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SB 6101

Charles Lombard; EI Camino Hospital

71-yearold female with 1 day onset respiratory failure/DIC, D
dimer=69K. Has retiform purpura 30% total body surface area with
numerous flaccid bullae without ocular, nasal, perianal, and genital

erosion. Favor skin necrosis secondary to

primary bullous disorder, SJS/TEN.



71yo F

A Acute respiratory failure
A DIC
I D-dimer: 69,000
I Hyperthermia/Rhabdomyolysis
A Retiform purpura 30% BSA with numerous flaccid bullae

I Arms, legs (ankle to groins), abdomen
I No mucosal lesions
A Clinical DDX:
I SJS/TEN
I Primary bullous skin disease
I Cutaneous necrosis due to DIC
A Abdominal wall biopsy
I IF Negative
























DIAGNOSIS?




a/ 2Yl ¢ oO0f A&l
Noninflammatory subepidermal split
with underlying early eccrine gland
Necrosis



Coma blisters

A Selflimited skin lesions that occur at sites of
pressure

A Commonly associated with medication
overdose (barbiturates)

A Also seen in comatose patients with
medical/neurologic conditions

AAlsoseeninno®2 YI 124S LI UA S
respiratory failure (both pressure and non
pressure bearing sites)



Pathology

A Pauci inflammatory subepidermal blister

A No inflammatory infiltrate in underlying dermis
A DIF : negative

A Absence of vascular thrombosis/vasculitis

A Underlying eccrine glands show
degeneration/necrosis

A DDX includescelllpoor autoimmune disease,
SJS/TEN, Vasculitis/vasculopathy



Pathogenesis

A Thought to be related to hypoxia and/or toxic
effects of drugs on the skin and eccrine
glands.

A F/U: Pt died shortly aftenx.



SB 6102
(scanned slide available)

Keith Duncan: MillsPeninsula

75-yearold femalewith dmultinodulargoitere %

recurrentnervepalsy and 11cm tanvhite firm

massthoughtto haveoriginatedfrom inferior
thyroid.






























DIAGNOSIS?




SB6102

SURGEOBND MRI) ORIGINALTMOUGHT TUMOR WAS
ARISING FROWHYROID (13 CM IN GREATEST DIMENSION):

DIFFDX: BIPHASIC TUMORS:

SYNOVIAL SARCOMA

SARCOMATOIDARCINOMA OR MESOTHELIOMA

SETTLE (SPINDLED EPITHELIAL TUMOR OF THMIC LIKE
DIFFERNTATION)

CASTLE (CARCINOMA SHOWING THYMIC LIKE DIFFERENTIATI(

HOWEVER, EPITHELIAL COMPONENT PROVED TO BE ENTRAP
THYROID GLANDS



SB 6102

EPITHELIAL COMPONENT CK7, CK19 AN
THYROGLOBULROSITIVE

SPINDLED ZONES: VIMENTIN ANE2 BCISITIVE
NEGATIVE STAINS: CD10, CD34, DESMHA, Mel

WT-1 and S106
ALSO NEGATIVE, EMA, CK5, CD5P®SD

TRANSLOCATION STUDY FQR (8YT/SSX)
SYNOVIAL SARCOMA WAS NEGATIVE



SB6102

REFERRED TO STANEFORD

STRONG DIFFUSE NUCLEAR STAININSGAOBR
SURROGAMARKER FOR THE NATAT6
TRANSLOCATION

STAI6 NEGATIVE IN SYNOVIAL SARCOMAS AND
SARCOMATOIMESOTHELIOMAS

CONCLUSION: MALIGNANT SOLITARY FIRBROUS
TUMOR



MALIGNANT SOLITARY FIBROUS
TUMOR

HIGH RISK FEATURES:

LARGE SIZE, CELLULAR FOCI WITH
INCREASED ATYPIA, HIGH MITRTTTVITY,
DIFFUSELNFILTRATIVE BORDER AND
TUMOR CELL NECROSIS
ASSOCIATBDITH RECURRENCE AND
METASTASES

HISTORY OF PLEURAL SOLITARY FIBROUS
TUMOR 199520 X 15 X18 CM PLEURAL
MASS ? MET FROM THAT LESION?



