(PBFZER L) 2014F 5245551117
CHINA ONCOLOGY 2014 Vol.24 No. 11

865

= AP SURE SR 2 AT 76 I7 A8 K AL 69

FKE e MR i

1. Bl R E MR S S N RERE MR TR, Ei 200233
2. LT BT R TR A YRR, L 201321

[HWE] BUHRTREARERSETHFEEFRZ —. ZHEFIRE (triple-negative breast
cancer, TNBC) fEuFL I 7> TIE B[ — N0 Y, Hoop 7 AW AT N BA 207 IR e, JRFAEZ A7y T
R, TR EE SR Sy B AT AN [RIATL AR R SR X R B R B S RE, AT R T = 9 L e R IO R
o BUALTNBCHITBUR 10T S HL T80T SRR 56 70 T4 s BT FU BTk e T DALRIR

[R8ER ] =BIvERL e, BUGYT: BoTHUERME: T

DOI: 10.3969/j.issn.1007-3969.2014.11.012
FESES: R7379  XEEESE: A XEHRS: 1007-3639(2014)11-0865-06
The related mechanism of radiotherapy in triple-negative breast cancer LI Bing-xin', FU Shen® (1.
Department of Radiation Oncology, Shanghai Jiao Tong University Affiliated Sixth People’s Hospital,
Shanghai 200032, China; 2. Department of Radiation Oncology, Shanghai Proton and Heavy lon Center,
Shanghai 201321, China)
Correspondence to: FU Shen E-mail: shen fu@hotmail.com

[Abstract] Radiotherapy is one of the main means of local treatment of breast cancer. Triple negative breast
cancer (TNBC) as a molecular subtypes of breast cancer, its biological behavior is special and existing multiple
molecular targets, these molecular targets influence the response of ionization radiation through different mechanisms

and regulate radiotherapy sensitivity of TNBC This article reviewed the recent advances in radiotherapy and

radiosensitivity related molecular targets of TNBC.
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AR HIFECHER (basal-like breast cancer, BLBC),
HAHBLBCW M Z R HER. PR, HER-2F]
PEo BT R IR TS Hr B AR R A K 1
R 3% FH & 5, FEImIRMELL 2 ) N, i
FENG R TAE h 22 2R FH 9098 2140 1 7 vk X ZL IR IR
HEFT4M8, 20114F, St.GallenZL B4R 4 %
G e AL T ¥R RN 4541 0 R A 7 118 RSO D
AR [ ERFI(E)PR(+). HER-2(-). Ki-67
ik (<14%) ] . EHEBAL [ 43 HHER-2(+) Al
HER-2(-). HER-2(-): ERFI(Z)PR(+). HER-
2(-). Ki-67F#ik(=14%); HER-2(+): ER
ME)PR(+). HER-2(+). Ki-67/Lf[ /K ] |
HER-23t#3k% [ ER(=). PR(-). HER-2(+) ]
M=% [ ER(-). PR(-). HER-2(-) ]
2 TNBCHIZ FR AW FYFIE
TNBCEMRMWERZEHML(immuno
histochemistry, IHC)43#1, ER. PRAIHER-2
TR A FLIRE, H SBLBCEE4ZUE
AL RIERM | IRIRRI T HA T2 Z
ib, AHEIF RS . BLBCEAR 4 3 K
AR, IR &Y Lo TR R e e —
Fnd [ Jo i eg 2H s T TN B C Y ik PR 3R Gk 1%
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— RSN . PIEATEL80% M ES, 4
77%BLBCH S e AL S5 R R IR = BAYE, 1
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o= N =Rz I 1) 7 R R S R A b e B 3
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H i TR aE g BRI, sl 56 i 9 4y
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3 TNBCH&ti&TT G ARBLIR
3.1 #4is 95 A TNBC s R4z 4] & 69 4F

TNBCHAERKMAEY F1T R, REMSE
iR, JRERE KR, HEkZ N R R TR
R, HAT 2 DL B AT DL RS
BRI . 5 HANZE AR B FL R A L,
AR TNBCXT AT B S g B8 4, AH L33 475 8%
RE L AT ETNBCL SR S
TFEZ—, BBIRETNBCRIER, INEX¥HE
AbdulkarimZ ' 7EJCO | & T X T TINBCRH
T FEOERER SIS, 7684 R W TNBC &
BN, ERIBEDTT24E, SR B, EFL
FAREAFSHATT . A8 BT ik RARE
AT BT ek RARTE AR B SR E &
AR N94% . 85%H187% , AT Ik-G Tt
TRIT RES KR FE H R (IR TN B CJRiih & & i XU
SEIE TSR FETNBC R i sy . (B 5
SR 2L ARG AR L, BB R IT ZETNBC
ETAE N RER, BRTMAESRI, Bl
ASCORYEHT O # TNBCAHE g FL IR IR i) — A
R HJiayT F B It ORI E

