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The aim of the study. To analyze the course of bronchial obstructive syndrome in young
children to optimize preventive measures for these conditions.

Materials and methods. Our study included 658 children aged 1 month to 3 years
hospitalized over nine months in 2024 in the pediatric department of the Chernivtsi City Children's
Clinical Hospital with respiratory diseases caused by respiratory syncytial virus (RSV) in 70% of
cases, as well as parainfluenza virus, rhinovirus, adenovirus, COVID-19, and pertussis. These
conditions were accompanied by clinical manifestations of bronchial obstructive syndrome,
bronchiolitis, and respiratory failure. All children underwent virological testing, complete blood
count, radiological examination, ECG, and sputum cultures obtained via bronchoscopy.

Results. The number of children treated in the pediatric department increased from 1,100 in
2023 to 1,430 in the first nine months of 2024. Among these, 219 children aged 3 to 6 months were
admitted with bronchiolitis symptoms, and 282 children under one year of age presented with
obstructive bronchitis and rapidly progressing respiratory failure (Grade 1-2). A review of medical
records showed that children who had severe bronchiolitis between 3 and 6 months of age often
experienced repeated severe obstruction episodes. Each subsequent episode was accompanied by
increased respiratory failure, associated with viral sensitization and bronchial remodeling after
bronchiolitis.

Compared to the pre-war course of seasonal viral infections, where improvement occurred
by days 5-7, the severity of conditions in children under our observation persisted for up to 16 days.
History data revealed that 57% of these children had genetic predispositions, including parental
asthma, chronic obstructive pulmonary diseases, atopic dermatitis, and psoriasis. Additionally, 75%
were from large, internally displaced families facing social challenges and inadequate primary
healthcare access (lack of medical insurance, lost documents during the war, etc.). In 92% of
children with 3-4 hospitalizations, fungal infections were detected in sputum cultures. There was
also an increase in pertussis- and COVID-associated cases. After pertussis or COVID-19, children
frequently developed wheezing episodes and clinically significant sensitization, leading to bronchial
hyperreactivity syndrome (29% of severe cases). Treatment followed established protocols and
included oxygen therapy via concentrators and short courses of steroids.

Conclusions. Practical recommendations: for at-risk groups of children — Palivizumab
(monoclonal antibody against RSV); ensuring quality living conditions for displaced persons;
providing psychological support; vaccination and preventive check-ups; adherence to temperature
control; limiting visits to crowded places, especially during epidemic periods.

Ryznychuk M.O.
NEONATAL DIABETES MELLITUS DUE TO INS GENE MUTATION:
A CLINICAL CASE
Department of Pediatrics and Medical Genetics
Bukovinian State Medical University

Introduction. Neonatal diabetes mellitus (NDM) is a group of rare, genetically
heterogeneous metabolic disorders characterized by postnatal B-cell dysfunction manifested by
hyperglycemia and hypoinsulinemia. NDM is a relatively rare disease with an incidence of
1:200,000 to 1:500,000 live births. The genetic nature of NDM is quite heterogeneous. The
peculiarity of NDM is the absence of autoantibodies specific to autoimmune diabetes. This
pathology is characterized by a decrease or absence of insulin and C-peptide. An important clinical
symptom is delayed intrauterine development and low birth weight, which is explained by
insufficient anabolic action of insulin in utero.

The aim of the study. To analyze a clinical case of NDM with a mutation in the INS gene.

Material and methods. The clinical case of a child with NDM with a mutation in the INS
gene, who was treated in 2023 at the Regional Children's Clinical Hospital in Chernivtsi, Ukraine,
was analyzed.

Results. Boy E., from the second pregnancy, second delivery (January 01, 2019). He was
born with a weight of 3000 g and a length of 52 cm. The family history was uncomplicated. In the
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first two months, he gained one kilogram per month. In the third month of life, he began to lose
weight with satisfactory lactation. The mother noticed the deterioration of the condition since May
(4 months) when the body temperature increased, the respiratory rate increased (40 per minute), and
the general condition worsened. The child was admitted to the city children's hospital with
suspicion of meningitis. Lumbar puncture was performed and meningitis was excluded (CSF was
clear, protein - 0.33 g/, cytosis - 48/3). Hyperglycemia of 28-30 mmol/L and ketonuria (++) were
detected. After insulin and infusion therapy, the child's condition improved.

Objectively: the child's condition was severe due to ketoacidosis and hyperglycemia against
the background of rickets. The child is conscious. The tongue is covered with white layers, there is
no smell of acetone. Skin turgor is preserved. Heart sounds are audible, there is a systolic murmur
in the apex. Breathing in the lungs is childlike, without wheezing. The abdomen is soft and
increased in volume, the liver protrudes 1,5-2 cm under the costal arch, and the edge is sharp and
elastic on palpation. Urination is unimpaired and sufficient. Stools are yellow without impurities, 3-
4 times a day.

