Cortical venous thrombosis presenting as MCA infarction mimic
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Abstract

A 35-year-old male presented with headache and global apha-
sia without weakness for 1 day. The clinical diagnosis of left middle
cerebral artery (MCA) infarction was confirmed by computed tomography
(CT) brain finding of left parieto-temporal infarction. He was first treat-
ed with antiplatelet agent. The magnetic resonance imaging (MRI) brain
also showed visualization of the hypointense T1/ hyperintense T2 area
with restricted diffusion involving the left parietotemporal lobes, com-
patible with acute infarction. However, there is a tubular lesion and
three-jagged edge shape with dark signal intensity in GRE images at the
left parietal extra-axial space, as well as dilatation of the left vein of
Labbe and prominent left superficial middle cerebral vein, draining to the
left transverse sinus. Therefore the diagnosis of left parietal cortical vein
thrombosis with collateral drainage was made. The further investigations
revealed deficiency of protein S (free protein S= 0 % activity) with com-
patible with herediatary protein S deficiency. Anticoagulant was consid-
ered in this case. Left parietal cortical vein thrombosis can be MCA

infarction mimic. (J Thai Stroke Soc. 2016; 15 (2): 113-118.)
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Vital signs: BT 36.6 °C, BP 130/80 mmHg,
PR 80 bpm regular, RR 16/min

General appearance: A Thai male, alert, not
pale, no jaundice

HEENT: no carotid bruit, no lymph node
enlargement

CVS: regular rhythm, normal S1S2, no murmur

Lungs: clear, no adventitious sound

Abdomen: soft, no mass palpable, liver and
spleen not palpable

Extremities: no edema

Nervous system:

Awake, global aphasia (impair fluency,
comprehension, repetition, naming)

Cranial nerves: pupil 3 mm RTLBE, full EOM,

VF normal, sharp disc both, no nystagmus, no facial
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palsy, symmetrical palatal movement, no tongue
deviation
Motor: normal tone, power gr V all
Sensory intact
DTR 2+ all, Babinski’'s sign absent bilaterally
Cerebellar signs: intact

No stiffness of neck
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CT brain (non contrast): acute infarction
at left parieto-temporal area (Left MCA territory),
no hemorrhage Fl,ug:fﬂammﬁmmimaﬂﬁﬁmﬁﬂﬁ
U acute Left MCA infarction LL@iLﬁadﬁl’mLﬂu stroke
in the young 158 atherosclerotic risk factors uazil
omslaedsee andpusinday Gornlwaedy
lsanaaaiiandiaadu 34laTungualu stroke unit
LLazmmLﬁmamﬁammmq

W& MRI brain, magnetic resonance venography
(MRV) and magnetic resonance arteriography (MRA)
brain WU better visualization of the hypointense T1/
hyperintense T2 area with restricted diffusion involving
the left parietotemporal lobes,compatible with acute
infarction and there is a tubular lesion with dark
signal intensity in GRE images and three-jagged
edge shape at the left parietal extra-axial space. The
lesion shows no enhancement and locates adjacent
to the infarcted area. Also note dilatation of the left
vein of Labbe as well as prominent left superficial
middle cerebral vein, draining to the left transverse
sinus. These findings are compatible with left parietal
cortical vein thrombosis with collateral drainage.

MRA of the brain shows unremarkable
appearance of the intracranial arteries. No stenosis,
aneurysm or vascular malformation is seen.

MRA of the neck shows unremarkable
appearance of the carotid and vertebral arteries.

MRV of the brain shows hypoplasia of
the left transverse sinus, left sigmoid sinus and left
internal jugular vein. No filling defect in the major

dural venous sinuses is seen.
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MRI brain (GRE) shows a tubular lesion with
dark signal intensity in GRE images and three-jagged
edge shape at the left parietal extra-axial space.

MRYV of the brain shows dilatation of the left
vein of Labbe as well as prominent left superficial
middle cerebral vein, draining to the left transverse

sinus. There are hypoplasia of the left transverse
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sinus, left sigmoid sinus and left internal jugular vein.
No filling defect in the major dural venous sinuses is
seen. These findings are compatible with left parietal
cortical vein thrombosis with collateral drainage.
MRA of the brain shows unremarkable
appearance of the intracranial arteries. No stenosis,

aneurysm or vascular malformation is seen.

CBC Results Unit Reference range

WBC 8.12 X10%cumm 4-10
neutrophil 60 % 40-74
lymphocyte 31 % 19-48
monocyte 6 % 3-9
eosinophil 2 % 0-7

Hermatocrit 42.4 % 40-54

Hemoglobin 14 g/dl 12-16

Platelet 310 X10%/cumm 140-450

Tests Results Unit Reference range

FBS 98 mg/dl 70-100

HbA1C 5.53 % 4.8-5.9

cholesterol 233 mg/dl <200

HDL 42 mg/dl 40-60

LDL 151 mg/dl <130

triglyceride 160 mg/dl 30-150

Anti HIV negative

VDRL Non-reactive Non-reactive

ESR 8 mm/hr 1-10

Tests Results Unit Reference range

PT 256 sec 22-33

PTT 11.2 sec 10.5-13.5

INR 0.95 0.91-1.17

ANA negative

Anti Cardiolipin IgG negative

Beta2 Gp1 negative

Lupus anticoagulant negative

Protein S 0 (repeat=0) % activity 61-127

Protein C 53 % activity 64-141

Antithrombin 111 121 % activity 80-128

homocysteine 5.1 umol/L 5-15

CEA 0.8 ng/ml 0-4.6

AFP 29 ng/ml 0-7.2

CA19-9 4.6 U/ml 0-39
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activated protein C Tu coagulation cascade*

Hereditary protein S deficiency fngnaauLuy
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