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THESIS

In the last two decades, patients with GBS have shown variability in the
course of the disease and its outcomes, despite timely specific therapy
(plasmapheresis or class G immunoglobulins) In this regard, there is a need
to create a system for predicting the condition of patients for a year from
the moment of the appearance of the first clinical symptoms. The
percentage of delayed diagnosis of the disease remains quite high, and the
ambiguity of pathogenetic mechanisms makes it difficult to choose an
adequate therapy. Mortality in GBS is 5-10% and a number of patients (16%)
have severe residual manifestations of the disease that limit their medical
and social rehabilitation.

It is known that some infectious agents are specifically associated with
the development of axonal or demyelinating polyneuropathy (Mori M. et al.,
2000, Vittorio G., 2001). The question of the role of previous factors (infectious
and non-infectious) for the course and formation of individual clinical and
immunological variants of GBS has not been sufficiently studied.

Gangliosides are a group of glycosphingolipids that make up 6% of all
lipids in the nervous system. They are the main structural part of the myelin of
Schwann cells, are part of the structures of synaptic membranes and
neuromuscular endings. The structure of gangliosides is based on a
ceramide molecule combined with molecules of carbohydrates and sialic
acids. The spectrum of gangliosides is different in the central nervous system
and peripheral nerves. Gangliosides GM1 and GDla are expressed on
motor nerves and axons. Cranial nerves have a lot of ganglioside GQ1lb,
sensory nerves are rich in GD1b.

As the main cause of sensitization of the immune system to ganglioside
antigens in acute polyneuropathies, a cross-immune reaction with
lipopolysaccharides of gastrointestinal bacteria is assumed. Guillain-Barre
syndrome is often preceded by enteritis caused by Campylobacter jejuni. C.
jejuni lipopolysaccharide contains a ganglioside-like structure similar in
structure to the GM1 ganglioside molecule, which is capable of stimulating
autoimmune responses. Other known inducers of Guillain-Barre syndrome
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are cytomegalovirus, Epstein-Barr virus, Mycoplasma pneumoniae and
Haemophilus influenzae. Antibodies to gangliosides occur against the
background of a number of acute and chronic polyneuropathies.

A common feature of both acute and chronic autoimmune
polyneuropathies is protein-cell dissociation in the cerebrospinal fluid,
manifested by a significant increase in the protein content in the
cerebrospinal fluid with normal or minimally increased cellularity. Guillain-
Barre syndrome and its varieties belong to the group of acute inflammatory
demyelinating polyradiculoneuropathies, often resolved spontaneously. This
disease often develops against or after a respiratory or intestinal infection
within 10-14 days from its onset, so the formation of autoantibodies is often
considered as a component of the primary immune response against the
causative agent of infection. After achieving remission of the disease,
antibody titers gradually decrease and increase in case of repeated
exacerbation. One of the forms of acute inflammatory demyelinating
polyneuropathy is  Miller-Fisher  syndrome.  Characteristic  clinical
manifestations are lesions of the cranial nerves, as a result of which
ophthalmoplegia develops, in addition, areflexia and ataxia are expressed.
Chronic inflammatory demyelinating polyneuropathy is a chronic
progressive disease with damage to sensory and motor nerves. The disease
can occur with exacerbations alternating with prolonged periods of
remission. In chronic polyneuritis, antibodies to gangliosides can be
represented by monoclonal immunoglobulin and require immunofixation of
serum immunoglobulins (see the description of the test).

REFERENCES:

1. CynoHeBa H.A., Mouyaaosa E.I., TpuwmHa A.A., TMpaaos M.A.
OcobeHHocTn TevyeHms CIb B Poccum: aHaam3 186 caydaeB. HepsHO-
MblLLeYHble B6oaesHun. 2014; 1. 37-46. [Suponeva N.A., Mochalova E.G.,
Grishina D.A., Piradov M.A. The specific features of Guillain-Barre syndrome
in Russia: Analysis of 186 cases. Nervno-myshechnye bolezni. 2014; 1: 37-46
(In Russ.)] https://doi.org/10.17650/2222-8721-2014-0-1-40-47.