SB 6103

Greg Rumore; Kaiser Walnut Creek

54-yearold woman status post breast augmentation in
2000. Developed capsular contraction and pain in breast
necessitating implant replacement in 2008. Now with nipple
discharge and continued pain. Underwent bilateral
mastectomy.







































DIAGNOSIS?




Dx:DCIl$volving implant
capsule



SB 6104

AllisonZemelJohn Higgins; Stanford

66-yearold female with left palate mass with
evidence of deep extension on the CT scan,
extending to the posterolateral border of the
palate and pterygopalatine fossa.



Left palate mass

CT face with contrast:
2.8 cm lobular submucosal mass of
left paramedian palate
















DIAGNOSIS?




Canalicular Adenoma

Clinical features:

- Mean age 65y, slight female predominance

- Primarily oral (upper lip 74%, buccal 12%, palate)
- Rarely major salivary glands

- Small, norulcerating, painless, sleagrowing mass



Canalicular Adenoma

Histopathologic features:

- Well circumscribed

- Bilayered strands of cuboidal/columnar cells
- Bland oval nuclel, no mitoses

- Edematous stroma with capillaries

Immunohistochemical features:

- Not generally necessary
- Absence of myoepithelial/basal cell component



Canalicular
Adenoma

Basal Cell
Adenoma

Adenoid Cystic
Carcinoma

Pleomorphous
LGAdenoca

Minor salivary
1%o0f all tumors
Recurrence rare

Bilayered cells
Loose stroma

CK, S10GFAR
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Parotid gland
2% of all tumorg
Membranous*

Palisadingells
Hyaline stroma
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Canalicular Adenoma

Treatment:
- Local surgical resection with negative margins

Prognosis:
- Recurrence is rare
- Multiple nodules or erosion into bone is rare

Follow up:
- No evidence of recurrence after 1.5 years



References

Thompson. Head and Neck Pathology.
Fletcher. Diagnostic Histopathology of Tumors.



SB 6105

Allison Zemel{John Higgins; Stanford

42-yearold man with azoospermia and
elevated gonadotropins.
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DIAGNOSIS?




Klinefelter Syndrome

Clinical features:
- Described in 1942 by Dr. Klinefelter

- Reduced body hair, gynecomastia, small testes,
azoospermia, increased FSH/LH

- Only 25% are diagnosed

Pathogenesis:

- 47, XXY

- 48, XXXY amB,XY/46,XXY mosaicism

- 46, XX (translocation of testtketermining factor)



Klinefelter Syndrome

Histopathologic features of male infertility:
- Nodules of Leydig cellsgpin Klinefelter)

- Normalreduced tubule size, atrophic

- Fibrotic interstitium

- 1% have malignant intratubular germ cells

Klinefelter syndrome

- Can benormal at birth

- Tubules may be lined by only Sertoli cells

- Marked tubular atrophy, sclerosis, Leydig cell nodules
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Malignancy risk in Kigatiets

Davis et alAdvancesn the Interdisciplinary Care of Children with Klinefelter
Syndrome Advancesn Pediatrics 63 (2018)c46

Malignant intratubular germ cells (1%)
Breast cancer ¢3%)

Extragonadal germ cell tumors (0.1%)
Non-hodgkinlymphoma (+/)






Klinefelter Syndrome

Treatment:

- Up to 50% of KS are infertile, but ~50% successful ART
- Microdissection of testis
- Exogenous testosterone, genetic counseling

Prognosis:
- Variable, psychosocial impairment

- Other morbidities chronic bronchitis, bronchiectasis,
emphysema, varicose veins, SLE, diabetes



References

Davis et al. Advances in the Interdisciplinary Care of
Children with Klinefelter Syndrome. Advances in
Pediatrics 63 (2016) £86

Genitourinary Pathology: Foundations in Diagnostic
Pathology, Seconddition.



SB 6106 (scanned slide avallable

David Levin; Washington Hospital

Posterior fossa brain tumor. Gradual onset of symptoms
over the past year, MRI shows a midline cerebellar lesion
occupying most of vermis. RPogp DDxincludes AVM with

evolving seroma and hemangioblastoma.









