
DEC 2019 DIAGNOSIS LIST 
 

19-1201: melanoma (hemorrhoid/GI pathology) 
19-1202: spindle cell/pleomorphic lipoma (soft tissue/soft tissue pathology) 
19-1203: dedifferentiated endometrial carcinoma (uterus/GYN pathology) 
19-1204: high grade HPV positive neuroendocrine carcinoma (tonsil/head&neck 
pathology) 
19-1205: portal hypertensive duodenopathy (duodenum/GI pathology) 
19-1206: rhabdomyosarcoma (bone marrow/bone&soft tissue pathology) 
19-1207: intrapancreatic spleen (pancreas/GI pathology) 
19-1208: oncocytic mucoepidermoid carcinoma with lymphoid stroma (salivary 
gland/head&neck pathology) 
19-1209: IgG4 related sclerosing cholangitis (pancreas/GI pathology) 
19-1210: giant cell variant glioblastoma, WHO grade IV (brain/neuropathology) 
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19-1201  

Hannah Lee/Joshua Menke; UCSF 
47-year-old female with an internal 

hemorrhoid, presenting for 
hemorrhoidectomy. 

 



South Bay Case History 

• 47 year old woman with melena and hematochezia 
for 8 months. 

• Colonoscopy showed internal hemorrhoids and 
otherwise normal.  

• She was managed medically for 6 months without 
improvement and then underwent 
hemorrhoidectomy for thrombosed necrotic 
external hemorrhoid 
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SOX10 

FINAL DIAGNOSIS: 
Hemorrhoids, hemorrhoidectomy:  Invasive melanoma, 
 2.2 cm, present at resection margin 







Has a clinician ever gotten a FoundationOne 
report you didn’t know how to interpret???? 



Whole genome sequencing of mucosal melanoma 
• Low point mutation burden 

• High number of structural rearrangements (TERT, CDK4, MDM2) 

• Mutually exclusive MAPK pathway mutations (NRAS, NF1, KIT, BRAF) 

• SF3B1 mutations more common in female genital and anorectal 
melanomas  

• CTNNB1 mutations implicate a role for WNT signaling defects in the 
genesis of some mucosal melanomas 

• Mutation profiles of majority of mucosal melanomas suggest 
potential susceptibility to CDK4/6 and/or MEK inhibitors 

Newell et al., Nature Comm. 2019. 



Patient follow up 

• CT chest, abdomen, pelvis showed no evidence of metastatic disease 

• Per cutaneous melanoma staging, patient is pT4bNxcM0 

• UCSF melanoma tumor board recommended adjuvant PD-L1 
(Nivolumab) 

• Salvage abdominoperitoneal resection post-therapy if local progression 

• Status post cycle 2 Nivolumab without side effects and no 
progression on surveillance PET-CT 



19-1202  

Keith Duncan; Mills-Peninsula 
77-year-old male with h/o right parotid 
pleomorphic adenoma 3 years prior to 

finding 1cm mass at angle of jaw. Right angle 
of jaw mass FNA performed. 

 







































 
SPINDLE  CELL/PLEOMORPHIC LIPOMA 

• EPIDEMIOLOGY 

PLEOMORPHIC LIPOMA & SPINDLE CELL LIPOMA REPRESENT A 

CONTINUUM OF BENIGN TUMORS - MOST TUMORS SHOW SOME 

FEATURES OF BOTH 

70% OCCUR IN SQ TISSUE SHOULDER, BACK & POSTERIOR NECK 

90% MEN 

USUALLY AGES 45 - 65 YEARS 

USUALLY RELATIVELY SUPERFICIAL 



SPINDLE  CELL/PLEOMORPHIC LIPOMA 

• CYTOLOGY DESCRIPTION 

• ATYPICAL LARGE AND FLORET CELLS WITH BACKGROUND OF MATURE 

ADIPOCYTES (DIAGN CYTOPATHOL 2005;32:110) 

