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Pulmonary Langerhans Cell Histiocytosis
(Clinical Case)

We describe a clinical case of pulmonary histiocytosis from Langerhans cells.

Patient P. is 57 years old, lives in a village. The disease began in October 2022 with complaints of morning
cough, shortness of breath during physical activity. Complaints persisted for about 6 months and increased in
dynamics. Over the past 3 months, he has lost 3 kg. He sought medical care from his family doctor, where on
07.04.2023 a computed tomography scan of the chest was performed and severe pathological changes in the
lungs were detected. The patient was referred to a pulmonologist for consultation, and after further examination
was hospitalized in the pulmonology department of the Ternopil Regional Phthisiopulmonology Medical
Center. His medical history revealed that he had been in contact with pigeons for about 50 years. He was
engaged in repair work and did not use respiratory protection.

Additional examination methods were performed. Computed tomography of the chest cavity dated
07.04.2023, conclusion — diffuse interstitial changes in the lung parenchyma. Bilateral multisegmental pulmo-
nary nodules and thin-walled pulmonary cysts. Bronchoscopy and pathological examination were performed.
The patient was consulted by a cardiologist. The clinical diagnosis was «Pulmonary Langerhans cell histiocyto-
sis, active phase, first detected. «<Honeycomb lungs». Bilateral diffuse pneumofibrosis. Chronic pulmonary heart
disease. Metabolic cardiomyopathy. Transient extrasystole. Heart failure, stage I. Incomplete blockade of the
right leg of the bundle of his». Treatment was prescribed according to the clinical guidelines. On 12.05.2023 he
was discharged for outpatient treatment with improvement of his general condition.

In December 2023, the patient completed the course of treatment and began to notice an increase in short-
ness of breath with minimal physical activity, dry cough, and therefore on January 16, 2024, the patient con-
sulted a pulmonologist, where, after further examination, he was hospitalized in the pulmonology department.
After the examination the patient was diagnosed with: Chronic Obstructive Pulmonary Disease (COPD)
stage 11, group E, fase of infectious exacerbation. Pulmonary Langerhans cell histiocytosis, sluggishly progres-
sive course, active phase. «Honeycomb lungs». Bilateral diffuse pneumofibrosis, coronary artery disease.
Cardiosclerosis. Aortosclerosis. Incomplete blockade of the right pedicle of the bundle of His. Chronic pulmo-
nary heart disease. Heart failure, stage I, functional class I.

It has been established that pulmonary Langerhans cell histiocytosis is a systemic pathology that in most
cases leads to chronicity of the process, damage to the bronchopulmonary system (in this case, the onset of
COPD); cardiovascular system (development of coronary heart disease), which requires constant pharmaco-
logical treatment and medical monitoring. In the case of a typical CT picture (widespread cystic lung disease
with cysts of varying sizes and shapes with relative sparing of the lung bases and small solid nodules), a patient
should be guided by a general practitioner (family doctor) to the pulmonologist to confirm or exclude pulmo-
nary Langerhans cell histiocytosis. This allows for early diagnosis and treatment.
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Langerhans cell histiocytosis (LCH) is a rare
systemic disorder characterized by the accumu-
lation of CD1a+/Langerin+ LCH cells and wide-
ranging organ involvement. Langerhans cell histio-
cytosis was formerly referred to as histiocytosis X,
until it was renamed in 1987. Langerhans cell his-
tiocytosis B was named for its morphological simila-
rity to skin Langerhans cells. Studies have shown
that LCH cells originate from myeloid dendritic cells
rather than skin Langerhans cells. There has been
significant debate regarding whether LCH should
be defined as an immune disorder or a neoplasm.
A breakthrough in understanding the pathogenesis
of LCH occurred in 2010 when a gain-of-function
mutation in BRAF (V600E) was identified in more
than half of LCH patient samples. Studies have since
reported that 100 % of LCH cases show ERK phos-
phorylation, indicating that LCH is likely to be a
clonally expanding myeloid neoplasm. Langerhans
cell histiocytosis is now defined as an inflammatory
myeloid neoplasm in the revised 2016 Histiocyte
Society classification. Randomized trials and novel
approaches have led to improved outcomes for pedi-
atric patients, but no well-defined treatments for
adult patients have been developed to date. Although
LCH is not fatal in all cases, delayed diagnosis or
treatment can result in serious impairment of organ
function and decreased quality of life. This study
summarizes recent advances in the pathophysiology
and treatment of adult LCH, to raise awareness of
this «orphan disease» [3, 9, 16, 17, 19].

