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Epithelial-Myoepithelial Carcinoma

Frequent Morphologic and Molecular Evidence of Preexisting Pleomorphic
Adenoma, Common HRAS Mutations in PLAGT-intact and
HMGAZ-intact Cases, and Occasional TP53, FBXW7, and

SMARCBT Alterations in High-grade Cases
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EMCAs: Epithelial-myoepithelial carcinomas. 7 -fll_E K&
PA: Pleomorphic adenoma. 2% #2 % BR J&3

PLAGI: Pleomorphic Adenoma Gene 1.

HMGA2: High Mobility Group A2.
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Epithelial-myoepithelial carcinomas
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WHO Classification of Head and Neck Tumours 2017
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TABLE 1. Clinicopathologic Features of Patients With EMCA

Sex, Female (n/N [%0]) 25/39 (64)
Age (mean [range]) (v) 66 (19-87)

1. TMEZ& (64%)
2. WA TR (57%)
3. IHA, MEABREHKRZE (67%)

VI (1T [70])

cMO 38 (98)
pMI1 1 (2)
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FIGURE 4. Kaplan-Meier plot, estimated DFS of patients with
EMCA, compared with patients with SDC (from Chiosea et al).!>



TABLE 2. Prevalence of PLAGT or HMGAZ Alteration and Average Age of Patients With PA (Literature Review) and EMCA

Patients’ Age (Average [Range, for Patients

in the Current Study]) (y) /

PA* EMCII
Patients with tumors carrying PLAGI alteration 39 65 (47- 419']511:5"5
Patients with tumors carrying HMGA?Z2 alteration 459 69 (46-

*The data on patients with PA are from Bullerdiek et al.’”
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I Epithelial Myoepithelial Carcinoma(n = 39) I
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Ex Pleomorphic Adenoma, PA De Novo (n = 8)
(n=31) No morph. evidence of PA;
intact PLAGI and HMGAZ2
g
(n = 10; including one (n=9; all cases with
case without morph. evidence of
morphologic PA)
evidence of PA)

. 4
Morphologic evidence of PA, but ‘

normal PLAG] and HMGAZ (n=12)

FIGURE 7. Subsets of EMCA: relationship between the mor-
phologic evidence of PA and PLAGT or HMGAZ status.
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FIGURE 8. The relationship between the subsets of EMCA and histologic grade, mutations, and copy number variation in 50
cancer-related genes. Only genes with mutations or copy number alterations are shown (first column). Mutations (TP53, FBXW?7)
and deletions (SMARCBT) in tumor suppressor genes are highlighted in red. Mutations in oncogenes are highlighted in green.
*Cases for which only recurrent tumor was rereviewed for this study (initial resections were diagnosed as PA). #Cases with

FGFR1-PLAG1 fusion identified by next-generation sequencing. HG indicates high grade.
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