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1% 37 2 38

1. &ypi W % %ﬁifﬁ]l‘f\é Fat# L2 (2016) -

2. fR2Hu - TNM oAtk d > LS4 L 5D DS PEEIR PR BT HA - TR L RRA D EP A 2
Tk §p Bl B § R S TRA SR I B (2016) -

3. T RIEETI T2 % 754 5 FF L iFts » 2 W (74059 3sin g (FE 3t a adf % 8 )(2013) -
4, & #4738 75-79 #% > TINO ~ ER(+) » low-grade - partial mastectomy » ¥ % F 4,55 (2012) »

5. #8242 70 &b o kBB A 0 = NCCN o ¥ 44 P rcsim 45 (2012) -

1 BT Ed B2 Fk o P13 2 208 el 1k (2015)

2. kR R € % 20130413 0 WA i R A > GRS ARIE > £ FHLER > 3 8§ - & (2013)

3. &HpAT 2013 NCCN Rg=#]2 TAC ~FAC ~ AC 2 jfsan iy ™ 5 4 b TC s i oy ™ (2013) -

4. kg 2014.V3 iz 373t Her2(+) » jism ~ 45 & * fhie 5 4 K Ik pF Perfuzumab + Trastuzumab & * (2014,2016) -
S. ¥ 2014.V3 Rig 3730 & — ) M8 'k 1% Her2(+) 7 E & 4% * Paclitaxel + Trastuzumab # * (2014) -

6. L EH 4o (2015/12/21)

Her2 - Neoadjuvant

1. Dose-dense AC followed by paclitaxel : p & & @& * b > o o "f LR Ap et in R e
2. AC followed by paclitaxel | :#1 f 8 EPEIRAREY) 99
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BTCHEILA 2 HRfp R ¥4 L = o
4 Modified CMF :#: KT LReAp sl io R e

5.AC followed by docetaxel # TF//%iﬁ 1L 5 Ry
6.FEC followed by docetaxel : Docetaxel #-:xp 7 -
7.FEC Frzn@ * 4% 5 6 = o

Her2 + Neoadjuvant

1.AC followed by T chemotherapy with Trastuzumalb: 2015/12/23 #1]% ¢+ i F k™

2TCH :24 % TCH # ehe*C i Cisplatin £.F st £ > .«*rﬁ—-;#Corboplo’rm TRREERTHT ()T
12/23 ¢ &gt % 0 T34 > F4) Mﬁ Carboplatin # Cisplatin & 3% 4 ,vfl?e L e R e

3.T followed by FEC chemotherapy W|Th trastuzumalb: #1 R AR i R o

4.Docetaxel + frastuzumalb followed by FEC & § #iof A o

5.Chemotherapy followed by frastuzumalb: & § # ia 5 A o

6.AC followed by docetaxel with Tros’ruzumob:w“,f PRk dp sl e B Je

/.Pertuzumab + trastuzumab + docetaxel:NCCN 5 5 ™ it Docetaxel # & 75-100mg/m2 1V » & 5§ #45 75 123
FHE 2 : 75mg/m21V e

8.Pertuzumab + frastuzumab + paclitaxel : #1 Mf LReAp sl in R e

9.Paclitaxel/carboplatin +frastuzumalb : #1* T LRAp st in > e

10. Pertuzumab + trastuzumab + FECx3, — Pertuzumab + frastuzumab + Taxotere x3 34 7]

11.FECx3—Pertuzumab + frastuzumal + Taxotere x3 3 7

¥

=

T

ol
o

Fﬁ&
(xx
J4:
ES

Her2 - adjuvant

1.FAC :# “ﬁ% LFdpale e

2.AC followed by paclitaxel : #1% 5 4p 51 8 i5 4 i

BTC - F fis A » TR * chp R %H > bou BB i 2 & - 2L (4cycle)
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4 Modified CMF: #: KT LReAp sl io R e

5.AC followed by docetaxel: #{*% %‘J}ﬁ 5l /arzgif}%@
6.FEC followed by docetaxel : & F ok e

7.FEC 4 + & * ébcycle -

Her2 + adjuvant

1.AC followed by T chemotherapy with Trastuzumab-1: T LReAp sl in R e

2.TCH : Carboplatfin § #&3xa % ~ Trastuzumalb ;1p AL = ‘*ﬁ%; 2 L’«L? I

3.Docetaxel + trastuzumab followed by FEC : #] f SRedpale b e e

4.Chemotherapy followed by frastuzumalb : #1 GEZ SRedpale m}%‘f‘ = oo

5.AC followed by docetaxel with trastuzumalo & § 5% A

é.Paclitaxel + frastuzumab: = Node(-)Low Risk p & & * -

7 .Pertuzumab + trastuzumab + docetaxel followed by FEC chemotherapy: #: “’T‘ 2 EPEIRUREY) 99
8.Pertuzumab + trastuzumab + Paclitaxel followed by FEC chemotherapy: #1 f LRedp il LUeoR R e

Metastatic #-p # Bap Z o dn 51 7 N erof B PR A ¥ i 3 RT
2016/04/29 Docetaxel 7& %4 £ 75 mg/m?2 * # *= Neoadjuvant ™ "Modified CMF" o # v 585 i % & > # i *%
anthracycline A

2016/05/23 * 1 ¥ (o3 £ 5 F FI) 5 Bic R 4y 51 B3 S HE FARISR B B PAK

B\
]

2016/06/04 & &5 5 F 8 § 5 Fpiv = 5

1.ER+Node-HER2- 5 4 4eic v A Fliw RIE S Low risk » RIF % g # Gt fr o

2. Z S H(F VD& 2Y )i L AFIPRT ST SRR E D AT BT P R Ade() 0 B B EHT B
3. 2k * GnRH analogue o #7F % 5w B e

4. =% i * GnRH analogue 5% i 5w ~ a%;»ﬁxb B AP E w5 R MRAR m?ﬁ* (2 E2 FSH level zp )
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1. =3¢ * GnRH analogue s B 5w ~ FaR T2 10 b e R R &ﬁ&i" n % g g * GnRHanalogue ok 25w ~ 3% R
%( ¢ 73 -3 40 & -Node (+)~Tlc 11+ » E & g+ 7]+ 4o G3 & genomic test highscore & IHC4 =z &% 5 intermediate
risk # M_F ) fe ABZBFDEE

2. %3 * GnRH analogue ¥ & & # * Tamoxifen & Al -

3.ER (+), node(+) z it M & iz zk it * 10 & 03 f 5% 2 (tfamoxifen 10 # & AIS # 4 b tamoxifen 5 & );ER (+), node(-),
M 1 AN 2R BAT T R 10 ESRE TR o

4. B ~ ER/PR(+) ~ HER-2(-) ~ Node(+) 2 5* & & ¢ » &k Al & * 5 &2 8 % 5 # tamoxifen -

5. ER(+), HER2(-), Node (-) z i*# & & > &k i¢ * CE90 (A60C) 4 cycles /classical CMF - $1>t anthracycline-based regimen #
Y s A & 5-FU

6. ER(+), HER2(-), Node (+) = *# & F > &kt * ¢ 7 anthracycline %2 taxane z regimen: LN>4 3pz St 4§ > 7 14 Jg
dose-dense regimen o

7. 4= 1-3 node(+)ER+HER2-j + » &v 2 A Flfg iRl R Lowrisk > BIF 4 jg 7 it % (2016/6/4 S5 5 FF ¢ S picf R %) -

8. #¥f Node(-) ~ Triple-negative z F M & - i Tlo ri b » 7 04 g ie 3 s it g o

9. &% Triple-negative * 4 3 BRCA mutation itk # - ¥ 114 4 R %A #er e platinum g o

10.ER(-) ~ HER-2(+) ~ Node(-) 2 f*#p & > "2~ ] Tlb &2t gz * Herceptin 4c it o

11.ER(+) ~ HER-2(+) ~ Node(-) = ##pm & » g~ ] Tlc & b g2k * Herceptin 4c it s TIb i & fa,TF 0 Jg ©

12.ER(-) ~HER-2(+) ~Node(-) 2 5*Jp & » ¥ & * Herceptin {v Taxane - § " [ * 1 24 pF> 7 104 g3 * 4+ Anthracycline -

13.ER(+) ~HER-2(+) ~Node(-) z f*#pm & F# * Herceptin = Taxane- § "% | * 2 24> ¥ 113 g7 * 4 + Anthracycline -

T4.HER-2(+) 2 i & F BFT I 5 » LiE+ < P> ¥ 3 g neoadjuvant therapy -

SHTRAFEER M AT dE e (2 iR 55 5 P ar) T2~ NO ~ HER-2(+) 5 3 T T B ¥ ¥ B#k B neoadjuvant therapy -

16.5%’% Her-2(+) 2 3“J&s & # & neoadjuvant therapy p >+ 12+ Jjg 4 + Pertuzumalb node(-)~*%; 3 = 4 ~ER(-) PR(-) HER-2(3+)
245 pFRmE R b 6 BRARS TCH ity 23 p2x 2% (PCR) > #&7™ &7 4 g anthracycline 4 @ 4z - F ¥ i *
Herceptin - & -

“J
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Breast Cancer

iU %

Diagnosis m—) Primary Treatment

Clinical Stage |
T1INOMO

Clinical Stage Il
TON1IMO
TIN1IMO
T2NOMO
T2N1MO

Clinical Stage llI
TON2MO
T1N2MO
T2N2MO
TON3MO
TIN3MO
T2N3MO

Hormone therapy if ER +
4@ Tamoxifen X 10 years

@ Radiotherapy is indicated
for all BCT patients.