The authors found that pulmonary Langerhans
cell (LC) histiocytosis (PLCH) has an unknown
cause and is a rare neoplastic disorder characterized
by the infiltration of the lungs and various organs
by bone marrow-derived Langerhans cells with an
accompanying strong inflammatory response. These
cells carry somatic mutations of BRAF gene and /or
NRAS, KRAS, and MAP2K1 genes, which cause
activation of the mitogen-activated protein kinase
(MAPK)/extracellular signal-regulated kinase
(ERK) signaling pathway. PLCH occurs predomi-
nantly in young smokers, without gender predomi-
nance. Lungs might be involved as an isolated organ
or as part of a multiorgan disease. High-resolution
computed chest tomography plays an outstanding
role in PLCH diagnosis. The typical radiological
picture of PLCH is the presence of small intralobu-
lar nodules, «tree-in-bud» opacities, cavitated nod-
ules, and thin- and thick-walled cysts, frequently
confluent. Histological examination of the lesion
and demonstration of characteristic eosinophilic
granulomas with the presence of LCs that display
antigen CD1a or CD207 in immunohistochemistry
are required for definite diagnosis. Smoking cessa-
tion is the most important recommendation for

PLCH patients, but treatment of progressive PLCH
and multisystem disease is based on chemotherapy.
Recently, new targeted therapies have been im-
plemented [12, 13].

Several articles report the cases that presented
as progressive PLCH and multisystem disease
following COVID-19 infection, EBV- and HCV-
infections. The COVID-19 pandemic has brought
the state of impossibility in the management due
to little knowledge about its etiopathogenesis;
therefore, the diagnosis holds the utmost impor-
tance as management differs in both these condi-
tions [2, 12, 14].

Some authors consider that granulomatous lung
diseases are a heterogeneous group of disorders that
have a wide spectrum of pathologies with variable
clinical manifestations and outcomes. Precise clini-
cal evaluation, laboratory testing, pulmonary func-
tion testing, radiological imaging including high-
resolution computed tomography and often histo-
pathological assessment contribute to making a
confident diagnosis of granulomatous lung diseases.
Differential diagnosis is challenging, and includes
both infectious (mycobacteria and fungi) and non-
infectious lung diseases (sarcoidosis, necrotising
sarcoid granulomatosis, hypersensitivity pneumo-
nitis, hot tub lung, berylliosis, granulomatosis with
polyangiitis, eosinophilic granulomatosis with
polyangiitis, rheumatoid nodules, talc granuloma-
tosis, Langerhans cell histiocytosis and bronchocen-
tric granulomatosis). Bronchoalveolar lavage, endo-
bronchial ultrasound-guided transbronchial needle
aspiration, transbronchial cryobiopsy, positron
emission tomography and genetic evaluation are
potential candidates to improve the diagnostic
accuracy for granulomatous lung diseases. As gra-
nuloma alone is a non-specific histopathological
finding, a multidisciplinary approach is important
for a confident diagnosis [10].

It was established that LCH can affect children
and adults with a wide variety of clinical manifesta-
tions, including unifocal, single-system multifocal,
single-system pulmonary (smoking-associated), or
multisystem disease. The existing paradigms in the
management of LCH in adults are mostly derived
from the pediatric literature. Over the last decade,
the discovery of clonality and MAPK-ERK path-
way mutations in most cases has led to the recogni-
tion of LCH as a hematopoietic neoplasm, opening
the doors for treatment with targeted therapies.
These advances have necessitated an update of the
existing recommendations for the diagnosis and
treatment of LCH in adults. This document presents
consensus recommendations that resulted from the
discussions at the annual Histiocyte Society meeting
in 2019, encompassing clinical features, classifica-
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tion, diagnostic criteria, treatment algorithm, and
response assessment for adults with LCH.

