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“Does it take place through simple propagation, extending
gradually across the neuroglia?”’ [1] This is what French Neurol-
ogist -J.M Charcot has been questioning regarding amyotrophic
lateral sclerosis progression in his lectures on the diseases of the
nervous system in 1877. It’s been 145 years since, even though
many questions have been answered, the cause of amyotrophic
lateral sclerosis (ALS) remains today unknown for most of the
patients with the disease. the aim of this article is to describe
the clinical characteristics of Georgian ALS patients. ALS onset
and progression vary greatly among individuals, so these data
provide additional insight into the phenotypic differences within
a national population. An understanding of symptoms of ALS
onset may help clinicians make a quicker diagnosis, which could
lead to earlier therapeutic interventions.

Material and methods. Overall 47 patients with ALS were
investigated, among them 24 male (51.06%), 23 female (48.9%),
aged 25-84 (Table 1) we documented clinical manifestations of
the disease in those patients, age at diagnosis, Patient survey of
clinical symptoms was taken using Mayo Clinic Lab. Neurol-
ogy patient form , Cognitive changes assessed via Addenbrooke
Cognitive Examination scale ( ACE III ), and frontal behavioral
inventory, diagnosis of FTD was based on Strong criteria of
FTD. Patient functional status was assessed with ALSFRS-R.
Diagnosis of ALS was based on the new Gold coast criteria -in-
corporating progressive motor impairment documented by his-
tory or repeated clinical assessment, preceded by normal motor
function, and presence of upper and lower motor neuron dys-
function in at least 1 body region, (with upper and lower motor
neuron dysfunction noted in the same body region if only one
body region is involved) or lower motor neuron dysfunction in
at least 2 body regions, most importantly excluding other dis-
eases.[7] All patients underwent nerve conduction studies and
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needle electromyography , In patients with signs of dementia or
suspicion of other diseases MRI of Head and Spine was done.
Those with unexplained sensory signs or symptoms, abnormal
nerve conduction studies, weakness in the distribution of in-
dividual motor nerves, or any abnormality on cervical or head
MRI suggestive of an alternate diagnosis such as spinal steno-
sis or cervical myelopathy, multiple sclerosis were not included
in the study. Patients diagnosed with conditions such as spinal
muscular atrophy, Kennedy syndrome, monomelic amyotrophy,
Hirayama syndrome, or multifocal motor neuropathy were ex-
cluded from the study.

Results and discussion. Age of onset. Recent studies have
shown that the mean age of ALS onset is between 51 and 66
years [4]. When compared with patients from Asian countries ,
ALS usually strikes patients in Europe later in life. The greater
age at ALS onset in Europe may be partly explained by the use
of population-based studies [4,5] the mean age at ALS onset in
Georgian was found to be 58.30 years, patients were aged 26 to
84 years, 63.8% of the patients were 50-69 years old (Table 1)
ALS begins with nonspecific symptoms that can mimic those of
other neuromuscular diseases. ALS diagnosis can therefore be
delayed if a misdiagnosis occurs in the early stages. Due to the
lack of valid diagnostic biomarkers, diagnostic delay is marked.
ALS is diagnosed clinically through progressive symptoms,
which takes time to demonstrate. According to recent studies,
diagnostic delays typically range from 9 to 24 months in differ-
ent populations [6,8,9]. According to our data, the average time
to diagnose ALS was 6 to 15 months from onset of symptoms,
key factors for diagnostic delay were referrals to specialists
rather than neurologists, and consequent misdiagnosis resulting
in unnecessary procedures, patients with a bulbar onset were di-
agnosed earlier than those with spinal onset.
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Site of onset. The “Site of Onset” is defined as the part of
the body where the patient first experienced symptoms of ALS,
most of the time which is muscle weakness. Body parts are
divided into three categories: 1) limb 2) bulbar and 3) truncal
- involving neck, back or abdominal areas, breathing muscles.
Classical -typical ALS involves simultaneous UMN and LMN
signs, leading to gradual muscle weakness that moves from one
body part to another in a propagating manner . Most commonly,
it begins in one of three body regions (face, arm, or leg), it rarely
begins in the muscles of the trunk or respiratory system. It might
seem that the ALS phenotype is similar between populations,
but there is a subtle difference in the clinical presentation across
European registries.[3] Atypical phenotypes of ALS currently
recognized include:

