myocarditis is char-
acterized by severe diffuse inflammatory, dystrophic, and
degenerative myocardial alterations. Clinical signs of
this disease are mainly defined by the rate of dystrophic

hypothesis for the Abramov-Fiedler myocarditis is con-
firmed by statistical data: chronic idiopathic myocarditis
develops in 4-9 % patients after the acute viral myocardi-
tis vs. 0.005 % in the general population. Approximately
20% cases of Abramov-Fiedler myocarditis develop in
patients with autoimmune diseases, e.g. Takayasu arte-
riitis, Hashimoto thyroiditis, Crohn’s disease. Antimyo-
cardial antibodies and cellular cytotoxicity are detected,
thus confirming the immunopathological inflammation
mechanism. The drug therapy of idiopathic myocarditis
has low eflicacy, and the majority of patients die due to
complications.

Typical morphological signs of the Abramov-Fiedler
myocarditis include isolated cardiac lesions, a combina-
tion of widespread dystrophic, infiltrative-inflammatory
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myocardial alterations with diffuse cardiosclerosis, intra-
cardiac thrombi and embolism of systemic arteries [1].
Gross pathology in the Abramov-Fiedler myocarditis
reveals floppy walls and distended cardiac chambers with
intramural thrombi; the wall section demonstrates mot-
tled myocardial discoloration. The biomaterial micros-
copy detects muscle fiber hypertrophy, diffuse myolysis
fields with the muscle tissue substituted with the fibrous
one, and signs of coronariitis (inflammatory infiltrates
along the small branches of coronary arteries).

A unique clinical case below describes idiopathic
Abramov-Fiedler myocarditis in an older male without
an overt history of autoimmune or viral diseases.

Clinical Case Study

The male patient N., 80 years old, was brought by the
ambulance to the Regional Vascular Center (RVC) on
March 24, 2024 at 7:45 p.m. with the diagnosis of ST-
elevation acute coronary syndrome (STEACS).

On admission, the patient complained of sudden-
onset substernal burning pain not associated with physi-
cal exertion, shortness of breath at rest, cold sweat, blood
pressure (BP) drop to 80/40 mm Hg, dull pain in the right
subcostal area, nausea and one-time vomiting of food.

Medical history: the patient did not suffer from
cardiovascular diseases and did not monitor the BP
values. He was not regularly followed up by the cardi-
ologist. A day before the hospitalization, the patient
started having the complaints above, but he did not seek
medical attention. Due to pain worsening, he called the
ambulance team on March 24, 2024. The ambulance staff
suspected STEACS. The following medical care was pro-
vided for the patient before the hospital: acetylsalicylic
acid 250 mg, clopidogrel 300 mg, intravenous heparin
4,000 U, nitroglycerin 0.5 mg, 1% morphine (I mL).
The patient was hospitalized into the RVC emergency
department.

According to the patient, he did not suffer from tuber-
culosis, venereal or parasitic diseases. In 2004, he was
diagnosed with a gastric polyp, but did not receive any
treatment. He had a history of frequent common colds,
treating himself independently. He had been smoking for
many years. The patient denied any allergic reactions to
drugs.

Upon the admission to the inpatient department, the
patient’s condition was moderately severe. The patient’s
consciousness was clear. The body position was forced
(lying on a stretcher). The body temperature was 36.6
°C. The oxygen saturation (SpO2) was 99 %. Physical
examination: average constitutional build. The skin color
and moisture level were physiological. No edema was
detected. The body mass index (BMI) was 24.2 kg/m2.
Lung auscultation revealed vesicular breathing with

no rales. The respiratory rate (RR) was 16 per minute.
Cardiac auscultation revealed a systolic murmur at the
apex; cardiac tones were regular, muffled. The BP was
80/40 mm Hg. The heart rate (HR) was 80 beats per
minute.

The common blood count (CBC) parameters were
within the acceptable limits.

The biochemistry panel revealed increased troponin
and CK-MB levels, thus confirming myocardial ischemia.
Speaking about other specific biomarkers, elevated AST
and LDH levels were also detected, thus indirectly signi-
tying cardiomyocyte injury. In the lipid panel the LDL-C
level was over the reference range, confirming a very
high risk of adverse cardiovascular events. The detected
high CRP level confirmed the active inflammation.