The final diagnosis is based on the clinical picture
and the detection of Langerhans cells in the exam-
ined material. The probable diagnosis is based on
the clinical and X-ray image. A CT scan of the lungs
may be indicated for patients with abnormal chest
X-rays or pulmonary symptoms. High-resolution
CT scans may show evidence of pulmonary LCH
when the chest X-ray is normal.

The recommendations favor the use of 18F-Fluo-
rodeoxyglucose positron emission tomography-based
imaging for staging and response assessment in the
majority of cases. Most adults with unifocal disease
may be cured by local therapies, while the first-line
treatment for single-system pulmonary LCH remains
smoking cessation. Among patients not amenable or
unresponsive to these treatments and /or those with
multifocal and multisystem disease, systemic treat-
ments are recommended. Preferred systemic treat-
ments in adults with LCH include cladribine or
cytarabine, with the emerging role of targeted
(BRAF and MEK inhibitor) therapies. Despite
documented responses to treatments, many patients
struggle with a high symptom burden from pain,
fatigue, and mood disorders that should be acknowl-
edged and managed appropriately [1, 4, 5, 11].

A number of clinical cases of pulmonary Lange-
rhans cell histiocytosis were presented in the avail-
able literature.

A case of Langerhans cell histiocytosis presenting
as an obstructing tracheal lesion in a 55-year-old
woman was described. Following complete resection
of the lesion via flexible bronchoscopy, full recovery
was achieved. This case represents a unique cause
of tracheal obstruction, as well as an unreported
manifestation of pulmonary Langerhans cell histio-
cytosis [20].

During a thoracic computed tomography (CT)
scan, a 36-year-old male was diagnosed with a soli-
tary oval pulmonary mixed ground-glass nodule in
the right upper lobe of the lung. The edge of the
nodule was well-defined, and its largest axial size
was approximately 1.1 x 0.9 cm. This nodule was
slightly lobulated, but not obviously spiculated.
Solid components, micro-cystic lucency shadow,
small high-density rings and tiny vascular branches
were all visible in the nodule. During hospitaliza-
tion, a technetium 99 m methylene diphosphonate
(Te-99 m MDP) bone scan was performed, which
showed a skeletal focus with abnormal uptake in the
left iliac. A pulmonary lobectomy of the right upper
lobe of the lung by video-assisted thoracoscopy was
performed. In post-operative pathological photomi-
crographs, proliferative Langerhans’ cells, eosino-
phils and lymphocytes were found. Immuno-

histochemistry showed that the expression of S-100
protein, CD1a, and CD68 antigen all stained posi-
tive. Since LCH that is also associated with isolated
mixed ground-glass nodules is relatively rare, such
a multi-systemic LCH case as identified herein, is
reported [18].

Solitary pulmonary nodules are an uncommon
manifestation of pulmonary PLCH. A case of a
45-year-old male cigarette smoker who presented
with an asymptomatic solitary pulmonary nodule
that showed histologic and immunophenotypic
characteristics of PLCH was. Twenty-one years
after excision of the nodule, at the age of 66 years,
he is asymptomatic with a new contralateral lung
nodule but no evidence of interstitial disease. The
new nodule has remained unchanged after
36 months of observation. This case affirms that
PLCH can occasionally cause solitary lesions, which
should not be interpreted as a harbinger of inter-
stitial lung disease. Isolated PLCH should be
included in the differential diagnosis of unusual
solitary pulmonary nodules [6].

The authors encountered two rare cases of pul-
monary eosinophilic granuloma with multiple
nodular shadows in both lungs. The patient in case 1
was a 54-year-old man complaining of dry cough
and chest pain. He had smoked 20 cigarettes a day
for 36 years. The patient in case 2 was a 37-year-old
woman complaining of dry cough. She had smoked
15 cigarettes a day for 20 years. Chest radiography
and CT revealed multiple nodular shadows in both
lungs. Diagnosis was made by open lung biopsy in
case 1 and by percutaneous lung biopsy in case 2.
After smoking cessation, symptoms improved mark-
edly and the shadows in the chest radiographs and
CT disappeared. In cases of bilateral multiple nodu-
lar shadows, other than metastatic lung tumor cases,
pulmonary eosinophilic granuloma should be con-
sidered [8].