4 Radiotherapy indications
for mastectomy patients.

Chemotherapy:
CBC Py
; : A.<0.5cm:no C/T
Liver function test
Chestsra Node | B.0.6~1cm
Mammo r); h Negative 1. Low risk**:no C/T
sl Wide excision or 2. Others:C/T(optional)
Ultrasonography of
Mastectomy C.>1cm
both breasts ) )
< |:’> + 1. Low risk**:optional
Pathology review . :> e re
Ultrasonography of ALND or SLNB .taxoter.ex3 '
liver Node _ .
Positive D. Triple negative:
FECX3 + taxoterex3
Chemotherapy:

N1, N2 ER positive: FECX3 — taxoterex3, ER negative: FECX3 — taxoterex3.

N3 - PET-CT, if no distant mets, consider FECX3 — taxoterex3

Target Therapy : if HER2 overexpression Herceptin X1 year.

U

Hormone therapy if ER +
4 Premenopausal :
Tamoxifen X 10 years

4@ Postmenopausal :
Letrozole X 10 years

*Criteria of sentinel lymph node biopsy (SLNB) : early breast cancer with clinically negative axillary lymph node. Axillary lymph node dissection (ALND) is recommended if SLN(+).
*** ow Risk: 1. Tumor<2cm, G1, ER+, HER-, no LVI, or 2. Favorable histology (<3cm): typical medullary, mucinous, tubular carcinoma
#Tamoxifen as the drug of choice. If intolerable side effect, consider aromatase inhibitor.
1. TNM staging as AJCC 2010 7% ed.
2. Radiotherapy is indicated for all patient receiving breast conserving therapy (after chemotherapy).

Cheng Hsin General Hospital # % 58 & & B % A iz 58 B Fx

Aug 2016 R.01
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2l fots s -
LS AR ’%Eéa s
= J| s | 55 X et

AR

HIFLEE AN, 50 Bl s e AR FT L
S 3L AR

vy
DCIS L& BEH
i 355 > AEHE
e

AAIBHER BHE VIR

HTHR Van Nuys FEATEEEHAE S48 (VNP)
yag(= 1 2 3
/N |=15mm |16-40mm =40mm
¥\ | =10mm | 1-9mm <lmm

TEEES
Non-high =
RER |
BER $HBE HiEGE with or w/o
G1,G2 G1,G2 G3
Age >60 40-60 <40

A 4

IS
YR A
HE

Zlm A B NS b
Bk H VbR 2 4H4808
Gl REAEE
AR

v

BRI Z T UIbRI H
FR#E Van Nuys score 4-6
HYE %2

[&Z I FMr IR+ U 4R G
FR#E NSABP Van Nuys Score 7-9

.

HE 2%

Y

;

AmEVIFR (PR IEH)
+ WK RS R
+ FEEETG

v

f48 Van Nuys Score 10-12 &35

Tamoxifen F &t
¥ ER(+)%&F 6 (i H
WESFEVAF
R B SR
T
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S ICR FE D

1. #t¥ Node(-) ~ Triple-negative 2 FLFERE » fEEE Tib DIEE > W LIBRELAS THEIBN (LR (2016/6/4 &IE 7L BB & AL o R4S )

2. §¥f Triple-negative H#77H BRCAmutation FYZLEEESE » o] DI RS THEEENME platinum {L%(2016/6/4 /%?UE‘C’%E FE A ILEREER)
3. ER(-) ~ HER-2(+) ~ Node(-) ZZ.#&E » FERA/N Tib (DL FERZ B H Herceptin fI{E#E(2016/6/4 &IE T 55 B2 & AL G HLalaE R)
=2 B I 7 F =B E wH Bh G B B HE
AR g e P .
BETHES Ml 5 #LUE Tt MRS AR 1. BREFARARTD © BERE - R -
401 AT X s ER PritEfasemns 9T /VER
TINOMO N NZ S SN =l ZREAPEZNER e P e
.§§§%Xﬁ&ﬁa S ééﬁﬁéﬁ;%i;mm | afmpEsEs: e, R
3 = o BT 77 A )
e BT ER [} 7] 25 FECxG \\ g o ERIPR I
3 %gxz: + - ¢ N 5
SATRIE H SLBEE T
. ER it ERAEHHERERE &=
437 A MREAEEES 1-3 FH \ HiBHt—RX, BFEH—
AL RS B + FECX3, Taxotere x3 (24) R, 1% .
AN 3 Vea=N - N .
—— B R A4S ) N EEAFE X EEIRE
%5 1 FETHACHR I E OB g FECX3,+'[axo+tere X3 \ g X YeEFE—2
TINIMO S5 X o giiﬂﬁéw'_+ gﬁf§@%4°EWD%@%"—*%%%%@%%%%:@%
T2NOMO E;% o s 7 R fli] + - =1 ﬂfﬁffﬁﬁﬂﬁ??ﬁ?ﬂﬁ%}?
T2N1MO ;Ei%;%}% XL S T MEEAEE i
T3NOMO e FECx3 BN A28 x3 XX
@ZHJFH;;%:“‘EZ WMRMELE> 4 55
AN | A A B -
E@%% H E%?rﬁ i PP p— —> | AFVIERE
IR ERR s NIRLSEEA iEREENE = ]

iR S




d;? PR R A B2 A RS I ERACE ET

= i BE TEAE wEnAE Bt
A (b IR0, RS B RG22 > WERUEE T E
T ThEEAG A
\4
HIER X —Y
A N >
RIS X B REBERR L ﬁif’; ;g B 1 EBRESEN MEREER
Anthracycline =2 510 + >
E e _‘ZM\KZW //L/:‘
s — based CT (FEQ) P pEr s ==
BRAREE=HA I - based. B R St BB A B 1l i mm%wwa%%-
TON2MO R Taxotere3-4 + IS AR BB I
TIN2MO p LATHRIES _ M AE+HREZEABE RS
T2N2MO =SB R BT . A 10 & HE AI-10 F
T3ANTMO S FFHE (PFT) v WIS WE >
T3N2MO 45269 7] SIS
T4 any N MO S (b R iR R S e S B |
Anv T N3 MO e EEXF—RNiEES "
[T ORREE AR f SRR ERS BB
g@ggx% v v —ER—*kEBteEEEME,
B9 E X iR EEmEA R BAMbEE ME—RPGIREEE=F
9| E RS R (W B 42508 3 0] = B AT IR M A B R L B BEB X
— TR H#I8Y 5 X HiGE
ARSI V|| 2 emmmm 2 BIAE MED X S —R \
any Tany N M1 FEBRE, EFFETA > REWLES/ R BREAE+BEEAE % B b MR s E R B R,
s 7 SYE—REABES &
ER/PR SEHIH &R ESREMSNEE - BB
PET [EFIES BREBERE—RIFEAEE
SIS E S B B E g

1. ER(+) > HER-2(+) ~ Node(-) ZE.ERmE - BEEA/N Tlc P LEZEZESA Herceptin HDﬂ:T B Tlb ERELEEF T oUEE(2016/6/4 SEH BB EABRRLEER)
2. ER(-) * HER-2(+) * Node(-) 235w E - BfEA Herceptin 1 Taxane - &N 1 A0 - EDX%J%KH%HDJ: Anthracycline(2016/6/4 83 ZBEEaEHHER)
3. ER(+) ~ HER-2(+) ~ Node(-) ZE.Efw5E - BFEFM Herceptin Al Taxane - EEE/IR 2 A9 - ol IERBAAMLE Anthracycline(2016/6/4 & B2 S BABERFER)
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B WE
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A
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;8% Salvage Treatment