1. Progressive bulbar palsy (PBP)

2. Primary lateral sclerosis (PLS)

3. Progressive muscular atrophy (PMA)

- The progressive bulbar palsy affects only the muscles sup-
plied by bulbar motor nuclei and the corticobulbar pathways.
Both upper and lower motor neuron deficits are discernible.

- Progressive muscular atrophy is diagnosed when there is
lower motor neuron involvement in one limb or region and
clinical or electrophysiological evidence of involvement in an
adjacent limb or region. When the syndrome affects at least two
body regions, ALS can be diagnosed without UMN signs ac-
cording to Gold Coast Criteria.

- Primary lateral sclerosis is characterized with upper motor
neuron deficits without LMN involvement. It is possible to di-
agnose ALS if there is clinical or electrophysiological evidence
that the lower motor neurons in at least one limb or body region
are involved.[7]

- According to the site of onset and consequent propagation in
body regions ALS is classified as follows :

- Flail arm syndrome (Vulpian-Bernhardt syndrome) brachial
amyotrophic diplegia

- Flail leg syndrome (Marie-Patrikios) pseudopolyneuritic
variant

- Bulbar onset

- Mills Variant (hemiplegic).

We assessed the clinical characteristics of ALS patients and
classified them accordingly. Site of onset and ALS variants
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among the 47 patients is presented in Table 2. 97.8% of patients
had progressive muscle weakness before being diagnosed with
ALS. Only in 2.1% (n-1) of patients symptoms started with
UMN sign- Spasticity and has been diagnosed with Primary
lateral Sclerosis, after two years of symptom onset LMN signs
have appeared, and subsequently resembling typical ALS.

Almost 95% of participants had a “typical’ALS , defined as
UMN and LMN signs in one region or more, and Only 2.1% -
PLS , 4.3%- PMA demonstrating LMN deficits in two or more
body regions with clinical examination or Electrophysiological
studies. A significantly higher proportion of patients had limb
onset weakness, in particular upper limb onset variant of ALS
(UL-ALS), lower limb onset ALS (LL-ALS) coming to close
second. In majority of patients propaganaton manner was as fol-
lows: Ipsilateral Limb (UL or LL) to Contralateral Limb Accord-
ing to our study pseudopolyneuritic variant (Flail leg) and bra-
chial amyotrophic diplegia (Flail arm) variant of ALS were not
identified. For this we suggest a reason to be long term follow
up of involved patients, and therefore more chance of spreading
disease to different regions of the body. All of our patients with
LL or UL onset later on developed deficits in bulbar, cervical,
truncal or lumbar body regions, which categorizes them as “typ-
ical” ALS. Usually bulbar onset ALS progresses most rapidly
and is characterized by the lowest survival rate (*¥2 years post
diagnosis), and a markedly reduced quality of life[13,14] Our
results indicate that approximately 1/4 of investigated patients
had B-ALS ( bulbar onset ALS). time from symptom onset and
diagnosis was shorter than in LL-ALS and UL-ALS. Following
symptoms were observed in B-ALS patients: gradual onset of
difficulty with speech (dysarthria) and swallowing (dysphagia);
breathing, excessive salivation, tongue atrophy and fascicula-
tions, dysphonia -hoarseness of voice. One patient who present-
ed with above mentioned symptoms in addition with brachial
muscles atrophy and fasciculations demonstrated significant
decrement after Repetitive Nerve stimulation (RNS) on Elec-
trophysiological studies, subsequently specific antibodies were
tested for differential diagnosis of Myasthenia Gravis (MG)
,which led to diagnosis of anti-MuSK (Muscle-specific tyrosine
kinase) MG. An important lesson from this case is to rule out
anti-MuSK MG, a disease which can talentedly mimic Bulbar
onset ALS.

