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~ Metabolic anomalies in bone metastasis of cancer
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MBS, L, REOHE, BHE, BEBOR
RELBABHT 2L L—BARTH 2.
MRI %% CTHE& T, BHRCEIEERT
K%, #YMRIEZS PET-CTE&T, #F
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BEB—H-LLT, 2471255 D
KREEWQCTP, NTx %2 ¥)i3, BEEDOERE
BOKBEHETILERLIZAVLRTVS
(B1).
b. FABREBOLER & BHMEH %
PAREBBT, BOEH, PAEERE, B4
RERBERLFHE, BRERIC I 2HEREIR
5 BEUBEBREHSLBEERIRINR
TH, HERBEBRIBHIRI VI VIO
DAL RIS .
EHIIRETHBEBR, ZRLEFREER
L, EECOREELRY, ERIFENTDHY
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BMEFIEEL, BEBOANMETIEKL
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PHERBEIRI S & RS SERR FNRE
(FHeBE, FHRESZUR, WEEHRFN &
BB RERM) O RITEHNRESRET S h 5.
TEE 2 AERE, BRI ENEE OERRAIC
1%, SATEHRBIEEOEE, A7 O4 FEEA, BEA
NFa—TBBEOENL RS, METa vy
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YERARAF%— bOEBERRE, PABES
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ABRARE— P2 4B LI HBERSET5E,
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TNF-e FE S h, BH VI Y AMEE Bl
KMSENEUHT 208, TREL L TIRIRAE
FHA b4 COBENS V. PTH RE DR
REBEDE S 3~ DEHEAL, BRI, BERD

R e

PSen

THREIA ey

REAT TS Rt v S0

PRGN

EER AT v OR




Nippon Rinsho Vol 65, Suppl 9, 2007

P
o~

\'s
~N

S I Do y

0
0 50 100 150 200 250 300 350

— CEA
— CAI5-3
--< ICTP

—--.NTx

9hH%

B 1-a JUE1EBOLSES 9 HFROXBESYETY T
MU E AR BFEBIEREL ML, BE<-2—, &R

Be—%—, BRET-—I-OEELLEEHOFRELZD.

(ACTP: CHFu~Y+ F, NTx: EFENBEFaRT7F F)

-b Adeppi_d cystic carcinoma .
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Theriault? PMD | placebo | 56%
5L .

Rosen® zometa | PMD | 44
B & MM B2 010

Rosen” zometa | placebo | 39%
B Eoft | HBo1”

Saad” zometa | placebo| 33.2
BUIZERAR RER 039

Kohno? zometa | placebo| 31%
A

Hortobagyi®| PMD |placebo| 50% |70% |14# B |74 A

24 3.7

67% {107 B |T4A
24 3.8

46% | 376 B |366H 0.8
0.9 1.57

48% | 236 H | 155H 0.7
1.74 2.71

442 | 488H |321H 0.64
0.77 147

52% 0.61

*HCM O R4 % &» - B4 £, PMD: pamidronate, zometa: V'L I

ovE, SRS

g &Y miESebiE

NEWHEROBEMEY ¥ IEE & FERILE
2FRTHIEDH D ERRBOEKRILIE,
BEARITARAECERLEAR, ST
XRBTHS BEIEETHEHETLIILT,
BHTERIRET S L oRUEYWEY»ES
LTwa LB Eh, BRTOY VBERRE
¥ I DoOERIALE T 2HFFGF-23
(fibroblast growth factor—23) * MEPE (matrix
extracellular protein) O W RN H 2 & FE X T
7R 62).

h. BEXMEEEEEE

PAEHORERIR L, REREYGRE) CER
HIHBIE L, ESLBIARTILRELEER
BEOBEHERERZEI LTS5, BEBI %
VOREE S EADORLET B T LHREOER
¢k, BV rFRMRIEHRICL 2 EEAH
TELHREFE TSNS, —&, 0¥
TGFR D LAFRDHOLNBI L b 5.

3. HAREEEEEER D (cancer treat-
ment~induced bone loss: CTIBL)

MHABERICHET AIEHERLERHLT,
CTIBL: LTHABBIZIZFERERO—D

ELTCEHEEFBShTWS.

a. CTIBLOERHA

TR boF oL, i, BHELLIC, BERNR
PEERE DL, BERERERMRY S OB
R & BRI S e 2 3 LB R EE
EHLT 2. Aty Y, TR COFR
TREpElIE, RANKL/RANK/ osteoprotegerin
VAT A, BIBRMRAOBINY A Fh AV DE
AEl, BFMREREELFGERDREZN
LT#Z 5.