RO B BREMERR
M- EMETRERS

{Z/S80182& Locoregional recurrence lone

Blun ER/PR —>

STRMERL B IRE Tl

B MR ARR Sk R TR X

=S ERFEH

TCRIFL B IR EE Fil

ERIEIR + EHHAE+NHRAE

HOEB X
Hi BB 3 FE BT B RTR AL

SeRIERIELE 2 TIRR

EHIAEIR + EHHEE

MhEEE R

@BOIBERFINLIBR + HEIRARE + 2HMHAE

i/ 17 1
SEERMHIRERER —

25 ZEiE Systemic recurrence

HAREAR B2 ERVRR)

ER/PR negative or symptomatic

HERT +IHEBEN

Sy IEFHRF

ER/PR positive with & BUHB IR, SR

v

1X:

E2ak

ERE—M Ik mER
mIEFT, BHEEE

FEER =R WAE

ZRIER, REST, BHEEE

A 4

ZRFMIROTHE

Mg, OEEREK, REER

A 4

PG AR 1T

A\ 4

ISEIEIp(ot—V=pi
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[
Treatment protocols from 2013-2016
e NO N1 (LN 1-3) N2 (LN 4-9) N3 (LN >9)
Year | Ep(+) or PR(+) | ER(-) & PR() ER(+) or PR(+) ER(-) & PR(-) ER(+) or PR(+) | ER(-) & PR(-) | No matter ER/PR status
FECx3 and FECx3 and
FECx6 or TCx FECx3 and FECx3 and FECx3 and FECx 3 and Taxotere
2013 Taxoterex3 Taxoterex3
4 Taxoterex3 Taxoterex3 Taxoterex3 x3
(PACS01) (PACS01)
FECx3 and FECx3 and
FECx6 or TCx FECx3 and FECx3 and FECx3 and FECx3 and Taxotere
2014 Taxoterex3 Taxoterex3
4 Taxoterex3 Taxoterex3 Taxoterex3 x3
(PACSO01) (PACSO01)
FECx3 and FECx3 and
FECx6 or TCx FECx3 and FECx3 and FECx3 and FECx 3 and Taxotere
2015 Taxoterex3 Taxoterex3
4 Taxoterex3 Taxoterex3 Taxoterex3 x3
(PACS01) (PACS01)
FECx3 and FECx3 and
FECx6 or TCx FECx3 and FECx3 and FECx3 and FECx3 and Taxotere
2016 Taxoterex3 Taxoterex3
4 Taxoterex3 Taxoterex3 Taxoterex3 x3
(PACSO01) (PACSO01)




d;? PR F R R A R F (/& =& )Lobular Carcinoma in situ (LCIS) 5“ £ & =%

R lf A2 EMREE

L gl A 1. iR 1. FAEMSEAE
Stage 0 — | 2. AEEK > 2. BRI H
Tis, NO, MO 3. AEBER 3. REEFHSHE

4. FERR

af @ LLCIS &B%y - Mk 2013 NCCN #86 - $T¥2881 LCIS ZNERIFFERIE - oK RSB EMIE -

2.2015/12/21 €1k
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Ky EEFRUME BT

(=7 )Ductal Carcinoma in Situ(DCIS) F“t# P #

e
HIRERRE

RZENRE

vk~ N

TR iERE
AEES
AEBER
FRIRFERD
ER, PR

> w N

PRIMARY TREATMENT

A BEED IR ELE 2 IR
WERERR FRIEHEET R
Z RN AR
ERADWEE
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(% i=#)Ductal Carcinoma in Situ(DCIS) - 5“3 8 1

IIRENBFMUIR ZEBEER, HiRKEARIEBER TR
1. @818 10mm—->ABHE—L Fii

2. 1-10mm— E2ER PR EE B &Y i, @ B INREE BT ?

3. <Imm—->Z=2EBMEXVIR

2015/12/21 18%]
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e REFRMBE CREFR SR

Lot

i AR EA B PEMRE
1. mRHE
2. MFRWE(CBC, A MEk, Mk, M/NR) 1. LESBLUIR
3. AEBER 2. AEZIR
4. IEEFESE 3. BRTEIEMELT A
®1A2A, 2B, | | | 5. FRIBEER, ER, PR, Her2/neu, MIB-1 — 4. AEERERE
6. BB R
A% 7. BESRHE (28 3A %)
8. BB LM IR
9. IEFHE(E 3 Hi)
BHAZLRE(E 1 S 2 )i, REZIR NMHEARINTAIEMEDR - BIEKRETR&RM(-) - FEETHERES - (2016/6/4 &/&3| EEBE

T EABEHLEAR)



el REFFMEE CREFR (R 3%inh) BB R
et - 1A, 1B, % = # (T3N1MO)
#

5%—,IIA, IIB, 55=HA(T3N1MO) HA, EERAE

e iR MREAERE, MENEmaE Z8FE
% L IIA, IIB, T3N1IMO (3A)

%XEBESE /

R MREAER, MRNERaE
Ex-IEN =

P& T2 & 70 N5 B2 5%

B IR

ERIHE &

RFMEA RS

B FL B YIBRIN_ERR T B lE
B4R

vk W

(2015/12/21 1&7])

BHAFLRE (S 1 Hi&EE 2 B WNAER2, RIRFIR FMELARRTREMAEU A - siEREY) R ERT() - ABETHERRS - (2016/6/4

SEIEESRRILEARIAER)

14



el REFFMEE CREFR (R 3%inh) BB R
Tt - 1A 1B, % = # (T3N1MO)

% L IIA, IIIB, T3N1MO (3A) FaEBa%E

g NMEAER, EE< 5 an, MERRIEAE

METRAR

% [ IIA, 1IB, T3N1IMO

3A) I T NSRS, B <5 A%, BREED: ik
- T OHERAE

=2ak/ars

EEFEURM LR T

miE MMEEER, B> 5 AN MITHEREE

iR MMEAER RTINS R

SHFLE(SE 1 &S 2 BR)INABR2, RIEZR MHEARATHERELR - BIEREL) R ERN(-) - FRETHERS - (2016/6/4 &I EFEBEGH Ea &S
BAER)

15



el REFFMEE CREFR (2 EWisR) RS R

-t PR RS BRN

TR EES G Her2/neu FiE

&R <0.5 PATASHAIA
RO AR, o) fER 0.6-1.0 R IA R E BN H(EESAE, M LSBT, ER(+) -
pN1mi BB % — HER-2(+) - Node(-) ZIFEmE - EEA/ Tlc sk
“"Q FEZ 7256 Herceptin LA T1b EE LR T oIl
// BEOBEMT) ~—
ER (+)/PR (+) BE > 1cm RO WAEEEN HEEAE, MEERF
HER2(+) T mHEeEs EEEET, M {EEAE ER(+) - HER-2(+) - Node(-)
ZHEFRE ERAN Tlc I EREZEE SR Herceptin MYLE; T1b

> wn o

wu

RN HEAAER ERLEIFH FOJLIERE; ER(+) » HER-2(+) ~ Node(-) Z3JERE - &HiE

T RSWBBEE R LEEAE, MLEEET (EEEET)

Ag#ZEA GnRH analogue JAEFMBFLAIEE (2016/6/4 2 FEEEI B ABRLBER)

#ZFEA GnRH analogue JAEE&ART - #XBILERINEINREREREE (LLE2 FSH level 3808 ) (2016/6/4 83 EBES I BAEHBHER)

#ZFA GnRH analogue JA&EEAR] - lBEE T2 M HESEIMEENEE(2016/6/4 B2 FEEGIRABERIER)

oIPIEEFEA GnRH analogue AEFLH - SEZERAR ( 828/ 40 5% ~ Node (+) ~ Tlc U EEHEBEBREFM G3 3 genomic test high score 3% IHC4 E
F /5 intermediate risk 32 E ) BERFEZBIEENEE(2016/6/4 82 EBEESIBAEHLFER)

iE:ZMF GnRH analogue I&#M##EF Tamoxifen 3% Al(2016/6/4 &3 EEBESIEABEH-MER)

ER (+), node(+) ZHERE - EZEEMER 10 EMNEWSE A (tamoxifen 10 F£3¢ AI5 E£A0E tamoxifen 5 &) ; ER (+), node(-), FEE 1 AR A ERETL
EERBEA 10 FNEBREEAE(2016/6/4 82 EEBZARABRIALER)