Table 1. Age at diagnosis and Gender ratio in ALS patients

Characteristic n-47 %
Age at diagnosis
18-39 4 8.5%
40-49 4 8.5%
50-59 11 23.4%
60-69 19 40.4%
70-79 6 12.7%
Gender
Male 24 51%
Female 23 49%

72



GEORGIAN MEDICAL NEWS
No 10 (319) 2021

Table 2. ALS Phenotypes in Georgian patients

Flail L:g Il:::::;lotypic UMN LMN n %
Based on neuronal level
Typical ALS + + 44 93.6%
PLS ++ - 2.1%
PMA - ++ 4.3%
PBP + + 0
Based on Somatic Region and site of onset
Bulbar ALS 10 21.3%
UL-ALS 18 38.3%
LL-ALS 19 40.4%
Mill’s (he.miplegic) 0 0
variant
Flail Arm 0 0
Flail Leg 0 0

ALS, amyotrophic lateral sclerosis; UMN, upper motor neuron;, LMN, lower motor neuron; + typical to variable degree;
++ primary feature, - Not a feature, PLS- Primary Lateral sclerosis, PMA -Progressive muscular atrophy,
PBP- Progressive Bulbar Palsy, UL-ALS- upper limb onset ALS, LL-ALS - Lower Limb onset ALS

Table 3. ALS Plus syndromes

Extrapyramidal Signs n=47 %
6 12,7
Autonomic Dysfunction 10 21,3
Cerebellar Dysfunction 4 8,5
No-ALS Plus 27 57,5

Frontotemporal dementia in ALS patients. Over the last two
decades overlap between FTD and ALS became more evident.
A view that ALS and FTD share a common biology and exist on
the same pathological spectrum is worned out. Clinically, it is now
recognized that up to 50% of ALS patients have some degree of
cog- nitive or behavioral impairment[15,16]. The findings confirm
that, together with ALS-FTD, these disorders can be considered
progressive disorders that are part of a multisystem degenerative
disorder. In addition, the single most common genetic cause of
either ALS or FTD is mutation in C9ORF72, which is known to
cause both diseases or a combination of both [17,18].

We have screened ALS patients for FTD, used addenbrooke’s
cognitive examination (ACE -III) to assess neuropsychological
status and to identify cognitive impairment. The ACE encom-
passed tests of five cognitive domains: attention/orientation,
memory, language, verbal fluency, and visuospatial skills. It is
scored out of 100, with a higher score denoting better cognitive
function. Cut-off score used is 83. The presence of frontotem-
poral atrophy, defined by MRI imaging, was a sensitive indica-
tor of a frontotemporal lobar degeneration in ALS. Caregivers
completed Frontal Behavioral Inventory- FBI -24 item inven-
tory to assess behavior and personality changes associated with
behavioral variant of frontotemporal dementia via caregiver re-
port. While we were diagnosing ALS-FTD, we kept into account
possible pitfalls in diagnosis due to comorbid conditions like:
1. other neurological conditions such as cerebrovascular disease
2. systemic conditions such as hypothyroidism or diabetes, 3.
pharmacological conditions such as substance/drugs abuse or
4. psychiatric conditions such as depression, anxiety, psychosis
[19]. Patients demonstrating above mentioned symptoms were
excluded from study.
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Frontotemporal dementia (FTD) was diagnosed in 6 patients
(12.7%) whose symptoms were characterized by cognitive and
behavioral dysfunction associated with changes in personal and
social conduct. Within FTD patients memory and visuospatial
abnormalities remained intact, which was a factor of differen-
tiating FTD from different types of Dementia.Verbal Fluency,
language was affected mostly, FTD patients demonstrating lack
of fluent speech, Language difficulties. In accordance to FBI
filed by caregiver - Patients diagnosed with FTD demonstrated
1.disinhibition (the patients behaved in a socially inappropriate
manner, is overactive and distracted, and often exhibited binge
eating behaviors), 2. apathy (The patient displayed apathy, in-
ertia and loss of volition, distractibility) and 3. stereotypic be-
haviors (the patient performed stereotypic ritualistic behaviors).
Neuroimaging -Head MRI -showed different levels of bilateral
Frontotemporal atrophy in FTD patients. FTD developed later
on after developing MND signs in most of the cases, only in one
patient signs of frontotemporal dementia appeared two years be-
fore MND signs, characterized by inappropriate behavior, dis-
inhibition , aggression and distractibility, our data proves that
ALS and FTD are diseases of one continuum, with overlapping
pathogenesis.