• CELLS MAY APPEAR MALIGNANT (ACTA CYTOL 2000;44:255, DIAGN 

CYTOPATHOL 2010;38:184) 
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SPINDLE  CELL/PLEOMORPHIC LIPOMA 

• MICROSCOPIC (HISTOLOGIC) DESCRIPTION 

• CIRCUMSCRIBED TUMOR WITH ADIPOCYTES THAT ARE VARIABLE IN 

SIZE  

• PROMINENT FLORET GIANT CELLS (HYPERCHROMATIC, 

MULTINUCLEATED, WREATH-LIKE NUCLEI) AND SMALL ROUND 

HYPERCHROMATIC CELLS 

• MAY HAVE SPINDLE CELLS 

• NO/RARE LIPOBLASTS, NO PROMINENT VASCULARITY 

 



SPINDLE  CELL/PLEOMORPHIC LIPOMA 
DIFFERENTIAL DIAGNOSIS 

 

• NEUROFIBROMA: DIFFERENT MORPHOLOGY, NO PROMINENT ADIPOSE, STRONGLY S100+, MAY 

HAVE FLORET CELLS 

• WELL DIFFERENTIATED LIPOSARCOMA: DEEP LOCATION, MORE LIPOBLASTS, VARIABLE THICK 

COLLAGEN, VARIABLE FLORET GIANT CELLS, CD34- 

• CELLULAR ANGIOFIBROMA: VASCULAR TUMOR, BUT SIMILAR CYTOGENETICS  

• LIPOMATOUS HEMANGIOPERICYTOMA: STAGHORN VASCULAR PATTERN 

• MYXOID LIPOSARCOMA: LIPOBLASTS AND PLEOMORPHIC SPINDLE CELLS, PROMINENT PLEXIFORM 

VASCULAR PATTERN, NO THICK COLLAGEN BUNDLES, CD34- 

• SCHWANNOMA: DIFFERENT MORPHOLOGY, NO PROMINENT ADIPOSE, STRONGLY S100+ 

• SOLITARY FIBROUS TUMOR: PATTERNLESS PATTERN, THIN COLLAGEN FIBERS, NO PROMINENT 

ADIPOSE, CD99+, BCL2+, CD34+ 

http://www.pathologyoutlines.com/topic/softtissueneurofibroma.html
http://www.pathologyoutlines.com/topic/softtissuewdliposarcoma.html
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19-1203  

Balaram Puligandla; Kaiser Oakland 

54-year-old female with 3x3cm 
endometrial mass.  

 

























DEDIFFERENTIATED 

ENDOMETRIAL 

CARCINOMA 



DEDIFFERENTIATED ENDOMETRIAL 

CARCINOMA 

 Admixture of well differentiated endometrioid adeno 
carcinoma and undifferentiated carcinoma (UC), regardless 
of amount. 

 Undifferentiated carcinoma is characterized by monotonous 
solid sheets of tumor cells. No cords, nests or trabecula of 
cells as with the solid component of Grade 3 endometrioid 
carcinoma.  

 Amount of UC does not affect prognosis. 

 CK only focally + in the UC component, ER – 

 NE markers negative 

Altrabulsi et al, Undifferentiated Carcinoma of the Endometrium. AJSP 29: 1316-21, 2005 



ER 100X ER 40X 

PanCK 20X PanCK 100X 



DEDIFFERENTIATED ENDOMETRIAL 

CARCINOMA 

 Had long been definitionally admixed with Grade 3 
endometrioid carcinoma(>50% non morular/squamous solid 
growth pattern). 

 MD Anderson study compared 33 Grade 3 EC with 16 UC. 

 UC patients had younger mean age at time of Dx, had 
more high stage disease and significantly worse prognosis. 

 UC constituted 9% of 633 cases of EC reviewed as part of 
this study, much higher than the 1-2% mentioned in the 
literature. 

 71% of the US cases were associated with EC, thus the use of 
the term dedifferentiated endometrial carcinoma. 

