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Abstract

The authors reported a 26-year-old Thai male military officer
presenting with recurrent ischemic stroke. MRI showed multiple infarcts
in bilateral subcortical areas in MCA territories and asymptomatic
brain stem & middle cerebellar peduncle infarction. MRA revealed
bilateral terminal ICA, proximal M1 MCA & A1 ACA stenosis whereas
transcranial colour-coded sonography (TCCS) showed non-stenotic flow
in all insonated arteries indicating normal hemodynamic circulation in
pathological vessels. Co-morbidities were hypertension in young
adult, chronic kidney disease and cirrhosis with occasional upper
gastrointestinal hemorrhage exacerbating or worsening intracranial
disease. After possible causes of stroke in young adults were
investigated and showed negative, the most likely diagnosis was
premature atherosclerotic intracranial stenosis complicated with multiple
serious systemic diseases mimicking moyamoya syndrome which was

not caused by moyamoya disease. (J Thai Stroke Soc 2016; 15 (1): 49-55.)
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Regular Medication

Atorvastatin (40) 1x1 hs, Aspirin (81)
1x1 pc, Omeprazole (20) 1x1 ac

Amlodipine (10) 1x2 pc, Folic acid (5)
1x1 pc, Propranolol (10) 1x1pc

Physical examination
Vital signs: T 36.7 C, PR 90/min, BP 156/87
mmHg, RR 16/min
HEENT: mild pale conjunctivae, no jaundice,
no oral ulcer, no rash, no Kayser-Fleischer ring,
no parotid gland enlargement
Heart: PMI 5" ICS/MCL, normal S1,S2,
no murmur
Lungs: normal breath sounds, no adventitious
sound
Breast: no gynecomastia, no spider nevi
Abdomen: mild distension, soft, no tenderness,
fluid thrill negative, liver span 8 cm, splenic dullness
positive
Extremities: no rash, no edema, no palmar
erythema
Genital organ: normal
Lymph nodes: cannot be palpable
Neurological examination: good orientation
and consciousness & normal language
Cranial nerves:
- Pupil 3 mm reactive to light both eyes,
full ocular movement, no nystagmus
- no facial palsy and normal facial
sensation
- normal hearing
- no tongue deviation and uvular in mid-
line without deviation
- dysarthria and gag reflex normal positive
Muscle system: normal tone, right side
grade V, left side —grade IV/V
Clonus: negative both side
DTR: 2+ all




Babinski’s sign: absent
Sensory: intact

Cerebellar signs: normal

Investigations

CBC: HB 14.9 mg/dL, Hct 41.7 %, WBC
5,900 /microL, PMN 60.2 %, L 35 %, Mono 3 %, Eo 1%

PIt 320,000 /microL, MCV 83 fl, MCH 28 pg,
RDW 13%

BUN 16.2 mg/dL, Cr 2.7 mg/dL, Na 136
mEq/L, K4.3 mEq/L, Cl 93.5 mEq/L, Co 23.8 mEq/L

LFT : Alb 3.3 g/dL, Glob 3.0 g/dL, TB 0.5
mg/dL, DB 0.3 mg/dL, AST 38 U/L, ALT 29 U/L, ALP
81 U/L

Coagulogram ; TT/TT ratio : 13/1.13, PT/
INR : 17.4/1.45, PTT/PTT ratio : 36.3/1.36

Hepatitis profile; HBsAg negative, Anti-HBs
negative, Anti-HCV = negative

Anti-HIV negative, VDRL = negative ,TPHA
negative

FT3 = 2.13 pg/mL (2.02-4.43 ), FT4 =1.05
pg/mL (0.9320-1.71), TSH=2.45 mIU/L (0.27-4.20)

ANA negative, Anti-cardiolipin IgG & IgM
negative, Beta2-glycoprotein1 negative

Protein C = 154.4 (70-140%), Protein S=
91.42 (60-140%), Anti-thrombin Il = 79 (75-125%)

Urine metamphetamine negative

Ceruloplasmin = 45.8 (20-60 mg/dL), urine
copper = 66.4 (30 — 60 microg/24 hr)

Homocysteine =11.0 umol/L (0.0-15.0 )

Cardiac Echo: good LVEF = 73%, concentric
LVH, no abnormal valvular lesion, no atrial
enlargement

ECG: normal

Imagings

CT: No new infarct. Old infarct and
calcification left basal ganglia and pons & right
middle cerebellar peduncle

MRI Brian (1 week before this stroke onset):
old infarct at right pons & right cerebellar peduncle,
left subcortical area & basal ganglia. (Figure 1 & 2)

Transcranial colour-coded sonography
(TCCS): normal anterior & posterior circulation

(Figure 5)

Figure 1.

Figure 2.
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MRA brain: Normal extracranial carotid & vertebro-basilar systems. Bilateral terminal ICA, ACA and
MCA stenosis. (Figure 3 & 4)

Figure 3. Figure 4.

Figure 5. TCCS of the anterior circulation including terminal ICA, proximal M1MCA, mid M1MCA,
and distal MTMCA
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Recurrent stroke in a young adult with

history of HT, cirrhosis and chronic kidney disease.
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