FLRBIIH T LS EIC L D IPHBEBET,
PREFEH, HERNEIVEVBRBEFVEY
(gonadotropin-releasing hormone: GnRH) EE)
K, SABBEROMGEAZRRSESRICE
%, SEDRs(selective E down regulator), SEEMs
(selective E enzyme modulators) 2SE BB %
Bl&i 72, 8, SEEMs QEEERREROK
RiCXzLA7u4 FiE, ERAT0f FETH
< & —CYHEEIL, PEREEIIBTHERN
FHE X%, ATAC trial (Arimidex, tamoxifen
Alone or in Combination Trialists’ Group) i,
9,366 BINFARE OB EE OB RV E VIR
EErRBRL-BRIABRT, PHBHROERT
{3, tamoxifen ¥E 3.7%, anastrozole HLhE
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59% (p<0.0001), BrAAE4.6% D EBIREE
<, Blo37H BORBRECENRERR,
anastrozole MME T7.1%, BRA#E 4.4% L%
B At

WY BBIcHT 2BREWR HGuIRH7 F O
7 O F IV E ¥ RZ# i (androgen deprivation
therapy: ADT) X, 14 BHEBRET IIREMHE
2-10%, ¥i7 > Fo¥ vET1-5%, i GnRH
BET2-T% L#ESH, HROBGCTRER
ETREFLET, BHROVAZHEIS. B
FOHEEIRS-14% t BESNRBEBED2-5
1 BREFETR2ELOBELH D
EMEE T 2 ERELTHEERE SO
ﬂ&,ﬁ%ﬁﬁﬁﬁﬁ%i%,ﬁﬁﬁm&%ﬁ
#ELT, BIBEESVEVRECHERASAT
w3, Efifrsrdzvwbon, HREE, &
HARERS DS (EBTERV. BROSHIN,
JE%F, BEEAVELRRSR L HSHEEEIC L HHL
sepEd  RINREEC L Y IEOHLRINIEE
Xh, BREY IV THDHEYIVDRKY
AR, VI ADRELTEHREETREHR
BIEVRET S, BRBILVEER, SEH
OB BUEBGIREIC X 2 ERERE, B

ﬁ,ﬁ%ﬁwﬁ@ﬂﬁﬁﬁ,ﬁﬁﬁ%Kﬁfa
BRI OLEEEIC X 2EXERBICL FHER
ERLTRBIHVEHT L. i, EFOKEHE
DtEEEOEFIIBET L, REEFAD
BrTwaIrl, BEEEZRILLTVE
O#iAt AF % irinotecan (CPT11), oxaliplatin (1-
OHP) Iz X 2 BNEENFEETH 5.

b. & & '
HARICBHRRE L BHEERLBZOBEEKI,
BRI AOBRICERER L, EEREORLE
LY RRARR— FOTFHERSTHD. EER
BORTEL LT, 2, 7ra—VEANRE,
EaY ba—N, AVYI A VDERERY
@%%ﬁﬂﬁ%$?éé.%ﬁ§ﬁT%itL
THOYAFAFF— FOSFHTREICEL T,
LA L& L #0 clodronate %° risedronate O
SRR RIBEROBRRAR CEIEES T,
BE, ABPHAIREORNVEVEREL, 3-
6 # B & @ zoredronic acid D FHR S % 0B
L, CTIBL ¥R it LR RfThbNT
VBRHE, EHEOSHESCEERETZH
LTEDZEHETENB L, BERIVTIA
7 UABRFEFEICRESNS LRI TV S,
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' Neoadjuvant Chemotherapy/Chemoradiotherapy
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Neoadjuvant chemoradiotherapy for high-grade bone and soft-part tumors
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EmE, INRICHSUMEIEPNEE,. BREE Ewing PREE, B
BRP9EE, A TIBASRERIEPIEE, BERNPREE, BIRPIE,
SEEHPE, BRUEREMEHE, BRI EEIRE
DR VERTITSHD. SNIE, BREMEHEER
BB, Ewing REED 7S U—, HNEPRREEIR{LSEE.
HSHRER, FINeREEME UIARGR (RPN
DRI TN, EEREF TIIBERETF MO
AREEOTVD. ERIEEDOS - BREREREIZ LI
BRIBGTOABABR TR - FRELTIE 90% DA
DEBETH D, LEVBRERERRELICKWVERE, ®IE
B, ESSREDS  REERCNFETRTDS.
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PR or NC grade 2,3
F
Hn W “m oo s
A iy A
grade 0,1
+ 1 HI | yos
FaN
I I MTX 8~12g/m?
£ Il : ADR 30mg/m?
t t it ¢ B 1x25 | 4L Gopp 120mgm?
. , , - - 4 :IFO 16 g/m?
0 5 10 15 20 (week)