Altrabulsi et al, Undifferentiated Carcinoma of the Endometrium. AJSP 29: 1316-21, 2005 



DEDIFFERENTIATED ENDOMETRIAL 

CARCINOMA 

 Stage I Grade 3 EC patients: 14/21 alive with 
NED (26-164 Mos) 

 Stage I UC patients: 2/4 alive with NED (120-
192 Mos) 

 Our patient is Stage IA and well with no disease 
at 31 months. 

Altrabulsi et al, Undifferentiated Carcinoma of the Endometrium. AJSP 29: 1316-21, 2005 



19-1204  

Yue Peng/Anniemieke van Zante; UCSF 
45-year-old male with a left base of tongue mass 
and a left level IIA lymph node that is suspicious 
for metastasis. He now undergoes left base of 

tongue resection, palatine tonsillectomy, and left 
neck dissection.  

 



Left Base of Tongue  
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Final Pathologic Diagnosis: 

High grade neuroendocrine carcinoma, HPV positive 



Variants of HPV+ oropharyngeal carcinoma 

Lymphoepithelioma-like Adenosquamous 

Sarcomatoid Papillary 

Basaloid 

Westra, Semin Diagn Pathol.  
2015 Jan;32(1):42-53 



Bishop and Westra, AJSP 2011 

NEC, HPV positive 



Kraft et al (2012) 



Vickie, Y. Jo et al. 2019. HPV-Associated Neuroendocrine Carcinomas of the Head and Neck in FNA Biopsies:  
Clinicopathologic Features of a Rare Entity. Cancer Cytopathol. Feb;127(1):26-34. 



Oropharyngeal 
carcinoma 

Metastases  Prognosis Prognosis 
determined by 

Treatment 
regimen 

HPV+ Sqcc Local Good HPV status Surgery + 
radiation (de-
escalation 
therapy) 

HPV+ NEC Distant  Poor NEC histology Chemo + 
radiation 
(aggressive) 



Summary 

• HPV-related high grade NEC has been and remains a very rare form of 
head and neck cancer. 

• HPV + SqCC/small cell carcinoma/large cell carcinoma  all have a 
basaloid appearance, high mitotic rates, and frequent necrosis 

•  High-grade NEC are often mixed with SqCC 

• The excellent prognosis of HPV-related oropharyngeal SqCC is 
trumped by high-grade neuroendocrine carcinoma histology. 

• The presence of a NEC component should disqualify any patient with 
an HPV-OPSqCC from consideration as a candidate for less intensive 
multimodality therapy (i.e., de-escalation therapy)  

 



P63/P40 

Diffusely positive 

SqCC 

Focal or negative 

Need rule out NEC (synaptophysin, chromogranin,  
TTF1, Insulinoma-associated protein 1 (INSM1)) 
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19-1205  

Philip Bulterys/Christine Louie; VA Palo Alto 
65-year-old male with h/o treated HCV cirrhosis, 

presenting with hematochezia. EGD 
demonstrated nodular and striking 

erythematous mucosa in duodenum. Duodenal 
polyp submitted. 

 



Duodenum 













Iron stain 



DIAGNOSIS: 

 -- PORTAL HYPERTENSIVE 

DUODENOPATHY 

 -- SIDEROSIS, POSSIBLY RELATED TO 

CIRRHOSIS 



Gurung A, Jaffe PE, Zhang X. WJGE 2015. 

Reports of small intestinal polyps related to portal hypertension  



Gurung A, Jaffe PE, Zhang X. WJGE 2015. 

Histologic features 



Gastric and duodenal siderosis 

Main associations: 

• Oral iron medications 

• Alcohol abuse 

• Blood transfusions 

• Hemochromatosis 

• Decompensated cirrhosis with 

esophageal varices 

 

 

Three main patterns of siderosis: 

 

Type A (“non-specific”) variant  

• Floating siderosomes 

• Located intracellularly in macrophages, 

stroma, and epithelium 

 

Type B (“iron-pill gastritis”) 

• Large clumps of fibrillar iron 

• Located extracellularly and in blood 

vessels, macrophages, and epithelium 

 

Type C (“gastric glandular”) variant 

• Free floating siderosomes 

• Located in deeper glands of the antrum 

and fundus 

Kothadia JP, Kaminski M, Giashuddin S. Ann Gastroenterol 2016. 



