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Bilateral Metachronous Breast Cancer in Neurofibromatosis Type 1

Sun Ho Kim, M.D., Won Jun Son, M.D., Dong Jun Sin, M.D., Myung-Chul Chang, M.D.

Department of Surgery, Dankook University College of Medicine, Cheonan, Korea

Neurofibromatosis type 1 (NF1) is an autosomal dominant disease, characterized by café-au-lait spot, axillary and

inguinal freckle, peripheral neurofibroma and pigmented iris hamartoma. The various cancer incidences are

increased in the NF1. But NF1 with breast cancer is rare. In this report we present a case of a 46-year-old NF1

female with a bilateral metachronous breast cancer. The patient has no BRCA2 mutation, but there are two
unclassified variants in the exon 11 of BRCAIL. The possibility of LOH of BRCAI gene in the cancer tissue
cannot be excluded. (J Korean Surg Soc 2009;76:388-391)

Key Words: Neurofibromatosis, Breast cancer

Z4 of: MEHREE, Y

M =

A8

A1y A7 %‘%(neurofibromatosis type 1, NF1)= 4+

QA Aoz FA= Y ZAEEH (café au lait spot), Y
o 9l A ’61“—r«] T (freckle), B2 AZRZAARE, MAEA
Z) I (pigmented iris hamartoma)s SA O Z 3},

NF19l| A= €A 7] 417 541 (embryogenic neural crest) 7]

Zore ¥} r,}o]: ohA Zoko] uFANSL 4= 9] o kA

) A=t S8k sk
4‘é°ﬂ‘i 7}5} =3k qho] Ak NF1e| 4]

Hu: & S()el

L8

O

NE o
ol

S
0

o+

mH

HH
H

Z A

Fehol

oz}

=)

ox &

ko

fu

O H
‘IT
o H
ar

=t Flell4 = Kim

~

H
=

AR AL AR, Fik ARA BUT AAF A 165
® 330-714, ot sl 3
Tel: 041-550-3930, Fax: 041-556-3878
E-mail: changmc@dankook.ac.kr

A 120089 109 79, AlAFAL 1 2008 119 249

© 20061 TH3Ee]FE3] FAIGEUS ol A E2E

o] 7= 2008 % ok ogted ] Aoz ATE IS

388

A HI T FFo] B

o L= o f 54 =
NF1ol| 4] 2bAet §-uet 3of| & Haslgdc) A% NF1
Aol A o] XA o & ubayel okZA] fulekS A3 Elolv]
o FHady} A K
= |

464]9] 71% o] Ado] 21 AXE] AR 7] A&
T Fde T2 WA Ak 10d A
SO Ak wigrom 37t 9] 39ellA] A4
A CHFig. 1). $hA19] 27 el e
27412 A2 1989 A7t Qiek. 4 Al
ek o)A ARl AAY glon 715 F
e e 2ke] A4l I 3~10 mm 27

Hﬂ*}“ 0‘34 gAMb It A 7]u| 7} o}
Tl AE 4 em A= FH7}
3 299} Sxwlo] 9lgle}. b
Eéﬂ% ukA A A okgkel,

AA zw gup

5

ofN

Hlo
T A

)
> by

_xii rlo i

&

:u mw
z

=
o
=

[o}
H

H

_0, i

(LN
W
i

O-

i
2

o w4y 1o Zo ff W o do fo

do o
%2
32
(o

o
b,
of
>
2
Y

yz270]g)0.

S



Sun Ho Kim, et al : Bilateral Metachronous Breast Cancer in Neurofibromatosis Type 1 389

W, H2 §F WEo R mAANE B B0 W BEANS g 24 44 A9 F FE 2d Y
el BLRADS cuegoy 591 £ASIgleh, 23514 2P S5 e RALE S5 3 A9lB e oA
BANG AA F3h B A9 289§ AE BB 285 AAY FAG Bl
© ) 280 Ao bopsy - VA FRGOE MY B 1505 em 29 AL FoA9F A 22

N AAEE AW FELAY A% £S5 mPor] Qo) WAAAL gheteh 285} S5 o 24 4
Bt SRel FuEA shobh WeEAAAY 8 #3keh WEY 3 Hcomedo neerosis)E FUF FEES
B 245 Fe] £& AYAA AEA FUelgon] ok Auigroz Aukle] WY X AAEL Adelele,
UZA Aol gloleh. WAZAYAA o 2ERA £E alzezl AAY Fopel R BT el 9ot 2 mm
Ash ZEALNE FEAT B4, HER2 (1HFFh B RS Aol P Wasseh ASYLA Hol: gl
AAR B0 iy AR e ARAREIUT. $E F m W2 QA A} |l AEZA FEA SA, T2

CEF (Cyclophosphamide 75 mg/m PO days 1~ 14, Epirubicin
60 mg/m’ IV days 1 & 8, 5-Fluouracil 500 mg/m” IV days 1
& 8 for 6 cycles) S43tg g AleYs}oi)

—O
| /

Fig. 2. The chest and abdomen of patient. Small nodules less than

Fig. 1. Pedigree of neurofibromatosis type 1. The older sister, fa- 1 cm are scattered across the entire skin surface. Café-
ther and grandmother are neurofibromatosis type 1. The ar- au-lait spots are shown in the right lower and left lower
row indicates the patient. abdomen.
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Fig. 3. The direct sequencing result
of exon 11 of BRCAI. The
left graph was an unclassi-
fied variant of 3232A>G,
resulted in Glutamic acid to
Glycine change at codon
1,038 (E1038G). The right
graph was an unclassified var-
iant of 3667A >G, resulted in
Lysine to Arginine change at
codon 1,183 (K1183R).
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