1 KBMTX, CODP, ADREIAEE L, IFOOHE%E BME L=NECOS5-J
(1995) (L& 2 BHEMCAFE /O MO~

70%, FBEBIESIT L 20% D 5 FEERINE
BEhooH 3.

AT, REEEREL L T2HENITD
nTw3, BREEEEEE (BWE, Ewing BE),
FIFE AR Rk 5 PIRE (BXEX Ewing PORE, MR AE)
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HEEBEOEANER I N TV 2 BHEESS
R, EENEEFAMRBEEORRIZISOWVTD
BT 5.
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WANFMOBITZ B EESIICR o, Thb
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7., BERAOATES, ABEOBHNM, #aE
BBER LT L EEERNOMZ LA
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5 6,7).
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2 VAdCA+IEXH % (C & $CCG/POG (1988~1992) MEwing

WEEA®ESO -

V:VCR 15mg/m?, Ad : ADR 75mg/m?/48h, C: CYC 1,200 mg/
m? 1:IFM 1.8 g/m¥/day X5 days, E : VP-16 100 mg/day X5 days,

A ¢ Act-D 1.25 mg/m?,

11 fefafh & 22 e OHERESIRER N,
2N T, RAMEHEEPNET), KB D Askin
tumor & XN TV [EERIC O AKREEERE
BEHENs -0z, BETR—EHOEE%
Ewing’s sarcoma family of tumor (EFT) & #8539 %
X9tk ho0bH 3. FBEEREMTO S FEF
RIZ10%UTLEDLOTFHRARDERTH-
7228, 190 FEREOEV I IVRFY, ToF/=
4>V D, Y7uriR77 I Fo3FHED VAC
WELBRE N, ZDH, YI0kRA773F
DIFERY 1,400 mg/mic XY, 7FL7P=
A EMAT VACAREIL LY, IBKEED
%\ EFT @ 5 FMR4EFRIT 50% 2 HEICEZ
BB ELT,

E 51, 1988~1992 FDHARMICT X Y AT
530 Fl Ewing RERE*£M8 L, POG(Pediat-
ric Oncology Group)-CCG(Children’s Cancer
Group) A DEERBREST b, Thid, UK
O VACA BRI LTEY I YRFY, TF
V7oA Ly, TV FXY 2 (VDCEE)ITA KRR
77 & F, bR F(E &%) 2MZ 7 VDC-IE
REBEOBMELRIET2ERSERTH- -,
R, s EEREFRIZ 5 AXOHEER 69%,
VACA # 53%, BFIBRELZENETN 7% L 20%
¥, VDC-IE 0BT ENLY, 7
DREBETIZ 5 FtABOMBEBRKBYHEIN
70% &%, VACD HFRBEDOR 40% L ha kL

< I LT, % DIEFITRRNFINDTIRE L %o e,
Ewing AR BETREZEDEEICHV-EET
b3, 20k, YRTETHUL, ABRNDER
ZfTo713 ) BRMBREFIRE Y, BERERE
JRATEFEDS 20~40%HE S h, BEBIERICX 3
BRIAEEE, —REEDY R 75 & A RLIRH D
HENKELS 2Do0H2W BEESTO EFT o
SR ERMNKRER, Y2 Y RAF Y 1L.5my/md,
7REYTPeAL Ty 60~75mg/m?, TV FFHv
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ORIGINAL ARTICLE

Magnetic Resonance Imaging of Benign Phyllodes Tumors
of the Breast |

Takayuki Kinoshita, MD,* Takashi Fukutdmi, MD,* and Kiyoshi Kubochi, MD*

*Surgical Oncology Division, National Cancer Center Hospital, and 1 Department of Surgery, National
Tokyo Medical Center, Tokyo, Japan ' :