1. Portal hypertensive duodenopathy is rare but can sometimes be 

seen and biopsied 

 

2. Endoscopic findings may include polypoid, ulcerated, or 

erythematous mucosa 

 

3. Biopsies will show capillary proliferation, congestion, or dilation 

with foveolar metaplasia, apoptosis, and fibrosis sometimes 

seen 

 

4. Siderosis within macrophages is nonspecific and may be related 

to inflammation and hemorrhage but has also been reported in 

the context of cirrhosis 

Take-home points 
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19-1206  

Saba Ali; El Camino Hospital 

Young adult presents with unexplained 
pancytopenia. Bone marrow biopsy 

performed. 

 



















Peripheral blood 

• Pancytopenia 

• Left-shifted granulocytes 

• Absence of blasts 

Flow cytometry 
• Low side scatter 
• High forward scatter 
• CD34 and CD45 negative 
• CD56 positive 
• Myeloid markers (CD13, CD33, CD117, HLA-DR), B-

cell, and T-cell markers negative 



Diagnosis? 

A) AML 

B) AMML 

C) ALL 

D) Metastatic sarcoma 

E) Metastatic carcinoma 

F) Metastatic small round blue cell tumor 

G) Other 



Differential diagnosis 

• Acute myeloid leukemia (AML) 

• Acute myelomonocytic leukemia (AMML) 

• Blastic plasmacytoid dendritic cell neoplasm 

• Plasmablastic myeloma 

• Peripheral T-cell lymphoma involving marrow 

• Acute lymphoblastic leukemia (ALL) 

• Metastatic carcinoma/sarcoma 

• Metastatic small round blue cell tumor 

 



Immunohistochemistry 

• CD34: Negative 

• MPO: Negative 

• CD117: Negative 

• CD45: Negative 

• CD138: Negative 

• AE1/AE3: Negative 

 



CD56 



DESMIN 



MYOGENIN 



MOLECULAR TESTING 

• PAX3-FOXO1 DETECTED (break-apart probe) 

IMAGING 

• No solid tissue lesions identified 



DIAGNOSIS 

• ALVEOLAR RHABDOMYOSARCOMA 

▫ Malignant tumor of mesenchymal origin 

▫ Comprises largest category of soft-tissue sarcomas 
in children and adolescents 

▫ Rhabdomyosarcoma classification: 

 Embryonal (65%) 

 Alveolar rhabdomyosarcoma (25%) 

 Pleomorphic 

 Botyroid 

 



• Alveolar RMS occurs in ages 15-20 
• Primary sites are: 
▫ Head 
▫ Neck 
▫ Trunk 
▫ Pelvis 
▫ Retroperitoneum 

• Spread by direct invasion, lymphatic, 
hematogenous 

• Bone marrow lesions found in 30% of metastatic 
cases 

• Rare cases of bone marrow as primary site have 
been reported 



SOFT TISSUE HISTOLOGY 







PITFALLS 

• ALK-1, Pax-5, and CD20 can be positive in 
rhabdomyosarcoma  

 



Take home points 
• Leukemic presentations with sole marrow 

involvement can occur in RMS 

• Patients show pancytopenia without solid tissue 
component by imaging 

• Can be morphologically very similar to blasts, 
but flow cytometry is a major tip off: CD45 
negative, CD56 positive population ! 

• FISH studies can help confirm 

• Occurs in pediatric population, but rare cases 
occur in adults 
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19-1207  

Lucy Han/Vighnesh Walavalkar; UCSF 

31-year-old male with no prior malignancies 
was found to have a pancreatic tail mass. 