ARy T, 5 A S A ) LR R A
o, TNBCIEANFER KA HER R, TN
iﬁ%(disease—ﬁ"ee survival, DFS)*I]EREEZ?%
(overall survival, OS)# K, TiF##%E el
DentZ5 * QB Bon, 5E = B4 7L R
(non-TNBC)MI H, TNBCIHZAMFE RS R A . TH i
(33.9% vs 22.4%), H&E K ZKAEIERIT IR 1~34
M. Haffiy2s ' xF482 0147 R FL FARBE A A
7 BFLIE 3 (B0 3E 1 17 TNBC)i#E4T 1 BT,
i FETET 94, 259 A, TNBCHSHEICIEAL
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IR AL 45 T A R TE N Y T A R R RS A
JR AR LT DL — 2 LB A o AR fE 3R s, (H
A BRI P X TNBCIE A 6 7 DL R R S I A A7
5 TR IR R 6 AN A
3.2 TNBCH S i
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R T T RAGFLIRE , $RTNBCH] BEXT
AT AR L. AR SE R BRTNBCAFEZ
TP 1 ) R (8 S S AR A5 1 1 4 A A
FElEsy, HhiFZR %0 FH5IENS
TNBCHI T HRPTA Ko & 5% F Nature ) — I fiff
FEFHH, TNBCH 22 3o PR o7 Ay 2k oo #58
ARG PI3K/AKGE #, M i i 53X — L
HFIPH S TNBCHI RO RS .
4 TNBCHI&H XD FHHAFER
4.1 mieARARK S TS
4.1.1 KEAKHT

#HL60% M TNBC B A TER K AE K+
Z K (epidermal growth factor receptor, EGFR)
Bt %Kik, EGFRIT A K IKETNBCHEE
z— 1 BRI, EGFRISSH SR
i 96 240 A 5 S SRR 2 DDA oG, e T
BOGEGFRAE 556 T A2, 153 s g il r= 4=
WOT RS . Li%E DT JHEGFRHIPI3KAM i 571
LEFETNBCAN M ZMDA-MB-46840 i1, 40
L ASAG: T 0T R B 40 L JEL I G o/ G e 5] A
ETb, BRI RS S0 E B A0 R R R n
(SP2=2.698), & 1 JFi E i (Western blot)45 52
B, EGFR FFMiMRILAKL R, JEBTNBCAH
8 EGF R AT i PI3K 34 4% U8 775 Jif 2 200 Jitw X} ik
7 IR . CorkeryZs ™ 4R 1B F WEGFR AT
T R FPI3K/AKitAlIRas/MAPK %42, Akimoto
2t L1 Sl b O i) b8 200 B 1) 3 A R 9 47 i
SHEYY , X R B 9 iR AN i (60 45 3L IR
. BRI PR . IRERE )T TEGFRE IR A
M, 855 0% BRI 40 I B G FR 3 ik 7K S 15 iy
RBURIEA S, EGFR &35 I IR A7 76 507 B
Pio SRIMIGIRIIGE s, PR—EGFRILIGYTTE
TNBCH AT ROR AR, BCG HABIRY T A
Bh TR it TR 0

4.1.2  MEWEA KK F (vascular endothelial
growth factor, VEGF)

JUP A W SR ¥ 2 IAVEGF . VEGF
551008 P Rz 40 e R T A LA P R AR KR %
ﬁi(vascular endothelial growth factor receptor,
VEGFR)E5 4, MV K A 3G 58 . 1258,
BT o i S A RS R . BT 2 s R
W, AR YT REAE HEVEGF A 43 b AN RE i,
1 VEGFRAF 5/ T B A5 M98 200 B 1y ke BHL
$i. Linderholm%s 2" %3679/ 5| I £ 3 (1045
STHITNBC)HEAT 1 S L AL Rl R AR AR 0T
SRR ITNBC 3 VEGFE ik 2 B 5 75 T non-—
TNBCH (8.2 pg/lg DNA vs 2.7 pg/lg DNA), H.
TNBCIEE MICE KRR . IR E AR
FIOSH] AKX Tnon-TNBCHEE, IEHITNBCHH
VEGFy ik i T HADS AL Y, v RE e
BOTBESL R BE A RRHAZ —, Hik, VEGF
A R TNBCHU R S BOHT A5
4.2 MRS R ARk T ¥k
4.2.1  YHARLR o>

B R oV B3R A L B o S0 1) FE AR
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K, oaVB3MEARLIIg67E Bk = AME T VEGFRT
AMEVEGFR-28FR 1L, MG VEGF(E 5
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DU T 40 B S B, R T s S B B 4 i
TR E R N (SF2=1.35), UiRHaVB3 &l
B SO T 22— B AR LRI 4N i 3 3k A7
TEaVR3Mt ik, HHETLLaVB3/E A7 1 il
AR T TNBCIAYT M JG I AR