B Abstract: Magnetic resonance imaging (MRI) has the potential to become a usefu! adjunct in breast imaging. Contrast-
enhanced breast MRI has demonstrated a high sensitivity in the detection of benign and malignant breast disease. Our study
aimed to correlate the dynamic contrast-enhanced MRI appearance of benign phyllodes tumor of the breast with histopathologic
findings. We retrospectively reviewed the MRI findings in eight patients with benign phyllodes tumor of the breast to describe
the image characteristics of this disease. The architectural features and enhancement patterns of this tumor were assessed and -
compared with other breast diseases. MRIs demonstrated some characteristics for large benign phyllodes tumors (more than 3 cm
in size). On T,-weighted images, they were imaged as spotted tumors in high to iso signal intensity with cystic components or
septations inside. In the time-signal intensity curve for the eight patients in our study who underwent dynamic MRI, we demon-
strated two patterns of their curve: rapidly and gradually enhanced. In conclusion, MR findings in benign phyllodes tumor include
dynamic curves of gradually and rapidly enhancing types, and a low and inhomogeneous signal intensity on T,-weighted images

compared with: fibroadenoma. These findings appear to be useful for diagnosis. =
Key Words: benign breast tumor, dynamic study, magnetic resonance imaging, phyllodes tumor

" he phyllodes tumor, first described by Miiller (1) in
1838, is a fibroepithelial neoplasm that histologically
resembles a fibroadenoma. Phyllodes tumor is rare,
ranging from 2% to 4.4% of all fibroaderiomas diagnosed
at one institution (2). However, unlike fibroadenomas,

" phyllodes tumors have a high incidence of local recurrence
after surgery and a potential for hematogenous metastases
(3). Phyllodes tumors cannot be distinguished from
_other benign or malignant tumors on the basis of mam-
‘mographic or sonographic features; the diagnosis can
be made only by histologiccriteria. On mammography, the
appearance is very much like that of a fibroadenoma, with
smooth, polylobulated margins. Similarly, on ultrasonog-
raphy these tumors cannot be differentiated from fibroad-

enomas and well-circumscribed malignancies. However, -

fluid-filled elongated spaces or cléfts may be found within
an otherwise solid mass, thereby suggesting the diagnosis.

Contrast-enhanced magnetic resonance imaging (MRI) -

of the breast is extremely sensitive in the detection of
breast cancer (4-10), but few studies have focused on
MRI of phyllodes tumor (11). We report on the findings
in eight patients with benign phyllodes tumor of the breast
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5-1-1, Tsukiji, Chuo-ku, Tokyo 104-0045, Japan, or e-mail: takinosh@ncc.go.jp.

© 2004 Blackwell Publishing, Inc., 1075-122X/04/515 .00/0
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in whom architectural features and enhancement patterns
on MRI were investigated.

MATERIALS AND METHODS

We have performed breast MRIs since 1995, during
which time we examined eight patients who had phyllodes
tumor. All eight patients underwent sufgery at our
institution and their pathologic diagnoses were confirmed.

_ These eight women ranged in age from 18 to 70 years old

(mean 46.5 years). : 4
‘We performed all MRIs on a 1.5T machine (Signa
Advantage 4.8; General Electric Medical Systems,
Milwaukee, WI) using a commercially available breast -
coil (Bilateral Breast Coil, General Electric Medical
Systems). The patients lay in the prone position during
the procedure. After axial localizer images of the affected
breast were obtained, sagittal fat-saturated spoiled
gradient-echo images (TR/TE, 60/5; flip angle, 45°; matrix,
512 x 256; thickness, 5 mm; gap, 1 mm; acquisitions,
2) were obtained. In addition, sagittal fat-saturated
T,-weighted fast spin-echo images (4800/154; matrix,
512 x 256; thickness, 5 mm; gap, 1 mm; acquisitions, 2)
were obtained. On the basis of the findings in the
unenhanced images, four contiguous sagittal sections of
5 mm thickness were selected for dynamic MRI with
spoiled gradient-recalled echo imaging (84.5/4.2; flip angle,
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60°; thickness, S mm; matrix, 256 x 192; acquisitions, 1).
Gadopentetate dimeglumine (Magnevist; Schering, Berlin,
Germany) was administered intravenously as a bolus
injection at a dose of 0.1 mmol/kg body weight over