 



 



 





 



 



 



 



 



 



Keratin 



Chromogranin 



Synaptophysin 



Beta-catenin 



Trypsin 



 CD3 



 CD20 



 CD68 



 Diagnostic stain? 



History  

• The patient is a 31-year-old man with a recent open 
cholecystectomy for chronic cholecystitis and 
incidentally found with a distal pancreatic mass.  

• Additional history of gun shot wound to abdomen.  

• No history of tumor or malignancy.  

• He complains of persistent intermittent abdominal 
pain.  

• Imaging:  
– There is a 2.9 x 1.8 cm hyperenhancing mass in the 

posterior pancreatic tail 
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CD8 



Intrapancreatic Accessory Spleen (IPAS) 

• Congenital anomaly of failure of fusion.  

• Accessory spleen incidence: 10%-20%. 

• Most ectopic spleens are near the splenic 
hilum, pancreatic tail, greater omentum, 
splenic ligament. 
– Present in pancreatic tail in 11-17% of cases. 

• Rarely detected 
– Small  

– No clinical symptoms 



Differential Diagnosis 

Neuroendocrine Tumor 
(P-NET) 

Solid Pseudopapillary 
Neoplasm 

ExpertPath 



IPAS Histology  

Lymphoid aggregate Vessels Splenic Sinuses 

ExpertPath 



Treatment 

• None required.  

• Therapy required only with: 

–  Idiopathic thrombocytopenic purpura (ITP)  

–  Symptoms due to compression 

–  Torsion 

–  Spontaneous rupture of hemorrhage 



Li BQ et al. HPB. 2018;20(11):1004-1011 

Clinical Features of IPAS 



Preoperative Diagnoses 

Li BQ et al. HPB. 2018;20(11):1004-1011 



FNA Pathology of IPAS 



Li BQ et al. HPB. 2018;20(11):1004-1011 

Treatment 



CD8 Immunohistochemical Stain 

Cytotoxic T-cells 



CD8 Immunohistochemical Stain 

Cytotoxic T-cells Splenic Sinuses 



CD8 Immunohistochemical Stain 

Cytotoxic T-cells Splenic Sinuses 

Negative in systemic 
endothelial cells, bone 
marrow, lymph node, 

and hemangiomas 



Summary 

• Accessory spleen is not rare.  

• May be confused with P-NET and SPN.  

• CD8 is a helpful marker in FNA specimen.  
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19-1208  

Lucy Han/Joshua Menke; UCSF 

29-year-old female with a left parotid gland 
mass, present for 9 years. 

 











29-year-old woman 
with a left parotid gland 

mass for 9 years 
Lucy Han, Josh Menke 

San Francisco General Hospital  

University of California San Francisco 



Imaging 

• Heterogenous enhancing 2.8 cm mass within the 
left parotid gland and bilaterally enlarged level II 
lymph nodes.  





p63 



MAML2 FISH Rearrangement  
Image demonstrates separation of 3’MAML2 and 
5’MAML2 probe signals 

3’MAML2(G)/5’MAML2(R)[11q21] 

Mayo Clinic Genomics Laboratory c/o Dr. Katherine B. Geiersbach 



Final diagnosis:  
Oncocytic mucoepidermoid 
carcinoma with lymphoid stroma 
(aka Warthin-like mucoepidermoid 
carcinoma) 
 





Warthin Tumor 
Benign Tumor 

Elderly population  

Associated with smoking, often 
bilateral 

Unclear associated genetic alteration 

Can have squamous and mucinous 
metaplasia. 
• Inflammation 
• Infarction  
• Following FNA 

Conservative treatment or simple 
resection 

Faur A et al. Rom J Morphol Embryol. 2009;50(2):269-73. 