A retrospective analysis of the clinical and follow-
up data of 15 hospitalized PLCH cases from
September 2012 to June 2021 at the Second Xiangya
Hospital of Central South University was per-
formed. The following results were obtained. The
age of 15 patients (9 men and 6 women, with a sex
ratio of 3 to 2) was 21—52 (median 33) years. Among
them, 8 had a history of smoking and 5 experienced
spontaneous pneumothorax during disease course.
There were 3 patients with single system PLCH and
12 patients with multi-system PLCH, including
7 patients with pituitary involvement, 7 patients
with lymph node involvement, 6 patients with bone
involvement, 5 patients with liver involvement,
2 patients with skin involvement, 2 patients with
thyroid involvement, and 1 patient with thymus
involvement. The clinical manifestations were varied
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but non-specific. Respiratory symptoms mainly
included dry cough, sputum expectoration, chest
pain, etc. Constitutional symptoms included fever
and weight loss. Patients with multi-system involve-
ment experienced symptoms such as polyuria-
polydipsia, bone pain, and skin rash. All patients
were confirmed by pathology, including 6 by lung
biopsy, 3 by bone biopsy, 2 by lymph node biopsy,
and 4 by liver, skin, suprasternal fossa tumor, or
pituitary stalk biopsy. The most common CT findings
from this cohort of patients were nodules and/or
cysts and nodular and cystic shadows were found in
7 patients. Three patients presented simple multiple
cystic shadows, 3 patients presented multiple nod-
ules, and 2 patients presented with single nodules
and mass shadows. Pulmonary function tests were
performed in 4 patients, ventilation dysfunction was
observed in 2 patients at the first visit. Pulmonary
diffusion function tests were performed in 4 patients
and showed a decrease in 3 patients. Smoking ces-
sation was recommended to PLCH patients with
smoking history. Ten patients received chemothe-
rapy, while 2 patients received oral glucocorticoid
therapy. Among the 11 patients with the long-term
follow-up, 9 were in stable condition.

So, PLCH is a neoplastic disease closely related
to smoking. The clinical manifestations and labora-
tory examination are not specific. Pneumothorax
could be the first symptom which is highly sugges-
tive of the disease. Definitive diagnosis relies on
histology. There is no unified treatment plan for
PLCH, and individualized treatment should be car-
ried out according to organ involvement. Early
smoking cessation is essential. Chemotherapy is the
main treatment for rapidly progressing PLCH
involving multiple organs. All diagnosed patients
should be considered for the detection of
BRAFV600E gene and relevant targeted therapies
have been implemented recently [7].

Objective — to familiarize practitioners and sci-
entists with a clinical case of pulmonary Langerhans
cell histiocytosis.

Clinical Case

Patient P. is 57 years old, lives in a village. The
disease began in October 2022 with complaints of
morning cough, shortness of breath during physical
activity. The complaints persisted for about 6 months
and progressively worsened.

Over the past 3 months, he has lost 3 kg. He
sought medical help from his family doctor, where
on 07.04.2023 a CT scan of the chest was performed,
revealing severe pathological changes in the lungs.
The patient was referred to a pulmonologist for
consultation, and after further examination, he was
hospitalized in the pulmonology department of the

Ternopil Regional Phthisiopulmonology Medical
Centre.

He denies contact with tuberculosis patients. His
medical history shows that he has been in contact
with pigeons for about 50 years. He was engaged
in repair work and did not use respiratory protec-
tion. He denies contact with people who came from
other countries and patients with coronavirus
disease, a rapid test for COVID-19 (25.04.2023)
was negative.