-10 seconds, followed by flushing with 20 ml of saline via

an extension tube,

Serial dynamic MRIs were obtained before i injection of
the contrast agent and every 1 minute for 10 minutes after
the start of the injection. Thereafter, sagittal fat-saturated
fast multiplanar spoiled gradient-recalled echo images
of the entire affected breast were obtained (434/4.2; flip

angle, 60° matrix, 256 x 192; thickness, 4 or 5 mm; gap,

1 mm; acquisitions; 1). The field view was 26 cm in all
sequences. '

Interpretation of the MRI findings was based on
evaluation of the internal signal intensity, internal structure,

and border characteristics of the breast mass. Time-signal .

intensity curves on the serial dynamic images were also
obtained. The contrast enhancement ratio at each time
point was calculated from signal intensity in the regions of
interest established at the same positions in all tumors. A
time-signal intensity curve was drawn by plotting the time

along the horizontal axis and contrast enhancement ratio .

along the vertical axis.

To investigate the similarities and differences between
phyllodes tumors and other breast tumors (e.g., carcinoma,
fibroadenoma), we analyzed the MRIs performed during

the same period in 324 patients havmg breast cancer and

fibroadenoma.

RESULTS

The MRI findings in the patients w1th benign phyllodes '

tumor of the breast are summarized in Table 1. All.of
these were large palpable lesions. The tumors were clearly

visualized in all the-sequences. Their maximum diameter

ranged from 15 to 75 mm; five of eight tumors were more
than 30 mm in diameter. Four of eight tumors were

Table 1. MRI Findings in Benign Phyllodes Tumors

‘ Flguré 1. In the time- signél intensity curve in our dynamic images for

benign phyllodes tumors, there were two patterns: (A) gradual and
(B) rapidly enhanced. .

lobular and another was polygonal or oval in shape. The
signal intensity in the tumors on the T,-weighted images
was high or high and iso, whereas the tumors exhibited
low signal intensity on the T -we1ghted images. In the
Tz-welghted images, five of eight tumors showed cystic
components or internal septations. In the dynamic MRIs,

_all of them showed well-enhanced lesions, although three

turnors showed a homogenous pattern and four tumors
showed an inhomogeneous pattern. :

In the time-signal intensity curve for the eight
patients in our study who underwent dynamic MRI, we
demonstrated two patterns for their curves—rapidly and
gradually enhanced (Fig. 1). In patients 1 to 4 and 8, the

- contrast enhancement ratio after 60 seconds was less than

Patient Age Maximum size T, signal T, signal Cystic componentor N .
" no. (years) Tumor shape {mm) intensity intensity - internal septation Pattern of content enhancement
1 18 Oval - 15 Ltow . High - Well enhanced
2 . 29 Lobutar - 70 . Low Iso and hlgh T+ Well enhanced, heterogeneous
3 36 Lobular ] 26 Low High - “Well enhanced
4’ 37 Oval 18 " Low High | - Well enhanced
5 48 . -Polygonal 33 Low High and iso + Well enhanced, heterogeneous,
6 52 ) Lobular 45 Low High and low + Well enhanced, peripheral
7. 59 Lobular : 35 Low High and iso + Well enhanced, heterogeneous
8 70 Polygonal 75 Low Iso and high +

Well enhanced, heterogeneous
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Figure2. A 2§-year-old woman (patieht 2) with a giant phyllbdes tumor.

(A) T;-weighted, (B) T,-weighted, and (C) enhanced gradient echo images
show a lobular mass with internal septations on a postcontrast image.
Signal intensity in the tumor was iso and high on T,-weighted images.

100%, and slow contrast development was observed
(Fig. 1A). In patients 5 to 7, the curve plateaued after the
initial upstroke (Fig. 1B).

