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Pathological Analysis of 15 Cases of Phyllodes Tumors of the Breast

Sung Nam Kim, M.D* Woo Ho Kim, M.D, and Sang Kook Lee, M.D.
Department of Pathology, Seoul Natiomal University College of Medicine

Retrospective clinicopathologic analvsis of 15 patients with the phyllodes tumors(PT) of the
breast, diagnosed at SNUH over 6 vears period, was done. By light microscopy, 8 cases were diag-
nosed as benign, and 7 cases were diagnosed as malignant. Mean ages of the patients were 37 and

34 vears in malignant and benign, respectively. Most of those cases were presented with a palpa-
ble mass of the breast.

Mone of the patients with malignant PT had distant metastasis. Local recurrences were exper-
ienced in 3 patients among the malignant PT, and one patient among the benign PT. One of 7
malignant PT was coexisted with simultaneous ipsilateral infiltrating duct carcinoma. The clini-
cal course was not well correlated with pathologic features. The prognostic significances of sev-
eral histopathologic parameters were assessed for possible correlation with local recurrence, me-
tastazizs and death; stromal cellularity, stromal cellular atypism, mitotic activity, tumor contour,
necrosis, tumor size and heterologous stromal elements. Immunohistochemistry using antibody
to vimentin, proliferating cell nuclear antigen{PCNA) and epidermal growth factor receptor
(EGF-R) were analysed. In the 5 cases of benign PT, the stromal cells stained diffusely positive
for vimentin and 3 cases of malignant tumors show similar staining for vimentin. The percentage
of PCNA-positive cells were higher in the malignant PT than in the benign ones; they were 3.5%
to 60% in malignancy, while they were less than 6% in all benign PT. The results of EGF-R
staining were correlated with the histologic classification; only 2 caszes out of 8 benign PT show
diffusely positive staining of EGF-R in the cytoplasm, but 6 cases out of 7 malignant PT show
positive findings. (Korean J Pathol 1993; 27: 19~ 26)

Key Words: Phyllodes tumor, Breast tumaor, Epidermal growth factor receptor, Histopathologic
parameters, Proliferating cell nuclear antigen
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Table 1. Description of antibodies used in this study

Antibodies Species Clonality Source Dilution

PCNA mouse monoclonal Dakopatts 50:1

EGF-R mouse monoclonal Cambridge Research 200:1
Biochemical

Vimentin mouse monoclonal Dakopatts 50:1

Biotinvlated goat polyeclonal Vector s0:1

secondary Ab
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Table 2. Clinical and histologic findings of malignant phvllodes tumors

_—

T _ Histology
No. Age Duration Therapy . . LN
\cm) Cellul arity Contour Mitoses Atypism Necrosis Hemorrhage
| 23 4.9 S5mo  SM'+EBM® +3 Infil 26 +2 (=1 (=) 0
2 24 6.0 lmo SM+AD" +3 Infil 49 +3 (+) {+) 0
332 30 Sh +3 Infil 10 +3 () (+] 0
4 23 L0 3yr SM+AD +3 Infil 72 +3 (+) (+) 0
o 1) a5 1 mo SM+AD +3 Pushing 28 +2 (-) (—1 0
+CTX
& 3T 110 Emo  SM+AD +3 Pushing 35 +3 {(—) (=1 0
+RT*
T 43 50 6 yr Excision +3 Pushing 12 +2 (—) (=) 0

*SM % simple mastectomy, EM*® radical mastectomy, ADS axillary dissection, CTX* chemotherapy, RT* radia-
tion therapy

Table 3. Clinical and histolegic findings of benign phvllodes tumors

Histology
Therapy LN
Cellularity Contour Mitoses Atypism necrosis Hemorrhage

Nao. Age  Size

& ! 6.0 Excision +2 pushing 3 +1 (=) (=) 0

g 45 5.0 Excision +1 pushing 5 +1 (-} (=) 0
10 44 10.0 Excision +2 pushing 4 +1 {(—) (=) 0
11 36 5.0 Excision +3 pushing 4 +2 (=) (—1) 0
12 38 1.5 Excision +2 pushing 1 +1 (—) (=) 0
13 42 5.0 Excision +2 pushing 4 +1 {(—) (—) 0
14 20 30  Excision +2 pushing 7 +2 (=) (=) 0
15 4] 4] Excision +3 pushing 3 +2 (—) (=) 0
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Table 6. Comparizon of various series of phyllodes tumors

Hart et al'™'(1978) Pietruszka™(1978) Grigoni et al™(1982)
Benign Malignant Benign Borderline Malignant Benign Low grade High grade
malignant Sarcoma SATCOME
No. of Pts 12 14 18 o 18 10 4 ({7
Infiltrating 17% 36% 17% 20% 68% 0 L00%: 100%
margins(%)
Stromal Cellular Fibro- Cellular Fibro- Fibro- Cellular Fibro- Fibro-
histology fibrous  sarcoma fibrous SATComa Lipo- fibrous  sarcoma Lipo-
Rhabdomyo-
Ehabodomvo- SArcoma
Osten- Fibro/lipo
sarcoma =S4 NCOITa
Mitoses per <Din =51in 0~4 5~9 10 or more  0~4 5~9 10 ar more
10/hpf 83% T9%
Local 2 4 4 1 0 3 2
recurrences
Metastases 0 2 0 0 2 0 0 3
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