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Clinicopathological Analysis of Ductal Carci-
noma in situ (DCIS) and Ductal Carcinoma in
situ with Microinvasion

Hy-De Lee, M.D., Do Yil Kim, M.D., Jin Wook Choi, M.D.,
Byeong Woo Park, M.D., Woo Hee Jung, M.D." and Ki
Keun Oh, MD’

Purpose: The natural history of patients with ductal carci-
noma in situ (DCIS) with microinvasion is poorly defined, and
the clinical management of these patients, with particular
reference to management of the axilla, has been contro-
versial. Previous studies of this lesion have used arbitrary
criteria for the evaluation of microinvasion.

Methods: In order to compare the clinicopathologic features
and treatment outcomes between DCIS and DCIS with
microinvasion, the medical records of 101 patients of DCIS
with or without microinvasion who had been treated at
Yongdong Severance hospital from April 1991, to October
1998, were reviewed retrospectively.

Results: The mean age of the DCIS with microinvasion
group was 44.8 years-old and that of the DCIS group was
474 years-old. The peak age group within both study groups
was the 5th decade. The primary tumors of the DCIS-MI
group were larger (2.16 vs 1.93 cm) and more easily palpated
(66.3% vs 36.6%) upon the physical examination than that
of the DCIS group. The rate of axillary lymph node
metastasis was higher in the DCIS-MI group (10% vs 1.3%).
In terms of nuclear grade, comedo type, hormone receptor
status, and c-erbB2 immunohistochemical positivity, there
were no statistically significant differences between the DCIS
and DCIS-MI groups. The recurrence rate within the DCIS-MI
group was higher than that of DCIS group (10% vs 1.4%).
The 5-year disease free survival rate of the DCIS and
DCIS-MI groups were 98% and 89% respectively.
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Conclusion: Ductal carcinoma in situ with microinvasion is
thought to be a transitional disease entity between ductal
carcinoma in situ and invasive ductal carcinoma. However,
the treatment options for ductal carcinoma in situ with micro-
invasion have been similar to that of the invasive carcinoma.
More long-term follow-up and a multicenter study seem to
be necessary to identify differences in the clinical features
and to determine the optimal methods of treatment. (J
Korean Surg Soc 2001;60:495-500)
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e ATE A, v EE Rk el
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T w7ke] wlaE sl A7l Qe gk Bkt
Hl % = student t-test, chi-square testE o] &3slo] XA g
s}l T AEE-L Kaplan-Meier B 0.2 =98 SPSS
program ©]-&-sfo] FA 5 ¢ict.
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Hell g7} 7h wgken] DCISTEe] 7§ S0zt 1 &
£ o]l 30t 60tHe] =4 ¢l. o™, DCIS-MI-2] 79 30
Wk soel b pgren] 1 ovhg 2009l A9l
(Table 1).

QA=A o 7 Z3|7) wkA A
19¢41(63.3%) 2}, DCIST-9] 73
_n.g 3_:._3}*1_ _,q.xl-‘qqlo]-o] _C,L

A

2 d

73-$-% DCIS-MIT-9] 7%
£ 2749(38.0%) % w]AA
Zo7F ¥ & Azl

(p=0.028).
) $adtAl: kAL v gsle] B DCIS-MIF-o|
A= 11“3(367%)01 HY A T AAE S Aldssla,

10 (33.3%)0] FH-F-EAAES, 9H(30.0%)0] T
AAEE AP 921, DCISTF-o A= 11%(15.0%)0] #3
TAFRAAE S, 175239%)0] TR A S-S, 437
(60.6%)0] TroubAAES Aelelgie). HE fgo
DCIS-MI-9] ghzboll A 17%(56.7%)0] level I74A] A A|
*}°3\J-, 49 (13.3%)0] level 1744, 97 (30.0%)0] He}E &
A Sampling s Alhstglom] HelH g TA il

Table 1. Age distribution

Age DCIS group (%) DCIS-MI group (%)
21~30 2 (2.8) 2 (6.7)
31~40 12 (16.9) 8 (26.7)
41~50 29 (40.8) 10 (33.3)
51~60 20 (28.2) 8 (26.7)

>60 8 (11.3) 2 (6.7)
Total 71 (100) 30 (100)

Table 2. Surgical method & extent of axillary node dissection

DCIS-MI group DCIS group

Surgical method % %
Modified radical mastectomy 11  36.7 11 155
Partial mastectomy 10 333 17 239
Simple mastectomy 9 30 43 60.6

Aillary node dissection % %
Level II or more 17 56.7 15 211
Level I 4 133 21 29.6
Sampling 9 300 25 352
No dissection 0 0 10 14.1
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AlgPelA) o e 1% glglert, DCIST2] 2kt
AE 159 21.1%)0] level II7}A], 219 (29.6%)°] level 17}
A, 2574 (35.2%)°] HeHE- Bl ZA Samplingg Al Y3,
N} B2 Aol i3t FE AlPsA % A= 103
(14.1%)°] ¢l cH(Table 2).

