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[Abstract] Objective To investigate the clinicopathological features, immune phenotype and gene
mutation characteristics, and diagnosis or differential diagnosis of anaplastic pleomorphic xanthoastrocytoma
(PXA). Methods and Results A 11-year-old male patient presented with more than half month of
headache, and left upper limb weakness. Cranial CT and MRI revealed a large space-occupying lesion in
the right parietal lobe and basal ganglia which was suggested as glioma. During operation the tumor was
examined. It was a cystic-solid lesion. The solid part was soft and greyish yellow with rich blood supply
and without membrane, and the boundary was clear. Intraoperative freezing pathologic examination showed
the tumor was a low grade glioma. The right parietal glioma was completely removed piece by piece under
the microscopy. Histologically, the tumor cells were polymorphism, including spindle or round astrocytes,
monocytes and multinuclear tumor giant cells. Mitoses were rarely seen. Differentiation of mature neuronal
cells or ganglion cells with lymphocyte infiltration were seen in focal region. In some regions, tumor cells
were anaplastic, and cellularity were increased. Atypical round or spindle cells were seen, and atypical
mitoses > 5/10 high power field (HPF) were found. Microvascular proliferation, perivascular pseudorosettes
and localized necrosis were also evident. Immunohistochemically, tumor cells were positive for glial
fibrillary acidic protein (GFAP), BRAF V600E, S-100 protein (S-100), CD34, synaptophysin (Syn), non-
phosphorylation neurofilament heauy chain SMI-32 and P53, but negative for isocitrate dehydrogenase 1

doi:10.3969/j.issn.1672-6731.2017.08.011
B A : 100853 AL AT, M il 45 S 1 e 9 BB}
i HAER : EHIA(Email: w1301 @yeah.net)



R S 22 2017 F 8 HAE 17 555 83 Chin J Contemp Neurol Neurosurg, August 2017, Vol. 17, No. 8

(IDH1), neurofilament protein (NF) and epithelial membrane antigen (EMA). Ki-67 labeling index was
about 3% in low grade tumor cells, while Ki-67 labeling index was about 30% in high grade tumor cells.
In reticular fibre tissue staining, a lot of reticular fibre tissue were seen. BRAF V600E heterozygous
mutation ¢.1799A > T was detected by Sanger sequencing. Conclusions Anaplastic PXA in grade [l is
defined as mitoses > 5/10 HPF in World Health Organization (WHO) classification of tumors of the central
neuvous system, 2016. Its prognosis is worse than grade Il tumor. The differential diagnosis from
glioblastoma (GBM), pilocytic astrocytoma (PA) and ganglioglioma (GG) should be kept in mind, because all

of them having some overlaps in clinicopathological presentations, imaging manifestation, immunophenotype
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features and genetic mutation, but quite different in their biological behavior, treatment and prognosis.
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Figure 1 Cranial CT scan showed a huge space-occupying cystic-solid lesion in right temporal lobe
and basal ganglia (arrow indicates), which was an irregular mixed density with multiple low-density
cystic changes, surrounded by patchy low-density edema. Obvious space-occupying effect was found.
The right ventricle was compressed and the midline was shifted to left. Figure 2 Cranial MRI
findings. Axial TiWI showed the lesion boundary was relatively clear, and mixed signal lesion with
predominant hypointense signal were seen (arrow indicates). Periphal edema zone with low -signal
was seen (Panel 2a). Axial T.WI showed a heterogeneous hyperintense signal lesion (arrow indicates, Panel 2b). Axial FLAIR imaging
displayed slight hyperintense signal lesion (arrow indicates, Panel 2¢). Axial enhanced T/WI revealed heterogeneous ring or patchy
enhancement lesion (arrow indicates), whereas enhancement was not seen in cystic region (Panel 2d).
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Figure 3  Optical microscopy findings of histological patterns of sample of intra-operation
appearance of tumor was characterized by spindled cells being intermingled with mononucleated or multinucleated giant cells (Panel

