SEPT 2020 DIAGNOSIS LIST

20-0901: metastatic squamous cell carcinoma of prostate (soft tissue/GU
pathology)

20-0902: endometrioid adenocarcinoma arising from polypoid endometriosis
(pelvis/GYN pathology)

20-0903: oncocytic renal cell carcinoma, MTOR mutated (kidney/GU pathology)
20-0904: pigmented microcystic chromophobe renal cell carcinoma (kidney/GU
pathology)

20-0905: perinephric myxoid tumor (kidney/GU pathology)

20-0906:primary renal melanoma (kidney/GU pathology)

20-0907: paraganglioma (spinal cord/soft tissue pathol&gyeuropathology)
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20-0901

Hubert Lau; VA Paldlto

68-yearold M with h/o prostatic adenocarcinoma s/p
radical prostatectomy? 5 years prior) and subsequent
androgen deprivation therapy presents with new chest
wall mass and h ermetabollc lesions in lungs, liver, and
adrenal glands. ore biopsy of chest wall mass performed.
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Diagnosis:

Chest wall mass, core biopsy:
-- Involved by squamous cell carcinoma

Differential diagnosis:
ASqguamous transformation of prostatic carcinoma

ASquamous cell carcinoma of pulmonary origin
AOther?



NGS performed on core biopsy specimen

Microsatellite status MS-Stable § PTEN loss
Tumor Mutational Burden 3 Muts/Mb® RB1 loss$
CARDI1T T128M TMPRSS2 TMPRSS2(NM_005656)-ERG(NM_004449) fusion

CTNNB1 S33C (T1: E4) S
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Sqguamous transformation of prostatic
adenocarcinoma

ARare phenomenon of uncertain etiology (<100 cases reported)

? Squamous metaplasia
? Prostatic urethral/periurethral duct origin
? Pluripotent stem cells

AMay be associated with prior ADT or radiotherapy, de novo cases also
reported

ASCC of the prostate carries a poor prognosis
AAggressive behavior, tendency to metastasize
ADoes not respond to standard treatments for prostatic adenocarcinoma



Ancillary studies: SCC of the prostate

AStains like SCC

ANegative by IHC for PSA, PSAP, PhodsSein

AVery focal PSA or PSAP rarely s&smganiAV et alAm J Sur@athol
200428YcpMTmic p T @O

ANKX3.1 IHC not watharacterized, but negative in recent case
reports

ANGS/molecular methods may be useful for identifying orgpecific
alterations

AClinical correlation most important



ERG IHC



ERG IHC

AERG rearrangement detected in ~50% of prostatic adenocarcinomas

AERG IHC is a useful surrogate for identifying an ERG fusion event

A Sensitivity 8698%
A ChauxAet al. Am J Sur@athol 201135Y MA MO TTM A H N1 D
A Braun M et alProstate Cancer Prostatic D291215Y mc p tmc th P



ERG IHC in aggressive variants of prostate
cancer

Histopathology

ORIGINAL ARTICLE @ Full Access Mohamed Alhamar, Tudor Viadislay, Steven C. Smith, Yuan Gao, Liang Cheng, Laura A, Favazza, Al M

a 5 ] D Alani, Michael M, Ittmann, Nicole D, Riddle, Lisa | Whiteley, Nilesh 5 Gupta, Shannon Carskadan, Juan
Gene FUS|On CharaCterlzatlon Of Rare Aggress“/e PFOState Cancer C Gomez-Gelvez, Dhananjay A, Chitale, Nallasivam Palanisamy, Ondre) Hes, Kirll Trpkov, Sean R
Variants - Adenosquamous Carcinoma, Pleomorphic Giant Cell Willamson @ ... See fawar authors A

Carcinoma, and Sarcomatoid Carcinoma: An AnalySiS of 19 Cases | [lnhed: 08 July 2020 | https://dol-org laneproxy.stanford.edu/10,1111/his, 14205

A19 tumors with 1 or more variant, includisgrcomatoid(n=10),
adenosquamougn=7), and pleomorphic giant cell carcinoma (n=7)

