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[ Abstract]  With growing of economic power and changing of lifestyle in China, breast cancer incidence
was dramatically increasing trend and has been already concerned for females. Epidermal growth factor receptor
(EGFR) is found confers advantages in cell proliferation, survival, and migration in recent years. This paper will
summarize the research for breast cancer epidemic status, EGFR methylation, the relation between EGFR and
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breast cancer, treatment and prognosis.
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= REAEKE TR (EGFR)

1. EGFR & X: EGFR &4 ¥4 170 kD K/-MH AR 2R
BRI SZ A, RN R RS, BN 2K,
IR JEEHED c-erbB-1 (WFR HER-1) ik, FHkik
T LR, S24amMinaREAKET (EGF) . #it
AR ¥ (TGFZa) « W Calllphiregulin, AR) %, EGFR
5 EGF B MR, AR Raa)E, WomHs Ry,
REMBAEES, (CHAMRN GL WL IE Sl S W1, SNt
Ba5H R K P Z AR (HER) Kk AL 5 HER1(erbB1, EGFR).
HER2 (erbB2, NEU) . HER3 (erbB3) . HER4 (erbB4) .

2. EGFR i #ik: HAFFHS RN, HerlerbB (4 EGFR) i
JEFIEFE G S SR R R, AL LR MK KR,
EGFR J ZZ /A oL B, W, B, LR
B 5 B S5 foRi o, JEBEAE EGF A HAR IS A4 il T A gk ik
M, L FA A . A, 738 B, 5
VI 22 SRR T8 2 R AE 76 28 AH G

=AM S EGFR HIEAL

1. EGFR 5 LB 0 /AL RMLIsA% S AR5
gERRW], JER R BT X Ik CpG S 1K 5 F Ak 8 1 5 g (1)
JERCE VARG, & DNA #3CPIE =, XM EMAUR
AR IEIA, RN R AR FUE R . CpG B FE I AE K
TMB AL AR, W SEERIADOBRARSC . H e Kt sEdm
HOR IS B X CpG & g s i Ak R BE R RIS I 2 41
BUEIST, BT EGFR 25K DNA B3 FIX &4 CpG & M 75 s
AL RIS DNA 3 3 T IX S 1 14, IRt CLR W EGFR
1% SIS CpG By HEEEAH DS, EGFR [19)3 8+ H (b vl
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AEE SR AP EGFR RIAPUERARIN . WFFUIER: 7EIE
o 201 2 A A TR 0 i LA e R A AR 2 e AN I 4 i i e
TG D0, 5 A B DRI S TR Ak e R () A
TR AR E IR . DNA FIEA0 2 R & 2 i — > By
fiE, iR & A I JE IR 20 DNA FSEAIR A SR L, JEIR A B I3 1k
JTRARH AL, SRk RS, 4 R A R R FE A
DNA & S IEIR | (M55 M B DR B 40 H A T 3 DR ) i3 3l 7 X
I RS .

2. EGFR 7EFLIRE 375 : EGFR 2 FL N2 B M 352
¥r&, EGFR 3¢S DNA WRALS YN . 7EFLIE &
Ay KRBT DNA FIEAL 2 R0 KT B . B R
STV i P9 L 200 e R DR A o 2B P AL, AR AT g 41
ZUP A . Mentero 555007 T ogs 41 R FIZL 211 EGFR
T ITIEAIRAS, RBL EGFR WAL FLIR . SKAT038 A0 i s fof
R EDE, a3 O, ZEFLARE AN EE CAMAL
EGFR M5 87X CpG & F AL 2 ik 90%, 11 FL I 41 i
# MB435 Il MB453 H 0L 5 $1| 30-50% 1 45 7% £ 11 T Ak o X 5L,
Pt A T S R AL R AR IX =AM 4l il R (CAMAL, MB435,
MB453) 1, T Hik#®iA HER-2, It EGFR [H2RiEA L%}
AP IR . EGFR 1R IE AR IR - AH R, A
SESEPERR ClnFLE, RN ESUE, BEES) f EGFR
RIS, LB (R NN ED P EGFR JEERR#R
EEEFRIAARIE.