Figure 2 shows the MRIs of patient 2. The huge tumor
extended from the right outer part, and the largest diameter
was 75 mm. On the T,-weighted images (Fig. 2A), the
signal intensity of the tumor was low and the same as that
of the normal gland. On the T,-weighted images (Fig. 2B),
the signal intensity was inhomogeneous, iso, and high.
The postcontrast enhanced gradient echo images
demonstrated a markedly enhancing lobulated mass with
internal septations (Fig. 2C). ' :

Figure 3 shows the MRIs of patient 6. The tumor was

‘confined within the upper right quadrant, and the largest

diameter was 45 mm. On the T,-weighted images (Fig. 3A),
the signal intensity of the tumor was low and the same
as that of the normal gland. On the T,-weighted images
(Fig. 3B), the signal intensity was high and low. The post-
contrast enhanced gradient echo images demonstrated a
well-enhanced lobulated mass with a cystic component
(Fig. 3C). )

DISCUSSION

Patients with phyllodes tumors typically have a rapidly
enlarging breast mass. Most cases are reported in women
30 to 70 years of age, with the majority encountered in
the fifth decade (2). The histologic diagnosis of phyllodes
tumor can be made on either fine-needle cytology, core

‘biopsy, or excisional biopsy. However, confidence in the

diagnosis is appreciably greater with excisional biopsy.
The characteristic mammographic and sonographic
imaging features of phyllodes tumors are documented in
the literature. Classically phyllodes tumors have circum-
scribed margins on mammography. The, most common:
sonographic features are lobulated shape, smooth margins,
and heterogeneous internal echoes without acoustic
attenuation. In some cases these tumors may show a
round or oval shape, echogenic rim, and homogenous
internal echoes or cystic spaces. (12-14). The cases we
have described showed similar mammographic and
sonographic features to those reported in the literature.
Although the diagnosis of breast tumor used to
be based mainly on the findings of mammography and -
sonography, numerous reports of -the usefulness of
MRI have been published in recent years. In particular,
several authors have reported that the contrast pattern on
dynamic MRIs is useful for differentiating between benign
and malignant breast turhors'(15-18). Tumors that exhibit
a sudden increase in contrast enhancement ratio, reaching
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70-100% in approximately 1 minute and exhibiting
peak contrast in approximately 1 minute on the time-
signal intensity curve, have been reported to be mahgnant
(15,16,18).

On MRI, all eight phyllodes tumors were manifested
as masses with circumscribed margins and low signal
intensity on T,-weighted irages. Six of the eight phyllodes
tumors had a lobular or polygonal shape, while two
smaller tumors had an oval shape. On T,-weighted
images, some characteristics for the larger benign phyl-
‘lodes tumors (x_nore' than 3 cm in size) were demonstrated.
They were imaged as spotted tumors in high to iso signal
intensity with cystic components or septations inside.

Consistent with our reports, other reports indicate
that the time-signal intensity curves of dynamic contrast-
20 , _ enhanced MRIs of benign phyllodes tumors demonstrated
oS i - a gradual and rapid pattern (19,20).

ELERTRG S Hational Tohuo hedical Center Several investigators have suggested that the rate contrast

T 12 noar- O Dec 1842 enhancement can differentiate benign from malignant
1502 P breast tumors (21). According to these criteria, benign
tumors have a slow enhancemerit pattern and malignant
tumors have a rapid enhancement. pattern. However,
other investigators have found an overlap in enhancement
patterns of benign and malignant tumors (5,21). Like
those of some fibroadenomas, the dynamic enhancement
patterns of three of the eight benign phyllodes tumors
in our study were rapid. The rapid dynamic contrast
enhancement observed in these phyllodes tumors may be
due to increase angiogenesis or cell metabolism.

In summary, MRIs démonstrated some characteristics
for the large bemgn phyllodes tumors (more than 3cm
in size), however, it was difficult to differentiate a
small phyllodes tumor from a small fibroadenoma. On
T,-weighted images, they were imaged as spotted tumors
in high to iso signal intensity with cystic components or
septations inside. We summarize MRI characteristics of

- infiltrating ductal carcinomas, fibroadenomas, and benign
breast tumors in Table 2. Although it is still difficult
to differentiate some phyllodes tumors from other breast
tumors. only by MRI, we believe that these findings are
helpful for the dmgnosns of benign phyllodes tumors.
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. Table 2. MRI Characteristics of Breast Tumors

Shape “Margin  Internal enhancement Pattern of time-signal intensity curve
Infittrating ductal carcinoma trreguiar Irregular/spiculated Well enhanced, heterogeneous Rapid
Fibroadenoma - Oval Smooth Well enhanced, homogenous Gradual
Benign phyllodes tumor Lobular/polygonal Smooth Cystic component or internal septation Gradual/rapid

