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Table 1. Incidence and relative extent of fibroadenomatous feature in benign breast disease

Age
11-20 21-30 31—40 4150 51—60 61-70 Total (%)
Extent (%)
0 2 43 57 40 g 1 151 (22.9)
1=25 2 21 38 21 3 1 86 (13.0)
26 — 50 1 25 27 14 2 0 69 (10.5)
51—-75 1 25 18 37 1 0 51( 7.7)
76 — 99 8 55 40 11 5 0 119 (18.0)
100 29 &7 46 21 1 0 184 (27.9)
Total (%) 43 (6.5) 256 (38.8) 226 (34.2) 113(17.2) 20 (3.0) 2(0.3) &60
Table 2. Incidence of various histologic features of mammary fibrocystic disease
Age
11-20 21-30 31-40 41-50 51—=60 61-70 Total
Histology
Fibrosis 10 102 115 6d 11 1] 302
Cystic change 1 16 18 30 2 2 69
Adenosis 3 26 20 9 ] 1] 58
Epithelial 2 B 8 11 1 31

hyperplasia

=

* Mild degree features (+) are not included in this table.
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#gslef 2lelew he] Wite vlad cfadile] A2
el F5sA(Fig. 1), 3k 5 imyxoid
change) 7} A s A, AlE A% A& gle| 735
(sclerosis) 5o 3l%len (Fig 2), 472 F4& =]
ek, =4 7hae] Heok wide] AgrE £z
a5l 4 7} (glandular lumina) &) §h&% Al3HE- 2
o] = 44 423 H (intracanalicular type) 2] 2falo g

& Fig. 1. A fibroadenoma sho-
: wing less hvalinized stroma rich
#=® in cellular components, (H&E,
e x40)

Fig.2. A well delineated fi-

broadenoma showing hya-
linized acellular stroma and

slitdike spaces. (H&E, x100)

vebstch(Fig. 3), ol F3 of o2zl o] 34
A= %icHFig 4), Fo3al A4aF £78 2al 325
o T 1ol ¥jas] A7 F2 FAAE et
(Fig. b}, v={=] 64.3% = A7} &2kt FH 2
Frik ol HAF 58] Ao} sl slgd o (Fig.
6, Ak Hishe o] Hefokez 29 o 4 35
+ eutstHl e (Fig. ) 743 ol Abs] A28 S o]
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Fig. 3. An intracanalicular fi-
broadenoma showing myxoid
stroma and elongated acinar
spaces. (H&E, x100)

Fig. 4. Apocrine metaplasia
in a fibroadenoma, (H&E,
%100}

27 v|ersielch, A4 fub 2902 E AF4E02  mastopathy), FEA A & (cystic disease), 7 EH4 Al

o| 8l slE Selx cb Akl (Fig. 8), % (sclerosing adenosis), =3 % (intraductal
papilloma) 5oz F#sle] g4 o wHeds =lolf
i o W2 4 glch olzlgh 47ie] A4 e HrHE H

gled A=l 715 el HAS Adskala, Al
Gl o] B Ze] A E A AR L ok v 5o FH o, 3 Aol e oju Ase HAFH, x4 w4, 4
2 3 8rba) 270 b A A4 b (fibrous #A|Ze] FAo] o AF AalsiY FEE o]
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(fibroadenomatosis)® 454 34 (fibroadeno-
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Fig. 5. Fibroadenomatous no-
dules in the background of
mammary dysplasia, [(H&E,
x40)

Fig. 6. Poorly circumscribed
areas of fibroadenomatous le-
slon with adjacent stromal fi-
brosis, (H&E, x4)

€ Feldod, Afssn A S5 wue o
£ oleddeol glaleh =4 9 Hade] Aoy Wag w
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AfrAdFe o= wisle A5, $e8 dgdze A
M2l 27.9%<] wagont e Aas] 72 23 wa
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v}, 64.3%ell A= 5 wle] EgiEle] glef A o A2
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Fig. 7. Glandular atrophy is
associated with myxoid stro-
ma. (H&E, x40)

Fig. 8. A lobule showing expa-
& nsion with acinar elongation,
proliferation and myxoid cha-
nge of stroma. (H&E, x40)

ul Ao 2 N ee] o] gl chile £ As]e] 12§
8] estrogenel] &} fuf 2bA 3= g e]4b ubgel 241
g Helele M 9E s S, o T 2451 4
o %t zhd W3E FEdhe Ale ffelgd dRdE £
Ho| B4 & duldd TG 4R ] 7]
52 o 3ole} 35, whd w1 F o/ elol TS
= fol4 44 FE (juvenile adenofibroma)*e| .} 7 -
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= Abstract =

A Histopathologic Study of Mammary
Dysplasia

Kyung Ja Cho, M.D. and Eui Keun Ham, M.D.

Department of Pathology, College of Medicine
Seow! National University

“Mammary dysplasia” and “fibroadenoma” represent

almost all benign breast disease presenting with breast
lumps, Mammary dysplasia comprises variable non-
specific changes of stroma and epitheliom, but fi-
broadenoma has been classified as a benign neoplasm,
although both features not uncommonly coexist. Auth-
ors performed a blind microscopic review of 660 cases of
benign breast lesions and the results are as followings,

1. Only 27.9% of all cases consisted of pure fi
broadenoma in contrast to 57.5% in the original diagno-
gis.

2. Fibrocystic disease frequently contained foci of
fibroadenoma showing varied stages (68.3%), and the
vounger age group presented more wide areas of fi-
broadenoma.

3. The most common feature of the fibrocystic dis-
ease was fibrosis, followed by cystic change, adenosis
and epithelial hyperplasia in order of frequency.

4, Fibroadenoma mayv be a form of a spectrum pro-
duced by hormonal imbalance, and better classified as a
nonneoplastic lesion.

Key Words: Mammary dyvsplasia, Fibrocystic
disease, Fibroadenoma
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