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Abstract

Posterior reversible encephalopathy syndrome (PRES) describes a usually reversible
neurologic syndrome with a variety of presenting symptoms from headache, altered mental
status, seizure, abnormalities of visual perception and visual loss."”” We report a patient
presenting with headache, generalize tonic clonic seizure, visual loss, elevated blood pressure,
and computed tomography (CT) characteristics of PRES. But A followed magnetic resonance
imaging (MRI) shows acute bilateral posterior cerebral artery (PCA) infarction. To our
knowledge this is the first case report that acute bilateral posterior cerebral artery infarction
may present with generalized tonic clonic seizure and visual loss. It is crucial that physicians
are aware of stroke in uncommon presentation to promptly institute appropriate management

to achieve the best outcomes for patients.

Keywords: posterior cerebral artery infarction, posterior reversible encephalopathy, seizure,

stroke, visual loss (J Thai Stroke Soc. 2019;18(2):76-83)

Corresponding author: Niyutta Thaksin, MD (Email: niyut_ta@hotmail.com)
Received 25 April 2019 Revised 24 May 2019 Accepted 27 May 2019

76 | J Thai Stroke Soc. Volume 18 (2), 2019



37297196138 Acute Bilateral Posterior Cerebral Artery
Infarction mimicking Posterior Reversible Encephalopathy
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Physical examination:

GA: A middle aged Thai man, alert but
look agitation, not full co-operation, weight
83 kg, height 160 cm, BMI 34 kg/m?

Vital sign: BP 178/130 mmHg,
PR 80/min, RR 16/min, BT 36.5°C

Skin: normal skin turgor, no purplish
striae, no acanthosis nigricans, no rash,
no petechiae, no ecchymosis

HEENT: not pale conjunctivae, no icteric
sclerae, normal oral mucosa, no oral thrush, no
oral hairy leukoplakia, thyroid gland not
enlargement, no facial plethora

Lymph node: no cervical, supraclavicular,
axillary, epitrochlear or groin lymph node
enlargement

Respiratory system: normal chest
contour, no spider nevi, equal chest expansion,
normal breath sound, no adventitious sound

Cardiovascular system: no jugular vein
engorgement, equal pulses of all extremities,
apical impulse at fifth ICS/MCL, normal S1S2,
no murmur

Gastrointestinal system: no distention,
no superficial vein dilatation, normoactive bowel
sound, soft, no tenderness, no guarding, liver
and spleen cannot be palpated

Extremities: no edema, no joint swelling/
tenderness

Neurological examination:

Consciousness: Alert, looked agitation
and mild confusion, orientation to time, place,
person, partial co-operated

Meningeal sign: stiffness of neck

negative
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VA and VF: binocular blindness, no light
perception

Cranial nerves:

CN I: normal smell sensation

CN II: pupil 3 mm in diameter bilaterally
with reaction to light, normal optic disc

CN III, IV, VI: full EOM

CN V: normal muscle of mastication, no
impair facial sensation

CN VII: no facial weakness, normal
facial expression

CN VIIIL: normal hearing

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

CN XI: normal power of sternoclei-
domastoid and trapezius muscle

CN XII: no tongue deviation

Motor: no muscle atrophy, no fasciculation

Tone: normal muscle tone

Power Rt. Lt.
Deltoid 5 5

Elbow F/E 5/5 5/5
Wrist F/E 5/5 5/5
Hip F/E 5/5 5/5
Knee F/E 5/5 5/5
Ankle DFE/PF  5/5 5/5

Reflex: DTR 2+ all
Long tract sign: absent BKK, negative
clonus
Sensory: intact
Cerebellum:
Vermis: no truncal ataxia
Finger to nose and heel to knee

test: cannot be evaluated

Laboratory investigations:
CBC: Hb 13.8 g/dL, Hct 42.0% (MCV
87.9 fl, MCH 28.9 pg, MCHC 32.9 g/dL, RDW

13.0%), WBC 9,080/pL (N 49.6%, L 37.2%,
M 9.3%, E 3.5%), platelet 283,000/pL

BUN 13 mg/dL, Cr 1.15 mg/dL, eGFR
(CKD-EPI) 73.7 mL/min/1.73m2, Na 136
mmol/L, K 3.4 mmol/L, Cl 104 mmol/L, HCO3
25 mmol/L,

