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[Abstract] Objective To explore the clinical and pathological characteristics, diagnosis and
differential diagnosis of IgG4 -related meningeal disease. Methods and Results A 49 -year-old male
patient suffered from headache for nearly 2 years and the symptom was aggravated progressively for over
one month. MRI revealed space - occupying lesion in left parietal lobe, with irregular signal and clear
borderline. Contrast-enhanced MRI showed homogeneous enhancement, and obvious meningeal thicking just
like "dural tail sign". The patient underwent operation, and the lesion was totally removed. Histologically,
it showed a large amount of hyperplastic collagen fibrous tissue with inflammatory cells, including a large
number of plasmocytes, as well as scattered lymphocytes and a small number of eosinophilic granulocytes.
Russell bodies which were homogenously positive for eosin could be seen in some plasmocytes. Focal
necrosis, and proliferation of interstitial fibroblasts and small vessels were found. The lesion had no
capsules and invaded surrounding tissues. Immunohistochemical staining showed the plasmocytes were
diffusely positive for IgG and IgG4 (> 60%), and were positive for CD38 and CD138 on the membrane.
Lymphocytes were positive for CD3, CD4 or CD20 on the membrane. The serum IgG4 level was 1.05 g/L.
Final pathological diagnosis was IgG4-related meningeal disease in left parietal lobe. After operation, the
patient received anti - infectious, anti - epileptic and nutrition support treatment, and the symptoms were
markedly improved. The patient was discharged after 26 d, but was lost to follow-up. Conclusions IgG4-
related meningeal disease is a rare disease. Due to the atypical imaging features, it may be difficult to

differentiate 1gG4 - related meningeal disease from other diseases with prominent inflammatory cells and
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stromal fibrosis. The elevated serum IgG4 level may provide diagnostic cues. However, a definite diagnosis

depends on characteristic histological and immunohistochemical features.
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Figure 1 Head MRI findings Axial T,WI (Panel la) and FLAIR (Panel 1b) showed irregular mixed signal (high- or low-intensity
signal) of the lesion in left parieto-occipital lobe with a clear borderline and large sheet edema (arrows indicate). Axial T\WI showed
slight hypointensity signal of the lesion (arrow indicates, Panel 1c). Axial contrast-enhanced T\WI showed homogenous enhancement of
the lesion, and linear enhancement of surrounding meninges. "Dural tail sign" could be seen (arrow indicates, Panel 1d).
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Figure 2 Optical microscopy findings

tissue with infiltration of lymphocytes and plasmocytes.
and Russell bodies could be seen in the cytoplasm of some plasmocytes.
The lesion involved surrounding brain tissues.

resembling obliterative phlebitis.  x 200 (Panel 2¢)

x 100

HE staining There were a large amount of hyperplastic storiform-arranged collagen fibrous

x 100 (Panel 2a)

Most of the inflammatory cells were mature plasmocytes,
x 400 (Panel 2b) There were hyperplastic small vessels
x 100 (Panel 2d)
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Figure 3 Optical microscopy findings Immunohistochemical staining (ABC) x 400 The cytoplasm of plasmocytes was diffusely

positive for IgG (Panel 3a) and IgG4 (> 60%, Panel 3b). The membrane was positive for CD138 (Panel 3¢). Plasmocytes were negative
for EMA (Panel 3d).
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Society for Neuro-Oncology Conference on Meningioma

InterContinental Hotel in Toronto, Ontario, Canada.

Meningioma in Toronto.

Time: June 17-18, 2016
Venue: Toronto, Ontario, Canada

Website: www.soc—neuro—onc.org/

The Society for Neuro - Oncology (SNO) Conference on Meningioma will be held on June 17-18, 2016 at the Yorkville

This meeting is being jointly organized by SNO and the Consortium on

Chaired by Dr. Gelareh Zadeh, this 2 - day educational event seeks to bring together a focused

multidisciplinary group of researchers and clinician scientists who are committed to improving the outcome of patients with

meningioma through the translation of research into clinical practice.

speakers will be part of this exciting conference.

A mix of oral and poster presentations, as well as invited

Neurosurgeons, interventional neuroradiologists, neuro-oncologists, medical oncologists, radiation oncologists, neuropathologists,

scientists/laboratory researchers, industry representatives and trainees with an interest in the research and treatment of

meningiomas are encouraged to attend.

12th European Congress on Epileptology

Time: September 11-15, 2016
Venue: Prague, Czech Republic
Email: prague@epilepsycongress.org

Website: www.epilepsyprague2016.org/

The 12th European Congress on Epileptology (ECE) will take place in Prague, Czech Republic on September 11-15, 2016.

The congress is now a landmark in the epilepsy community agenda and the Prague 2016 promises to be innovative and engaging.

The congress is organized by the Commission on European Affairs (CEA) of the International League Against Epilepsy (ILAE).