Electrocardiogram (ECG) dated March 24, 2025:
sinus rhythm with HR 80 beats per minute, 2 mm ST seg-
ment elevation in leads II, III, AVE V5, V6 (inferolateral
wall of the left ventricle).

Chest X-ray was arranged on the same day. Chest
X-ray demonstrated signs of hypervolemia in the pul-
monary circulation, pulmonary congestion, emphysema,
fibrotic alterations, aortic atherosclerosis.

The plain abdominal X-ray was arranged to exclude
bowel obstruction — no air-fluid levels were visual-
ized. Pneumatosis of the small and large bowel loops
was detected. The abdominal ultrasound revealed hepa-
tomegaly, irregular liver structure, and dilated hepatic
veins. Other organs did not demonstrate pathological
alterations. A small amount of free fluid was detected in
all abdominal cavity regions and over the liver, spleen.

Table 1. Biochemical blood analysis

Indicator Result Reference values

Th'T, (ng/L) 14740 0-200
CK-MB, (U/L) 98,12 0-24
ALT, (U/L) 636 0-35
AST, (U/L) 790,2 0-31
Glucose, (mmol/l) 6,34 3,5-5,5
Total protein (U/L) 62,92 62-83
CRP, (mg/L) 27,06 0-0,3
Chol, (mmol/L) 4,49 2,8-5,5
HDL-C, (mmol/L) 1,26 1,03-1,55
LDL-C, mmol/L 3,19 0-2,6
Triglycercides, (mmol/L) 1,21 0-2,1
LDH, (U/L) 1524,4 135-225

Note: CK-MB — creatine kinase MB fraction, Tn I — troponin I, ALT — alanine
aminotransferase, AST — aspartate aminotransferase, CRP — C-reactive protein,
HDL-C- high density lipoprotein cholesterol, LDL-C — low density lipoprotein
cholesterol, LDH — lactate dehydrogenase
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Echocardiography demonstrated a small amount of fluid
in the pericardial cavity, 40 % ejection fraction (Simp-
son’s), impaired local contractility (hypokinesis) in the
inferolateral wall of the left ventricle.

Based on the clinical manifestations, physical
examination and diagnostic investigations, the diagno-
sis of coronary artery disease (CAD), STEACS of the
inferolateral wall of the left ventricle was established.
Coronary angiography (CAG) revealed the 30 % steno-
sis of the right coronary artery (RCA), TIMI III blood
flow. Other coronary arteries did not have occlusions.
After CAG, the patient was transferred to the inten-
sive care unit according to the current STEACS clinical
guidelines.

Upon the admission to the intensive care unit, the
patient’s condition was stably severe. The patient’s con-
sciousness was clear. The body temperature was 36.5 °C.
The skin had a normal physiological color. Lung auscul-
tation revealed vesicular, but diffusely weakened breath-
ing; RR was 16 per minute, SpO2 was 97 %. Cardiac
auscultation revealed regular rhythm, muftled cardiac
tones, and a systolic murmur at the apex. The BP was
110/70 mm Hg, HR was 80 beats per minute.

The patient developed sudden cardiac arrest during
the night of 24/25 March, 2025. BP and HR could not
be recorded. Asystole was recorded in the ECG. Full-
scale resuscitation procedures were arranged within
30 minutes, to no effect. The biological patient’s death
was confirmed.

The patient’s body was referred to the autopsy with
the following diagnosis:

Main disease: CAD. Acute ST-elevation myocardial
infarction of the inferolateral wall of the left ventricle
dated March 24, 2024. CAG (March 24, 2024): 30 % RCA
stenosis.

Complications: AHF (Killip IV). Acute left ventricu-
lar heart failure. Cardiogenic shock. Asystole.

Concomitant diseases: Chronic kidney disease, stage
3B. Multi-organ failure.

The following diagnosis was established based on the
autopsy and pathohistology results:

Main disease: Idiopathic giant-cell
Fiedler) myocarditis.

Complications: Diffuse myocardial dystrophy and
necrosis. Acute left ventricular heart failure. Acute gen-

(Abramov-

eralized venous congestion (interstitial-alveolar pulmo-
nary edema, acute nutmeg liver). Cardiogenic shock.
Acute prerenal failure.

Concomitant diseases: Essential hypertension (myo-
cardial weight 500 g, thickness of the left ventricular
wall 1.8 cm, glomerular hyalinosis, hyalinosis of splenic
vessels). COPD
pneumofibrosis, panacinar emphysema). Chronic pan-

(non-specific peribronchial-septal

creatitis.