Hideo Inaji, MD, Osaka Medica! Center for Cancer and
Cardiovascular Disease, Osaka, Japan) from the Ministry
of Health and Welfare in Japan.
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Summary .We report a case of intracystic papillary carcinoma (IPC) of the breast in
a 71-year-old man in whom diagnosis was 'made by core needle biopsy. He came to
our hospital complaining of a left subareolar mass. Imaging diagnosis was a cyst with
an intracystic component. Since aspiration biopsy cytology was interpreted as a
borderline lesion, the decision was made to proceed with core needle biopsy.
Pathological examination of the specimen revealed the intracystic component to
be non-invasive papillary carcinoma. So the patient underwent simple mastectomy
without axillary node biopsy. From the final pathological result, no invasion was

© 2005 Elsevier Ltd. All rights reserved.

Introduction

Male breast cancer is an uncommon disease with an
incidence of approximately 1% of all breast
cancers.” Intracystic - papitlary carcinoma " (IPC)
forms a small subgroup of breast carcinomas with
a favorable prognosis.?3 Core needle biopsy has
been increasingly utilized as initial approach for
the diagnosis of mammographic abnormalities and
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palpable breast lesions. In this report, we describe
a case of mammary IPC diagnosed in a 71-year-old
man by core needle biopsy. We discuss the
clinicopathological features of cystic breast cancer
in the male and review the _literature and the
present case.

Case report

A 71-year-old man, complaining of a round mass in
his subareolar region with bloody nipple discharge,

0960-9776/5 - see-front matter © 2005 Elsevier Ltd. All rights reserved.
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"Figure 1.Mammogram revealed a 6 cm lobulated mass in
his left breast and subareolar gynecomastia in his nght
breast.
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Figure 2 Ultrasound studies showed a cystic lesion with
an intracystic component.

visited the National Cancer Center -Hospital in
October 2003. He had a past history of lung cancer
and gastric cancer. There was no reported history
of breast trauma. He had gynecomastla in his right
breast. The tumor was 6 x 5cm?
smooth surface and clear margin. No overlying skin
retraction and no palpable axillary. lymph- niodes
were noted.

Mammogram revealed a 6cm lobulated mass in
. his left breast and subareolar gynecomastia in his
right breast (Fig. 1). Ultrasound. studies showed a
cystic lesion with an intracystic component (Fig. 2).

We diagnosed intracystic papillomia or carcinoma
from the radiological appearance of the intracystic
lesion. So, the decision was made to proceed with
core needle biopsy. Three passes with -16-gauge
biopsy gun were performed. The diagnosis of non-
invasive papillary carcinoma was made on core
needle biopsy (Fig. 3). Finally, we diagnosed the

in size with a .

Figure 3 Core needle biopsy demonstrates a solid
epithelial proliferation composed of papillary structures
with fibrovascular cores tined by a uniform population of

neoplastic cuboidal cells. No invasion was identified.

tumor as intracystic carcinoma from these com-
bined informations. The patient underwent simple
mastectomy without axillary lymph node biopsy.
Because the role of adjuvant therapy is not clearty

. defined for this type of tumor, no other treatment

was performed.

Pathologic findings

The ‘specimen consisted of a simple mastectomy
with an overlymg ellipse skin with nipple. A .
4.1 x 2.0cm? well-circumscribed, partially hemor-
rhagic cystic mass was identified under the areola.

At lower-power magnification, the cyst wall was
lined -by multilayered flat epithelial cells, and
papillary epithelial lesions with a fibrous stalk
present in the wall (Fig. 4A).

‘At higher magnification, this solid papillary
proliferation is composed of neoplastic cells with
mild. nuclear atypia and a high mitotic index (Fig.
4B). Since no evidence of stromal invasion was
found, the lesion was diagnosed as IPC, high grade.

. The immunohistological examination for cancer.
cells revealed positive for estrogen and progester-
one receptor, and negative for HER2 and p53

_protein.

Discussion

IPC of the breast in the male is a very rare disease
and it also shows a good prognosis. IPC represents a
small subgroup of breast cancers and .accounts
0.5-2% of breast cancer in women.? Some studies
have suggested that they form a higher percentage
in ,men, with an incidence range of 5-7.5%.%°
Furthermore, ‘increased risk in men with gyneco-
mastia has been reported.® Pacelli,” in a recent
review of the literature, reported that nine