VY. EGFR 5 3LARS A< EE

1. EGFR e FL s Sk B 45 s (1 DG Tk R IR,
Wt — 2R R B R R R R, CR AR A, ek
R AEWEEAT IR TRTT RN AR AR R 2 5, IR
T LR ) 70002045 o FLIRIE IR AR R — AN I 2 D TR A
B ANIFIE A SR BRI AR, A
ATEIAERE, WA T —RAMLUEES, B2 FEUN
AR AR it 4 L oR: EGFR Rikh
L g FEAS AR 50 2 DRI, e S 0 AR LIRS v 4 B R
533 17.04%F0 56.98%, TEEAEPESE T EGFR FHIE= Y
69.49%, B & T A (P<<0.05) , T Wk 420 EGFR
FHPE S i T R 5 864 (P<<0.05) B4, ARt ik s
EGFR BHPERFLI e S5 Wk R M, $28 EGFR K&
HIMmMEA . A KRR G,

2. EGFR 5 =M FLIME M 2Ct: = FLIRIE Ctriple
negative breast cancer, TNBC) J& it JLAEBEHE H K I —Fh FLIR
FEWRY, FeME 2k (ER) o 23321k (PR) FIAZER R
KR F 52 4k 2 (HER2) B A PEIFLARIE 29 FLIYE ) 15%~
20%. MESEFLAE A RRERE . RIEBH. SEBEKR.
BeZ AT ORI TB . WG 2 M A A AR S . Bt s Bt
EGFR 7t TNBC [l ffah ik . HAWHFF L &I, TNBC ¥
a0 i H L &k EGFRIY, 4 51%~53.7% TNBC it #ik
EGFRIM1, i oAty 7 R 5L 9 HAT 4 8%id %k EGFRIM, A&
Y IOV B L AT FE S AN A R AL (0 — B PESLBRE A 70.6%K14
EGFR. Nalwoga %%\ Jy, & ER BITEIFLARRE 5%, EGFR

AR I WO VA BB EAN S, TUSANEL, T Tang 2421
RIL TNBC £ EGFR [ Fik fgd m 5 B i r i
M. EGFR 7£ TNBC " £7E I R RIBIE, FH %l TNBC
GV I — AN E bR

fi. EGFR SFLIMmRIT

EGFR CLJsz Ay [l oI o 15 7 1Y) S5 L8007, & IiRT e ek
B ARIT B FHE S, T EGFR b 2635 al e 2k 4 Ao J& 30135 2%
MR AN I . AR TR (R R A B E R 41
PR B R0 U s A s sh R A%, WCH I SR8 T 1 S B ) YR T 3L
I M v N, ZEBUIRTYA YT Th R BT EGFR Y697, 7T
DA I H ) B A A a4

1. REAEKRET 24405 (EGFR-TKD) : fERL 21 20
SER, FUBEIIRIT B4 T BRI, 3 T 3L ik e
FERE, — Lo oy TR 258 OO NARAETT V. REAEK
AT 52 A3 (EGFR-TKID J2&— A 5L T I PR 1R 4074
F 254, e T LU R an e . R LR R, HAE
HUHIJE: EGFR-TKI 15 F T EGFR il py B 1 s 2 B Il X s, 3k
AN P 1R EGFR (¥ o fiE Ak X, 3l 5 4 32 44 11K
ATP 25507 11, FIH] EGFR B SRR 1% 1 >k FELIWT {5 5 4% S
S S O AN 1 W 1 11 = 2 S 5 DL T 1)
A BRI, LUAENGIT AR W EGFR JH 21 XA
FI%:4k. EGFR @ik, EGFR-TKI ¥l figxt K&k, T )ish
FXE L. EGFR ik, WInESXT EGFR-TKI Zi#yr=
2. EGFR J8 81X i H 3L $ 3 EGFR RIARE (K il A2
EGFR-TKI it 251 M 22—, 1] EGFR 58745 1 Wi ]
EGFR-TKI [l . EGFR i3Ik i LR . — B FLIR
FEATAEMAIREE, T EGFR-TKI S50 3 3 % i 22 — M2 29 AN
R RN