2481 ~ ER/PR(+) » HER-2(-) ~ Node(+) Z3EE - & Al £ 5 F7%B4 5 F tamoxifen(2016/6/4 82 EEBE I RABELHER)

16



el REFFMEE CREFR (2 EWisR) RS R

-t PR RS BRN

1) E®E <0527 — A7 aE M — R WEE,+/-1EEEHE
> 050 —» &8 Oncotype-DX 21 EH %8l B9(RS<18) — > A MWAE, ER(+)Node(-)Her2(-) fm BUNEELAE
WHIFEE low risk, BT EEAE(LE
4 (RS18-36— 73 6 T (1 B B8 s B P ER B R )

(2016/6/4 82 EBE S RAEHHER)
7 (RS230) — AW AEN L{EERE

2) MELEER 1-3@ —— ADWAEE/HEEBE + WA, 1 1-3 node(+)ER+HER2-7EA - BELIERHEAIFEE Low risk - Rl Z EAMILE

(2016/6/4 I FEESH EABELHER)

4@ —> ADWAE+HEERE+MERAE, ER(+), HER2(-), Node (+) ZHEERE - BEFEHAE SR anthracycline & taxane

regimen ;
LN > 4 B3 EEE - ILIEE dose-dense regimen(2016/6/4 &I ZBES I EABERLHER)
1. FE#=MFEH GnRH analogue BEMBFLZRIEZE (2016/6/4 82 EEBES I BAREHLHER)
2. ##MFA GnRH analogue JAEELKHR] - #RBCEEWEINBEREREZZE ( LLE2 FSH level :&RB ) (2016/6/4 ‘.:.*7%‘%}5@ BEgimaELEER)
3. E#EMA GnRH analogue AEF&RT - fEE T2 M EEREIEENEE(2016/6/4 8EAEBESIEEBELBER)
4

. OJLIZEfEA GnRH analogue aEF&R - SE%EMR( B=2A/\R 40 5 Node (+) Tlc TL/U:EEJEFI? l?ﬁ[l G3 = genomic test high score

g IHC4 T4 intermediate risk 3t £ ) BAREBRBIEENEE(2016/6/4 @B EEE S I EABHLEER)
Z##%MFA GnRH analogue TI&#f#A Tamoxifen 3 Al(2016/6/4 & EEBE S A EABEHLH4 %)

o

IEEEBUMUEEFER 10 ENERSEA(2016/6/4 883 REE S EABRLAER)
7. 1581 - ER/PR(+) * HER-2(-) ~ Node(+) Z¥EEE - & Al £H 5 £27%BE4 5 & tamoxifen(2016/6/4 8 EEBE I EAaBEHLHEGER)
8. ER(+), HER2(-), Node (-) ZHEEE - #E&EMEF CEI0 (A60C) 4 cycles /classical CMF - ¥1¢ anthracycline-based regimen T LE B
5-FU(2016/6/4 &3 EBEZI EABERHER)

ER (+), node(+) ZIJEIRE - BZEHER 10 FMNEMSE A (tamoxifen 10 &8l AI5 FA1E tamoxifen 5 ) ; ER (+), node(-), l&& 1 AU >



e FEFRMEE R FR (29 fhinf) ZRLIR
= Her2/neu B4

Her2/neu [G1&E

ME%E<0.5 A7 EE— 1. REZEE(LESE
2. ZERE{E Taxol+Herceptin/week x12 (2015 NEJM) (Tla, Tlb, Tlc, T2(<3 A7) BEFERAREFEN

EERENLEEY—F (BEMELER, BEEREREY, Si08)
>0.527 —  1.ER(-) ~ HER-2(+) - Node(-) ZHESwE - BBEA/N Tlb s EEZEZFA Herceptin L&
(2016/6/4 e 2 FEBE I EABELHER)
2. ER(-) ~ HER-2(+) ~ Node(-) 2. EmE - #FEMA Herceptin 1 Taxane - EfERE/N 1 A9 - ol
EEBAAMLE Anthracycline (2016/6/4 &/&3 FBEZI EABEALHER)
3. BERREERLSNOTEIFINR ( ALUREFELER/ER ) T2 - NO » HER-2(+) HERE - tIZREIEM
neoadjuvant therapy (2016/6/4 823 EEBE G BAEHLHEER)

* MEABBEBIIEEERERVIN LB aE
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e FEFRMEE R FR (2 fhioR) RB TR
et = K2 M54 5% (ER-, PR-, Her2/neu-)

=P2Z%E (ER-, PR-, Her2/neu -)

JE#E<0.5 A7 > AEEEBE
5

- {EE8JAfE FECx3, Taxotere x3
1. &% Node(-) ~ Triple-negative 3527 & - lEEE Tlb LI EZE - Ol
ERATHIM(EE(016/6/4 82 FBEGH BABEHLHEER)
2. ##f Triple-negative H#7A BRCA mutation HIZLERE - OJUEELS
TE BN platinum 1B (2016/6/4 82 RBE G BAEHLHER)

* ERMEEEAER, WEZERN LLEELRE
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(s 2 B AR R BB R

flip = B e EFI G (RERBEFMTE) 2A, 2B, 3A (T2NOMO, T2N1MO, T3NOMO, T3N1MO)

CLINICAL STAGE

2A, 2B, 3A
(T2ZNOMO, T2ZN1IMO,
T3NOMO, T3N1IMO)

© © N O UE W N R

WORKUP

I 278 ]

HEBER

IEEEME

RIBELfE (ER, PR, Her2/neu, MIB-1)
EREHR (MWERFEIR)

IOER X-3¢ F

FEIEH (T3NIMO, 3A)

FLEIRE FlosFE

EIEINE AR, ZFRITDA

¥ FAK, DHINEEALE, &R Taxotaxel + Carboplain

opr{EEa & UK
(FEC = x4)

—>

Z R Fil
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I EEFRMEE REFR (st i 8 i) R Ay

Lot

NON-TRASTUZUMAB CONTAINING COMBINATIONS

NEOADJUVANT REGIMENS

TC

% Docetaxel (75)mg/m21V day 1 (2016/01/2518%7)
% Cyclophosphamide 600 mg/mZ2 1V day 1

< Cycled every 3weeks for 4 cycles

ARIESTEL - TCPA9R "C" ol fEMCisplatin 60 mg/m2 IVD day 1

Reference:

Jones S, Holmes F, O' Shaughnessey J, et al. Docetaxel with cyclophosphamide is associated with an overall survival benefit compared
with doxorubicin and

cyclophosphamide: 7-year follow-up of US Oncology Research trial 9735. ) Clin Oncol 2009;27:1177-1183.

Modified CMF (2016/04/29 1&371)

% Cyclophosphamide 600 mg/mZ21V days 1
% Methotrexate 40 mg/mZ21V days 1

% 5-Fluorouracil 600 mg/mZ2 1V days 1
Repeat cycle every 21 days for 4 cycles

Reference:
Goldhirsch A, Colleoni M, Coates AS, et al:Adding adjuvant CMF chemotherapy to either radiotherapy or tamoxifen: are all CMFs alike? The

International Breast Cancer Study Group (IBCSG). Ann Oncol 1998;9:489-93.
21



2 FEFRMBE A REEFR (#F5 % » Her2-)Chemotherapy - NEOADJUVANT

Lot

FEC followed by docetaxel (=%, & 21 X—&7E)

% 5-Fluorouracil 500 mg/mZ21V day 1
% Epirubicin 100 mg/mZ21V day 1

% Cyclophosphamide 500 mg/m2 day
Cycled every 21 days for 3 cycles.

Followed by

+ Docetaxel (75) mg/m2 day 1 (2016/01/25£%T)
Cycled every 21 days for 3 cycles.

Reference (2% 3 H)

Roche H, Fumoleau P, Spielmann M, et al. Sequential adjuvant epirubicin-based and docetaxel chemotherapy for
node-positive breast cancer patients: The FNCLCCPACS 001 trial. J Clin Oncol 2006; 24:5664-5671.