Warthin-like Mucoepidermoid Carcinoma 
Malignant Tumor 

Wide age range 

Wide morphologic spectrum  

CRTC1-MAML2 
CRTC3-MAML2 

Composed of epidermoid, 
intermediate, and mucous cells. 
• Oncocytic epithelium  
• Can be bland  
• Few mitotic figures 

Parotidectomy, possible neck 
dissection, radiation  

Garcia JJ. Human Pathology. 2011;42:2001-2009.  



Prominent lymphoid stroma 
Multi-loculated cystic 

epithelial proliferations 

Oncocytic epithelial cells 

Multilayer with 
disorganization 

Mucinous cells 



Indications for MAML2 FISH 

• Warthin’s-like tumor in a young patient.  

• Mucinous differentiation 

• Areas deviating from the bilayered appearance of a 
classic Warthin’s tumor or oncocytic cystadenoma 

• Absence of prior fine-needle aspiration biopsy or 
trauma (which can induce squamous or mucinous 
metaplasia) 



Diagnostic utility of FISH on 
salivary gland FNA cell block 

Darras et al. Journal of the American Society of Cytopathology. 2019;8:157e164  



Take Home Points 

• Mucoepidermoid carcinoma can show marked 
morphologic and immunophenotypic overlap with 
Warthin’s tumor 

• MAML2 rearrangement is diagnostic of 
mucoepidermoid carcinoma and can be performed 
on cytology cell blocks 

• Cytology specimens are rich sources of neoplastic 
tissue for various molecular tests 
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19-1209  

Sava Grujic; Kaiser San Jose 

60-year-old male presented with obstructive jaundice. 
CT demonstrated pancreatic head mass. FNA of 

pancreatic mass was interpreted as atypical/suspicious 
for malignancy. During Whipple procedure, suspicious 
liver lesion was sent for frozen to exclude malignancy. 

 















60-year-old male presented with obstructive 
jaundice. CT demonstrated pancreatic head 

mass. FNA of pancreatic mass was interpreted as 
atypical/suspicious for malignancy. During 

Whipple procedure suspicious liver lesion was 
sent for frozen to exclude malignancy 

Sava Grujic, MD Kaiser San Jose 
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Dx: IgG4 Related Sclerosing Cholangitis 
Cholestasis with ductular reaction c/w 

large bile duct obstruction 
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Chr. 



Dx: Autoimmune Pancreatitis, Type 1 IgG4 
related 
NET Grade 1  



• Immunoglobulin G4-related disease (IgG4-RD) is an immune-mediated 
fibroinflammatory condition that is capable of affecting multiple organs. 

   Common forms of presentation include: 

• Type 1 (IgG4-related) autoimmune pancreatitis (AIP) 

• IgG4-related sclerosing cholangitis, typically occurring together with type 1 
AIP 

• Major salivary gland enlargement or sclerosing sialadenitis; termed IgG4-
related Mikulicz disease, when presenting with the combination of lacrimal, 
parotid, and submandibular gland enlargement 

• Orbital disease, often with proptosis 

• Retroperitoneal fibrosis, frequently with chronic periaortitis and often 
affecting the ureters, leading to hydronephrosis and renal injury 

• The involved organs share a number of core pathologic features and striking 
clinical and serologic similarities, including tumor-like swelling of involved 
organs, a lymphoplasmacytic infiltrate enriched in IgG4-positive plasma cells, 
and a variable degree of fibrosis that has a characteristic "storiform" pattern. 
Elevated serum concentrations of IgG4 are common. 



• The hallmarks of IgG4-related disease (IgG4-RD) are dense 
lymphoplasmacytic infiltrations with a predominance of IgG4-positive 
plasma cells in the affected tissue, usually accompanied by some degree of 
fibrosis and often by obliterative phlebitis and an increased number of 
eosinophils. Serum IgG4 levels are elevated in approximately two-thirds of 
the patients, while a sizeable minority of patients have normal serum IgG4 
concentrations even before treatment, despite the presence of the typical 
histopathologic changes in tissue. A good initial therapeutic response to 
glucocorticoids is characteristic, particularly if excessive tissue fibrosis has 
not supervened. 

