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FLARE , X DU 43 71 5 B CE I R U FNYA YT RO
HA A PER . Hod HER2 1 £ 35 (HER2 BHAME)
FUIRIEE 2915 B LIRS 19 15% , i T HER2 13 %3k
i A5 122 0. 78 LA O 58 1) 42 28 MR A T o B T 24 1Y i
JE'e® o B HER2 B ) 25 ) 1 AN TR 4R, 1 K3 e
T R E I R 3R 25 0T HAR KRR B 1k As
TEE R ARERIA MEE R 25 R
W 32, DAt 25 4 HER2 B0 e i A (f31) dn ik 2 Bk
B A2 RGBT I R AT
N (BHLmAE: e BTk R %), Pk
B E: 9 (ADC) ({5 11 T-DM1 . T-Dxd (4 113 91 ) | i 75
HER2 PH L LR I8 A0 105 45 B A K kst . R R
ADC 5 B, i — A4 T B I AR A7 T
JE TGOl o H , T L MR Y e B S T L A Y
— oy B X B2 e R T 25, B
& L, T FIR RS TE RN 25 HIL X T 1 22
PRk R IF e B R B CEE, W
BB AR B A3 1 A Wb B % HER2 BHE 7L A A
AR R AT T sl A W I, o i PR #5217 FH L
A S, I T AR 4R S I RV TR

1 HEES

1.1 HER23RIX HER2 (UL IAYT B o DA
259, W ih 2 2R 5t DL K ADC 25 245 AR 2 3 1) 2
& P JE3 4 Bt 22 T ) HER2. A 177 B2 3 0 761 40 Bt P
HER2 i % 53 A Ak 38 g 40, A 43 a4 33K
JibEd AR A AE T PRIk, B IR T A R S R
AR HER2 Y RIXTEM A E B VIR L Lw
FH 4. 9% 20 4k, (immunohistochemistry , IHC) F17¢
JFAV 2432 (fluorescence in situ hybridization, FISH)
PP 5 vk R R DU HER2 23K, SR AT, 33X 19 A
D HER2 MR A Y 7 VA AE FINHT HER2 3497 S, J7 T
Z BT PR, T 2SR S, HER2 FEPLIR S
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HER2 mRNA 7K V- 22 [H] A7 E iy BE AR DG, R ik
HER2 mRNA 7K - & — Ry 78 1Y 7 24 i A= 1) o
MW AE GeparQuattro iR 56 HY, AF 5T X G
Bl Z 2R BT AR iR YT 9 HER2 BRI i1 7
SEHT, 45 SR R, HER2 mRNA 55 28 34 1Y 5 Bl 58 4>
2% fi#t % (pathologic complete response, pCR) & T
HER2 mRNA Rk 200 33 4MG W55 & P HER2
MRNA [ 25 1415 0 5 HER2 BH A i 30 L A 9o XoF T-
DM1 % 2 W A 5% , 155 HER2 mRNA 7K - AH Hb TI%
HER2 mRNA f4 fifisd X T-DM1 35 25 51 2, X L iZ T
5% A A HER2 mRNA &K 7K P-4l & T-DM1 {5 T I
o P ) BN R e kA, 1R HER2 BRI
LRI 04 P A S 7 A 2 4 v 1] YR T AR £ 1
%, BT PAMSO0 F A (1) 2 35 I 5 X HER2 FL IR 98
PEAT N AE LR 3 Y, FLrf HER2 5 4 A 3 2 B Bk
4 HER2 & 4 & (HER2-Enrich , HER2-E) ., 7F PAME-
LA U560, 5T L4 31 HER2-E il JB 35 i)
pCR W 4 155 T3k HER2-E g s %17, dRale X
TeALTT W B SR IG YT I %8 (B R Je sl 22 2k
BB B2 ER BT ) 1Y TR IR 1 25 B o M 45 SR
S 7R, HER2-E U HER2 1o 3k i 119 pCR SR i T
4k HER2-E T HER2 I FRak g ! DA oR 45
AT LLE H, HER2 Y 387K F- 5 4T HER2 §EL 1] 3G
I7 1) S L AH O o