FEC ("R, 821 X—&®)

¢ 5-fluorouracil 500 mg/m2 1V day 1

< Epirubicin 100 mg/mZ 1V day 1

% Cyclophosphamide 500 mg/mZ2 1V day 1

Repeat cycle every 21 day for 6 cycles

Reference (£ %E3Ef)
Roche H, Fumoleau P, Spielmann M, et al. Sequential adjuvant epirubicin-based and docetaxel chemotherapy for
node-positive breast cancer patients: The FNCLCCPACS 001 trial. J Clin Oncol 2006; 24:5664-5671.
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2 FEFRMBE A REEFR (#55 t » Her2+)Chemotherapy - NEOADJUVANT

Lot

TRASTUZUMAB CONTAINING COMBINATIONS NEO ADJUVANT REGIMENS

1. HER-2(+) 3 BmEERREIE - BEBAKE - oJ%&&E neoadjuvant therapy

2. HERKRABLIMNIEBFMY ( AURFARRERN ) T2 - NO » HER-2(+) FERE - alBEIRM neoadjuvant therapy(2016/6/4 &E3 EBE I RAE

HBHER)

3. HER-2(+) Z3BmEEEREBIE - BREEAKE - a%&RE neoadjuvant therapy

4. ¥ Her-2(+) Z3LERERME neoadjuvant therapy - oIRIE BN L Pertuzumab

5.Nnode(-) ~ &% 3 27 ~ ER(-) ~ PR(-) - HER-2(3+) Z 45 mHBHE - &£ 6 EEREN TCH BB EIRIETEEME (pCR) - H#FRO[EE anthracycline
4 @A%ER - HZFEA Herceptin —5F(2016/6/4 83 EBEZIBABHEER)

TCH

% Docetaxel (75) mg/mZ21V day 1 (2016/01/251&37)
< Carboplatin AUC 61V day 1
Cycled every 21 days for 6 cycles With
% Trastuzumab 4 mg/kg wk 1
Followed by
< Trastuzumab 2 mg/kg for 17 wks Followed by
% Trastuzumab 6 mg/kg IV every 3 wks to complete 1 year of trastuzumab therapy. Cardiac monitoring at baseline, 3, 6, and 9 mozt : TCH
R 224 & %Docetaxel+ Carboplatin+ Trastuzumab
RIEXEL - TCH RO “C" el fERCisplatin 60 mg/m2 IVD day 1
Reference:
Judith Hurley, Philomena Doliny, Isildinha Reis, Orlando Silva, Carmen Gomez-Fernandez, Pedro Velez,Giovanni Pauletti, Jodeen E. Powell, Mark D.
Pegram, and Dennis J. Slamon. Docetaxel, Cisplatin, and Trastuzumab As Primary Systemic Therapy for Human Epidermal Growth Factor Receptor
2-Positive Locally Advanced Breast Cancer. JOURNAL OF CLINICAL ONCOLOGY.2006;24;1831-1839.
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2 FEFRMBE A REEFR (#F5 1% » Her2+)Chemotherapy - NEOADJUVANT

'

1. (Pertuzumab (B &) + trastuzumab + FECx3), (Pertuzumab (B %) + trastuzumab + docetaxel x3 ) (=R, HAR, 821 X—&E=%)
(Tryphaena Trial)

2. FECx3 + (Pertuzumab (B #) + trastuzumab+ docetaxel x3) (&= /’Q, HAR, 8§21 X—&RE) (Tryphaena Trial)
3. FECx3 + (Trastuzumab+ docetaxel x3) (=%, H®, & 21 X—&E=2 (Tryphaena Trial)
Reference (&2 &)

Ann Oncology 2013 Sep;24(9):2278-84. doi: 10.1093/annonc/mdt182. Epub 2013 May 22.
Pertuzumab plus trastuzumab in combination with standard neoadjuvant anthracycline-containing and anthracycline-free chemotherapy regimens in patients with
HER2-positive early breast cancer: a randomized phase II cardiac safety study (TRYPHAENA).

]

4. FEC followed by docetaxel + Cisplatin (=%, 8 21 X—E&ERE)BAIZE - f1E - REEEBIEEREBEES
5. -Fluorouracil 500 mg/mZ21V day 1
% Epirubicin 100 mg/mZ21V day 1

% Cyclophosphamide 500 mg/mZ2 day
Cycled every 21 days for 3 cycles.
Followed by
Docetaxel (75) mg/mZ2 day 1
- Cisplatin 60 mg/m2 VD day
Cycled every 21 days for 3 cycles. (2016/01/251E%])
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2 FEFRMBE A REEFR (#5151 % » Her2-)Chemotherapy - ADJUVANT

'

I0FE 3 o=
NON-TRASTUZUMAB CONTAINING COMBINATIONS
ADJUVANT REGIMENS
TC(B=A—8RE, #I1XK)
" Docetaxel( 75) mg/m21V day 1 (2016/01/25(&T)

" Cyclophosphamide 600 mg/mZ21V day 1
TCHREIRG "C" a4 A Cisplatin 60 mg/m2 VD day 1

s B b EF 4 A, O FEINEE (2015/12/021&
7)) Reference:

Jones S, Holmes F, O' Shaughnessey J, et al. Docetaxel with cyclophosphamide is associated with an overall survival benefit

compared with doxorubicin and
cyclophosphamide: 7-year follow-up of US Oncology Research trial 9735. J Clin Oncol 2009;27:1177-1183.
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s FEFRUBRE A REEFR (#t5 i % > Her2-)Chemotherapy - ADJUVANT

Lot

FEC followed by docetaxel (=%, & 21 X—&12)
% 5-Fluorouracil 500 mg/mZ21V day 1
< Epirubicin 100 mg/mZ21V day 1
% Cyclophosphamide 500 mg/mZ2 day
Followed by
Docetaxel (75) mg/mZ day 1 (2016/01/2518%7)

Reference:

Roche H, Fumoleau P, Spielmann M, et al. Sequential adjuvant epirubicin-based and docetaxel chemotherapy for node-positive breast cancer patients: The
FNCLCCPACS 001 trial. J Clin Oncol 2006; 24:5664-5671.

NON-TRASTUZUMAB CONTAINING COMBINATIONS

ADJUVANT REGIMENS
FEC (HAR, §21 F—ER)

% S-fluorouracil 500 mg/m2 1V day 1
% Epirubicin 100 mg/mZ2 IV day 1
% Cyclophosphamide 500 mg/mZ21V day 1

Reference:

Roche H, Fumoleau P, Spielmann M, et al. Sequential adjuvant epirubicin-based and docetaxel chemotherapy for node-positive breast cancer patients: The
FNCLCCPACS 001 trial. J Clin Oncol 2006; 24:5664-5671.
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2 FEFRMBE A REEFR (#7151 % » Her2+)Chemotherapy - ADJUVANT

'

1) TCH (HEAR%R, 821 X—FRE)

<+ Docetaxel (75) mg/m21V day 1 (2016/01/25185])
% Carboplatin AUC6IVday 1

% Trastuzumab 4 mg/kg wk 1

Followed by

% Trastuzumab 2 mg/kg for 17 wks Followed by
< Trastuzumab 6 mg/kg IV every 3 wks to complete 1 year of trastuzumab therapy. Cardiac monitoring at baseline, 3, 6, and 9 mo.

& . TCHIRFZE4H S SDocetaxel+ Carboplatin+ Trastuzumab
1RIESCEL - TCHEPRIR "C" 7Ra) B Cisplatin 60 mg/m2 IVD day 1

Reference:
Judith Hurley, Philomena Doliny, Isildinha Reis, Orlando Silva, Carmen Gomez-Fernandez, Pedro Velez,Giovanni Pauletti, Jodeen E. Powell, Mark D. Pegram, and

Dennis J. Slamon. Docetaxel, Cisplatin, and Trastuzumab As Primary Systemic Therapy for Human Epidermal Growth Factor Receptor 2—Positive Locally Advanced
Breast Cancer. JOURNAL OF CLINICAL ONCOLOGY.2006;24;1831-1839.
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2 FEFRMBE A REEFR (#7151 % » Her2+)Chemotherapy - ADJUVANT

'

2) TRASTUZUMAB CONTAINING COMBINATIONS
OTHER ADJUVANT REGIMENS:

AC followed by docetaxel with trastuzumab (ZF%, & 21 X—&EiE)

% Doxorubicin 60 mg/mZ21V day 1

% Cyclophosphamide 600 mg/mZ2day 1

< Docetaxel (75)mg/m? (2016/01/254527)
Cycled every 21 days for 4 cycles With

% Trastuzumab 4 mg/kg IV wk one Followed by

< Trastuzumab 2 mg/kg IV weekly for 11 wks Followed by

% Trastuzumab 6 mg/kg every 21 days to complete 1y of trastuzumab therapy

Cardiac monitoring at baseline, 3, 6, and 9 mo. (2015/12/21 {&&])

Reference:
Slamon D, Eiermann W, Robert N, et al. Adjuvant trastuzumab in HER2-positive breast cancer. N Engl J Med 2011;365:1273-1283.
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2 FEFRMBE A REEFR (#15 i % » Her2+)Chemotherapy - ADJUVANT

'

3) Paclitaxel + trastuzumab BE{ER (FEAR Tla, Tlb, Tlc, T2 (£3cm) ME4(-) H2E —REAMEEM/NER, <3 A0 AN/NVEL)
(2015/12/21 NEJM 185])

< Paclitaxel 80 mg/mZ2 1V weekly for 12 weeks
With
< Trastuzumab 4 mg/kg IV with first dose of paclitaxel
Followed by
< Trastuzumab 2 mg/kg IV weekly to complete 1y of treatment. As an alternative,
trastuzumab 6 mg/kg IV every 21 days may be used following the completion of paclitaxel,
and given to complete 1y trastuzumab treatment.
Cardiac monitoring at baseline, 3, 6, and 9 mo.