Complaints at the time of hospitalization: cough
in the morning, shortness of breath during physical
activity, weight loss. Objectively: the general condi-
tion is relatively satisfactory. Body temperature is
36.8 °C. Conscious, communicative, adequate.
Correct build, satisfactory nutrition. The skin and
visible mucous membranes are pale, clean. The tongue
is dry and covered with white fur. The pharynx is
clean, granular. Peripheral lymph nodes are not pal-
pable. The thyroid gland is without induration.
Respiratory rate 28 /min, SpO, 97 % when breathing
atmospheric air. Percussion over the lungs is a clear
pulmonary sound, shortened in the lower parts.
Auscultation is rigid breathing. Cardiac activity is
rhythmic, tones are weakened. Pulse 100 per minute
(tachycardia) is rhythmic, satisfactory filling and
tension. Blood pressure 145/100 mm Hg. The abdo-
men is soft, not painful on palpation. The liver is at
the level of the right rib. The spleen is not palpable.
Pasternatsky’s symptom «—» on both sides. Edema
on the feet. Physiological discharges are normal.

Bronchoscopy dated 28.04.2023.

Under general anesthesia, a bronchoscope was
inserted into the trachea through an intubation
tube. The carina is acute, slightly deformed. The
bifurcation angle is not widened (Fig. 1). The bron-
chial tree is slightly deformed, more so in the seg-
mental and subsegmental bronchi. The mucosa is
thin, pale, sometimes with areas of hyperemia, with
the presence of easily expressed pigment spots.
Bronchial elasticity is preserved (Fig. 2—4). Lavage
was taken for PCR, MBT and antibiogram. Biopsies
were taken (no stiffness). Smears for acid-resistant
bacteria and cytology were taken from the right B9.
Conclusion: diffuse bilateral deforming atrophic
pigmented bronchitis.

Pathological examination of 05.05.2023.

There is no epithelium in the provided material.
There are connective tissue elements and single
muscle fragments, mucus. There is a marked
inflammatory infiltration everywhere, represented
mainly by lymphocytes and macrophages. Fibrosis
is observed. No signs of tumor process, markers of
specific inflammation were found. Conclusion:
chronic inflammatory process of nonspecific
etiology.
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Fig. 2. Bronchoscopy. Left main bronchus, proximal part

Fig. 3. Bronchoscopy. Left main bronchus, distal part

CT scan of the chest dated 07.04.2023 (Fig. 5).
Conclusion: diffuse interstitial changes in the lung
parenchyma. Bilateral polysegmental pulmonary
nodules. Bilateral polysegmental thin-walled pul-
monary cysts.

02.05.2023. Consultation of a cardiologist:
Chronic pulmonary heart disease. Metabolic cardio-
myopathy. Transient extrasystole. Heart failure,
stage I. Incomplete blockade of the right leg of the
bundle branch of His.

The patient was diagnosed with: Pulmonary
Langerhans cells histiocytosis, active phase, first
detected. «Honeycomb lungs». Bilateral diffuse
pneumofibrosis. Chronic pulmonary heart disease.
Metabolic cardiomyopathy. Transient extrasystole.
Heart failure, stage I. Incomplete blockade of the
right leg of the bundle of his.

The diagnosis has been confirmed based on
clinical and CT findings. Treatment is prescribed
according to clinical guidelines: Histiocyte Society
Evaluation and Treatment Guidelines, 2012 [5].

The patient with improved general condition
(i.e. respiratory rate 19/min, SpO, 99 %) was dis-

Fig. 4. Bronchoscopy. Right upper lobe bronchus

charged to continue treatment on an outpatient basis
under the supervision of a family doctor, pulmonolo-
gist at the place of residence. The patient was recom-
mended to undergo a CT scan in a month to assess
the effectiveness of the prescribed treatment. The
patient attended a follow-up visit on 06.06.2023. A
positive clinical picture of improvement in the
patient’s general condition was noted. The follow-up
examination revealed positive dynamics.

CT scan of the chest dated 06.06.2023 (1 month
after discharge, Fig. 6). Conclusion: CT picture of
chronic fibrosing lung disease. Positive dynamics of
resorption.