Pathology:

During the autopsy, a yellow-gray circular irregular
myocardial focus was detected; ithad a transmural (some-
times intramural) localization and a total area of 56 cm2.
Signs of severe generalized venous congestion (conges-
tive hyperemia of lungs, kidneys, liver, bowel, and vascu-
lar meningeal plexuses) were also found. Pieces for his-
tology were collected and placed into the 10 % buffered
neutral formalin during the autopsy. After a 48-hour
fixation, the pieces were treated in alcohols with increas-
ing concentrations, after which the specimens were par-
affin-embedded, and the 4 pm slices were prepared and
stained with hematoxylin-eosin. The immunohistochem-
istry with anti-CD68 primary antibodies (PG-M1 clone)
and the Elabscience 2 Step Plus (Poly-HRp anti-Rabbit/
mouse IgG with DAB solution, Cat. No E-IR-R213) were
arranged on the Autostainer 360 immunohistostainer
(Thermo Fisher Scientific, USA). The prepared glasses
were scanned using the Pannoramic 250 (3DHISTECH
Ltd., Hungary) with subsequent analysis of histological
slices under various magnification using the CaseViewer
(3DHISTECH Ltd., Hungary) software.

The heart microscopy revealed widespread involve-
ment of the contractile myocardial parenchyma into the
inflammatory process with massive interstitial infiltra-
tion with various inflammatory elements (lymphocytes,
eosinophils, macrophages, and scattered giant multinu-
cleated cells) (Figure 1). Myocardial fibers underwent
significant dystrophic alterations with wavy fibrils,
contracted cytoplasm volume, and fibrotic substitution
foci. Lungs had signs of acute venous congestion with
interstitial-alveolar pulmonary edema, acute centrilob-
ular hepatic congestion, and acute tubular lesions (cyto-
plasm hydrops, fragmentation of apical epitheliocyte

Figure 1. Micrograph of the intramural myocardium.
Pronounced dystrophic-necrotic changes in myofibrils,
focal replacement of the parenchyma by connective
tissue elements (white arrow) against the background
of abundant interstitial mixed cellular infiltration with
the appearance of giant multinucleated cells (green
arrow). Magnification x200; hematoxylin and eosin
staining
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Figure 2. Photomicrograph of immunohistochemical staining of myocardium for CD68. Persistent cytoplasmic positive
staining in multinucleated and mononuclear histiocytic (arrow) inflammatory elements and complete absence of staining
in the myogenic component. Immunohistochemical staining for CD68. Magnification x400, x200; hematoxylin and eosin

staining

poles in kidneys). To confirm the macrophagal origin
of the giant-cell component in the inflammatory infil-
trate, immunohistochemistry with anti-CD68 antibod-
ies was arranged, which revealed persistent positive
cytoplasmic staining of multinucleated elements, con-
firming its histiocytic histogenesis (Figure 2).

Based on the autopsy and pathohistology findings,
the following diagnosis was established: Idiopathic
giant-cell (Abramov-Fiedler) myocarditis complicated
with diffuse cardiomyocyte dystrophy and necrosis (dys-
trophic variant), acute left ventricular heart failure, and
acute prerenal failure.

Discussion

The incidence of myocarditis has increased over the
past few years, with the current incidence being equal
to 10-12 cases per 100,000 population. According to the
statistics, myocarditis is more common among young
males under 45 years of age, however a more severe
disease course is typical for females. The average age of
patients with the confirmed diagnosis of idiopathic myo-
carditis is 42 years [2].

In the case described, the patient belonged to the
older age group, which blunted the clinical awareness
of physicians concerning inflammatory diseases. The
incidence of coronarogenic myocardial diseases of ath-
erosclerotic origin increases with age, displacing other
diseases. In our clinical case, the combination of several
risk factors (including age, gender, smoking) formed
the foundation to suspect the acute coronary syndrome
initially.

Abramov-Fiedler myocarditis is considered a very
severe form of non-rheumatic myocarditis with high
mortality. Young and relatively healthy persons are the
typical patients with Abramov-Fiedler myocarditis. Most
often patients with the confirmed diagnosis of idio-
pathic myocarditis had a history of viral or autoimmune

diseases, e.g. Coxsackie viral infections, Crohn’s disease,
Hashimoto thyroiditis, systemic lupus erythematosus,
etc. [3].

