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Spinocerebellar Ataxia
Type II1
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Death 69 years

Ataxia
onset 41 years
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GA: A Thai female, good consciousness, followed
to commands, oriented to time place person.

V/S: BT 37.0 °C, HR 75 bpm, BP 130/70 mmHg.,
RR 14/min, SpO2 Room air 99%, BW 55 Kg, HT 165
cm. (no orthostatic hypotension)

HEENT: no pale conjunctivae, anicteric sclerae
Lymph node: no palpable lymph node

Heart: normal S1 S2, no murmur

Lungs: normal and equal breath sound, no
adventitious sound

Abdomen: no surgical scar, no distension,
normoactive bowel sound, soft, not tender, liver and
spleen can’t be palpated

Extremities: no pitting edema

Neurological examination:

Consciousness: good consciousness, oriented to
time place person

Cranial nerve

CN II: pupil 3 mm. RTLBE, RAPD negative

CN lI-IV-VI: slow horizontal saccades, no ptosis,
full EOM

CNV : normal pinprick and light touch sensation of
V1 V2 V3 areas, corneal reflex-normal both, muscle
of mastication-normal power

CN VII: no facial weakness

CN VIII: normal

CN IX,X: normal gag reflex, uvula at midline

CN XlI: normal power sternocleidomastoid and
trapezius muscles

CN XII: no tongue deviation, no tongue atrophy
Motor system: normal tone, motor power Gr.V all,
no fasciculation

Sensory: intact pinprick and vibratory sensation
DTR: 2+ all, no spastic tone

BBK: plantar response both

Clonus: absent both
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Cerebellar sign: bilateral gaze-evoked nystagmus,

impaired finger to nose and heel to knee tests at

bilateral sides, dysdiadokokinesia at bilateral sides

Gait and posture: truncal ataxia, wide based gait,

impaired tandem gait

Stiff neck: negative

NAN1SAFIANNBILUHURNS

CBC: Hb 13.1, Hct 39, MCV 69.6, WBC 7,100 N%

38 L% 44 PIt 330,000

LFT: Albumin 4.3, Globulin 2.3, TB 0.5, DB 0.1, AST

24, ALT 28, ALP 39

Electrolyte: Na 138, K 3.60, Cl 92, HCO3 24

BUN/Cr: 14/0.8

LP: Open pressure 16 cmH20, Clear, colorless,

WBC 3, Mono 100%, RBC 0, Sugar 71/110 mg%,

Protein 17

Anti-HIV: negative

Anti-Syphilis : negative

Serum protein electrophoresis showed no

paraprotein detected.

Serum unclassified antibody : negative

Serum antiganglioside antibody: negative

Vitamin B12 level : 634 pg/mL (180-914 pg/ml)

MRI brain with Gd injection: Generalized cerebellar

atrophy, The rest of brain parenchyma shows

normal signal intensity.

Genetic test: This patient carries a heterozygous

expansion of (CAG) repeats in ATXN3 gene

(72 repeats) which is consistent with a diagnosis

of spinocerebellar ataxia type 3 (SCA3). Clinical

significance: Autosomal dominant, full penetrance
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Uszina SCA1 SCA2 SCA3 SCA6 SCA7 SCA12 SCA17 SCA31 DRPLA  Unknown
au 6.3% 6.5% 50.1% 1.9% 1.3% 33.3%
Al 14.3% 251% 6.5% 0.3% 3.7% 38.5%
ﬂj‘]_!u 5.5% 2.0% 24.9% 26.0% 8.8% 7.0% 23.4%
GRLIN 35% 19.4%  529%  2.6% 3.4%

WNNUALA 7.3% 29.6% 25.6% 17% 7.6% 51% 30.5%
| 3.3% 10.9% 39.7% 5.4% 2% 38%
Ine 12% 10% 19% 2% 57%
A5 2 agtnsinemnseniaznnannanninialugian SCA®

- » — nau STALU ATNINTRY
FUANITINE AUNALAZIBNNG
whuane Auuzid - wanguaduayu
&1
Riluzole 50 fiaansu uiilsuas 2 Ak szazinan 12 Hen SCA | A
Valproic acid 1,200 AANFN wialiduaz 2 A¥tsvezinan 1244lasT SCA3 I B
BCAA 15 faan3u wivliuazas svazinan 4 dland SCA3 I B
Trehalose LULIAA 15-30 N3y, 10%, dlnviazass szeizionn 24 dilai  SCA3 I B
Varenicline 1 fnansu uidlsuay 2 Ak szezioan 4 dalanst SCA3 I R
wyvlalden

miﬁluvjammmw

Neurorehabitation Aisaz 6 9T 5 ARasedLn szezionn 24 A SCA2 I B
Neurorehabitation nfans 2 Falus 3-5 aiasiadilaf sxeivionn 24 dilansi  SCA7 I B
Immediate in-patient  Aeaz 2 FalsluTusssnmn 1 %ﬁ‘imluﬁumm SCA6 | A
neurorehabitation sreizingn 4 duanit SCA31

Videogame-adapted p¥saz 40 w3 AXsradilanif szeizioan 4 dulak SCA3 I B
balance exercises

Home-based cycling p¥tar 15 U 3 AXsradianif szeizioan 4 dulan SCA I B

regimen

*Varenicline Faeana s luLNNAUIaeRaTInlLuEeIN19geyL@ananaasa (Scale for the Assessment and Rating of Ataxia:

SARA) l#uA gait, stance wae fast alternating hand movement Wi bl ldianum
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