The patient was recommended to continue the
prescribed treatment and come for follow-up in
3 months, for which he applied on 04.08.2023.
Clinically positive dynamics, CT scan of the chest
cavity showed stabilization of the pathological pro-
cess. Respiratory rate 18,/min, SpO, 99 %.

CT scan of the chest cavity dated 04.08.2023
(3 months after discharge, Fig. 7). Conclusion:
CT picture of chronic fibrosing lung disease — his-
tiocytosis, stabilization of the process.
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Fig. 5. Computed tomography of the chest cavity dated 07.04.2023

Bilaterally diffusely altered pneumatization of the lung parenchyma due to a reticular pattern of the «honeycomb lungs» type. Thin-walled
pulmonary cysts up to 12 mm in size are seen bilaterally in a polysegmental manner. On the right in S3, S9, S10, on the left in S3, S10, there are
rounded pulmonary nodules with clear contours up to 4 mm in size of solid structure, some with signs of calcification. Fibrous cords are seen

bilaterally in the basal regions.
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Fig. 6. Computed tomography of the chest cavity dated 06.06.2023 (1 month after discharge)

Pulmonary parenchyma of reduced pneumatization, fibrous-mesh deformation throughout, accentuated, compacted interlobular septa, peribronchial
couplings, multiple small cystic lucencies — centrilobular emphysema, fibrous cords at the apices, frosted glass consolidation foci, several small
calcifications on the right. The bronchi are patent, free, the walls are thickened. Enlarged bronchopulmonary lymph nodes are not detected.
Mediastinal organs are located medially. Enlarged mediastinal lymph nodes are not detected.
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Fig. 7. Computed tomography of the chest cavity dated 04.08.2023 (3 months after discharge)

Pulmonary parenchyma of reduced pneumatization, fibrous-mesh deformation throughout, accentuated, compacted interlobular septa, peribronchial
couplings, multiple small cystic lucencies — centrilobular emphysema (cobblestone symptom), fibrous cords at the apices, several small
calcifications on the right. The bronchi are patent, free, and the walls are thickened. Enlarged bronchopulmonary lymph nodes are not detected.
Mediastinal organs are located medially. Enlarged mediastinal lymph nodes are not detected.

The treatment was adjusted, and it was recom-
mended to continue treatment on an outpatient
basis according to a tapering regimen until complete
discontinuation in December 2023.

In December 2023, the patient completed the
course of treatment and began to notice an increase
in shortness of breath with minimal physical activity,
cough; therefore, on January 16, 2024, the patient
consulted a pulmonologist, where, after a further

examination, he was hospitalized in the pulmonol-
ogy department.

CT scan of the chest from January 16, 2024
(Fig. 8). Conclusion: CT picture of chronic fibrosing
lung disease — histiocytosis, stabilization of the
process.

Spirometry dated January 23, 2024.

Conclusion: obstructive and restrictive changes
of mild severity.
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Fig. 8. Computed tomography of the chest cavity dated January 16, 2024

The lung parenchyma is emphysematous. Throughout, fibrotic-mesh deformation of the lung pattern due to mixed pneumosclerosis, peribronchial
couplings, small cystic lucencies. Small intense foci at the apices. The bronchi are patent, free, and the walls are thickened. Enlarged
bronchopulmonary lymph nodes are not detected. Mediastinal organs are located medially. Enlarged mediastinal lymph nodes are not detected.

The patient was re-consulted by a cardiologist.
Treatment was corrected.

The patient was diagnosed with: COPD stage 1,
group E, phase of infectious exacerbation. Pulmonary
Langerhans cell histiocytosis, sluggishly progressive
course, active phase. «Honeycomb lungs». Bilateral
diffuse pneumofibrosis, coronary artery disease.
Cardiosclerosis. Aortosclerosis. Incomplete blockade
of the right bundle branch of His. Chronic pulmonary
heart disease. Heart failure, stage I, functional class 1.

The patient was prescribed treatment for COPD
according to clinical guidelines and treatment of
histiocytosis from Langerhans cells with glucocor-
ticosteroids in minimal doses, which the patient has
been receiving up to now. Positive clinical dynamics
and stabilization of the radiological process were
noted during treatment.

