A Young Woman Presented with Recurrent Multifocal
Ischemic Stroke and Systemic Autoimmune Disease: A Case
Report

Apiluk Wesanonthawech, MD*, Sombat Muengtaweepongsa, MD*

*Division of Neurology, Department of Medicine, Faculty of Medicine, Thammasat Hospital, Thammasat University

Abstract

We report a case of ischemic stroke coexisted with the systemic autoimmune disease
in a 35-year-old woman presented with left hemiparesis and right hemiparesthesia for
2 months without headache or prior head injury. Next month later, she presented with hair
loss, malar and skin rash in sun exposed area. The brain imaging study detected chronic
infarction of left posterior inferior cerebellar artery (PICA) territory involving inferior aspect
of left cerebellar hemisphere and left posterolateral aspect of medulla, and the vessel wall
imaging demonstrated multifocal eccentric and concentric wall thickening and enhancement
at left intradural vertebral artery and V3 of left extraspinal vertebral artery. The laboratory
test was found that high level of antinuclear antibody (ANA). Systemic lupus erythematosus
(SLE) with CNS vasculitis was diagnosed after clinical symptoms, laboratory results and
vascular studies were excluded other differential diagnosis, such as reversible cerebral

vasoconstriction syndrome (RCVS) and vertebral artery dissection (VAD).
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IINNVININIIF vessel wall HaUn@ wu multifocal eccentric and concentric wall thickening
and enhancement at left intradural vertebral artery and V3 of left extraspinal vertebral artery
HAATIINRBIUFTANINY antinuclear antibody giRaUnd Hihesedlaiunsifadodu
Systemic lupus erythematosus 32070 CNS vasculitis 91N87113N9ARKN NAATIIN1IRIU TG
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A 817LT% reversible cerebral vasoconstriction syndrome (RCVS) uas vertebral artery
dissection (VAD)
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acute left cerebellar infraction #3233 electrocar-
diogram lawy atrial fibrillation uazlaseasia
MRI (Magnetic Resonance Imaging) wae MRA
(Magnetic Resonance Angiography) brain RrfY
L@3 WU acute cerebellar infraction along left side
at Inferior to half part of cerebellar hemisphere
caused by occlusion of left vertebral artery (total

occlusion of left vertebral artery 3.5 cm)
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Vital signs: temperature 37 °C, RR 18/min, PR
74/min (regular), BP 125/80 mmHg, O2 saturation
98% (room air)
General appearance: a Thai female, good
consciousness, orientation to time-place-person
HEENT: no pale conjunctivae, anicteric sclera,
normal thyroid gland
Heart: regular pulse, PMI at 5" ICS, MCL,
normal S1, S2, no murmurs
Lungs: equal breath sounds, no adventitious
sounds
Abdomen: soft, not tender, normoactive bowel
sounds, no hepatosplenomegaly
Extremities: no edema, no deformity, no rash
Skin: malar rash
Neurological examination: alert, follow to
command

Cortical signs: no neglect, no aphasia, no
eye deviation

Speech: dysarthria

Cranial nerves examination:
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CN II: right pupil 3 mm, left pupil 2
mm (miosis); both reactive to lights, no RAPD,
visual field is intact, no papilledema

CNIIL IV, VI: full EOM, no nystagmus,
ptosis left eye

CN V: decreased facial sensation with
anhydrosis left side of the face, normal mastication
muscle

CN VII: mild left facial weakness (upper
motor neuron type)

CN VIII: Weber test no lateralization,
Rinne test air conduction is better than bone
conduction of both ears

CN IX, X: uvular in deviation to the
right, impaired left side palatal elevation,
impaired gag reflex left side

CN XII: no tongue deviation, no tongue
atrophy and fasciculation

Motor system: no evidence of muscle
atrophy or fasciculation

Muscle tone: normal muscle tone right

side and increase muscle tone left side

Motor strength: Right Left
Upper extremities: 5 4
Lower extremities: 5 4

Sensory: decreased pinprick sensation
right side of body, intact proprioception
Cerebellar signs: impaired finger-to-
nose, heel-to-knee test and dysdiadochokinesia
left side
Deep tendon reflexes: 2+ right side,
3+ left side
Babinski sign: present left side
NANTIINWHBILUJUANTTUAZA TN TIR N
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- Complete blood count: hemoglobin 10 g/dL,
hematocrit 33.9 %, white blood cell count
4,000 cells/mm?® (neutrophils 52 %,
lymphocytes 32 %), platelet 226,000/mm°.