Reference:

Tolaney S, Barry W, Dang C, et al. Adjuvant paclitaxel and trastuzumab for node-negative HER2-positive breast cancer. N Engl J Med 2015;372:134-141
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'

A5 a

= &A1
> Tamoxifen(Nolvadex) —RXMR,—RX—#E 10mg ORRER, si—X—RXm#E, 20mg O RE A
> Leuprorelin(Leuplin) (Zoladex) —A—%=,—%x 3.75mg & ;54

BRI
> Tamoxifen(Nolvadex) —XKmMK,— fm 10mg OfRfEA, st—K—XmMfE, 20mg HARER
> Arimidex(Anastrozole) —Xk— /’Q, —#E 1mg AREA
> Femara(Letrozole) —kK—R,—K— fm 2.5mg HAREMA
» Aromasin —XK—R,—R—#E 25mg AARERA
IR FHEST

9.1.3.Letrozole : ( 88/11/1 ~ 90/10/1 ~ 92/3/1 - 97/11/1 ~ 98/11/1 ~ 99/9/1 ~ 102/8/1)
1LEZNHEARABERUNERAIALEERZ KRB ERAZLSE - FREBRZBEGANEBMIERUEEZS —aBEHE -
QERRETHEEIEERY  AMEEBER ZIERA - /F/ tamoxifen 8B A FRAVIE@IaE - BASEEM aromatase inhibitor A - ERKFEIKFE NIIRE :
(97/11/1)

DFMERARSER 11 FERERELSEN -

QBHEAKEE 25mg - EHAASBBNE -
3IERERETHEEIEEGUHZRHRIABERA - EIRFiMTIREZEEaE - HAFE tamoxifen 3iE A aromatase inhibitor it - £ERKFERSS
SIFRE : (98/11/1 ~ 99/9/1 ~ 102/8/1)

(1)EBH&KEIE 25mg - ERASBRAF ;

(2)%H tamoxifen BIRERARR - RIEAMRESEIASEBS F -
4. JRE LEFALEFNER  mIBERES(EES ER - PR ZIAERBEERIRR) KAZLCHM tamoxifen R A FERR) - (2015/12/21 E7])
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'

WS baEE. “ Aromatase inhibitor for 5 y (category 1)
o . or«
N &k — " | Consider tamoxifen for an additional 5 y to-
Tamoxifen for 5y (category 1). complete 10 y-
* gvarian suppression or ablation. v
AR (category 2B) . Consider tamoxifen for an additional 5 y to-
EY—————————p or. P » | complete 10 y.
Aromatase inhibitor for 5y +. or-
ovarian suppression or ablation No further endocrine therapy-
(category 2B)- “

Aromatase inhibitor to complete 5y of endocrine

A t inhibit
romatase inhibitor therapy (category 1).

for 5 y (category 1) — or
or« ol
Tamoxifen for 2-3 y. Up to 5 y of an aromatase inhibitor (category 2B)-
. or- » Tamoxifen to complete 5 y of endocrine therapy
X Aromatase inhibitor for 2-3 y (category 1). (category 1)-
v Aromatase inhibitor for 5 y (category 1)-
" Tamoxifen for 4.5-6 y. or.
& ' - » |
freie Consider tamoxifen for an additional 5y to
complete 10
Women with a contraindication to aromatase — > | Tamoxifenfor 5y (CETEQOW 1) or.
inhibitors, who decline aromatase inhibitors, or Consider tamoxifen™ for up to 10 y.

who are intolerant of the aromatase inhibitors.

1 KLEEEFH GnRH analogue JAEMABEFELHIEE (2016/6/4 €A FBESI B ABELAER)

2 #EF GnRH analogue JAEFLH] - B2 B LEBINEINREREREE (L E2 FSH level 38MH ) (2016/6/4 &2 BB S EAaBHAER)

3. EZEMFEM GnRH analogue JAEFKRT - fEE T2 M HEZESEENEE(016/6/4 LI FBESIEABERLBER)

4. TEERFEA GnRH analogue AEFLH - 2E%EMR ( 825/ 40 5% * Node (+)  Tlc I LBEEERBREFU G3 = genomic test high score 3§ IHC4 E& &
intermediate risk 3L £ ) BRERBIELENEE(2016/6/4 82 EEBETI EABEHAGER)
E#EEA GnRH analogue BI&#HER Tamoxifen 3L Al(2016/6/4 &3 ZEEB S EABEHAER)
ER (+), node(+) 2 ERE EZEZER 10 ENEHEEA( tamoxifen 10 £ A5 FN L tamoxifen 5 £&); ER (+), node(-), lEE 1 AN EZFEFREBIUEEER 10
FHEMZFEAQ2016/6/4 a2 FBESH B ABEHLEER)

7. F#4% - ER/PR(+) » HER-2(-) * Node(+) ZHEEE - & Al £ 5 E2®B#4 5 & tamoxifen (2016/6/4 &3 BB 2

Eﬁr
ﬁb
/
ngi%
oH
Al
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FRFRMBE A ERFR

Metastatic Breast Cancer (Her2+)#& # ~ 42 % 5 %

DOSING SCHEDULES FOR CHEMOTHERAPY REGIMENS FOR RECURRENT OR METASTATIC BREAST CANCER

Preferred single agents:

Anthracyclines:

Doxorubicin

» 60-75 mg/m? IV day 1, cycled every 21 days1
or

« 20 mg/m? IV day 1 weekly?

Pegylated liposomal encapsulated doxorubicin?
= 50 mg/im? IV day 1
Cycled every 28 days.

Taxanes:

Paclitaxel

» 175 mg/m? IV day 1
Cycled every 21 days.“

or

- 80 mg/m? IV day 1 weekly®

Antimetabolites:

l:'.:apec:itabine'Ei
» 1000-1250 mg/m? PO twice daily days 1-14
Cycled every 21 days.

Gemcitabine’
= 800-1200 mg/m? IV days 1, 8, and 15
Cycled every 28 days.

Other microtubule inhibitors:

Vinorelbine®
» 25 mg/m? IV day 1 weekly

Eribulin®
*1.4mg/m? 1V days 1and 8
Cycled every 21 days.

Other single agents:

Cyclophosphamidem
* 50 mg PO daily on days 1-21
Cycled every 28 days.

Carbc:ﬁp-latin11
+ AUC 6 IV on day 1
Cycled every 21-28 days.

Docetaxel 1213

» 60-100 mg/m? IV day 1

Cycled every 21 days.

or

» 35 mg/m? IV weekly for 6 wks followed by a 2-week rest, then n3|:|e:,|t14

Albumin-bound paclitaxel

» 100 mg/m? or 150 mg/m? IV days 1, 8, and 15
Cycled every 28 t:!;a;.'s.15-'1ES

or

+ 260 mg/m? IV

Cycled every 21 days.15

Cisplatin”
+ 75 mg/m? IV on day 1
Cycled every 21 days.

Epirul::oit‘:in18
» 60-90 mg/m? IV day 1
Cycled every 21 days.

Ixabepilone19
+ 40 mg/m? IV day 1
Cycled every 21 days.
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Lot

Metastatic Breast Cancer (Her2+)#& # ~ 42 % 5 %

DOSING SCHEDULES FOR CHEMOTHERAPY REGIMENS FOR HER-2 POSITIVE RECURRENT OR METASTATIC BREAST CANCER

Preferred first-line agents for HER2-positive disease:
Pertuzumab + trastuzumab + docetaxel®°

* Pertuzumab 840 mg IV day 1 followed by 420 mg IV

* Trastuzumab 8 mg/kg IV day 1 followed by 6 mg/kg IV
* Docetaxel 75-100 mg/m? IV day 1

Cycled every 21 days.