• The pathogenesis of IgG4-related disease remains incompletely understood, 
but there is growing evidence that the disease is autoimmune in character, 
with an important role for T cells, especially CD4+ and T-follicular helper cells 
and that the IgG4 antibodies are not themselves pathogenic. 

• IgG4-related sclerosing cholangitis is the most common extrapancreatic 
manifestation of type 1 AIP (IgG4-related), present in over 70 percent of such 
patients. It rarely occurs in the absence of pancreatitis. 



19-1210  

Romain Cayrol/Hannes Vogel; Stanford 
56-year-old female with a seizure and newly-discovered brain 

lesion.   MRI: hyperintense mass involving the cortex and 
subcortical white matter of the right inferior and middle 

temporal gyri, most consistent with an infiltrative glioma with 
cystic change, as well as several foci of enhancement which 

may present a higher grade component.  
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Immunohistochemistry 

• IDH1 R132H negative 

• ATRX retained 

• P53 positive 

 



• A. BRAIN, GLIOMA, RESECTION 

• -- MALIGNANT GLIOMA WITH GIANT CELLS, IDH R132H 
WILDTYPE, PENDING MOLECULAR STUDIES 

 

• No necrosis, no microvascular proliferation 

 



• A. BRAIN, GLIOMA, RESECTION, MUTATIONAL PROFILING BY 
STAMP 
 -- POSITIVE FOR RB1 Q736X MUTATION 
 -- POSITIVE FOR TP53 E285K MUTATION 
 -- POSITIVE FOR EGFR AMPLIFICATION 
 

• A. BRAIN, GLIOMA, RESECTION 

• --  GLIOBLASTOMA, IDH WILD-TYPE, GIANT CELL VARIANT 
WHO GRADE IV 

• “Following the recent cIMPACT (consortium to Inform Molecular and 
Practical Approaches to CNS Taxonomy) recommendations these 
findings warrant the diagnosis of diffuse astrocytic glioma, IDH-
wildtype, with molecular features of a glioblastoma, WHO grade IV.” 



consortium to Inform Molecular and 
Practical Approaches to CNS Taxonomy 
Not Official WHO (cIMPACT NOW) 



C-IMPACT NOW 

• Diffuse astrocytic glioma, IDH wildtype, with molecular 
features of a glioblastoma, WHO grade IV 

• No necrosis or microvascular proliferation 



Glioblastoma, giant cell variant 

• Rare variant of IDH wildtype glioblastoma, WHO grade IV 

• Giant multinucleated cells and occasional abundant reticulin network 

• <1% of glioblastoma 

• Younger patients (44 to 51 year old), including children 

• Often well circumscribed neoplasms centered on the subcortical white matter 
and deeper grey matter of the cerebrum 

• Ring enhancing lesion 

 



Glioblastoma, giant cell variant 

• Well circumscribed, firm tumor with 
necrosis and hemorrhage 

 

• Atypical glial cells with numerous 
multinucleated giant cells  and an 
occasional reticulin network 

• Cytoplasmic inclusions can be seen 

• Palisading and/or geographic necrosis 

• Microvascular proliferation is less common 

 

• Prognosis slightly better compared to IDH 
wildtype glioblastomas 

• 10 versus 13 months 

• 5 year survival rate 3.4% versus >10% 



Glioblastoma, giant cell variant 



Conclusion 

• Following cIMPACT guidelines diffuse astrocytic tumors, IDH wildtype, 
without necrosis and microvascular proliferation can be diagnosed as 
WHO grade IV based on molecular features 

• EGFR amplification 

• TERT promoter mutation 

• Combined chromosome 7 gain and chromosome 10 loss (-10/+7) 

 

• Giant cell glioblastoma are rare variants of IDH wildtype glioblastoma 
with a slightly better prognosis 

• Differential diagnosis with poorly differentiated carcinoma, 
epithelioid gliovlastoma and pleomorphicxanthoastrocytoma 
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