ALS- PLUS syndromes. Amyotrophic lateral sclerosis (ALS)—
Plus syndromes is considered as ALS with additional features
such extrapyramidal signs, autonomic dysfunction, cerebellar
degeneration, those atypical clinical manifestations we catego-
rized into groups including: extrapyramidal features (Tremor,
masked face, startled appearance, bradykinesia, rigidity, dys-
tonia, and/or retropulsion), cerebellar features (ataxia and/or
dysmetria) and autonomic dysfunction (excessive sweating, GI
disturbances , Urinary disturbances ).
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ALS-Plus syndrome was found in 20 (42.5%) patients , dem-
onstrating extrapyramidal disorders- 6 (12.7%), autonomic
functioning disturbances -10 (21.3.8%) and cerebellar dysfunc-
tion 4 (8.5%), ALS-Plus syndrome was not found in 27(57.5%)
patients diagnosed with ALS. Symptoms dominating atypical
clinical features of ALS were: GI disturbances, in particular con-
stipation, resting tremor and excessive sweating. To investigate
additional symptoms of ALS we used Mayo clinic Laboratory
Neurology Patient form, where the administrator of the form
should indicate the presence of symptoms.

Results of our study confirm the notion of ALS being further
more than only a disease of motor neurons . It is safe to say,
disease has pathological features of degenerative multisystem
disorder with predominance of motor neuron involvement. Im-
plying that ALS-plus symptoms should be screened vigorously
by neurologists and managed appropriately.

REFERENCES

1. Lectures on the diseases of the nervous system, delivered at
La Salpétriere by Charcot, J. M. (Jean Martin), 1825-1893

2. Masrori P, Van Damme P. Amyotrophic lateral sclerosis: a
clinical review. Eur J Neurol. 2020;27(10):1918-1929.

3. Zou ZY, Zhou ZR, Che CH, Liu CY, He RL, Huang HP. Ge-
netic epidemiology of amyotrophic lateral sclerosis: a system-
atic review and meta-analysis. J Neurol Neurosurg Psychiatry.
2017 Jul;88(7):540-549. doi: 10.1136/jnnp-2016-315018.

4. Logroscino G, Traynor BJ, Hardiman O, et al. Incidence of
amyotrophic lateral sclerosis in Europe. J Neurol Neurosurg
Psychiatry 2009; 81: 385-90

5. Dorst J,ChenL,Rosenbohm A et al.Prognostic factors in ALS:
a comparison & between Germany and China. J Neurol 2019;
266:1516 — 1525.

6. Jaime Raymond, BjOrn Oskarsson, Paul Mehta & Kevin
Horton (2019) Clinical characteristics of a large cohort of US
participants enrolled in the National Amyotrophic Lateral Scle-
rosis (ALS) Registry, 2010-2015, Amyotrophic Lateral Sclero-
sis and Frontotemporal Degeneration, 20:5-6, 413-420, DOI:
10.1080/21678421.2019.1612435

7. Jeremy M. Shefner, Ammar Al-Chalabi, Mark R. Baker,
Li-Ying Cui, Mamede de Carvalho, Andrew Eisen, Julian
Grosskreutz, Orla Hardiman, Robert Henderson, Jose Manuel
Matamala, Hiroshi Mitsumoto, Walter Paulus, Neil Simon, Mi-
chael Swash, Kevin Talbot, Martin R. Turner, Yoshikazu Ugawa,
Leonard H. van den Berg, Renato Verdugo, Steven Vucic, Ryuji
Kaji, David Burke, Matthew C. Kiernan,A proposal for new
diagnostic criteria for ALS,Clinical Neurophysiology,Volume
131, Pages 1975-1978 doi.org/10.1016/j.clinph.2020.04.005.