FHEEAAEE A%t DCIS-MIT- 10 9] 3zt 5
WAAX 85 F7H8E 73§ TodlZ 70% 951, DCIS-o| A
= 179 F 8o0|(47.8%)0ll At WAAX 55 F7Feleich

() LABLO| EA: DCIS-MIF-] A5 AFFe] =
71+ 2.0 cm 0|87} 2149)(60.0%), 2.0 cm ©]Alo] 949](30.0%)
913, DCIST-L 2.0 cm ©]&}7} 494(74.2%), 2.0 cm o]+
o] 17¢]258%) 2 <k Aol o]z} ¢lglrh(Table 3).
DCIS-MIF-2] ¥ k2] =7+ 2.16 cmo]l 3 DCIST-
o] 9+ 1.93 cmo| 3t}

(4) HABIZHO| MOIMEN: AAZA Holkds 4
H 5, DCIS-MITF & 3hajol|A] Aol AAES A
Yol I F 3d](10%)oN A R Z2A Hol7h gl e

Table 3. Metastatic state of axillary lymph node according to tu-
mor size

o, DCISZAAE Aol AAlse Ade 6l F g |
(LT YZA Hol7t B oLt AR &
o4 4w $hgkeh(p=0.103)(Table 3)

Aol Mokt GzA AL GF F 4o BF 1)
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B DCIS-MIF-¢] 7% i3tz y
739-(Nuclear grade )7} 29.4% 93 DCIST-2] 75+ 32.3%
B a7 Aole $Avh(Fig. 1). #go e =4
o] FEHoA Comedode] HEE Hm DCIS-MIFol| A
56% (14/25)90.3L, DCIST-ol| A= 49% (24/49)E k- 7+HY]
Zto] = Al th(Table 4).

Q) W|FLAXIZAM S SAEKX|XIC| W HIE:
4xe] BEE A EH, DCIS-MIF9| 7§ o|=EZ

IEE

2 A

Table 4. Characteristics of primary tumor

DCIS-Mi group DCIS group p value

Size of primary tumor NS
<2.0 cm 21 (70.0%) 49 (74.2%)
>2.0 cm 9 (30.0%) 17 (25.8%)
Average 2.16 cm 1.93 cm
Metastasis of axillary 0,069
lymph node
Positive 3 (10%) 1 (1.6%)
Negative 27 (90%) 60 (98.4%)
Unknown 0 10

Factor DCIS-Mi group  DCIS group p value
Nucleus grade NS

NG I 3 (17.6%) 8 (25.8%)

NG I 9 (52.9%) 13 (41.9%)

NG III 5 (29.4%) 10 (32.3%)
Comedo necrosis 14/25 (56.0%) 24/49 (49.0%) NS
ER positivity 10/16 (62.5%) 9/14 (64.3%) NS
PR positivity 10/16 (62.5%) 10/14 (71.4%) NS
HER-2/neu 3/7 (42.9%) 4/10 (40%) NS
Aneuploidy 4/4  (100%) 3/4 (75%) NS

NS = not significant.

NS = not significant.

Fig. 1. Pathologic finding (H&E staining, X 200). A) ductal carcinoma, B) ductal carinoma with microinvasion.
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FEA kAol 625%9 L, TEALEE FEA| FALS
62.5%%.2, DCIST-2] 735 Z+7; 64.3%9}F 71.4% 2 FT-
Atolol] F-2J3k Xo]7} §lodth(Table 4).

FAFEAAS] Wl EE o BAlolA B 7 Al
x| A gkok ot C-erbB29] Wl DCIS-MIT-9| 73§ 7
of] F 3odlof|A] FAd o] A 3L(42.9%), DCIST-2] 73-$-+ 104]]
Z 49)(40%)E =}o]7} 1%l em, DNA ploidy A4} DCIS-
MI-E Al eg3E 4of] RFol|A] o]uiAl 2 HIx ¢,
DCIST-2] 7 ol A& 46l & 3|7} o]FulrA 2 K
A tH(Table 4).

3 2 F FHIUEN OE MHUE X YES

DCIS-MIF-2] Fo}227]7H2 3670194 ~8371Y) & DCIS
9 3BSMLE~oNT Hol7t o, FH7|7
Z A3l o] DCIS-MIF-ol| 4] 34)|(10%), DCIST-ollA] 1
oAl(1.4%)7F At

DCIS-MIFol| 4] A3k ol & i lool|A& W
A A F 1408 A FHA T4 Adske] W
AAx gl ettt eyl AR B ¥ Al AR
Folm, ldle A Wy ITXFE T 35/ sZ4H
HIZ Ao Adste] dopsisten] X8 9 eEAEle

Rl

Aslo] nge BeHtane Ausn FHRE Fol
W, & 1ol AZA Aolrk $4 BA oln] Rl PAE
A B AR E F 2096 A EH o
7b st A g e 9 ddBttey AE ¥ F
g Folck
DCISFollA = 1olloll Al 4 BEAA% o ol3 ojs}e)
24 AAE U BANNE Adeln 8AY A B 6
W Ako] wkAisle] WY IXFYAAEES Al F
ARl At Qo] 2z 27 AAFoleh g BAE B
FollA obF AFEE SAte ek S FHAEES
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Fig. 2. A curve of Kaplan-Meier’s non-disease survival rate.

DCIS-MIT-2- 89%, DCIS-&- 98% 24 FAIA Q] F-o4
1A cHp-value= 0.051)(Fig. 2).
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