422 FHFi4JE S H I (matrix metalloproteinase,
MMP)

MM P 2 [ fift 210 Jif 40 356 o 5 7 22 1Y) 2 11K
flig —, AENSHR Sk Y 5 40 B AP A% P I T 4G
B, I RS A B A D 3 ST iR 8 B RS ) 1ok
B EHEZEEM, MR A, MMPA{YL
5 s A AR R B BE M OGRS
T B R HE AR, Paquettes 26
AR A BB 5T & B, H R R B AT LIS N
TNBCH il ZMDA-MB-231 41t MMP-2 114 15
R, T RS 4R B AR S R TIMP-2
Bk, MIMIGSR A0 (R 225888 01, JFAr
STINBCANE AT ST . Zhao 7 HYBFFE K
B, TNBCHREMMP-9fY ik E 5B E ik
AEAFIARIOSHI G, = RIAMMP-91 F 3 15 44
%, ZhangZs 1% FIMMPHI IR EGCGHE A Hc it
IRIFTNBCH A, 45 0 Kk BAHXT T a4 i FHa Ty
B, ECCGRIFEILEEMMPIRIE, EmEEfF
R RIS ABIEY], EGCGH] K TNBC
HIARMDA-MB-231 " MMPIY ik i, 28K
JEA-SI AT, 45 S TNBC A A A T30y T
43 migREREBEX S TRE
43.1 ﬁﬂﬁ%%ﬁi(chemokine receptor, CXCR)

CXCR 45 H g & 5 5 40 i fis A4 A 7
—I(stromal cell-derived factor—1, SDF—])F)ﬂ‘@bﬁ
1ISDF-1/CXCRAEWF 5 i 738 B AE Z Mg
MR EH R R EEMERN, B 540
FI T BB B VIR G . CXCRAZETNBC T 5 15
Fik, HEHEHBUSAMEA L, Correas ) BB
FERIN, BTSSR A i CXCR43E R 357K
SETFE, E KR CX CRA RS B0 H T W PI3K/
AkUE S S, A FHOTIPL. 59—
WFoE Won, IR = SR AT A SDF- 1K
Th, I 5 CXCRAMISS & 7= A iy 7 B AL

N, A R CXCRAFM I 254 AMD3 100 4k
VAR AT T BURE 0L Chus DY M T
15 )7L R R B CXCRAR AT I, K ELH
HITNBC L [ CXCRAM 35 2B i1 5 Fnon-
TNBCH#, HCXCR4EFIAERTBE LRI
TR E TGRS . 7o, Rahimifff[w: HOBIE
R, FlARKHETFEGFRZECXCR4FEH T
TR FRR =Y, B G Sl se X,
EGFRiZ kAl 3 P13K-Akt . MAPKZE B4R AE
R R ENKE FIRECXCRAMIFE L, PIEZ
I6] 4 I3 ] V6 T AT BE S TN B G AR 7 4K BT i #L
Z—

432 IEA M (cyclooxygenase, COX)

COX N FRHTH M 2 N it E AL & W0 & G
@i AIR M, COX-27FTNBCH = #Kik, #
IR Z AR 5 AR R i M, S PEECOX -2
0050 590 W] 3 S R VE R T ok e 4 R ] 42 5
M) P i A8 A R 38 B RO S U H . Raju
i L3 9 0 FH PR M COX =241 1l se—236 MBI
HESRF ] T SR A A7 th 8 B X, RIS
FEPEPECOX =24 Flsc—236 7] LA AR ik 5 461 445
B, L& B RO, S 500 Aol 5 1
SRR BRS(3 Gy/R)HE A SCIn M [FIRE A T sc-236
A BELA S SR80 43 4008 52 DT 28 o s et
MIYEF s Petersen?y Y ZER e b % , COX-2
I ) 00 2 3 Ao Y 00 e ) A 2 4 ] A AR
SO 5 T 1T 8 40 5% B A 0T BUBR Y G o/ MU
A [ R4 ST FHCOoX - 24 i FI4E T ATNBC
YHEAEMDA-MB-23141}fd, Western blot3Z 5 iiE
SLCOX-20Y F R e I h,  va PP Al S 56 F 5K
COX=24 1 FI%F MDA -MB—-23 14 il A5 B 5 11473
SIEEVER, HBGR AR
5 RE

BiE I TF ARG Z IR, BUHAITEN
JifRE 27 B3R T B B BT BEE TN B CIR YT H s
H i, SR RCEr i o, ik
TNBCE A AR (350 075 5 i i BT, 32
HUFHGYT 0 A4 B 7Rk, HA EEE A R
=X, TNBCHHMI A ZH s . 21557 S
SEHBRRIE Tk S i Rl B A A AE A
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