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Amyotrophic Lateral Sclerosis
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Amyotrophic Lateral Sclerosis in Srinagarind Hospital

Division of Neurology, Department of Medicine,
Srinagarind Hospital, Faculty of Medicine, Khon Kaen University

Retrospective study of 30 cases with amyotrophic lateral sclerosis who
were admitted in Department of Medicine, Srinagarind Hospital during September
1981 to May 1989 was performed. Age incidence was range from 34 years to 75
years. (mean 53.2 *+ 11.9 years), male to female ratio was 2.75:1. The majority
of them were farmer. The main presenting symptoms were muscle weakness
(63.3%), dysarthria (60.0%) and dysphagia (56.6%). Duration of symptoms prior
to admission was range from 1 month to 12 months. (mean 7.5 + 4.0 months)

nuaumadndoundiflhiy  Amyotro-
phic lateral sclerosts W13 inuilumadmery-
maas Tangnnadiuadund  sznnudeu
futou 2524 dudoungqumay 2532 B
30 M0 owInin 34-75 11 (mdy 53.2:+119
i) dandumany : vemgha vy 275
amvlngiisiminnanudidglacs  adw
IDoDMIT Govaz 63.3), wahiva (Seuaz
60.0) uaznauannn (ovaz 56.6) sTuznm
nilunewnlianennagnin 1-14 1deu
(1930 7.54.0 1iou)

unin

Amyotrophic Lateral Sclerosis (ALS) i
Tsamaszuudszamlsania  e1msuazens
UaMAUAANNANAAUNAYDITZUY motor
system Tauils lower motor neuron (nﬁmnﬁa
a'amm, atrophy, cramp, fasciculation) U
upper motor neuron (spasticity, hyperreflexia,
pathological reflexes) Inuszuvdy 9 VBIITVY
vszameghunasfng.  guamsvedsniily
Usznelngddliinoammisivey  s1nmea
vhlan wulduszane 0.4-1.8/100,000 AW



192

P g0 Lo .
ludogunlsaudalaiiaunaiuiuenuazds

Tidmsowuaw:  wnni¥esay 50 vee

Ahudeududin mu'lusuuwnm 3 i‘lwﬁa;

mﬂmmmnnn"nﬁmmaaauunmnq i
midannzunindoudn q wu eadniay

vinmyddn, uwanaviu, mandeduman

fludu.

waglidmsinumivildmens  ugiuzaes

1
ptnbiAmuduilinisewildvioy

. A 3
uvndgsnmn maldesielinugndeadannse
nozrlthonazgrdnnudidnuauay
wonsaivedlsn  ildlsevdadldtwdn q

nnmﬁunmnmuavunmmwummmmm |
dmaounseuns  gnonudddmhnidnm
ALS

Foyanndheildsumsitesiviudy
i wys . g
asulisnululsawsnnassuniund  weld

Wuwmdumnitedudeh)

o

'lﬂi’lllﬁ“’l'li"ﬂ‘i ‘

"lﬁﬁnuwaunmmws"muwméﬂw

Mdsumoneseidu ALs uagiulisnm
'ﬁwaéﬂwmqsmm mainewsmani Ao -
uwneemans  Tawgnnasduaiunf  daud
Woufuyion 2624 HuABUWOUMIAN 2582
nwnm 7 3 s Weu  Tasdtheiiundnm
Foadnuoisdal

1. FOINTIUATOIMIUAANNIIVY motor
system ¥ lower motor neuron (nﬁmtﬁadau
uw, nﬁmnﬁaﬂu, cramp, fascieulatiori) UDY
upper motor neuron (spasticity, hyperreflexia
V\"‘J"h], pathological reflexes)

2. DINIUALDINMIUAAINNIZUY sensory
system 8y luinenahing

imsnmdnuaznundinveidihy

< - '3
ATUATUNINIY A

a4 al O,
Ins atuh 3 ne - ne. 2533

WaM3ANK

Iho 30 1y iiuiwanie 22 1o
e 8 118 Aadudandiume : nga
whiy 2761 ewsenin aa-7s § (indv
53.2 + 119 1) Joriwvinn 18 mw, hirszneu

219w 7 919, Sudn 3 o uazfunems 2
Ny Agddunagsmiaveuunu, Sugd,
nwmduf  dandaar 5 o gaImil 4 s
wmmsmuunazionda Swminar 3 Nu;
ANAUNT 2 TIU; NUBINY, (AU LATUAITIVEAN
NMinay 1w

. omsdand Wuandumnied 1 szos
nmmi‘]unauuﬂnwmma ﬂ’aun 1-12 1AoU
+ 4.0 Wou)

MINTIVTRMINNTTUUlITam

(ndy 7.5
A

- _/'lymmnz '\uswmﬂymmzunﬁmtﬁaﬁu
g mm?hq W (g 1)

_Myitiasivusniy uamlummw 3

< ' v 4
AN 1 uaraoInveafihe

snwoudnhe  »

91m3 Gy ouas
nﬁwmmmumeemm 19/30 63.3
- aammv’h 9 "hJ‘ 15/30 50.0
- gounsunmi 4/30 1.3
vgﬂ'luﬂﬂ 18/30 60.0
- duauayn 1430 4668
— weliifluh 4/30 18.3
ndwudnnn, hdn 17/30 56.6.