AERG rearrangement detected in 47% (n=9), similar frequency to
conventional prostatic adenocarcinoma

AOnly 56% of cases showed positive ERG IHC in variant component



Clinical followup

AReceived systemic therapy for 4 months
A3 cycles of carboplatin/napaclitaxel/pembrolizumab
A1 dose of gemcitabine/docetaxel

ASerum PSA 1.33 ng/mL, but evidence of disease progression by
Imaging
AEventually transitioned to comfort care and died ~1 month later



Take home points

ASCC of the prostate is a rare, aggressive variant that may be
associated with prior ADT or radiotherapy

AMorphology and immunohistochemical profile are generallynon
specific

AClinical correlation and molecular methods are most useful for
confirming the site of origin

AERG IHC may be helpful, but appears less sensitive in aggressive
variants of prostate cancer



20-0902
scanned slide available!

Keith Duncan; MillsPeninsula

80-yearold F with masses in pelvis, diaphragm, and
small intestine.
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Endometrial adenocarcinoma arising in
polypoid endometriosis

Polypoid endometriosis is an uncommon variant of endometriosis that is
characterized as a lesion which is similar to an endometrial polyp and can be found
most often in the colon, ovarian, uterine serosa, cervical canal, vaginal mucosa,
ureter, fallopian tube, omentum , bladder peritoneum and paraurethral and
paravaginal regions.
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Differential diagnosis includes several types of tumors as adenofibroma,
endometrial stromal sarcoma and adenosarcoma

First introduced by Mostoufizadeh and Scully in 1980.



Endometrial adenocarcinoma arising in
polypoid endometriosis

Multifocal deposits of polypoid endometriosis
characterized by cystically dilated endometriotic glands
and stroma showing fibrosis and hemosiderin laden
macrophages.

Variable glandular architecture ranging from
hyperplasia to complex hyperplasia to frank
malignancy.

IPOX stains:

Positive: ER, PR, CK7, P53(Wild type expression).
Negative: CK20, CE2XWF1, CEA.



PATHOGENESIS

Pathogenesis of this disease unclear.

Several hypotheses, including conventional

retrograde menstruation theory with involvement of mucosal or
subserosal sites, or the lining of cyst cavities, permitting polypoid growth.

Other theories include hormonal stimulation, including unopposed
estrogen and combined estrogen-progestin therapy, tamoxifen use, or
even following withdrawal of gonadotrophin-releasing hormone (GnRH)
agonist.



https://www.sciencedirect.com/topics/medicine-and-dentistry/pathogenesis
https://www.sciencedirect.com/topics/medicine-and-dentistry/pathogenesis
https://www.sciencedirect.com/topics/medicine-and-dentistry/menstruation
https://www.sciencedirect.com/topics/medicine-and-dentistry/hormonal-regulation
https://www.sciencedirect.com/topics/medicine-and-dentistry/tamoxifen
https://www.sciencedirect.com/topics/medicine-and-dentistry/gonadorelin
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20-0903
scanned slide available!

Emily Chan; UCSF
33-yearold F with 2.5cm right kidney mass.






























Submitted case




Second case In same week! :y&ar
old woman with 6 cm left renal mass,
also underwent partial nephrectomy

A




Differential Diagnosis for young woman
with oncocytic renal neoplasm

AOncocytoma (excluded in these cases by morphology)
AChromophobe RCC

AHybrid oncocytic/chromophobe tumor (HOCT,
associated with BirHoggDube, renal oncocytosis, TSC
or sporadic hybrids)

AFHdeficient RCC

ASDHdeficient RCC

ATranslocation t(6;1tassociated RCC
AEosinophilic solid and cystic RCC
AEosinophilic clear cell RCC



Immunohistochemical profile

Positive stains:
Pax38

CD117 (weak??)
Pancytokeratin

Negative stains:
CKY

CK20

FH (retained)
SDH (retained)
MelanA
HMB45

CD117 1:25
dilution

CD117 1:250
dilution



