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Fig. 1 Cervical MRI findings.
Cervical MRI performed on admission (day 5), showing a small lesion of isointensity on Ti-weighted
(T1WI) (A, B, C) and hyperintensity on Ts-weighted (T2WI) (D, E, F) and on gadolinium-enhanced
Ti-weighted (GAT1WI) (G, H, I) image at the right posterior site of upper cervical cord.
(A, B) TT'WI (15T TR/TE = 500/125) (C) TiWI (15T TR/TE = 600/13.2)
(D, E) T:WI (15T TR/TE = 2,800/101) (F) T2WI (15T TR/TE = 3,000/92.2)
(G, H) Gd-T1WI (15T TR/TE = 500/12.5) () Gd-T1WI (15T TR/TE = 600/13.1)
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Fig. 2 Brain, thoracic and lumbar spinal cord MRI on

admission.

Axial brain MR T2-weighted image (A, B) (15T TR/TE =
4,000/86.4), sagittal thoracic MR Teweighted image (C)
(15T TR/TE = 2500/94.8), and sagittal lumbar MR T:-
weighted image (D) (15T TR/TE = 2500/111) demon-
strated no abnormal findings.
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Table 1 Laboratory findings.
Antibody index to VZV was elevated in cerebrospinal fluid.
Serological tests Cerebrospinal fluid
value unit normal value unit normal value unit normal
range range range
Tumor marker Immunological function cell 1/u 0-3
CEA 08 ng/ml <50 1gG 1,420 mg/dl  871-2,007 glucose 63 mg/dl  50-75
AFP 26 ng/ml <100 IgA 616 mg/dl 85413 protein 19 mg/dl 340
CA199 282 U/ml <370 IgM 66 mg/dl  76-320 IgG 1.7 mg/dl
sIL-2R 183 U/ml  190-650 IgE 4U/ml <200 IgG index 0.44
ACE 17.7 1U/1 83214 T cell 91 % 66-89 MBP < 313 pg/ml < 102
autoantibody B cell 5% 4-13 oligoclonal IgG band ( — )
nucleus < 40 fold <40 CD4 53 % 25.0-54.0 antibody
ss-DNA-IgG <5U0/ml <10 CD8 309 % 23.0-56.0 VZV
ds-DNA-IgG <5I0/ml <10 CD4/8 1.72 0.40-2.30 IgM (capture) 0.28
Scl-70 55 < 240 response of lymphocyte IgG (solid) 6.7
SS-A < 1.0 fold <10 PHA 17,800 cpm 20,500-56,800 antibody index  807.7
SS-B < 1.0 fold <10 ConA 20,400 cpm 20,300-65,700 HSV
PR3-ANCA <10 EU <10 antibody IgM 045
MPO-ANCA < 10 EU < 20 HIV-1-2 01 col <10 IgG 0.03 < 0.20
cardiolipin <8U/ml <10 HTLV-1 < 16 fold <16 CMV
CL-B2GPI <07U/ml <35 VZV IgM 025 < 080 IgM 045 < 0.80
thyroglobulin < 03 U/m/l <03 IgG 6.9 <20 1gG 0.02 < 0.20
TPO <03U/ml <03 HSV IgM 029 < 080 Cytological disgnosis
IeG 198 <20 malignancy ( =)
CMV IgM 0.2 < 0.80
IeG 179 <20
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Fig. 3 Clinical course of the patient.
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Fig. 4 Longitudinal change in the cervical MRIL
MRI on day 34 (A, B, C, D, E, F), on day 47 (G, H, I, ], K, L), and on day 188 (M, N, O, P, Q, R).
Gadolinium enhancement of the lesion gradually attenuated (C, F, I, L), and disappeared on the last
gadolinium-enhanced Ti-weighted MRI (O, R).
A, G, M) coranal T1WI (15T TR/TE = 500/12.5)
B, H, N) coronal T:WI (15T TR/TE = 2,800/101)
C, I, O) coronal Gd-T1WI (15T TR/TE = 500/12.5)
D, ], P) axial T1WI (15T TR/TE = 600/13.2)
E, K, Q) axial TeWI (15T TR/TE = 3,000/92.2)

(
(
(
(
(
(F, L, R) axial Gd-T:WI (15T TR/TE = 600/13.1)
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Abstract

A patient with myelitis of varicella-zoster without skin lesions
—Diagnostic value of virus antibody index in CSF—

Akira Inukai, M.D., Taiji Katayama, M.D., Masakuni Kenjo, M.D.,
Yuki Yokokawa, M.D., Ikuko Aiba, M.D. and Yufuko Saito, M.D.
Department of Neurology, National Hospital Organization Higashi Nagoya National Hospital

A previously healthy 55-year-old woman developed abnormal sensation on the right occipital region . It ex-
panded for the following three weeks. On admission, examination revealed abnormal and decreased sensation in
touch and pinprick at right C2 to C6 dermatome without skin lesion. There was no muscle weakness. Deep tendon
reflexes were more active in the right than in the left. MRI demonstrated a lesion of isointensity on T,-weighted,
hyperintensity on T»weighted, which was enhanced with contrast material on gadolinium-enhanced T,-weighted
image at the upper cervical spinal cord corresponding to C2. Laboratory studies showed no immunosuppression
and autoantibodies. The antibody index to varicella-zoster virus (VZV) was elevated in the cerebrospinal fluid
(CSF). This finding prompted us to a diagnosis of myelitis of zoster sine herpete.

VZV is thought to be a causative agent in cases of CNS infections of unknown etiology such as myelitis, even
in the absence of skin manifestations. Amplification of VZV DNA by PCR in the CSF and the detection of an in-
trathecal production of anti-VZV antibodies have important diagnostic value, although their presence depends on
the timing of the CSF sampling. The percentage of PCR-positive cases drops after seven or ten days, whereas that
of specific antibodies-positive cases elevates. Because VZV myelitis are usually protracted, PCR does not always
provide an exquisite sensitivity. Thus, the evaluation of antibody index provides the evidence of intrathecal pro-
duction of anti-VZV antibodies. That is expressed as CSF antibody titer/serum antibody titer/CSF IgG/serum
IgG. This quotient superior to 1.5 or 2.0 suggests CNS synthesis. As the sample of our patient was taken relatively
late, this value was diagnostic.

We would like to emphasize the importance of making precise diagnosis and adequate initial treatment in pa-
tients with myelitis of unknown etiology even if there is no skin lesions.

(Clin Neurol 2010;50:634-640)

Key words: varicella-zoster virus, zoster sine herpete, zoster sine herpete myelitis, virus antibody index, acyclovir