According to the patient Ns words, he had frequent
common colds which were never verified or treated med-
ically with specific treatment. Due to the atypical or sub-
clinical myocarditis course, the majority of its cases are
detected only on autopsy. However, it should be noted
that the most typical clinical symptoms for myocardi-
tis include cardiac pain and ventricular arrhythmias or
heart blocks. Heart failure quickly progresses in 75%
cases, while 50 % patients develop sustained ventricular
tachycardias [4].

A day before the hospitalization and during the short-
term hospital stay, our patient had substernal intensive
burning pain, but he did not complain of palpitations.
No arrhythmias typical for the Abramov-Fiedler myo-
carditis were diagnosed.

The laboratory and instrumental diagnosis confirm-
ing myocarditis is rather difficult and costly. Detected
elevated serum levels of cardiospecific enzymes (tropo-
nin, CK) may reflect the damaging effects of any factors
on cardiomyocytes. The results of instrumental investi-
gations have to be accounted for to confirm the specific
diagnosis. Considering our patient, the combination of
elevated troponin levels and typical ST segment altera-
tions in the ECG provided the clinical presumption of
an acute myocardial infarction; however, CAG demon-
strated only 30 % RCA stenosis without its thrombotic
occlusion.

The mortality in myocarditis reaches 20-40 % [5]; in
the majority of cases, patients die from acute left ven-
tricular failure (ALVF) or ventricular fibrillation. In our
case, quick ALVF development (cardiogenic shock)
became the cause of death.

The histology of the autopsy material reveals typical
dystrophic necrobiotic alterations of cardiomyocytes in
the myocardium and the interstitial tissue along with the
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widespread inflammatory infiltrate mainly represented
by lymphocytes, although giant multinucleated cells are
also detected [5]. The microscopy of the patient’s bio-
material revealed widespread involvement of the con-
tractile myocardial parenchyma into the inflammatory
process with massive interstitial infiltration with vari-
ous inflammatory elements (lymphocytes, eosinophils,
macrophages, and scattered giant multinucleated cells),
which coordinates with the general immunohistochem-
istry results.

In this case myocarditis developed in an elderly
patient (80 years old), which is an atypical case. These
autopsy data specific for the Abramov-Fiedler myo-
carditis may be potentially associated with prior viral
diseases, including COVID-19. It should be noted that
arrhythmias and thromboembolic complications typical
for the disease were missing.

Conclusions

The Abramov-Fiedler myocarditis belongs to very
severe forms of non-rheumatic myocarditis with high
mortality, which usually develops in young patients.
The clinical case presented demonstrates a rare disease
course in an elderly patient with clinical signs imitating
acute coronary syndrome, along with the absence of typ-
ical manifestations (significant arrhythmias, intracardiac
thrombi). Pathomorphological and immunohistochem-
istry data helped to verify the diagnosis of giant-cell
myocarditis.

The clinical case underscores the need for enhanced
awareness of inflammatory diseases in elderly patients,
even in the setting of risk factors for the coronary artery
disease. Accounting for the possible role of viral infec-
tions, including prior COVID-19, in the disease patho-
genesis, an advanced-age variant of the Abramov-Fiedler
myocarditis should be considered.
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[Auseesa ' [.: c6op, aHaNU3 N MHTEpPMpeTaLumn AaHHbIX, MTPOBEpKa Kpu-
TUYECKU BaXKHOTO MHTENNEKTYa/lbHOrO COAepPXaHWA, NOArOTOBKa PyKo-
N1CKU, OTBETCTBEHHBII 3a BCe acneKTbl paboTbl

3arugynnuvn H.LL.: c6op, aHanu3 u MHTepnpeTaumn AaHHbIX, MPOBepKa
KPUTUYECKU BAXHOTO UHTE/NNEKTYa/IbHOrO COZlePKaHUs, OTBETCTBEHHbIN
3a BCe acrnekTbl paboTbl, OKOHYaTe/lbHOe YTBEpX/AeHUe pyKonucu ans
ny6amkaumm.

