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乳腺腺肌上皮瘤
Ø ：腺肌上皮瘤（Adenomyoepitheliomas，AME）是由肌上皮细胞围绕衬覆

腺上皮的小腔隙增生而形成的肿瘤。罕见情况下，AME 的一种或两种成分可
发生恶变（伴有癌的AME）。

Ø ：AME 通常表现为乳腺中心部位的肿块，多为绝经后妇女。

Ø ：AME 常为大于1cm 的圆形结节，中位大小2.5cm。伴有癌的AME 体
积大，部分病例界限清楚，常见囊性变、坏死和钙化。

Ø ：AME 以被覆上皮的腔隙周围肌上皮细胞层增生为特点。结构上
表现为分叶状、乳头状、小管状和混合性生长方式。肌上皮细胞可表现为多
种形态，包括梭形、上皮样及富含糖原的透明细胞。腺体成分可出现大汗腺
化生、鳞状上皮化生和皮脂腺分化。





Ø
– 一种发生于涎腺的恶性肿瘤，由内层的腺腔导管上皮
与外层的肌上皮两种细胞组成

Ø
大部分发生于腮腺、下颌下腺，少部分发生于鼻腔鼻窦、
上腭

Ø
– 少见的涎腺肿瘤，占涎腺恶性肿瘤＜5%
– 好发于60-70岁女性

Ø ：缓慢生长的无痛性包块

Ø
– 多结节状，质韧，呈推挤式边界

– 部分包膜，小部分（30%）出现囊性变



Ø
– 分叶状生长方式

– 双层上皮

Ø
– 内层---小的腺腔导管细胞，胞浆嗜酸性

– 外层---多边形的肌上皮细胞，胞浆透亮

Ø
– 出现筛状、基底细胞样排列，Verocay样生长，乳头状/囊性结构

– 伴有皮脂腺分化、嗜酸细胞化生/顶浆分泌、双层细胞透明变、鳞化

– 高级别转化、砂粒体

Ø
– 低分子量角蛋白在腺腔导管上皮高表达，肌上皮成分低表达

– 肌上皮成分高表达肌上皮标记，如：SMA，HHF35，P63，calponin
Ø

– 通常为低度恶性，局部复发率30-50％，淋巴结转移15-20％，远处转移罕见

– 5年生存率80-94％，10年生存率72-90％
– 预后因素包括肿瘤大小、边界情况、高级别转化、肌上皮间变、坏死、淋

巴管侵犯



HRAS mutations (8/23,35%).



MATERIALS AND METHODS

Ø19 cases of breast-AME from 1990 to
2018；
ØA tumor was referred to as “malignant
AME” if the tumor exhibited overgrowth of
epithelial or myoepithelial component,
severe cytologic atypia, infiltrative growth
pattern, increased mitotic activity (> 3/10
HPF) or necrosis.



Ø Immunohistochemistry
estrogen receptor (ER)

ØFluorescence In Situ Hybridization
PLAG1 and HMGA2 rearrangements

ØTargeted Next-Generation Sequencing



RESULTS

ØAll patients were female with a median age of 65 years (range, 33 to
83 y).
ØThe tumor size varied from 0.6 to 2.5 cm.
ØOf the 19 cases selected, 12 were classified as benign, and 7
malignant.
ØAll 12 benign cases were ER positive, whereas 4 of 7 malignant
cases were ER negative.
ØAdequate follow-up was available for 8 patients with a median of 52
months (range, 8 to 107 mo).













DISCUSSION
Ø Taken together, these results suggest that PIK3CA and
AKT1 mutations function as driver mutations for a major
subset of AME, and HRAS mutation is possibly
instrumental in acquisition of an ER negative aggressive
phenotype.

Ø Noteworthy is the finding that APC mutations were seen
in 2 cases without PIK3CA or AKT1 mutations, and both
the cases were malignant AMEs. Somatic mutations of
APC have been reported in up to 18% of breast cancer
patients.



Ø Our finding of HMGA2 rearrangements in a small subset
(13%) of AMEs lends credence to a potential
genotypicphenotypic relationship between AMEs and
salivary gland EMCs, an idea further supported by the
shared presence of HRAS mutations in both lesions.

Ø Our study, however, failed to detect PLAG1 alterations in
AMEs, which on the contrary have been identified in a
quarter of EMC cases.

Ø Similarly, we identified PIK3CA mutation in a large
proportion of AMEs, which was reported to be rare in
EMCs by El Hallani et al.



Ø Limitations：
a) Without adequate clinical follow-up, we are unable to

determine whether the mutational status of our AME
cases had any prognostic significance.

b) Our case series also suffered from having a limited
number of ER-negative cases.

c) Also, without an evaluation of concurrent
nonneoplastic tissue.



conclusion
Ø We confirmed that PIK3CA and AKT1 mutations are
mutually exclusive and HRAS mutations co-occur with
PIK3CA mutations in ER-negative AME displaying
clinically aggressive behavior.

Ø We report the presence of HMGA2 alterations in 2 of 16
evaluable AME cases, supporting their relationship with
EMC of salivary glands in at least a subset of cases.



ØOur results suggest that PIK3CA, AKT1
and HRAS may serve as potential
actionable targets in clinically aggressive
AMEs.









• 又称为肿瘤“去分化”，是指高分化的低级别肿瘤失去了

原有的形态特征，转化为高级别肿瘤，在肿瘤中可见到低

级别和高级别病变区域毗邻，但又截然分界的状态

• 可发生高级别转化的肿瘤：腺样囊性癌，黏液表皮样癌，

腺泡细胞癌，肌上皮癌，上皮-肌上皮癌，多形性（低度

恶性）腺癌，透明细胞癌，（乳腺样）分泌性癌

• 高级别转化区域：完全失去了低级别病变的结构特征，完

全由间变肿瘤细胞伴大片坏死构成，形态上类似“低分化

癌”或“未分化癌”，同时部分或完全丧失了原有的免疫

组化表型和基因表型