8. Longinetti E, Regodon Wallin A, Samuelsson K, et al. The
Swedish motor & neuron disease quality registry. Amyotrophic
Lateral Sclerosis Frontotemporal Degener 2018; 19:528 — 537
9. Benjaminsen E, Alstadhaug KB, Gulsvik M, et al. Amyo-
trophic lateral sclerosis in Nordland County, Norway, 2000 —
2015: prevalence, incidence, and clinical features. Amyotroph
Lateral Scler Frontotemporal Degener 2018; 19:522-527.

10. Hemiplegic Form of Amyotrophic Lateral Sclerosis (ALS)
with Cognitive Changes: An Autopsy Study (P02.176) Ayushi
Chugh, Mona Shahbazi, Dale Lange Neurology Feb 2013, 80 (7
Supplement) P02.176;

11. Wijesekera LC, Mathers S, Talman P, Galtrey C, Parkinson
MH, Ganesalingam J, Willey E, Ampong MA, Ellis CM, Shaw
CE, Al-Chalabi A, Leigh PN. Natural history and clinical features
of the flail arm and flail leg ALS variants. Neurology. 2009 Mar

74

MEJIMIJUHCKHUE HOBOCTHU I'PY3UU
LSIS@HOZIRM LSFIRNGO6(M LOSLLI6()

24;72(12):1087-94. doi: 10.1212/01.wn1.0000345041.83406.a2.
12. Pradat PF, Bruneteau G. Quels sont les signes cliniques,
classiques et inhabituels, devant faire évoquer une sclérose la-
térale amyotrophique? Classical and atypical clinical features in
amyotrophic lateral sclerosis. Rev Neurol (Paris). 2006 Jun;162
Spec No 2:4S17-4S24.

13. Shellikeri S, Karthikeyan V, Martino R, et al. The neuro-
pathological signature of bulbar-onset ALS: A systematic re-
view. Neurosci Biobehav Rev. 2017;75:378-392.

14. Goldstein LH, Atkins L, Leigh PN. Correlates of Quality of
Life in people with motor neuron disease (MND) Amyotroph
Lateral Scler Other Motor Neuron Disord. 2002;3(3):123-9.

15. Ferrari R, Kapogiannis D, Huey ED, Momeni P. FTD and ALS:
a tale of two diseases. Curr Alzheimer Res. 2011;8(3):273-294.

16. Lomen-Hoerth C, Anderson T, Miller B. The overlap of amy-
otrophic lateral sclerosis and frontotemporal dementia. Neurol-
ogy. 2002 Oct 8;59(7):1077-9. doi: 10.1212/wnl.59.7.1077.

17. Renton, A. E., Majounie, E., Waite, A., Simén-Sanchez, J.,
Rollinson, S., Gibbs, J. R., Schymick, J. C., Laaksovirta, H., van
Swieten, J. C., Myllykangas, L., Kalimo, H., Pactau, A., Abram-
zon, Y., Remes, A. M., Kaganovich, A., Scholz, S. W., Duck-
worth, J., Ding, J., Harmer, D. W., Hernandez, D.G., Traynor, B.
J. (2011). A hexanucleotide repeat expansion in COORF72 is the
cause of chromosome 9p21-linked ALS-FTD. Neuron, 72(2),
257-268. doi.org/10.1016/j.neuron.2011.09.010