Pertuzumab + trastuzumab + paclitaxel®!

* Pertuzumab 840 mg IV day 1 followed by 420 mg IV cycled every 21 days

* Trastuzumab
» 4 mg/kg IV day 1 followed by 2 mg/kg IV weekly
or

» 8 mg/kg IV day 1 followed by 6 mg/kg IV cycled every 21 day533

* Paclitaxel 80 mg/m? IV day 1 weekly?!
or
* Paclitaxel 175 mg/m? day 1 cycled every 21 days

Other first-line agents for HER2-positive disease:
Paclitaxel/carboplatin + trastuzumab®2
* Carboplatin AUC 6 IV day 1
* Paclitaxel 175 mg/m? IV day 1
Cycled every 21 days.
* Trastuzumab
» 4 mg/kg IV day 1 followed by 2 mg/kg IV weekly
or

» 8 mg/kg IV day 1 followed by 6 mg/kg IV every 21 day533

Weekly paclitaxel/carboplatin + trastuzumab34
* Paclitaxel 80 mg/m? IV days 1, 8, & 15
* Carboplatin AUC 2 IV days 1,8, & 15
Cycled every 28 days.
* Trastuzumab
» 4 mg/kg IV day 1 followed by 2 mg/kg IV weekly
or

» 8 mg/kg IV day 1 followed by 6 mg/kg IV every 21 day533

Trastuzumab + paclitaxel
* Paclitaxel
» 175 mg/m? IV day 1 cycled every 21 days35
or
» 80-90 mg/m? IV day 1 weekly>®
* Trastuzumab
» 4 mglkg IV day 1 followed by 2 mg/kg IV weekly
or

» 8 mg/kg IV day 1 followed by 6 mg/kg IV every 21 days33

Trastuzumab + docetaxel
* Docetaxel
» 80-100 mg/m? IV day 1 cycled every 21 days”
or
» 35 mg/m? IV days 1, 8, and 15 weekly>®
* Trastuzumab
» 4 mglkg IV day 1 followed by 2 mg/kg IV weekly
or

» 8 mg/kg IV day 1 followed by 6 mg/kg IV every 21 days33

Trastuzumab + vinorelbine®®

* Vinorelbine
» 25 mg/m? IV day 1 weekly
or
» 30-35 mg/m? IV days 1 and 8
Cycled every 21 days.
* Trastuzumab
» 4 mglkg IV day 1 followed by 2 mg/kg IV weekly
or

» 8 mg/kg IV day 1 followed by 6 mg/kg IV every 21 days33
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INDICATIONS FOR POST-MASTECTOMY RADIOTHERAPY BASIC REQUIREMENTS OF RADIOTHERAPY

1.skin involvement(skin nodule,ulceration, dermal lymphatic involvement)internal *Radiation fields should include ipsilateral chest wall,mammary
chain and supraclavicular fossa

2. pectoral fascia involvement *Excluding heart from radiation fields

3. positive axillary lymph nodes =1 *Central lung distance of the tangential fields<3cm

4. positive or close surgical margin *No axillary irradiation if axillary clearance is adequate

5.Number of tumor > 4
6. gross multicentric disease(tumor in more than one quadrant and at least 4cm by clinical or pathology)
7.axillary node 1-3 positive patient had 3 risk factors > nuclear grade 2 or 3,LVI(+),ESC(+),tumor>2cm(T2),age<40,ER(-)

JRHEZET 2R Ductal carcinoma in situ with wide excision only
*Exact tumor size and type of tumor *Nuclear grade

*Tumor histological and/or nuclear grade *Status of tumor necrosis

*Marginal status (exact distance in mm) *Tumor size

*Status of lymphovascular permeation *Marginal status (exact distance in mm)

*ER and PR study *ER/PR study

Invasive carcinoma with wide excision and axillary lymph node dissection or modified radical mastectomy

*Exact invasive tumor size and type of tumor

*Tumor histologic and/or nuclear grade

*Marginal status(exact distance in mm)

*Status of multifocality and multicentricity

*Presence of DCIS within the invasive tumor

*Presence of DCIS outside the main tumor

*Status of peritumoral LVI (defined as one high power distance from the general contours of the main tumor)

*Number of involved and total axillary lymph nodes with the largest size recorded,status of extranodal invasion - total number of axillary nodes examined

should not be less than 10.
*If any involvement of skin
*ER > PR and Her-2-neu study
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Dose: 45-50Gy dose in 1.8-2.0 Gy fractions total whole breast or chest wall / Reginal lymphatic

S£EER:

1.Decision Making in Radiation Oncology, V1-2, LW. Brady, H.-P. et al, 2011
2.Handbook of Evidence-Based Radiation Oncology, Eric K. Hansen et al, 2010
3. Accelerated Partial Breast Irradiation, p. 327-344, David E. Wazer et al, 2009

4. Vaidya JS et al, Lancet. 376(9735):91-102, 2010 Jul 1
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Table 1

American Joint Committee on Cancer (AJCC)
TNM Staging System For Breast Cancer

Primary Tumor ({T) The T classification of the primary tumaor is the same
regardless of whether it is based on clinical or pathologic cnteria, or both.

Size should be measured to the nearest millimeter. If the tumaor size is slightly
less than or greater than a cutoff for a given T classification, it is recommended
that the size be rounded to the millimeter reading that is closest to the cutoff. For
example, a reported size of 1.1 mm is reported as 1 mm, or a size of 2.01 cm

is reported as 2.0 cm. Designation should be made with the subscript “c” or “p”
modifier to indicate whether the T classification was determined by clinical (physical
examination or radiologic) or pathologic measurements, respectively. In general,
pathologic determination should take precedence over clinical determination of
T size.

TX Primary tumor cannot be assessed
TO Mo evidence of primary tumor

Tis Carcinoma in situ

Tis (DCIS) Ductal carcinoma in situ

Tis (LCIS) Lobular carcinoma in situ

Tis (Paget's) Paget's disease of the nipple NOT associated with invasive
carcinoma and/or carcinoma in situ (DCIS and/or LCIS) in
the underlying breast parenchyma. Carcinomas in the breast

parenchyma associated with Paget's disease are categonzed

based on the size and characteristics of the parenchymal disease,

although the presence of Paget’s disease should still be noted
T Tumor <20 mm or less in greatest dimension
Timi

Tla Tumor =1 mm but €5 mm in greatest dimension

Tumor €1 mm in greatest dimension

T1b Tumor =5 mm but <10 mm in greatest dimension

Tic Tumor =10 mm but =20 mm in greatest dimension

NCCN #f &

T2 Tumor =20 mm but =50 mm in greatest dimension
T3 Tumor =50 mm in greatest dimension
T4 Tumor of any size with direct extension to the chest wall and/or to

the skin (ulceration or skin nodules).
Note: Invasion of the dermis alone does not qualify as T4

T4a Extension to the chest wall, not including only pectoralis muscle
adherence/invasion

T4b Ulceration and/or ipsilateral satellite nodules and/or edema
(including peau d'orange) of the skin, which do not meet the
crteria for inflammatory carcinoma

T4c Both T4a and T4b

T4d Inflammatory carcinoma
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Table 1 (continued)
Regional Lymph Nodes (N)
Clinical

NX Regional lymph nodes cannot be assessed (e.g., previously
removed)

NO Mo regional lymph node metastasis
N1 Metastases to movable ipsilateral level |, 1l axillary lymph node(s)

N2 Metastases in ipsilateral level |, Il axillary lymph nodes that are
clinically fixed or matted; or in clinically detected” ipsilateral
internal mammary nodes in the absence of clinically evident
axillary lymph node metastases

N2a Metastases in ipsilateral level |, Il axillary lymph nodes fixed to
one another (matted) or to other structures

NZ2b Metastases only in clinically detected® ipsilateral internal
mammary nodes and in the absence of clinically evident level |, 1l
axillary lymph node metastases

N3 Metastases in ipsilateral infraclavicular (level 11l axillary) lymph
node(s) with or without level |, Il axillary lymph node involvement;
or in clinically detected” ipsilateral internal mammary lymph
node(s) with clinically evident level |, Il axillary lymph node
metastases; or metastases in ipsilateral supraclavicular lymph
node(s) with or without axillary or internal mammary lymph node
involvement

N3a Metastasis in ipsilateral infraclavicular lymph node(s)

N3b Metastasis in ipsilateral internal mammary lymph node(s) and
axillary lymph node(s)
N3c Metastasis in ipsilateral supraclavicular lymph node(s)
*Note: Clinically detected is defined as detected by imaging studies (excluding
lymphoscintigraphy) or by clinical examination and having characteristics highly

suspicious for malignancy or a presumed pathologic macrometastasis based on
fine needle aspiration.