3a).
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Figure 4 Optical microscopy findings of histological patterns of sample (low grade tumor) of surgical excision HE staining Tumor

was composed of spindled cells, mononucleated and multinucleated tumor giant cells (Panel 4a).

x 200 Nuclei of multinucleated

tumor giant cell were arranged in a horseshoe-like pattern at edge of the cell (Panel 4b).
(leptomeningeal) and clearly delineated from the underlying cerebral cortex (Panel 4c).
multinucleated tumor giant cells were seen in part of the region (Panel 4d). x400

x 200  Tumor cells invaded pia mater
x 100  Prominent mononucleated or
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Figure 5 Optical microscopy findings of histological patterns of sample (high grade tumor) of surgical excision HE staining
Typical histologic feature of PXA, WHO grade Il was seen (Panel 5a).

shape tumor cells (Panel 5b). %400 Tumor cells were arranged around the vascular as perivascular pseudorosettes (Panel 5¢). X
100 Focal necrosis was seen and tumor cells were arranged in column (Panel 5d). x 100
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Figure 6 Optical microscopy findings of low grade tumor Immunohistochemical staining (SP) The cytoplasm of tumor cells was
positive for GFAP (Panel 6a) and BRAF V600E (Panel 6b). x 200 Tumor cells membrane was positire for CD34 (Panel 6¢). X
200 The cytoplasm of a few tumor cells was positive for Syn (Panel 6d). x 200 The cytoplasm of individual neuron-like cells was
positive for SMI-32 (Panel 6e). x400 Ki-67 labeling index was about 3% (Panel 6f). x 100
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Figure 7 Optical microscopy findings of high grade tumor Immunohistochemical staining (SP) Tumor cells nucleus was positive

for P53 (Panel 7a).
67 labeling index was about 30% (Panel 7d). x 100

x 100 The cytoplasm of tumor cell was positive for GFAP (Panel 7b) and BRAF V600E (Panel 7¢). x200 Ki-
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Figure 8 The 1799 basic group of 15th exon of BRAF occurred heterozygosis mutation: A >T.
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The Annual Meeting of American Academy of Addiction Psychiatry 2017

Time: December 7-10, 2017

Venue: San Diego, California, USA

Website: www.aaap.org/annual-meeting

The Annual Meeting of American Academy of Addiction Psychiatry 2017 will be held on December 7-10, 2017 in San Diego,
California, USA. The Annual Meeting and Scientific Symposium provide the latest scientific developments in addiction psychiatry
for physicians and allied health professionals who treat patients with substance use disorders (SUD) and mental health disorders.
The meeting is structured to encourage interaction among clinicians from various disciplines, approaches and settings.

The Meeting aims to recognize emerging issues and trends in addiction psychiatry and be on the forefront of diagnosis and
treatment of substance use disorders and co - occurring mental disorders. Participants should be able to: 1) identify how to
recognize, diagnose, and treat substance use disorders as they change in society. 2) Increase their competency in using evidence
based psychotherapy, medications and other treatments. 3) Improve their knowledge using didactic lectures, skill building
workshops, and unique educational formats to support concepts in addiction psychiatry. 4) Increase skills to educate peers,
colleagues, trainees, patients and the community about addiction psychiatry.

The Meeting can also provide support and education to addiction psychiatrists and clinicians treating patients with substance
use disorders. Therefore, participants should be able to: 1) utilize and promote evidence-based approaches and current treatment
guidelines for biopsychosocial treatment of substance use disorders and co-occurring mental disorders. 2) Network with peers and
mentors to find support and guidance in the field of addiction psychiatry. 3) Develop and expand current educational curriculum
in the field of addiction psychiatry.

The Meeting will demonstrate for trainees the various evidence-based approaches, treatments and settings applicable to the
field (or practice) of addiction psychiatry. Trainees should be able to: 1) identify various career paths in addiction psychiatry
available to them. 2) Increase their familiarity with career options and pathways by networking with leaders in addiction

psychiatry. 3) Enhance their knowledge relevant to early careers in addiction psychiatry.