2. Koga M., Yuki N., Hirata K. Antiganglioside antibody in patients with
Guillain-Barre syndrome who show bulbar palsy as an initial symptom. J
Neurol Neurosurg Psychiatry. 1999; 66 (4): 513-6.

3. Yepishin .V, Allison R.Z., Kaminskas D.A., Zagorski N.M., Liow K.K. Miller
Fisher syndrome: a case report highlighting heterogeneity of clinical features
and focused differential diagnosis. Hawaii J Med Public Health. 2016; 75 (7):

317



INNOVATION IN THE MMODERN EDUCATION SYSTEM

196-9. 4. Ray S., Jain P.C. Acute bulbar palsy plus syndrome: a rare variant of
Guillain-Barre syndrome. J Pediatr Neurosci. 2016; 11 (4): 322-3. doi:
10.4103/1817-1745.199480.

5. Willison H.J., Jacobs B.C., van Doorn P.A. Guillain-Barre syndrome.
Lancet. 2016; 388 (10045): 717-27. doi: 10.1016/S0140- 6736(16)00339-1. 6. Kim
JK., KimB.J., Shin H.Y., Shin K.J., Nam T.S., Oh J. et al. Acute bulbar palsy as a
variant of Guillain-Barre syndrome. Neurology. 2016; 86 (8). 742-7. doi:
10.1212.

6. AOGMYAMH UN.B. CUHAPOM TneHa-bappe: KAMHMYECKME OCODEHHOCTH,
AMATHOCTMKA, NPOrHO3. HEBPOAOTUYECKMM XXYPHAOA.

7. Canomosa, H. K. (2022). //PakTopbl pUCKA LEPEDPOBOCKYAAPHbIX
3000AEBAHME U MOAE3IHOE CBOMCTBO YHABUM Mpu NpodouAaktmkm.// Oriental
renaissance: Innovative, educational, natural and social sciences, 2(2), 811-
817.

8. Caaomosa, H. K. (2021). //OcoBeHHOCTM TeYEHUS UM KAMHUKO-
NATOrEHETUYECKAS XAPAKTEPUCTUKA MNEPBMYHBIX M MOBTOPHbLIX MHCYAbTOB.
Central Asian Journal of Medical and Natural Science, 249-253.

9. Canomosa, H. K. (2023).// Kanta mIemMmnK MHCYABTAQPHUHI KAMHMK
MNOTOrEHUTUK XYCYCUATAQPUHKU AHUKAALLL.// Innovations in Technology and
Science Education, 2(8), 1255-1264.

10. Salomova, N. K. (2022). //Risk factors for recurrent stroke.// Polish
journal of science N, 52, 33-35.

11T Qahharovna, S. N. (2023). //Thromboocclusive Lesions of the
Bronchocephalic Arteries: Treatment Options and Phytotherapy Options.//
American journal of science and learning for development, 2(2), 41-46.

12 Salomova Nilufar Kakhorovna//Features of neurorehabilitation itself
depending on the pathogenetic course of repeated strokes, localization of
the stroke focus and the structure of neurological deficit//European Journal
of Research Development and Sustainability (EJRDS 11. 8-12. 2022/11

13. Salomova, N. K. (2022). Risk factors for recurrent stroke. Polish journal
of science N, 52, 33-35.

14. Salomova, N. Q. (2022). The practical significance of speech and
thinking in repeated stroke. scienceasia, 48, 945-949.

15. Salomova, N. (2023). CURRENT STATE OF THE PROBLEM OF ACUTE
DISORDERS OF CEREBRAL CIRCULATION. International Bulletin of Applied
Science and Technology, 3(10), 350-354.

16.Gaffarova V.F. Clinic-eeg correlation somatogenous of conditioned
febrile seizures in children. // International Journal of Human Computing
Studies.2021. -P.114-116.

318



INNOVATION IN THE MODERN EDUCATION SYSTEM

17.Gaffarova V.F. Method for prediction of psycho-speech disorders
during febril conversions in children.//ScienceAsia 48 2022. -P. 951-955
(Scopus)

18.Gaffarova V.F. Early prevention of psycho-speech disorders during
febril conversions in children.// European journal of innovation in nonformal
education. Volume 2 Issue 11 November 2022. —P. 74-79.