18. DelJesus-Hernandez, Mariely et al. “Expanded GGGGCC
hexanucleotide repeat in noncoding region of COORF72 causes
chromosome 9p-linked FTD and ALS.” Neuron vol. 72,2
(2011): 245-56. doi:10.1016/j.neuron.2011.09.011

19. Strong, Michael J., Grace, Gloria M., Freedman, Mor-
ris, Lomen-Hoerth, Cathy, Woolley, Susan, Goldstein, Laura
H., Murphy, Jennifer, Shoesmith, Christen, Rosenfeld, Jef-
fery, Leigh, P. Nigel, Bruijn, Lucie, Ince, Paul and Figlewicz,
Denise(2009)’Consensus criteria for the diagnosis of fronto-
temporal cognitive and behavioural syndromes in amyotrophic
lateral sclerosis’,Amyotrophic Lateral Sclerosis,10:3,131-146.

SUMMARY

CLINICAL CHARACTERISTICS OF ALS IN GEOR-
GIAN PATIENTS

'Kekenadze M., 2Kvirkvelia N., 'Beridze M., *Vashadze Sh.,
'Kvaratskhelia E.

"Thilisi State Medical University, *P.Sarajishvili Institute of
Neurology, *Batumi Shota Rustaveli State University, Georgia

Amyotrophic Lateral sclerosis (ALS ) is a fatal progressive
neurodegenerative disease that affects the upper and lower mo-
toneurons. .The disease is characterized by a plethora of neuro-
logical symptoms. There is a lot of information in the medical
literature about ALS phenotypes, but the clinical diversity of
ALS has not been studied in the Caucasus region and a unified
clinical picture has not been conclusively established. In this
regard, it is very important to study the symptoms among pa-
tients with ALS in Georgia. From 2018 to 2021, we examined
47 patients with ALS living in Georgia from different parts of
the country, 23 - female, 24 - male, diagnosed based on clinical
picture, electromyographic studies (AWAJI) and who met the
EL ESCORIAL -Revised criteria. Also clinical symptom studies
were conducted using the Mayo Clinic Laboratory Neurological
Questionnaire. Cognitive changes were assessed using Adden-



GEORGIAN MEDICAL NEWS
No 10 (319) 2021

brooke’s Cognitive Examination scale (ACE III) and the Frontal
Behavioral Questionnaire, the patient’s quality of life was as-
sessed by ALSFRS-R.

Patients were 26 to 84 years old, the age of onset of the dis-
ease was 58-60 years in men, 55-57 years in women. The bulbar
type was observed in 21.3%, the upper limb type in 38.3% and
the lower limb type in 40.4%. Frontotemporal dementia (FTD),
diagnosed in 6 patients (12.7%). No reliable correlation was
found between the forms of ALS and FTD.

The results of the study showed that ALS is a multisystem
disease and is not limited to damage to motoneurons. It is safe to
say that ALS has characteristics of polysystemic degeneration,
with the predominance of motorneuron damage. Therefore, we
consider it advisable to screen all patients with ALS for addi-
tional symptoms with a focus on the examination of cognitive
function, which ensures the proper management of the disease
in the future.

Keywords: amyotrophic lateral sclerosis, neurodegeneration.

PE3IOME

KIMHUYECKHUE XAPAKTEPUCTHUKH BOJIbBHbBIX
BOKOBbIM AMUOTPOP®PUYECKHUM CKJIIEPO30M B
rey3umn

'Kexenanze M./I., 2)Ksupksesust H.B., 'Bepunze M.3.,
SBamagze IILT., 'KBapauxeaus J.b.

