stapetelsts|x| 2000:2:143 - 151

A rdeke] 98H, =4 Welthd 3

Aguistn olstiet slziet 24!, A€ A7 wel @Y oz}

ey o5Y - 0T - 283 - A=A
= Abstract =

A clinicopathological analysis on microinvasive carcinoma

Han-Sung Kang, M.D.,' Dong-Young Noh, M.D.,
Yeo-Kyu Youn, M.D., Seung-Keun Oh, M.D., and Kook-Jin Choe M.D.

Department of surgery, Seoul National University, college of medicine,
fDeparrmenI of Surgery, Seoul City Boramae Hospi:al;

Purpose: Histopathological classification of invasive breast carcinoma with its earliest phases is
fraught with pitfalls. We were willing to clarify the biology and clinicopathological features of
microinvasive carcinoma which is not fully understood in comparison with those of in situ
cancer. Particular attention is paid to identifying the novel markers which can be representative
of the microinvasive carcinoma. Methods: From January 1986 to December 1996, a total of 72
microinvasive carcinomas, defined as in situ carcinomas with invasion present in less than 10%
of the histological section, were found out. Their paraffin blocks were chosen for
immunohistochemical staining against four molecules. Results: Microinvasive carcinoma was
greater in primary tumor size (2.66+0.17cm vs 2.21+0.19cm, p=0.045) and metastatic axillary
nodes (0.21 025 vs 0.060.16, p=0.019) than DCIS. In terms of nuclcar grade(p=0.198) and
comedo type(p=0.562), there was no statistical significance between microinvasive carcinoma and
DCIS. Among three primary tumor features(size, comedo component, and nuclear grade), the
tumor size =2.5cm had marginal significance affecting the incidence of axillary node metastasis
in microinvasive carcinoma(p=0.081). Of investigational prognostic factors, determined by
immunohistochemical staining, p53 expression was observed more frequently in microinvasive
form than DCIS(p=0.031). Conclusion: Microinvasive carcinoma is thought to be transitional
disease entity from in situ to invasive form. The microinvasive carcinoma of 2.5cm could be
indication for axillary node dissection. In addition, p53 mutation might play a important
biological role in progression from noninvasive to invasive form and these results provide further
evidence that p53 mutation could have potential use as a molecular marker. (Journal of Korean
Breast Cancer Society 2000;2:143~151)
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DCIS: ductal carcinoma in situ, MIC: microinvasive cancer

Fig. 1. Age Distribution of Patients with DCIS and MIC

(p=0.425)(Fig. 1).
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Table 1. Types of Operation

Operation DCIS(%) MIC(%)
MRM 70(76.0) 56(77.8)
SM* 8(8.6) 2(2.8)
ScM,, 2(2.2) 0(0)
QUART 10(10.8) 14(19.4)
Total 90(100) T2(100)

SM*: simple mastectomy
ScM, :subcutaneous mastectomy

£ 2.5cm vluto] 41¢](57.2%), 2.5cm o]4to] 314
(42.8%)9331 ANt 2hal= 2.5ecm v]uke] 644
(71.1%), 2.5cm o]4to] 260](28.9%) 2 okg-ollA] 2}
o] & Helor), FAIFR foddle EebA X3l
tHp=0.074). v|AIR#3 ke He 2] 2.66
+0.17cme 2 A4 9ke] 2.214+0.19cm X} §
2&Al Fck(p=0.045).
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Table 2. Primary tumor size and axillary nodal

status
DCIS(%) MIC(%) p-value

Tumor size 0.074

>2.5cm 26(28.9)  31(42.8)

<2.5cm S 64(71.1)  41(572)  0.045

mean 2.214+0.19 2.66+0.17 0.406
Axillary nodal

status* 77(96.3)  64(91.4)

0

1-3 2(2.5) 4(5.7)

4- 1(1.3) 2(2.9)

mean 0.06+0.16 0214025 0.019

*In a total of twelve patients, their axillary nodal
status were not disclosed due to operative
procedures performed (e.g. simple mastectomy and
subcutaneous mastectomy).
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Table 3. Tumor characteristics (I)

Parameter DCIS(%) MIC(%) p-value
Nuclear Grade

well diff 10(55.5) 7(26.9) 0.198
mod & poorly diff 8(44.5) 19(73.0)

Comedo 15/26(57.7)  1521(71.4) 0562
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Table 4. Primary tumor characteristics and axillary
nodal status in microinvasive carcinoma

Parameter Node positivity(%) p-value
Size 0.081
size2.5cm 5/31(16.1)
size<2.5cm 1/39(2.6)
Comedo Component 1.00
comedo 4/15(26.7)
noncomedo 2/6(33.3)
Nuclear grade 0.613
well differentiated 1/7(14.3)
mod and poor 5/14(35.7)

differentiated

Ae] wlEE Fgaighe] 57.7%(15/26), =] A1
3 fste] 71.4%(1520)F A vlAIEEE #
wetellA]  Egton}t EAIFHe  folAe gigict
(p=0.562)(Table 3).

vl A& ol A Het %J—U*_ Zo]oll ok
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gl AR EH 5o -%»‘4*}%1% o Az =27) =
2.5ecm(16.1% vs 2.6%, p=0.081), W 3FEk 2| 2}H26.7%
vs 33.3%, p=1.00), Bl HE3} S5H(14.3% vs 35.7%

p=0.613) 25 e} gl ZHol4ellel f-2l3t 43k
BAE glodrK(Table 4).
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Table 5. Tumor Characteristics(II)-tumor marker positivity

Parameter DCIS MIC 1IDC* p-value "
bel2 6/9(66.7) 9/15(60.0) 104/206(50.5) 0.334
c-erbB2 9/18(50.0) 33/47(70.2) 220/392(56.1) 0.103
cathepsin D 9/15(60.0) 26/40(65.0) 173/271(63.8) 0.943
ER 7/22(31.8) 13/34(38.2) 309/679(45.5) 0.227
PgR 12/20(60.0) 15/27(55.6) 280/548(55.1) 0.863
P53 4/20(20.0) 23/48(47.9) 204/407(50.1) 0.031

*:Infiltrating ductal carcinoma
T : Mantel-Haenszel test for linear association
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Table 6. Profiles of patient with recurrence

147

No age size(cm) No of L/N Op Recurrence site Remark
I 37 4 2 MRM Local chest wall 3770935 At
2. 45 4 7 QUART  Distant Meta bone 240 %E Ao/
4708 & A
3. 38 5 1 MRM Local chest wall 6514 F At
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