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A Man Presented with Acute Ischemic Stroke Coexisting

with Convexity Subarachnoid Hemorrhage: A Case Report
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Abstract

We reported an uncommon case of acute ischemic stroke with
coexisting subarachnoid hemorrhage (SAH) in a 59-year-old man who
presented with abrupt onset of right hemisensori-motor deficit without
headache or prior head injury. Brain imaging study revealed acute infarcts
of left middle cerebral artery (MCA) territory involving left middle
frontal gyrus, left corona radiata and left posterior temporal lobe, SAH
along left cerebral hemispheric sulci and gyri, and focal short segmen-
tal severe stenosis of left proximal part of MCA. Possible intracranial
artery dissection with convexity SAH was diagnosed after vascular
studies to exclude other differential diagnoses, such as central nervous
system vasculitis (CNS vasculitis), reversible cerebral vasoconstriction

syndrome (RCVS). (J Thai Stroke Soc. 2017; 16 (1): 44-49.)
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U328 alert, co-operative, good oriented to time,
place and person, intact language, no frontal release
signs; cranial nerves: pupil 3 mm in diameter, both
reactive to light, full extraocular muscles movement,
no nystagmus, intact visual field by confrontation
test, normal fundoscopic examination, normal facial

sensation, right facial palsy (upper motor neuron

type), mild spastic dysarthria, equal palatal elevation
without uvula deviation, no deviated tongue, normal
muscle tone, Medical Research Council grade IV+
and Il in the right upper extremity, grade IV+ in the
right lower extremity, and grade V in the left upper
and lower extremities; intact pinprick sensation;
normoreflexia all; Babinski's sign negative; normal

cerebellar signs, no stiffness of neck

NAATIINIRBIUHTANT complete blood
count: hemoglobin 16 g/dL, hematocrit 46.6%, white
blood cell count 10,470 cells/mm?®, neutrophils 52%,
lymphocytes 29%, platelet 268,000/mm?®; fasting
blood sugar 75 mg%, HbA1C 5.23%; cholesterol 208
mg/dL, triglyceride 184 mg/dL, HDL 27 mg/dL, LDL
151 mg/dL; creatinine, normal liver function tests
and coagulogram (prothrombin time 11.8 seconds
(s), activated partial thromboplastin time 27.5 s,
thrombin time 10.3 s), erythrocyte sediment rate 20
mm/hr, VDRL: non-reactive, anti-HIV: negative; chest
X-ray, normal electrocardiogram

Non-contrast computed tomography (NCCT)
scan WU ill-defined hypodense lesion at left corona
radiata and left external border zone between MCA
and posterior cerebral artery (PCA), well-defined
hypodense lesion at anterior limb of left internal
capsule and SAH along left frontal sulci and temporal
sulci with adjacent brain swelling (Figure. 1),
computed tomography angiography (CTA) Wl focal
short segmental severe stenosis at proximal M1
segment of left MCA
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MITNBINNNAIIUMT AT NEaalu acute
stroke unit FLNARAAINBINIT AIVAVAINGY
lafialwadlug9tszanm 140/90 mmHg, cardiac
monitoring liwy A1zddladuiedsnaz laogis
formamaszundszamad Wild lithadsee
uaﬂmnﬁvlﬂﬂﬁmaﬂvlmﬁumiw statin (atorvastatin
40 mg/day)
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Figure. 1: Non-contrast Computed Tomography (NCCT) of the brain showed ill-defined hypodense lesions at left corona
radiata and left MCA-PCA border zone, well-defined hypodense lesion at anterior limb of left internal capsule and SAH along

left frontal sulci and temporal sulci with adjacent brain swelling

Figure. 2: MRI of the brain figure 2A: diffusion-weighted imaging (DWI), figure 2B: fluid-attenuated inversion recovery (FLAIR),
figure 2C: Susceptibility weighted imaging (SWI) revealed restricted diffusion lesions of left MCA territory involving left middle
frontal gyrus, left corona radiata and left posterior temporal lobe, old infarcts at left basal ganglia and left internal capsule and

minimal SAH along left cerebral hemispheric sulci and gyri
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Figure. 3: Conventional angiography revealed short-segmented severe stenosis of left proximal M1-MCA

(R magnetic resonance imaging (MRI) Wu
restricted diffusion of left MCA territory involving left
middle frontal gyrus, left corona radiata and left
posterior temporal lobe, old infarcts at left basal
ganglia and left internal capsule LLa¢ minimal
SAH along left cerebral hemispheric sulci and gyri
(Figure. 2); magnetic resonance angiography
WU short segmental severe stenosis at left proximal
M1 part of MCA

Carotid and vertebral duplex ultrasonography
WU minimal plaque at right common carotid artery
(CCA), moderate heterogeneous mainly hypoechoic
plaque at left bifurcation without causing significant
stenotic flow, probable right subclavian steal
phenomenon; transcranial Doppler ultrasound WU
severe stenosis of left proximal M1-MCA uRe
echocardiogram, electrocardiography L8z chest
X-ray agluwinmuaitnd

;dyﬂ’ltlvlﬂy%'Uﬂﬁiﬁ”l digital subtraction
angiography (DSA) 6 TBHAIINNIITUNNIINBIAL
Alsamp LA NUNaGIH 70% stenosis of left
proximal M1-MCA, leptomeningeal collaterals at left
parieto-occipital region from distal PCA and left
frontal lobe from distal left anterior cerebral artery
(ACA), no extracranial collaterals detected, presence
of fetal origin of right PCA and hypoplasia of right
A1-ACA (Figure. 3)
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Hilpinfanstefszlasianiz thunderclap
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ﬁmawuimvl@yﬁa focal neurological deficit,
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LLALANIYIN angiogram %M‘ﬂu gold standard fanwh
uazAMNTNNIZEINI CTA faunziufidaites
mnlué’ﬂ’:sﬁwﬁl,"ﬁu cerebral amyloid angiopathy
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vulnerability 4839 artery @'hl,muw%al,ﬁuﬁ'us]g %
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Tsafnuldioaann wufidayanisle heparin, aspirin,
cilostazol agiﬁwlmwmuaﬁuﬁandng

Iupjﬂamwf: Wa9NlA3uUN3ATI9 DSA
;jﬂmﬁmmimﬁ 59l¢i5uen cilostazol 100 mg/day
(10 Sundsanisudonnis) wazldiaasiadinaa
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Aoy gadwannauanludng lifinnzunsndoulag
HihwldSumsvin MRI (vessel wall study) 4 fiaw
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and multifocal smooth wall enhancement at stenotic
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intraluminal hematoma L#84371AN1TAIIAINET?
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cerebral hemispheric sulci and gyri LazWUfocal short segmental severe stenosis of left
proximal part of MCAﬁjﬂmﬁﬂﬁlﬁ%&mﬁﬁaﬁmﬂu acute ischemic stroke with SAH 311 possible
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vasculitis (CNS vasculitis), reversible cerebral vasoconstriction syndrome (RCVS).
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