Chemistry: BUN 14 mg/dl, creatinine 0.67
mg/dl, sodium 134 mmol/L, potassium 3.8
mmol/L, chloride 100 mmol/L, bicarbonate
28 mmol/L

Erythrocyte sediment rate 62 mm/hr

Chest x-ray: no cardiomegaly
Electrocardiogram: normal sinus rhythm,

heart rate 86/min
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Wan13n3a VDRL, TPHA sz Anti-HIV
Inaluay

NaN139323 ANA (antinuclear antibodies) 1%
watduuan: 1:1,280 (homogeneous), 1:640 (fine
speckled)

HaN13A329 Anti-dsDNA Tnaiduuan
WanN13a373 Anticardiolipin, Lupus
anticoagulant, Anti Beta-2 glycoprotein 1%
naLduay
HAATIININTNELANTITIABURINADINIFN D
(Non-contrast Computed Tomography,
NCCT) wu hypodense lesions at left
cerebellar hemisphere, no adjacent brain
swelling (figure 1)
HANNTATIVNINENENIATIAFIBLATEIRT
nwasgwauanan Iniinissuas (MRI
brain, angiography and vessels wall) Wy
hyperintensity signal lesion involving left
posterolateral medulla, inferior aspect of left
cerebellar hemisphere (figure 2), mild
irregular luminogram at right cavernous and
clinoid part of ICA, severe stenosis at left
intradural vertebral artery (figure 3),
multifocal eccentric and concentric wall
thickening and enhancement at left intradural
vertebral and V3 of left extraspinal vertebral

artery (figure 4)
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Figure. 1: Non-contrast Computed Tomography (NCCT) of the brain showed hypodense lesions at left cerebellar
hemisphere, no adjacent brain swelling.

Figure. 2: MRI brain, fluid-attenuated inversion recovery (FLAIR) showed hyperintensity signal lesion involving
left posterolateral medulla, inferior aspect of left cerebellar hemisphere.
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Figure. 3: MRA brain showed mild irregular luminogram at right cavernous and clinoid part of ICA, severe stenosis

at left intradural vertebral artery.

Figure. 4: MRI of the vessel wall: multifocal eccentric and concentric wall thickening and enhancement at left

intradural vertebral and V3 of left extraspinal vertebral artery.
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Table 1: Risk factors, specific diseases and genetic determinants associated with stroke in young.”

Risk factor in stroke in young Prevalence
Hypertension 45-60%
Smoking 40-60%
Migraine 10-35%
Pregnancy and puerperium 5-10%
Oral contraceptives 10-22%
[llicit drugs use 3-12%
Specific disease
Spontaneous arterial dissection 40-52%
Fibromuscular dysplasia of carotid and vertebral arteries 10-15%
Vasculitis and connective tissue disorders
Churg-Strauss, Wegener’s vasculitis, polyarteritis nodosa, cryoglobulinaemia, Behget’ 6-10%
disease, inflammatory bowel disease, sarcoidosis, systemic lupus erythematosus,
antiphospholipid syndrome
Infective diseases
syphilis, tuberculous meningitis, acute bacterial meningitis, Varicella-zoster virus, 4-8%
AIDS, hepatitis C, cysticercosis and Chagas disease)
Hematological diseases
paroxysmal nocturnal haemoglobinuria, thrombotic thrombocytopenic purpura, 2-10%
erythrocytosis, leukaemias, and intravascular lymphoma, sickle-cell disease
rdiac di
patent foramen ovale, atrial septal aneurysm, inter-atrial septum, atrial fibrillation, 18-30%
cardiomyopathy, valvular disease and endocarditis
Genetic Determinants
Monogenic determinants CADASIL, CARASIL, Fabry s disease, Moyamoya disease <2%
Multifactorial determinants variants in the genes for coagulation factor V, prothrombin, Not
methylenetetrahydrofolate reductase (MTFHR), angiotensin-converting enzyme | determined
(ACE), apolipoprotein E (ApoE), rs12425791 SNP
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