Author Contribution:

All the authors contributed significantly to the study and the article, read
and approved the final version of the article before publication

Vlas S. Shchekin: data collection, analysis, and interpretation;
development of the overall concept and study design; manuscript
drafting; critical revision of the manuscript for important intellectual
content; accountable for all aspects of the work

Rozana F. Rakhimova: data collection, analysis, and interpretation;
development of the overall concept and study design; manuscript
drafting; critical revision of the manuscript for important intellectual
content; accountable for all aspects of the work

Ekaterina A. Lopina: development of the concept and study design; data
collection, analysis, and interpretation,; critical revision of the manuscript
for important intellectual content; accountable for all aspects of the
work

Elena A. Badykova: development of the overall concept and study
design; critical revision of the manuscript for important intellectual
content; accountable for all aspects of the work

Gulnara D. Diveeva: data collection, analysis, and interpretation; critical
revision of the manuscript for important intellectual content; manuscript
preparation; accountable for all aspects of the work

Naufal Sh. Zagidullin: data collection, analysis, and interpretation;
critical revision of the manuscript for important intellectual content;
accountable for all aspects of the work; final approval of the version to
be published.

Cnucok autepatypbl/References:

1. Dominguez F, Uribarri A, Larrafiaga-Moreira JM, Ruiz-Guerrero L,
et al. Diagnosis and treatment of myocarditis and inflammatory
cardiomyopathy. Consensus document of the SEC-Working Group on
Myocarditis. Rev Esp Cardiol (Engl Ed). 2024;77(8):667-679. https://
doi.org/10.1016/j.rec.2024.02.022.

2. KoposnesaA.A,, K0.J1. )Xypaskos CoBpeMeHHble MOAX0AbI K Ana-
FHOCTVKE U Ie4eHNI0 MMOKapAUTOB. BoeHHas MegnuuHa. 2012.;
23(2): 25-30.

Koroleva A.A., Zhuravkov Yu.L. Modern approaches to the diag-
nosis and treatment of myocarditis. Voennaya meditsina. 2012;
23(2): 25-30. [In Russian]

3. Thiene G. Storytelling of Myocarditis. Biomedicines. 2024;12(4):832.
https://doi.org/10.3390/biomedicines12040832

4. Cokonosa O.B., Armypos O./l., Hacbipos P.A. Cyae6Ho-MeANLMH-
CKas OLeHKa 3MEeHEeHWI CoCyANCTOro pyc/aa TKaHW M1oKapAa
B C/ly4asx BHe3arnHoli cepeyHoi CMepTH OT a/IKoro/bHOIA. BecTHMK
cyAebHoM MeanumHbl. 2018;. 7(3): 32-35.

Sokolova O.V., Yagmurov O.D., Nasyrov R.A. Forensic medical evalu-
ation of vascular bed changes in myocardial tissue in cases of sudden
cardiac death due to alcohol. Vestnik sudebnoy meditsiny. 2018;
7(3): 32-35. [In Russian]

5. Knununuyeckue pekomeHaauun. MmokapaunTbl. MMHUCTepPCTBO 34pa-
BoOxpaHeHus Poccuiickoit ®eaepauum; Poccuiickoe kapanonoru-

yeckoe o6uecTso. Mockea, 2025.130 c.

159



160

ANALYSIS OF CLINICAL CASES

The Russian Archives of Internal Medicine ® Ne 2 e 2026

Clinical guidelines. Myocarditis. Ministry of Health of the Russian
Federation; Russian Society of Cardiology. Moscow; 2025. 130 p.
[In Russian]

MNHdopmaLma o6 aBTopax

LLlekuH Bnac CepreeBuy — 3aBeaytowuii Mopdonornyeckon naboparo-
pueit ®I60Y BO «balKMpCcKuiA rocyAapCTBEHHbIA MEAULMHCKNIA YHU-
BepcuTeT» MUHUCTEpPCTBa 34paBooxpaHeHus Poccuiickoi deaepaumu,
Yéa, E-mail: vlas-s@mail.ru, ORCID ID: https://orcid.org/0000-0003-
2202-7071

Paxumosa PosaHa ®aHucosHa ~] — AcnnpaHT Kadeapbl nponeaesTu-
K1 BHYTpeHHUX 6osie3Heirt PIBEOY BO «ballKMpCKuii rocyaapCcTBeHHbIV
MeAULMHCKNN yHMBepcnTeT» MUHUCTEpCTBa 3/1paBOOXpaHeHna Poccuii-
ckol dpepepaumn, Yoa, E-mail: r.r-7@mail.ru, ORCID ID: https://orcid.
org/0000-0002-2958-616X