"Tounucckuii - 2ocyoapcmeenoili  MEOUYUHCKULL  YHUBEPCUMEN,
2Unemumym nesponoeuu um. Il Capadocuweun; *Bamymckuii
eocyoapcmeennolil yuusepcumem um. [lloma Pycmasenu, I pysus

Bboxkoroit amrorpopudeckuii ckiepo3 (BAC) - mporpeccupy-
Iolliee HeWpojereHepaTuBHOE 3a00JIeBaHUE CO CMEPTEIIbHBIM
HCXOJIOM, NTOpaKarolliee BepXHUE U HIDKHIE MOTOHEHPOHBI. 3a-
OoJieBaHHE XapaKTEPHU3YeTCsl MHOKECTBOM HEBPOJIOIMYECKUX
CHUMIITOMOB. B MeIMIIMHCKON JUTEpaType UMeeTcs JOCTaTOYHO
unpopmanuu o penorunax BAC, onnako B KaBkasckom peru-
OHE KJIMHHYecKoe pa3Hoobpasue bAC He u3ydanoch U equHas
KJIMHUYECKasi KapTHHA OKOHYAaTEeJIbHO He yCTaHOBJIeHa. B cBs-
31U C 3TUM BEChbMa 3HAYUMO l/I3y'-ll/lT]> CHUMIITOMBI y ITAILIMCHTOB C
BAC B I'py3un. C 2018 o 2021 rr. o6cneoBaHo 47 nauueHToB
¢ BAC, npoxuBaronux B I'py3un u3 pasHbIx ee yacteil: 23 jxeH-
IIMHBI, 24 MY>K4HH, AUarHO3 KOTOPBIX IIOCTABJICH HA OCHOBAHUU
KIMHUYECKOH KapTHHBI, JIEKTPOMHOrpaGUIeCKHX HCCIe0Ba-
HUH U KOTOpbIE COOTBETCTBOBAIM MEPECMOTPCHHBIM KpPHUTEpU-
asm GOLD COAST. IlpoBeneHbl vcciaeqoBaHUsl KIMHUYECKUX
CHUMIITOMOB C MCIOJIb30BAHUEM HEBPOJIOIMYECKOIO OIPOCHUKA
naboparopun Mayo Clinic. KorHuTHBHBIE U3MEHEHHS OLICHHU-
BQJIMCh C HCIIOJIB30BAaHHEM IIKaJbl KOTHUTHBHOTO 00CIeNoBa-
Hust Annenopyka (ACE I1I) u ¢ppoHTanbHOTO MOBEIEHYECKOTO
ONPOCHUKA, KAYECTBO JKU3HU MAILIMEHTOB OLIEHUBAJIOCH C IIOMO-
mpio ALSFRS-R.

Bospact naimenToB cocrast 26-84 iet, Hauaso 3a00IeBaHus y
MyxauH 58-60 siet, y sxkeHuH 55-57 set. Bynb6apHslit Tin HaGO-
naincst y 21,3%, Tin BepxHei KOHEUHOCTH - Y 38,3%, THIT HHKHEH
koHeuHocTH - y 40,4%. JloOHo-BucouHas nemenuws (JIB/) nua-
rHocTupoBana y 6 (12,7%) nauuenTos. J[ocToBepHOI KOppesLuu
mexay popmamu BAC 1 JIB/] He o6HapykeHO.

Pesynprarsl uccnenoBanus mokasanu, uto BAC sBnsgercs
MyJ'[bTI/lCI/ICTeMHbIM 3360J’leBaHPIeM U HE OIpaHUYMBACTCA I10-
BPEXICHUEM MOTOHEHPOHOB. MOXKHO C YBEPEHHOCTBIO CKa3arh,
410 BAC nMeeT XapaKkTepUCTHKH MOJUCUCTEMHOM JIeTeHepaluu
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¢ npeoOalaHueM MOBPEXK/ICHHS MOTOHEHPOHOB. ABTOPBI CUH-
TAIOT 1eJIecO00pa3HbIM 00cieoBaTh Bcex nanueHTtoB ¢ bAC
Ha JOIIOJHHUTCIIBHBIC CUMIITOMBI C aKIICHTOM Ha MCCJICJOBAHHC
KOTHUTHBHBIX (DYHKIIHi{, 9YTO 00ECIEYNT COOTBETCTBYIOLIEE Jie-
yeHue 3a00eBanys B OyIyLIEM.
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