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TABLE 1. Clinicopathologic Characteristics of Pure AP-LCIS

Case No
1 2 3 4 5 6 il 8 9 10 11
[Clinical
Age 57 65 Y 71 54 75 66 74 76 46 68
Laterality Left Right Right Left Left Left Right Right Left Right Right
Presentation Calc Calc Calc Calc Calc Calc  Distor- Calc Calc Calc  Asymmetry
tion
Extent Multifocal, Multifocal Multifocal Unifocal, Unifocal, Unifocal Unifocal, Unifocal, Unifocal, Unifocal, Unifocal
lcm 1.7cm 0.8cm lcm 1.2cm 04cm  0.8cm
Management  Ex, ET  ET, Mast, Ex None Ex, ET Ex, ET Ex Ex Ex Ex None
ET
Follow-up NED Recurrent  NED None NED NED NED  Recurrent NED NED None
bilateral AP-LCIS,
P-LCIS, ILC,
ILC DCIS
Histopathology
C-LCIS + - = + + + - - + + -
F-LCIS + + - - + - - - - + +
Calcifications + + + - + + + + + + -
Necrosis - + + - + - - + - + -
[HC
ER + + + w+t + = w+t = w+t + w+t
PR wt + - - - - - - wt + -
HER2 0 0 1+ 0 3+ 2+ 0 1+ 3+ 0 2+
Ki67 5 10 15 10 10 10 5 10 10 10 20
AR Focal + + + + + qns + + + +
AURKA 0 0 1 0 1 0 0 0 0 0 5

+ indicates present or > 1% staining; —, not present or < 1% staining; Calc, mammographic calcifications; ET, endocrine therapy; Ex, excision; Mast, mastectomy; NED,

no evidence of disease; qns, quantity not sufficient; w+, weak positive.
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TABLE 1. Clinicopathologic Characteristics of Pure AP-LCIS
Case No.
1 2 3 4 5 6 4 8 9 10 11
Clinical
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tion
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Management  Ex, ET  ET, Mast, Ex None Ex, ET Ex, ET Ex Ex Ex Ex None
ET
Follow-up NED  Recurrent  NED None NED NED NED  Recurrent NED NED None
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P-LCIS, nC.
1LC DCIS
Histopathology
C-LCIS + - + + + + - - + + -
F-LCIS = + - - + - - - - + T
Calcifications + t t - t P + + * t -
Necrosis = + + = i = = # = il -
THC
ER + + + w+ + - w+ - w+ + w+
PR w+ + + - - - - - w+ + -
HER2 0 0 1+ 0 3+ 2+ 0 1+ 3 0 2+
Ki67 5 10 15 10 10 10 5 10 10 10 20
AR Focal + + + + + qns + + + +
AURKA 0 0 1 0 1 0 0 0 0 0 5

no evidence of disease; qns, quantity not sufficient; w+, weak positive.

+ indicates present or > 1% staining; -, not present or < 1% staining; Calc, mammographic calcifications; ET, endocrine therapy; Ex, excision; Mast, mastectomy; NED,
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TABLE 2. IHC Profile of AP-LCIS (Total, Pure, and Associated >2315 & FH ILCHYAP-LCISS B 4 AP-LC I SHY Il

M AC) and PACR RREHELRRES. XN BEMHTY
n (%) FiER66%5 (SEE: 49-83%) . 236 F15

AP-LCIS, AP-LCIS, AP-LCIS P-LCIS, {5 (6. 5%) TEHILH EREGIL, 11§IJ_IJLHFIJ19%
Al Cases, - Pure, — HILC, -~ Comventional, 4 o5 A3t 2 sim bt d82 S S TSN, L eP 345
n=34 (%) n=11(%) n=23(%) n=6(%) FEA Z R AFNZ A 1146] (4. 8%) BE

E-cadherin (=) 33/33 11/11 2222 515 L’ ~ | (4%) F-LCISHE %, 345

p120 (f;:‘n( ) 32/32 i 2101 NA HZ E{yc) Lﬁ%‘%’ %ng (4%) 5

ER (+) 2334 (68)  9/11 (82) 1423 (61) /7 0 .

