Case conference

The patient

e 55-year-old man

13:47 DAY1

T/P/R: 36.7°C/73/19

BP 151/77mmHg  Sp02 98%
E4AVAMA4

e Chief complaint: =52 8 5
e Triage: 1

Present illness

SRIE2 B IRBR P RE T
Sudden onset of dizziness
Conscious change

Vomiting(+)

Past history

e Hyperthyroidism
e NKDA

Physical examination

E3V1M5

Head and neck: not pale

Chest: bilateral clear breathing sound
Abdomen: soft

Extremities: warm

NE: pupil size (L)3+ (R)3+

Impression? What to do next?




Impression

* CVAr/o ICH
* BENPA

13:50

On monitor

N/S run 60ml/hr
CBC/DC/Plt

Crea, AST, Tro-I, ammonia
VBG7

PT,aPTT

Brain CT without contrast

FIENtPA

13:50

* On monitor

pH
e N/S run 60ml/hr =
e CBC/DC/PIt BEDZ
HCO3
e Crea, AST, Tro-I, ammonia Na
e VBG7 :<Ca
e PT,aPTT Hb

¢ Brain CT without contrast

* RLEhtPA

7.379
54
42.8
25.3
143
3.9
1.28
16.7

15:20 (?)

Bedside echo

— No pericardial effusion
— No AAA/ aortic flap
Brain CT: no ICH

14:20

¢ Neurologist suggest brain CTA
— J% A& hyperthyroidism i 4 7k FH &
— {@#t{E8free T4, TSH, alcohol

* Neurologist tPA for suspected BAO
- RBIEE

Neuro consultation

Sudden onset of dizziness and conscious disturbance

E1VIM4 Muscle power: >3/>3

Pupils: 2+/2+ DTR: no increase

Ocular dipping (bobbing?) Babinski sign: bilateral withdraw
VOR (-) Sensory: grossly normal

Cough reflex (+) Coordination, gait: cannot cooperate

Acute conscious disturbance

R/O brainstem stroke

R/0 metabolic encephalopathy

NIHSS=20

RIBELEPATASE

Bokey 3# PO ST

MgO 1# PO ST

Follow cortisol, iCa, Mg, urine toxin screen
Z{Ebrain MRI (only T2+DWI)

Arrange TCD+ECD




15:10 Lab data

Primperan 1amp IV ST Hb WBC (N/L) Plt PT (INR) aPTT
15.8 11100 313000 10.6 (0.98) 30.5

NaHCO3 3amp IV ST ey
AST Crea Troponin-| Ammonia

Vena lamp IV ST 2 076 0.01 37

Brain MR' Wlthout contrast Alcohél TSH Free T4 Mg BZD Cortisol
negative <0.0025 3.07 2.0 <3.0 28.7

BZD, Mg, cotisol

Brain MRI Brain MRI

* Recent infarctions presenting as hyperintense
DWI signal in left paramedium of pons.

* MRA shows high grade stenosis or occlusion of
the basilar artery. Bilateral PCAs were
perfused from the PComA.

* Impression : C/W occlusion or high grade
stenosis of the basilar aretery with infarct at
pons.

17:30 17:37

* CxR

* ECG

* Admit to NRICU




18:00

« AlCU
GCS: E3V2M6 Ahibscar g (BB REE)
© EAIZJE H AT A TR E
HEFGREE S ST fEA RS

Hospital course

[ Day 1: Admit to NRICU |

I Day 2: Gl bleeding |

I Day 3: Fever, pneumonia I

DISCUSSION
1.BASILAR ARTERY OCCLUSION
2.HYPERTHYROIDISM VS ENHANCED CT

Basilar artery occlusion. Lancet Neurol. 2011;10:1002-1014.

BASILAR ARTERY OCCLUSION

Bisilar artery occlusion

¢ 1% of all strokes

* 8% of patients with symptomatic
vertebrobasilar territory ischemia

Etiology

Atherosclerosis 26-36%
Embolism 30-35%
Dissection 6-8%
Undetermined 22-35%




Clinical manifestation

Prodromal symptoms: vertigo, headache

Medial pontine tegmentum- reticular
activating system

Paramedian tegmentum- oculomotor fibers

Paramedian pontine base- long motor tracts,
crossed cerebellar tracts

Differential diagnosis

Ancillary imest igut ions

Suba e hrodd haero rhage Hewd CT.CTor MR argicgraphy. CSF

Mon-corvulsive statue epilepticus of postictsl  Clinical find ings, histary, EEG

e

Hypog ycuens be of ot her reetabolic coma, Clinical findings, history, biocd chemistry, EEG

Irtco it ion

Hypos ic- i hose rude @ncephadopathy Clnkcal findings, history, ECG, EEG. d iffusion-weig hted MR|
CNG infection i Chnk o i . MR

Bilwteral he s pheric stroke Head T or MR carotid vit mscund, candiac ultraco und
Candiogenic or ha git cicultoryshock  Hasmod , ECG, chest adiog mphy, @i

vitrzsound

Guilhin-Band syndome of cranal neuritis, Clinical find ings (refleses) CSF, nerve conduction studies,
Milfles- Fie boee sy soeme, Bic e et aff seturn sntibod e

encephalitic, botulism, myasthenic crsie

B ita - type ruig raine: History, ¢ Bnica | course. MBI
Mk smnagnetic ssonane. CEFommb i . E BG sl ap halogr

Tatde 3 Differentialdegnosis of basilranenyocchsionand ancillary investigations, bydisoder

Neuroimaging

CTA

MR

Transcarnial Doppler
Angiography

Management

Antiplatelet agents

IV thrombolysis

IA thrombolysis

Mechanical endovascular treatment
Bridging therapy (abciximab/alteplase)

UpToDate

IODINE-INDUCED
HYPERTHYROIDISM

Jod—Basedow effect

2-12 weeks after iodine exposure

Risk factor:

— Regions of iodine deficiency
— Nodular goiter

— Grave’s disease

— The elderly




Incidence?

* Only 2 of 788 unselected patients from an
iodine deficient area developed
hyperthyroidism within 12 weeks after
coronary angiography

* In a prospective study of 73 patients (mean
age 65.7 years), only two developed
hyperthyroidism after exposure to
radiographic contrast

Risk of iodine-indu

ubjects. Eur J Endocrinol. 1999
onionic contras on
Thyroid. 1996;6(2):107

A prospective s

THANKS FOR YOUR ATTENTION!!