NCCN #f &

Pathologic (pN)*

pNX Regional lymph nodes cannot be assessed (e.g., previously
removed, or not removed for pathologic study)

pNO Mo regional lymph node metastasis histologically

Note: Isolated tumor cell clusters (ITC) are defined as small clusters of cells not
greater than 0.2 mm, or single tumor cells, or a cluster of fewer than 200 cells in
a single histologic cross-section. ITCs may be detected by routine histology or by
immunohistochemical (IHC) methods. Nodes containing anly ITCs are excluded
from the total positive node count for purposes of N classification but should be
included in the total number of nodes evaluated.

pNO(i-) Mo regional lymph node metastasis histologically, negative IHC

pNO(I+) Malignant cells in regional lymph node(s) no greater than 0.2 mm
(detected by H&E or IHC including ITC)

pPNO({mal-) MNo regional lymph node metastases histologically, negative
molecular findings (RT-PCR)

pNO{mol+) Positive molecular findings (RT-PCR),** but no regional lymph

node metastases detected by histology or IHC

* Classification is based on axillary lymph node dissection with or without sentinel
lymph node biopsy. Classification based solely on sentinel lymph node biopsy
without subsequent axillary lymph node dissection is designated (sn) for “sentinel
node,” for example, pNO(sn).

** RT-PCR: reverse transcriptase/polymerase chain reaction.
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Table 1 (continued)
Pathologic (pN) (continued)

pN1

pN1mi

pN1a

pN1b

pNic

pN2

pN2a

pN2b

pN3

Micrometastases; or metastases in 1-3 axillary lymph nodes;
and/or in internal mammary nodes with metastases detected by
sentinel lymph node biopsy but not clinically detected***

Micrometastases (greater than 0.2 mm and/or more than 200 cells,
but none greater than 2.0 mm)

Metastases in 1-3 axillary lymph nodes, at least one metastasis
greater than 2.0 mm

Metastases in internal mammary nodes with micrometastases or
macrometastases detected by sentinel lymph node biopsy but
not clinically detected***

Metastases in 1-3 axillary lymph nodes and in internal mammary
Ilymph nodes with micrometastases or macrometastases
detected by sentinel lymph node biopsy but not clinically
detected

Metastases in 49 axillary lymph nodes; or in clinically
detected**™* internal mammary lymph nodes in the absence
of axillary lymph node metastases

Metastases in 4—9 axillary lymph nodes (at least one tumor
deposit greater than 2.0 mm)

Metastases in clinically detected™™ ™ internal mammary lymph
nodes in the absence of axillary lymph node metastases

Metastases in ten or more axillary lymph nodes; or in
infraclavicular (level Il axillary) lymph nodes; or in clinically
detected™™** ipsilateral internal mammary lymph nodes in the
presence of one or more positive level |, Il axillary lymph nodes;

or in more than three axillary lymph nodes and in internal mammanry
lymph nodes with micrometastases or macrometastases detected
by sentinel lymph node biopsy but not clinically detected™™™ ; or in
ipsilateral supraclavicular lymph nodes

NCCN #f &

pN3a Metastases in ten or more axillary lymph nodes (at least one
tumor deposit greater than 2.0 mm); or metastases to the
infraclavicular (level lll axillary lymph) nodes

pN3b Metastases in clinically detected™™** ipsilateral internal mammary
lymph nodes in the presence of one or more positive axillary
lymph nodes; or in more than three axillary lymph nodes and
in internal mammary lymph nodes with micrometastases or
macrometastases detected by sentinel lymph node biopsy but
not clinically detected™*

pMN3c Metastasis in ipsilateral supraclavicular lymph nodes

% “Not clinically detected” is defined as not detected by imaging studies
(excluding lymphoscintigraphy) or not detected by clinical examination.

o “Clinically detected” is defined as detected by imaging studies (excluding
Ilymphoscintigraphy) or by clinical examination and having characteristics
highly suspicious for malignancy or a presumed pathologic macrometastasis
based on fine needle aspiration biopsy with cytologic examination.

Distant Metastasis (M)
MO Mo clinical or radiographic evidence of distant metastases

cMO(l+) Mo clinical or radiographic evidence of distant metastases, but deposits
of molecularly or microscopically detected tumor cells in circulating
blood, bone marrow, or other nonregional nodal tissue that are no larger
than 0.2 mm in a patient without symptoms or signs of metastases

M1 Distant detectable metastases as determined by classic clinical and
radiographic means and/or histologically proven larger than 0.2 mm
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Table 1 (continued)
ANATOMIC STAGE/PROGNOSTIC GROUPS

Stage 0 Tis NO MO Stage IlIIA TO N2 MO
Stage IA T1* NO MO T1* N2 MO
Stage IB TO N1imi MO T2 N2 MO
T1* N1imi MO T3 N1 MO

Stage IIA T0 N1 MO T3 N2 MO
T1* N1 MO Stage llIB T4 NO MO

T2 NO MO T4 N1 MO

Stage IIB T2 N1 MO T4 N2 MO
T3 NO MO Stage llIC Any T N3 MO

Stage IV Any T AnyN M1

*T1 includes T1mi
** T0 and T1 tumors with nodal micrometastases only are excluded from
Stage llA and are classified Stage IB.

* MO includes MO(i+).

» The designation pM0 is not valid; any MO should be clinical.

+ If a patient presents with M1 prior to neoadjuvant systemic therapy, the
stage is considered Stage IV and remains Stage IV regardless of response
to neoadjuvant therapy.

» Stage designation may be changed if postsurgical imaging studies reveal
the presence of distant metastases, provided that the studies are carried
out within 4 months of diagnosis in the absence of disease progression and
provided that the patient has not received neoadjuvant therapy.

» Postneoadjuvant therapy is designated with “yc” or “yp” prefix. Of note, no
stage group is assigned if there is a complete pathologic response (CR) to
neoadjuvant therapy, for example, ypTOypNOcMO.

HISTOLOGIC GRADE (G)

All invasive breast carcinomas should be graded. The Nottingham combined
histologic grade (Elston-Ellis modification of Scarff-Bloom—Richardson
grading system) is recommended.1.2 The grade for a tumor is determined by
assessing morphologic features (tubule formation, nuclear pleomorphism, and
mitotic count), assigning a value of 1 (favorable) to 3 (unfavorable) for each
feature, and adding together the scores for all three categonies. A combined
score of 3-5 points is designated as grade 1; a combined score of 67 points
Is grade 2; a combined score of 8-9 points is grade 3.

NCCN #f &

HISTOLOGIC GRADE (NOTTINGHAM COMBINED HISTOLOGIC
GRADE IS RECOMMENDED)

GX Grade cannot be assessed

G1 Low combined histologic grade (favorable)

G2 Intermediate combined histologic grade (moderately favorable)
G3 High combined histologic grade (unfavorable)
HISTOPATHOLOGIC TYPE

The histopathologic types are the following:
In situ Carcinomas

NOS (not otherwise specified) Papillary (predominantly micropapillary

pattern)
Intraductal
| . Tubular
Paget's disease and intraductal
. . Lobular
Invasive Carcinomas . . .
NOS Paget's disease and infiltrating
Undifferentiated
Ductal
Squamous cell
Inflammatory

Adenoid cystic
Secretory
Cribriform

Medullary, NOS
Medullary with lymphoid stroma
Mucinous

THarris L, Fritsche H, Mennel R, et al. American Society of Clinical Oncology 2007
update of recommendations for the use of tumor markers in breast cancer. J Clin
Oncol 2007,25:5287-312.

23ingletary SE, Allred C, Ashley P, et al. Revision of the American Joint Committee
on Cancer staging system for breast cancer. J Clin Oncol 2002;20:3628-36.

Used with the permission of the American Joint Committee on Cancer (AJCC),
Chicago lllinocis. The onginal and primary source for this information is the

AJCC Cancer Staging Manual, Seventh Edition (2010) published by Springer
Science+Business Media, LLC (SBM). (For complete information and data
supporting the staging tables, visit www.cancerstaging.net ) Any citation or quotation
of this material must be credited to the AJCC as its primary source. The inclusion of
this information herein does not authorize any reuse or further distribution without
the expressed, written permission of Springer SBM, on behalf of the AJCC.

40