Laboratory Data. Complete blood count: Hb - 123 g/g, erythrocytes - 4.46x1012/L,
leukocytes - 6.3x109/L, e-1, p-1, s-28, 1-60, m-10. CUE - color yellow, transparency - slightly
cloudy, reaction - slightly acidic, protein - not found, sugar - 1%, acetone - not found, squamous
epithelium single, transitional epithelium single, leukocytes - 2-4 per ppm. Other tests showed
negative autoantibodies to pancreatic beta cells and glutamic acid decarboxylase, and normal
pancreatic structure on ultrasound.

Genetic testing was performed to exclude neonatal diabetes (03/25/2019) for mutations in
the KCNJ11, ABCCS8, and INS genes. A missense mutation was detected in the INS gene, exon 3
(DNA description: p.287G>A, protein description: p.Cys96Tyr(p.C96Y)). The child is a
heterozygote for the INS p.C96Y missense mutation.

Treatment: Breastfeeding, bolus insulin therapy with Actrapid and Protafan 4 units/day (7
kg), Galstena %2 drop x 3 times a day.

Conclusions. In the diagnosis of diabetes mellitus in the first half of life, the pancreas
should be visualized in the second stage. If the pancreas is not altered, the genes KCNJ11, ABCCS,
INS, and GCK should be sequenced to find the most common mutations.

bespyk B.B.
BIJEOKOHCYJIbTYBAHHSA: METOAOJIOTI'ISI, HIEPEBAT' HA HEJOJIIKHA
Kageopa neodiampii, neonamonoeii ma nepunamanbHoi Meouyuru
bykosuncoxuii 0eporcasnuii meouunuil ynisepcumem

Beryn. Ilicns mangemii COVID-19 (2020-2023 pp.) BiZcOKOHCYNbTAIlii, sSKi MacoBO
BUKOPHUCTOBYBAJIMCSI B MEIUYHIN MPAKTULI 3 METOIO BUPILICHHS MUTaHb OTJISAY BEJIUKOI KUTBKOCTI
NAIi€HTIB B yMOBax aMmOyJaTOpPHOTO NpPUHOMY Ta ICHYIOUMX PHU3UKIB 1H(IKYBaHHS MiA yac
BIJIBIlyBaHHS MEIMYHUX 3aKJIaJiB I0YaJyd BHUKOPUCTOBYBAaTUCS B KIIHIYHIA HEPpPOIOriuHIN
MPAKTHIl 3 METOI0 HAJaHHS CIIeliai30BaHOi Ta BUCOKOCIEIiali30BaHOi HEPPOIOTIUHOT JOTTOMOTH
B aMOyJIaTOPHUX yMOBax 13 BUKOPUCTaHHSIM cydacHUX IT-TexHoioriii — BiIEOKOHCYIbTYBAHHS Y
pexxumi F2F — (Friend-to-Friend, «oauH-m10-01HOTO») — pi3HOBU OJHOPAHroBOi (peer-to-peer)
MepexKi, y AKId KOPUCTYBaudl BCTAHOBJIOIOTH MPsAMI 3 €HAHHS TUTHKU 31 3a3/aJIeTih BUOpAaHUMH
KopuctyBayamu; TepMiH «friend-to-friend-mepexa» (F2F-mepexa) 3anpononoBanmii D. Bricklin
(2000 p.).

Meta pocaigaeHHsl. AHaii3 JiTepaTypHUX JDKEped LIOJ0 PO3IMIMPEHHS MOXKIMBOCTEH
BIJICOKOHCYJIbTYBAaHHS, SIK €JEMEHTY TeJeMEAUIMHHU, y HePpPOJIOTiuHId NpaKTHIll; OLIHKa
METOOJIOTI{ MPOBEACHHS, TepeBar Ta MOXIUBUX HEJOJMIKIB.

Marepian i MeToau gociaigxeHHsi. MaTtepiaoM Juisi TaHOTO JTOCHIKEHHS Oynu (axosi
JiTepatypHi Jxepena. Y poOoTi BUKOPUCTAHO iH(OpMaIliifHO-aHATITUHYHUNA METO/I.

PesyabraTu nociigxenns. [lposenenuii anamiz jpkepen HayKoOBOi JIITEpaTypu 3 AaHOTO
HampsMy MOIIYKY BKa3aB, IO Ha CHOTOJHIMIHIN JeHb, y OaraThbO0X HaIllOHAJIBHUX CHCTEMax
OXOPOHH 310pOB’sl BIAOYIHCS TpaHCPopMallii YaCTKH aMOyJIaTOPHUX, Y 3BUYHOMY (popmari, BI3UTIB
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