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Table 1 Serological Tests.
Value unit ~ Normal range Value unit ~ Normal range Value unit ~ Normal range

Blood count Tumor marker Virus infection

WBC 6,670/ul 3,500-9,100 sIL-2R 495 U/ml 145-519 HSV (CF) < 4 fold <4

RBC 471 x 10Y/ul 376-500 Autoantibody HSV-1 (NT) < 4 fold <4

Hb 14.5 g/dl 11.3-15.2 RF 310/ml <15 HSV-2 (NT) < 4 fold <4

Plt 21.6 x 10"/ 13.0-37.0 nucleus < 40 fold <40 VZV IgM 0.26 < 0.80
Coagulation and fibrinolysis DNA < 2.0 1U/m/ <6 VZV IgG 69.3 < 2.0

PT (sec) 11.2 sec ds-DNA-IgG < 10 IU/ml <12

PT (INR) 0.98 RNP —

APTT (sec) 26.9 sec Sm — Cerebrospinal Fluid ~ Value unit Normal range

D-dimer 0.6 mg/m/ <1.0 SS-A — cell 7/l 0-5

AT-III 121% 82-132 SS-B — glucose 56 IU/m/ 50-75

PC act 119% 82-112 PR3-ANCA < 1.0 Um/ <35 protein 18 mg/d! 3-40

PS act 76% 56-126 MPO-ANCA < 1.0 Um/ <35 IgG < 5 mg/dl

PC antigen 126% 70-150 LAC 1.09 < 1.29 IgG index <0.32

PS antigen 112% 65-135 CL-B2GPI = 1.2 U/ml <35 VZV IgG 2.12
Endocrine CH,, 48.5 CHyy/ml 25-48 antibody index =5

TSH 3.43 pIU/ml 0.50-5.00 Immunological function

free T4 0.95 ng/dl 0.90-1.70 IgG 817 mg/d! 870-1,700

PC: protein C, PS: protein S, RF: Rheumatoid factor, LA: Lupus anticoagulant.
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Fig. 1 MRI of the brain.
(A, B, C) DWI (Axial 3.0 T: TR/TE = 5,260/71.0; b value = 1,000 see/cm”) on admission showed high intensity area in the left temporal and
parietal lobe and caudate nucleus. (D, E, F) FLAIR image (Axial TR/TE = 10,000/87.0) on admission demonstrated a hyperintensity lesion
corresponding to the one detected on DWL (G, H, I) DWI (Axial 1.5 T, TR/TE = 6,800/90.8) on day 4 showed multiple hyperintense lesions
in the left temporal lobe. (J, K, L) DWI on day 9 (Axial 1.5 T, TR/TE = 8,000/89.3) showed a new lesion in the left corona radiata.
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Fig. 2 Three-dimensional CT angiography (3D-CTA) on day 2.
3D-CTA showed stenosis of the left internal carotid and middle
cerebral artery.
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Fig. 3 Gadolinium-enhanced T, Weighted MRI.
(A, B, C, D) T, Sampling perfection with application of optimized contrast using different flip angle evolution (SPACE) MRI on day 11 (3.0 T;
A,B: coronal , TR/TE = 400/13.0, C, D: axial, TR/TE = 400/18.0). (E, E G, H) T, SPACE MRI on day 24 (3.0 T; E, F: coronal, TR/TE = 400/8.4,
C, D: axial, TR/TE = 512/18.0). (1, ], K, L) T, SPACE MRI on day 52 (3.0 T; I, J: coronal, TR/TE = 542/18.0, K, L: axial, TR/TE = 500/18.0).
(M, N, O, P) T, SPACE MRI on day 88 (3.0 T; M, N: coronal, TR/TE = 400/8.5, O, P: axial, TR/TE = 400/23.0). (Q, R, S, T) T, SPACE MRI and
MPR range on day 199 (3.0 T; Q, R: coronal, TR/TE = 400/20.0, S, T: axial, TR/TE = 400/20.0).
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Fig. 4 The clinical course.
Her light upper clumsiness was recovered in a few days but silent new cerebral infarction appeared despite taking Aspirin and intraveous
administration of Heparin. Since the diagnosis of varicella zoster virus (VZV) vasculopathy was attached, Warfarin and Anti-viral therapy began.
No new cerebral infarction appeared after she started this treatment. PSL: prednisolone, I.V.: intravenous administration, PO.: per os.
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Abstract

Cerebral infarction related to varicella zoster virus vasculopathy

Satoshi Namitome, M.D.", Seigo Shindo, M.D."”, Kuniyasu Wada, M.D.",
Tadashi Terasaki, M.D.”, Makoto Nakajima, M.D., Ph.D.” and Yukio Ando, M.D., Ph.D.”

YDepartment of Neurology, Kumamoto Red Cross Hospital
“Department of Neurology, Graduate School of Medical Sciences, Kumamoto University

A 14-year-old girl developed transient disturbance of consciousness, dysarthria, and clumsiness of the right upper
limb 4 months after herpes zoster ophthalmicus. Brain MRI showed acute cerebral infarction in the left middle cerebral
artery (MCA) territory. CT angiography demonstrated mild stenosis in the top of the left internal carotid artery and the
proximal side of the MCA. Cerebrospinal fluid (CSF) examination showed slightly mononuclear pleocytosis (6/W/). Titer
of the anti-varicella zoster virus (VZV) IgG antibodies in CSF was increased, and gadolinium-enhanced brain MRI (T;-
weighted imaging) revealed enhancement of the vessel walls at the stenotic lesions. Based on the diagnosis of VZV
vasculopathy, methylprednisolone and valacicrovir were administered, followed by acyclovir, in addition to antithrombotic
therapy using aspirin and warfarin. After these treatment, her right upper clumsiness was resolved and gadolinium-
enhancement of the vessel walls was disappeared on MRI. VZV vasculopathy may cause ischemic stroke in young
patients, especially in children. A careful history-taking about herpes is necessary to detect the disease as a potential
cause in young stroke patients.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:182-187)
Key words: young stroke, varicella zoster virus, antibody index, enhanced brain MRI