UA: sp.gr1.020, pH 5.0, protein negative,
glucose negative, blood negative, RBC 0-1 cells/
HPF, WBC 0-1 cells/HPF, epithelial 0-1 cells/
HPF

Total protein 7.3 g/dL, albumin 4.4 g/
dL, globulin 2.9 g/dL, total bilirubin 0.65 mg/
dL, direct bilirubin 0.11 mg/dL, SGOT 25 U/L,
SGPT 29 U/L, alkaline phosphatase 51 U/L

PT 10.4 sec (9.7-12.5), INR 0.94, PTT
31.8 sec (26.8-38.7)

FBS 118 mg/dl, cholesterol 218 mg/dl,
Triglyceride 232 mg/dl, HDL 48 mg/dl, LDL
143 mg/dl
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CT Brain win3u:

The study reveals unremarkable
attenuation and grey white differentiation of the
brain parenchyma. The ventricle, sulci and
cisternal spaces are unremarkable. There is no
gross brain abnormality, acute ICH,
extra-collection, hydrocephalus or brain
herniation.

CT Brain w&fems 24 $alua;

Newly develops patchy hypodense lesion
involved bilateral medial occipital lobes, bilateral
posterior temporal lobes, right thalamus and right
cerebellar hemisphere. PRES is suspected
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N11e acute bilateral posterior cerebral artery
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myAaam Nl
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Phenytoin 1,000 mg naaninaaaiiaaelu 30 wf
wardaaly phenytoin W@ 300 mg/day FINNU
HinTaaauaulaiaadni 10-15% lasle
Nicardipine wansnaaaiiaadmasanivgihely
lunadthelu lapfimsgufindianuauuazainis
wsasmszuudszamadslnade lesanlunig
PRES ijoyn1sannnuduazsisanainmyinuas
FlwnsueaFunduINGdn Seassiuiuiune
Ischemic stroke fivnnaaanuawdafnlyazyinle
2 M IM9TrUUlTEanugas ilasanan cerebral
blood flow 712217 Penumbra area Taswasan’le
PIRANINA mmﬁugﬂma%ﬂumd SBP 130-150
mmHg DBP 90 — 110 mmHg uazldnganisliien
Nicardipine mulu 8 Falasnasldsue lasen
ANUIWIAAAAARINT 10-15% W& LLazﬁdﬁLLﬁdnqﬁa
M3tAN3LAa acute bilateral posterior cerebral artery
infarction 926 wazdis Winpfissnunnumssni
dn'le LwiLﬂﬂiﬂﬁﬁmmgzyLﬁmmzmmﬁmiga
FoiudalaRnsanliendmmniaiden Aspirin 1wia
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325 mg/day uszenaa lwawluiiea atorvastatin 40
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MRI MRA brain:

The study reveals abnormal lesion in both
temporal occipital lobes, predominate on the right
occipital lobe that are hypointense SI on T1W,
combined hyperintense SI on T2W, T2FLAIR
Impression: acute to subacute infarction along both
PCA territory distribution with laminar necrosis in
cortex. Stenosis of P2 left PCA.

Final Diagnosis: Bilateral PCA infarction
Echocardiogram: normal LV size with good systolic
function, LVEF = 68% by Teichholz’s method. No
RWMA. Normal diastolic function. No intracardiac
thrombus

Holter monitoring: Normal sinus rhythm,
No atrial fibrillation
Other investigation: antinuclear antibody (ANA),
Anti thrombin III, Anti cardiolipin, Lupus
anticoagulant, Beta2 glycoprotein all negative,
Normal Protein C and Protein S level

Progression: Lﬁaa@mmgﬂa o7l 3 1iou uae
18 ou nuh ifnmafalsaduiensusst uarms
NaUFUALW fisedy Visual acuity: 20/40 both eye
sunsavinfatasiaaudn@ (Barthel index of

activities of daily living = 100)
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(Posterior reversible encephalopathy syndrome)
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a 6 | . .
fan% WUl acute to subacute infarction along
both PCA territory distribution with laminar
necrosis in cortex and stenosis of P2 left PCA.
TugiuvaIna bnvaInIsiia acute bilateral
PCA infarction %iuivia1nwany e embolism
from heart, artery to artery embolism, large vessel
) ) R I S
stenosis, artery dissection ‘ﬁdlugﬂmi’mu‘lmﬂﬂ
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wasd§uanisldwuniae vasculitis wian1az
hypercoagulable state v lifinfigan t1Aq V83 bilateral
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