PR (+) 1234 (35)  SIML@45) 723300  67(86) TRk o

Ko o1 o9 e sme e > B EEAP-LCISSEER ILCH Al BAY IHCLE R

AR (JE)} e 90) 1010 1821 86)  6/6 RBREZEFN. 9/23 (43%) Eﬁ 1§U\Al{RKA|3|5|

AURKA (B)f  1232(38) 311 (27) 921 (43)  6/6 M, XNERSHRELSEPEM T EEM XM,
;?&;:pl;ﬁ;r positivity. gﬁ 'T'I‘?":i'/] I}L-ljj-ég/\ﬁ (3g EE5-216H ) . 9&—19]]
(+) for ER, PR, and AR: > 1%. 7

NA indicates not available. ZF? 5F§ f H §E T:
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AP-LCISE Mm% £, (A) AP-LCIS&MAILC. (B) AP-LCIS
1M I IR 2 I o VB e R A e A0 VR 2 e 40 B AE 40 Bt 2 b e AR AR
b, R A e AR T e B E-cadherind® NP (RER) .
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TABLE 2. IHC Profile of AP-LCIS (Total, Pure, and Associated

With ILC) and P-LCIS
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1 (FEE
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n ()
AP-LCIS, AP-LCIS, AP-LCIS P-LCIS,
All Cases,  Pure, +ILC, Conventional,
n=34 (%) n=11(%) n=23(%) n=6 (%)
E-cadherin (=)  33/33 11/11 22122 515
pl20 (+)* 32/32 11/11 21121 NA
ER (+) 23/34 (68)  9/11 (82) 14/23 (61) 17
PR () 12/34 (35)  5/11 (45) 723 (30) 6/7 (86)
HER2 (+) 9/34 (26)  4/11 (36) 5/23 (22) 216 (33)
Ki67 (> 15%) 6/34 (18) U111 (9) 523 (22) 1/6 (17)
AR (+) 28/31 (90)  10/10 18/21 (86) 6/6
AURKA (+)f 12/32 (38) 311 (27) 921 (43) 6/6
*Cytoplasmic.
T > 0% nuclear positivity.

(+) for ER, PR, and AR: > 1%.
NA indicates not available.
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FIGURE 8. Mutations in pure AP-LCIS and in AP-LCIS asso-
ciated with ILC as identified by oncomine next-generation se-
quencing. CNV indicates copy number variant; IN, AP-LCIS
associated with ILC; P, pure AP-LCIS; SNV, single-nucleotide
variant.
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TABLE 3. Histopathologic Features of the Variants of LCIS!

C-LCIS F-LCIS P-LCIS AP-LCIS
Cytology Type A: small cells,  Cytologic features of C-LCIS Larger cells, marked nuclear Cytologic features of P-LCIS,
uniform hyperchromatic pleomorphism, >4 times the size of a  abundant eosinophilic granular
nuclei lymphocyte, equivalent to cells of high-  cytoplasm, enlarged nuclei with
Type B: larger vesicular grade DCIS prominent nucleoli
nuclei, mild variability in
size and shape, small
nucleoli
Architecture > 50% acini in TDLU  Marked distention of TDLU, Variable Variable
filled and expanded  40-50 cells in diameter, and/or
little to no intervening stroma
Mitoses Uncommon + +
Calcifications Uncommon += +-
Necrosis Rare, minute +/- +

- indicates absent; +, present.
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TABLE 4. Review of the Literature of AP-LCIS

Eusebi et al’ (%) Chen et al® (%) Shin et al* (%) Shamir et al® (%) This Study (%)
n 2 13 13 12 34
Pure 1 13 NA i 11
[nvasive 1 0 NA 5 23
Mean age (y) 30 60 60 70 66
[HC
ER NA 313 (23) 313 (23) 01 23/34(68)
PR NA 213 (17) NA 017 12/34 (39)
HER2 NA 4113 (31) 413 (31) 27 (28) 9134 (26)
AR NA 1212 NA NA 28/31 (90)
GCDFP-15 212 (100) 13/13 NA NA NA
Molecular NA Greater genomic instability ~ Greater genomic instability NA No findings specific
than non-AP-LCIS and than non-AP-LCIS, similar to AP-LCIS
C-LCIS to F-LCIS
NA indicates not available.
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TABLE 4, Review of the Ltrature of APCS 4 AZIK it 53 [l P 53 4 3451 AP
Fusehi et al’ (%) Chen et al® (%) Shin et al* (%) Shamir et al® (%) [ This Study (%) S ALEREHIHAHIAP-LCIS?
' f {i i i f A1 £ B AP-LCISTE I BR4H4E
[nvasive l 0 NA § 3 SYHIE. IHCE - FRIMFESE
i) 9 0 0 m o | |wapiczmmEEs.
R NA 313 (23 313 (23 0 BI4() & % O B & B Z CDH1 ( 100%
R NA M3 (1) NA 0 1934 (39) ERBB2 (56%) 1 B X L B E =i
HER? NA 413 (31 413 01 (08 0134 (2)
AR NA 1212 NA NA 28031 (90) s ; ) il] E:Hi ﬁﬁ 2 t ﬁéﬁ 45
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Molecular NA Greater genomic instabilty — Greater genomic instability NA No findings speciffc 5 & % B P-LC |S1‘E tt
than non-AP-LCIS and ~ than non-AP-LCIS, similar to AP-LCIS AP-LCISHH gy K A BB & ,rlz 7>
C-LCIS to F-LCIS 100%)
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