19.Gaffarova V.F. Aspects of febril conversions in children's neurology.//
European journal of innovation in nonformal education. Volume 2 Issue 12
December 2022. -P. 77-81.

20.Fadbdpaposa B.P. borarapaa PeBPUA  TYTKAHOKHMHI  KAMHMKA,
AMNATHOCTMKACK BA CPEBPUA TYTKAOHOK KAMUTAAQHULLIMIA OAMO KEAYBYM XABAD
ommanapu.// Jurmal of Advanced Research and Stability. Volume: 02 Issue:
11/ Dec-2022 .P 394-401.

21 .Fadodaposa B.P. PeOpUA B APEDBPUA XYPYXKAAPHMHI STUOAOTUK,
KAMHUK-HEBPOAOTUK BA  HEUPOMOUIOAOTUK  Xycycudataapu.// Jurnal  of
Advanced Research and Stability. Volume: 02 Issue: 11/ Dec-2022 .P 402-
409.

22.Gaffarova Visola Furgatovna Evaluate the Neuropsychological,
Clinical-Neurological and Neurophysiological Characteristics of Febrile and
Afebrile Seizures// American Journal of Science and Learning for
Development Volume 2 | No 2 | February -2023. P187-192.

23.fadodpopoBa Bucoaa PypkatoBHa lcmxopevesble HApPYLUEHME MPU
doebpumAabHbIX Cyaoporax y aeten// Innovation in technology and science
education/Volume:2/ Issue:8/March-2023. P 1242-1249.

24.Tadpbdpoposa B.P. KAMHWUKO-HEBPOAOTUYECKME,
HEMPODUIMOAOTMHECKME U HEMPOMMMYHOAOTMYECKME  OCODEHHOCTMU
CYAEPEXHOIO CUHAPOMA Y AeTen// eurasian journal of academic research
volume 3 issue 5, Part 4 May 2023. P 288-296.

25 Xampunesa, M. P. (2023). CypyHkaam KOpakK ETULLMOBYMAUTUAC
Llepebpan  [TE€MOAMHAOMMUKOHUMHT  PeoaHuedoarorpadoms  TeKLLMPYBU
Acocraa Y3mra Xoc XyCYCHMATAGPMHM AHMKAGLL Ba Aasoadwl Yopa
TaaBmpAaapumHm TakoMUAAQLLTMPULL. Amaliy va tibbiyot fanlari ilmiy jurnali,
2(4), 81-83.

26 Xavpumesa, M. P. (2022). MNepcnektmsbl BoissaeHMs M Koppekumm
KorHutmeHble M1 DMOUMOHAAbHbIE HapyLueHms Y MNaumeHTos C XpOHUYECKOM
CepaeyHon HeaoctatouHocTtblo. Amaliy va tibbiyot fanlari ilmiy jurnali, 1(6),
141-147.

319



INNOVATION IN THE MODERN EDUCATION SYSTEM

27 Xampuesa, M. P., & TlTadypos, b. T. (2020). OcobBeHHOCTM
KOTHUTMBHBIX ~ HOPYLUEHUM MPU  PA3AMYHBIX  CDOPMOX  MEPLLATEABHOM
APUTMUU. IN PAPMAKOAOTMS PA3HBIX CTPAH (Pp. 162-163).

28 Xampmesa, M. P., & Tadypos, b. T. (2020). OcobeHHOCTU
XPOHMYECKOM LepeBbpPAAbHOM BEHO3HOM HEAOCTATOYHOCTMU npm
XPOHMYECKOM CEPAEYHOM HEAOCTATOYHOCTU M MX AAEKBATHAS KOppekums. In
BbicLuQs LWIKOAQ: HAYYHbIE MCCAEAOBAHMS (Pp. 80-81).

29 Xampuesa, M. P., & Kapomartos, M. A. (2018). WadopaH B
NOOPUACKTMKE U AEYEHMM  METADOAMYECKOTO  CuMHApOMa  (0630p
AMTEPATYPSLI). BUOAOTMSA U MHTEMPATMBHAS MeAMUMHA, (7), 112-119.

320