2. DNA 5750 (DNA methyltransferase, DNMT)
CpG ‘& SEIX AR A CpG I, CpG 3t A7 1 FE A 14 3 ) 7 X ek
BT, 15 AR R e )7 b TR R 2 AR b
RAS, BRI, IR A0 B s SRR R AR A, AT A R
S DRI 32k i 4N L 3 i 7 2 v 24280, ROy & /E - DNA
AL E DNMT ML, AR R AR 1 S-IR T B 2 R
gELPImEE 5 ALk b, ARk 5-F IR R mEnE L 2. DNA
SIE SRR s MUBUL i SN BRI E S Y PRI R e QI RV E 5 P
ik, —J71H DNMT fEL H SEAGIE [ 468 3 e 2 15 H 3L
IE S i, 05— 7 2 I SUIRE S DNMT AR
VEFH,  REATE R T v PR A R P 0 R R IR 2 PR A i T T 2
Fik. DNA HIEAL R 5 )2l e, 2 R Ytk
AN e ) DNMT A 55 A 1 52 11 3 25 FROEARIR A, T
gk, % DNMT A 1697 R i — R o0 88k, fiiH DNMT
UG, T P RE e A P R o T S T, A A e
IEWARS . 2T HiT S %5 A EAN R s
Oy KA TR H AL SE R GG 2 S5 40 i R AT 42 155 i Il
JHT. DNA GRS IR . iR K2 . i
PETE RS R DR, IX S BE BRI KT~ (9 25 v LA DNMT afil 5l -3
B, MRS IE S IR AS .
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75~ EGFR 5L K5

i FLINE DR TR AT RO TARK A et EL I
R S e Z AT R . EGFR 1L RESRIABEAS YL M A
B Ry 2 WG s i, AR R RS S R RA A
iz e T AL P, ST AR v A LY TR L R
M LR L B R AR A K AT bR. i &
7, EGFR AL A (5L WA o8 N SR e 8 I RV B ek
WG EGFR [NFIA 5 E R A LA W M e (K A7 R
ARG, JLRILRETI A R BT T FUIRE S B AN )
PRIPS PR AIE B 2315 AR R OB S FUR 225 AR K. WP
WPIEGFR feikvE = WITE U h 2, 5 B FLIR A
FURAN R R DI SR 02 WA 25 A iy T2 B ia
FUBREE 85 A R T B I AR BRAC IR 4128 EGFR &k
RIL, BRI A 2> BE IR A R 2R AR, 28 T EeE L

IR NI TS -
. EH

BEERF RN, B YA e, FUR
FE O S N2 AR BAE. AN 28 DR TR 455
WITRS T BB R, RILAONREES LTHER, BT
ETEZAE T B, BBE 5 4R F 10 42 2R A7 2 4 il 42 i 1) 70% R 50%,
I EGFR RIS N I 25 FURRIE K V8T 7 oK T B A 3. LA
N U YAE N ER R ESL Y RN RN )7 NN TR =X A S
Mot Z94, JRIAR T A IETT R AR . BUAR EGFR A
FUIRE TP X R IR RGE IR AR E I T, IR PR N 25
T 235 EGFR JH B T HIEL IR A e B3, HIL
PR A Rl M3 R EGRR (A U 4313 i) Y& 7 54T — i o $a
SRR, JLAERHEE. K &AM R T R FLIE R R
WA, JETOR AEAEIN ], o0t AR A7 i PR B0 A v 20
MIfER .
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