Vol.5 No.3 Jul. - Sep. 1990

PR

v X 4
uaaInaHaInNaL NN

d

W 9

dermann L

W Wdhoi

Srinagarind Hospital Medical Journal 193

4 -
MNIN 2 M suaaamzuulizan

° LR/
swawehy 2

01NTIUAA IuaY
(nw)

Generalized hyperreflexia 30/30 100.0
Fasciculation 2930 96.6
Muscle weakness 19/30 63.3
Muscle atrophy 17/30 56.6
Babinski’s reflexes 15/30 50.0
12 cranial nerve palsy 430 13.3
Facial diplegia 2/30 6.6
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12 cranial nerve palsy
Ca. nasopharynx

Chronic laryngitis
Myopathy

Amyotrophic lateral sclerosis
Ca. esophagus

Muscular dystrophy
Multiple sclerosis

Stroke

Myasthenia gravis
Progressive spastic paresis ‘
Spinal cord lesion

Ulnar neuropathy
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Cervical spondylosis
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Typical ALS

Incidence/100000 population

worldwide, 0.4-1.8

Occurrence

Familial, 5%-10%

Sex ratio, M/F

1.0-1.6

Age at onset, Y (range) A

55(16-74); shift to elderly

Mean servival
(range)

3 Y (6mo-30Y);
50% < 3Y ; 20% > 5Y
10% > 10Y

Better prognosis

Younger patient, longer duration
before diagnosis, milder
involvement at diagnosis

Poorer prognosis

Older patient, shorter duration,
more severe involvement

!

"Negative’ features

sphinctor involvement, sensory
involvement
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A1519N 5 Hypothetical Causes and Clinical Trials®

Findings Trials Done
Neuronal metabolism
Decreased cholinergic receptor Lecithin
Defective androgen receptor Testosterone
Protirelin

Abnormal thyrotropin releasing hormone

Increased catabolism
Abnormal protein synthesis
Abnormal gangliosides
Decreased trophic factor
Abnormal cyanide metabolism
Systemic metabolism
Abnormal glucose metabolism
Increased thyroid function
Abnormal calcium metabolism
Hepatic dysfunction
Muscle reinnervation
Decreased collateral sprouting and axonal
regeneration
Immunologic changes
Immunoglobulin changes, antisprouting
antibodies, antineuronal antibodies,
autoimmune disease

Cytotoxic factors

Intrinsic factors

Extrinsic poison (excitatory amino acids)
Viral cause

Trace and heavy-metal exposure

Lead, mercury

Other (selenium, aluminum, magnesium)
DNA repair enzyme changes
Axonal transport abnormality

Growth hormone

Growth hormone
L-cysteine

Bovine gangliosides

Plasmapheresis,

azathioprine, cyclophosphamid
cyclosporine, total

lymphoid irradiation

Guanidine, amantadine,
interferon

Penicillamine

apl
. . F
aLs wildvedludgihoivnannuauly
wazwulumsanonnnh  axmmddgldun
nédwniesouun, walidauazndudinn
MIATIVTNMUWUNANYUZYDY lower motor

neuron 1A upper motor neuron Y3 € a®a

I Fafumiansiumessnazidsanudiu
a- o J

siiliitedulini ldgndsanaznah




196

Yy s
(ONMITONNIN

1.

Mitsumoto H, Hanson MR, Chad DA. Amyotrophic
Lateral Sclerosis. Recent Advances in Pathogenesis
and Therapeutic Trials. Arch Neurol 1988; 45 :
189-202.

. McGione J, Hudson AJ. An eye movement disorder

in ALS. Neurology 1981; 31:1282-7.

. Yoshii F. Oculomotor abnormalities in amyotrophic

lateral sclerosis. Clin Neurol 1984; 24 : 1246-8.

Auasuninymsy

P o« A
s atufiz ne - ne. 2533

4. Collins RD. lilustrated manual of neurologic

diagnosis. Philadelphia : J.B. Lippincott company.
1982.

. Fisher M, Mateer JE, Ullrich |, et al. Pyramidal

tract deficits and polyneuropathy in hyperthyro-
idism. Combination clinically mimicking amyotro-
phic lateral sclerosis. Am J Med 1985; 78:1041-4.