JlonuHa ExaTepuHa AHaTo/beBHa — K.M.H., /loueHT Kadeapbl rocnu-
TanbHON Tepanum um. P.I. Mexe6osckoro, ®I6EOY BO «OpeHbyprckuii
roCy/lapCTBEHHbIN MeAULMHCKWIA yHMBepcuTeT» MuHMCTepcTBa 3apa-
BOOXpaHeHua Poccuiickoin degepaumn, OpeHbypr, E-mail: ekaterina_
lopina@mail.ru, ORCID ID: https://orcid.org/0000-0001-7474-7922
BbaabikoBa EneHa Anb6epToBHa — K.M.H., [loLieHT Kadeapbl NporeaeBTu-
K1 BHYTPeHHUX 60s1e3Heit PIEOY BO «baluknpckuii rocysapCTBeHHbIN
MeAULMHCKUI yHMBEpCUTeT» MUHUCTEpCTBa 3/1paBoOXpaHeHna Poccuii-
ckoii pegepauum, Yoa, E-mail: Inurova@mail.ru, ORCID ID: https://orcid.
org/0000-0002-8167-4271

[veeesa l'ynbHapa [laMvpoBHa — K.M.H., [loLeHT Kadeapbl naTonormye-
ckolt aHaTomMun GPIBOY BO «ballKMpCKMin rocysapCTBEHHbIN MeANLMH-
CKUIA yHMBepCMTET» MUHWUCTepCTBa 34paBooxpaHeHus Poccuiickoi de-
Aepaumny, Yoa, E-mail: diveyevagd@yandex.ru, ORCID ID: https://orcid.
org/0009-0003-4814-9779

3aruaynnvn Haydane Lamunesuy — g.M.H., 3aBegyowunin kadespoi
nponeaeBTUKN BHYTPeHHUX 6onesneint PIEOY BO «bawkupckuii rocy-
AAPCTBEHHbIA MeAULMHCKUIA yHMUBepcUTeT» MUHUCTEPCTBa 34paBoOOX-
paHeHus Poccuiickolt depepaumm, Yoa, E-mail: zsnaufal@gmail.com,
ORCID ID: https://orcid.org/0000-0003-2386-6707

Authors Information:

Vlas S. Shchekin — Head of the Morphological Laboratory Federal State
Budgetary Educational Institution of Higher Education «Bashkir State
Medical University» of the Ministry of Health of the Russian Federation,
Ufa, E-mail: vlas-s@mail.ru, ORCID ID: https://orcid.org/0000-0003-
2202-7071

Rozana F. Rakhimova =] — Postgraduate student of the Department of
Propaedeutics of Internal Diseases Federal State Budgetary Educational
Institution of Higher Education «Bashkir State Medical University» of the
Ministry of Health of the Russian Federation, Ufa, E-mail: r.r-7@mail.ry,
ORCID ID: https://orcid.org/0000-0002-2958-616X

Ekaterina A. Lopina — PhD, Associate Professor of the Department of
Hospital Therapy named after R.G. Mezhebovsky, Federal State Bud-
getary Educational Institution of Higher Education «Orenburg State
Medical University» of the Ministry of Health of the Russian Federation,
Orenburg, E-mail: ekaterina_lopina@mail.ru, ORCID ID: https://orcid.
org/0000-0001-7474-7922

Elena A. Badykova — PhD, Associate Professor of the Department of
Propaedeutics of Internal Diseases Federal State Budgetary Educa-
tional Institution of Higher Education «Bashkir State Medical Univer-
sity» of the Ministry of Health of the Russian Federation, Ufa, E-mail:
Inurova@mail.ru, ORCID ID: https://orcid.org/0000-0002-8167-4271
Gulnara D. Diveeva — PhD, Associate Professor of the Department of
Pathological Anatomy Federal State Budgetary Educational Institution
of Higher Education «Bashkir State Medical University» of the Ministry
of Health of the Russian Federation, Ufa, E-mail: diveyevagd@yandex.ru,
ORCID ID: https://orcid.org/0009-0003-4814-9779

Naufal Sh. Zagidullin — Doctor of Medical Sciences, Head of the De-
partment of Propaedeutics of Internal Diseases Federal State Budget-
ary Educational Institution of Higher Education «Bashkir State Medical
University» of the Ministry of Health of the Russian Federation, Ufa,
E-mail: zsnaufal@gmail.com, ORCID ID: https://orcid.org/0000-0003-
2386-6707

ABTOp, OTBETCTBEHHbIN 3a nepenucky / Corresponding author