There is no conflict of interest.

Conclusions

It has been established that pulmonary Lange-
rhans cells histiocytosis is a systemic pathology that
in most cases leads to chronicity of the process,
damage to the bronchopulmonary system (in this
case, the onset of COPD); cardiovascular system
(development of coronary heart disease), which
requires constant pharmacological treatment and
medical monitoring.

In the case of a typical CT picture (widespread
cystic lung disease with cysts of varying sizes and
shapes with relative sparing of the lung bases and
small solid nodules), a patient should be referred by
a general practitioner (family doctor) to the pulmo-
nologist to confirm or exclude pulmonary Lange-
rhans cells histiocytosis. This allows for early diag-
nosis and treatment.
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M.O. Vynnychuk; writing and editing — A.I. Zhemela, L.A. Hryshchuk.
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1TepHoNinbCbKUi 06nacHUi GTU3i0NYNLMOHONOMYHUI MEANYHUIA LEHTP, TepHoNinb
2TepHOMiNbCbKMIN HaLioHaNbHUI MeanyHUil yHiBepcuTeT imeHi I.A1. TopbayeBcbkoro, TepHoninb

JlereneBuin rictionuTo3 KniTuH JlaHrepratca
(KNIHIYHMN BUITAZ0K)

Ommcano KIHITHUH BUTAA0K JIETEHEBOTO TiCTIONMUTO3Y KaiTuH Jlanrepramca.

Hayienm I1., 57 pokiB, MelIKa€ B ceJti. 3aXBOPIOBAaHHS PO3IOYaIoCcs B sKOBTHI 2022 p. 3i cKapr Ha Kalllejib
ypaHiIii, 3aauiiky npu (isuaHomy HaBaHTaskeHHi. Ckapru crocrepiraaucst 6Ju3bko 6 Mic i HapocTamu B
MUHaMil. 3a ocTaHHiX 3 Mic cxy[ Ha 3 KI. 3BepHYBCS [0 MEIUYHY JIOMTOMOTY O CiIMEHHOro JiKapsi.
07.04.2023 p. mpoBeseHo KOMITI0TEpHY ToMOTpadiio OpraHiB TPYAHOI MOPOKHUHU. BUABIEHO BUpasHi
MaTOJIOTIUHI 3MiHU B JiereHsix. [larienTa HarpaBU/IM Ha KOHCYJIBTAITIIO /10 ITYJIbMOHOJIOTA, a TiCJIs 10/1aTKO-
BOTO OOCTEKEHHSI TOCIITAI3yBaN B My IbMOHOJIOTIYHE Bi/yTiieHHst TepHOmiIbebKoro obmacHoro hrusio-
IyJIbMOHOJIOTTYHOTO MEIMYHOTO TIEHTPY. 3 aHAMHE3Y BiZIOMO, 1110 MarieHT 6Ju3bKo 50 POKiB KOHTAKTYBaB i3
rosrybamu. Bin 3aiiMaBcst peMOHTHUMHI POOOTAMU Ta He BUKOPUCTOBYBAB 3aCOOH 3aXKCTY OPTaHiB [NXaHHS.

[TpoBenero momatkosi obcreskents. Komm'iorepra tomorpadisi opradiB IpyAHOI TTOPOKHUHK
(07.04.2023): nudpysHi iHTepcTUIiaMbHI 3MIHN B JIeTeHeBil TapeHxiMi, ABOOIYHI MyJIBTHCErMEHTapPHI Jiere-
HEBl BY3JIMKM Ta TOHKOCTIHHI JiereHeBi kicTu. BukoHaHO GPOHXOCKOIIIO Ta MMaTOJOroaHaTOMIUHE TOC/IiI-
sxkennst. [amient 6yB nmpokoHCyabroBaHui Kapaiosorom. Kiiniunuii giarnos: JlereneBuii ricTioliuTos KJri-
tun Jlanrepranca, akTuBHa (asa, Blepiie BusBiaeHuH. «CTiIbHUKOBI JiereHi». [IBocTOpOHHIN Audy3HMIt
mreBMo(i6po3. Xpomiute Jserenese cepiie. Merabosiuna kapaiomionarist. TpaH3uTOpHA €KCTPACUCTOIS.
Cepriesa nemocrarticts I crazii. Henosna 6;10kaia mpasoi Hizkky mydka lica. JIiKyBaHHS IIPU3HAYEHO 3Tij-
HO 3 KJIiHiYHMEU pekoMerpariismi. 12.05.2023 p. Bunmcanuii Ha aMOyIaTOpHe JIIKyBaHHS 3 MOJIIIIIEHHSIM
3araJibHOTO CTaHy.

Y rpynni 2023 p. mamieHT 3aBepIIUB KypPC JIKYyBaHHS i TOYAB BiA3HAYATH TICUJICHHS 3aJAUIIKU TTPU
MiHIMaJIbHUX (PiI3MUHNUX HABAHTKEHHSIX, CYXUIT Kamesb. 3 1boro puBoay 16 ciunsg 2024 p. maiienT 3Bep-
HyBCs1 10 IyJbMoHoJiora. TTicsst moobcTexkeHHst OYB TOCIiTalIi30BaHIil Y MyJIbMOHOJIOTIYHE BiIiJIEHHS.
[Ticsst o6cTexRKeHH MAIlEHTY BCTAHOBJIEHO AIarHo3: XpOHiuHe 00CTPYKTUBHE 3aXBOPIOBAHHS Jierenb, 11 cTa-
nist, rpyna E, dasa indexiitnoro 3arocrpennst. Jlerenesuii rictionuros kiaitun Jlanreprarca, mepebir, o
B’s1J10 TIpOrpecye, aktusHa (asa. « CTiibHUKOBI Jeretis. J{BocTopoHHiil gudysHuil mHeBModi6pos, inemiy-
Ha xBopoba cepiist. Kapiockiepos. Aoprockiepos. HemosHa 610kaza mipaBoi Hizkku mydka [ica. XpoHiute
serenese cepiie. CepiieBa HemocTaTHICTh 1 cTazii, I pyHKITioHAIbHMIT KIac.
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TakuM 4UHOM, JIereHeBUH TiCTIONUTO3 KT JlaHrepraHca € CHCTEMHOIO TTaTOJIOTIEI0, sIKa B OLIBIIOCTI
BUIIAJIKiB IPU3BOJIMTH JI0 XPOHI3aIlii IIPoIlecy, ypakeHHst GPOHXOJIETeHeBOT crcTeME (B OMMCAHOMY BUIIA/I-
Ky MPUETHAHHS XPOHITHOTO 0OCTPYKTUBHOTO 3aXBOPIOBAHHS JIETEHD ), CEPIIEBO-CYIMHHOI cuCcTeME (PO3BH-
TOK iIeMigHOoI XBOpoOU cepiis), 110 IOTpedye MOCTIIHOTO GapMaKoIOTiYHOrO JIKYBAHHS Ta CIIOCTEPEKEH-
HS JKYIOUUX JIiKapiB. ¥ pasi TUMOBOI KOMITIOTePHO-TOMOTpadiuHol KapTuHH (MOIMUpeHe KicTo3He ypa-
SKEHHSI JIereHb i3 KicTaMM Pi3HOTO po3Mipy Ta (hOpMI 3 BiIHOCHUM 36epesKeHHIM OCHOBU JIETeHb 1 HEBEJIU-
KIMW COJTITHUMY BY3JTHUKAMU ) JIiKap 3arajbHOl MPaKTUKH (CIMEHMIT JTikap) Ma€ HAITPaBUTH TAIli€EHTa 10
IyJIbMOHOJIOTa JIjisi 0OCTeKEeHHs, 1mo0 MATBEepAUTH ab0 3allepeyrTH JIETeHEeBUN TiCTIONMTO3 KJITHH
Jlanrepramnca. [le gae 3Mory TpoBecTH paHHIO TiaTHOCTUKY Ta JIIKYBaHH:.

Kntouosi cnosa: nereneBuii TicTionnTo3 KaiTHH JlaHrepramca, 10pOCIIHii.
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