1.2 HER2ZRZE H RIS HER2 ¥ [0 25 )76 9T
1) 32 AR ME S HER2 2o B 838, F2 I IR & 3038
53 HER2 2 SRR A FL 5 X T-Ht HER2 IR YT 437 A= it
WA WAIT . T, Ars s T ILFXT
P HER2 IR 97 7™ A5 A [) B 07 1) 200 if R A 7Y, 75 2R
fE 2 2 i 25 A AL, 1 2 41 ifg 22 4B Sk 5 T HER2
BF 2L 98 40 0 2R BTA74, F FH X SE 41 D R, 43 55
M X 22 Bk BT 24 (BTRH) B A8 (BTSH) 19 41
JROASERY ot J LR 40 it 2R 9 HER2 7K SF- B 3k 47
B JBE S CAI AT, 0T I R W R fk HER2 i#E 47 2K
15T BSR4 A7, B 28 R 3, JLFh 440 ifd 72 3% 11 HER2
B 7K ST B2 1 R i R TR B =X A S AR AR, BRI 1%
W FE NN HER2 [ FR IR 7K AN S R B %o it 2
RELPUIN 25 1 R 5 A WF5E A HER2 AR B
Y78 5, 40 HER2 BB [n] 545 o7 s Bk /D ) HER2 5878
(41 HER2 52 1A ) # W7 T 2 p9SHER2 (1) 15 e 3% ) 1]
FECRAF T 2, %58 K B p9SHER2 55 R iK1
R M ZBR B BTIRIT IR 2, I,
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POSHER2/HER2 HLIEAE J HER2 HIL [a] Y47 () Vs A Tl
Je B0 A bR B W E AR 2 5E . BLRT,
A WF5T & P HER2 FHE FLARE BT HER2 IR T 1T 24
J& T HER2 B AR A2 19 316 B HER 15 5 X 4%
BWEOS BT, o, HER2 L7558 278 1] L) F: 8
HER2 BH 1k L i 88 X HER2 1% 2 & 18 1 491 71 551) Tk
25 YRS e P AR i 2Y 3O T L7558 S8 AR Fa
JE T HER2 [T PR A 42, 1 F7 A B e H BE HE n)
HER2 (BTG PER 4 , i 2 8 25, IAb i 7 it
5 53 71 . 958 200 L 2R ) A R MR R v L SR ]
HERL/2 AN A 386 384 40 1l 500 ann B 2 25 Je R s
J& AI LA HER2 L7558 5 3 4 it 2% 200 it 174 2
HUH T i AKT/MAPK {5 5 5% 5 AT 5 i 3 o it
25120 BLAh A WFSY & IR HER2 K753E 848 7F —
Tl AS T3] Fr 2L M98 40 A 750 v X6k HER2 1 2 1, T8 i
0341 500 77 A TR 24, % F 5T 8 %G 5 A7 S310F .
$310Y.R678Q. D769H . 1767M B{, V777L Z& 7 25 #l
f HER2 BHE L MR £ 25 X HER2 IG YT A B0
U H A RAFHIRIT S5 )R , A& A
X5 AR AR A] B8 AT LA hy S5 e s Xt Bit HER2
TRIT AR ROV A RS . 45 1 HER2
(R[] 975 4R 25 5 4T HER2 B 61 VAT 114 24 4 Ak
PEAH G, 6 AR W FE AT DL a3 B R [ 1
GEAR AN FEH VRPN R 25 A RS HETR YT o
1.3 HER2 B/ HER2 5otk 248 iygd 41 o 1
HER2 J PR 2 78 A e v iy [) — DX 3 AN ]
DX 3 B0 2 5, AL e P S o e R e g i) S
JEAE . HER2 S 2 52 i L e S8 A I PR
45, WS R, B HER2 5 Bk Y i A 1
5 R AR B G ) RN B B G
FIT AT X SR TR 2 WG AS K2, BEA AT JLI0U
W] HER2 S5 M I AEAE 5 B 1 o A A7 40
(disease free survival) Fl . 4E 77 11 (overall surviv-
al, O8) BB AT K570, AE /AT A XA YT RO B
I, HER2 S o 1 S8 5 (LT X B ) Y7 1 S 1y 4
2205 — TG T-DM1 X A5 07 22 B BR470 1 T BT
Bl it R 56152, i B M BT Al HER2 55 5 1
HER2 #IU [a] y&3 97 S L (R 52 W o 2 WF 5T 112 W7k
HER2 PHE 2L AR 98 19 B 5 72 TR A 4252 T-DM1 K
A IHZERABUARTT  FEAEIRYT B 2R A
HER2 53 o PE IR 79 B4 PR A% , K HER2 S5 i M a2
XA (1) FISH K , >5% H <50% F4 fit Jg3 40 o 5

http://www.cnki.net



Hp ] Il PR 24 P22 53R 97 2# 2023 Aug; 28(8)

HER2 FHPE 5 (2) JHogE A — A~ DXl ) 6 0 45 2 Sy 1]
P . 10% (1995 9] % PR HER2 53 i 1 (n=16/157) .
5 R I, AT HER2 53 5t 14 19 HER2 PHAE ZLAR i
3545 55% HY pCR K, Tl HER2 53 Jo P 1] v 1 oK 52
M pCR. K I, iZ W98l HER2 57 3T 1 55 HER2
BRI ST T 25 PG OC &, T HER2 S Jot 14 o 9
AR HER2 IR 7 it 24 0 5 A W -, 9 HL
AIRERT AR AR T R
1.4 EEFAMERE HOAWREHEYES¥
1) 5 %k il 22 B BT I 24 Bk ABURR ) A R R A T
BT o de ZSEE A TR I 2 BR B U
(BTSH) 41 At b v i 2 3k HLYE i 2 2R PR B AU Y
B P2 B L, BV ELMO1 ., UPK1A HI
GRIK2,, IZMF 58 I\ by 3k 26 J PR HL A5 V7 14 I TR 3%
FH AT AR A 90000 i 22 BR SR BT AL A b
Pyt BeAh IZBIEGE IR A5 v ) 2 R 3R
A EE 5 PAMELA I R 1056 (A58 PAMSO A5 119
A3 F 43 R AT LTSI T A6 B IA Y BT 50 B i
JRAREAS 1 S B AT TR ST, I
L% & BR CA12 . MYC . ERBB4 , NFIB iX JL /> 3t
DIE ST 2800 2% 1) S8 5 h s 2R 3K, THT AR i PIP ZET 4K
2 1 BB 3RAR TR R T i 22 B BRI 24 4 i
PRRMEE 8 HIZITIA N, X SR A
AT IR A VAR A b 2 40 oF T30 HER2 o 44 2L
i FE KT R 22 BR BRI SR

AXL 52 5 b Bz 18] 78 J57 4% 75 A1 2C 1Y TAM (TY-
RO3 \AXL.MER ) 3Z {4 i 2 PRI s < i Y D . &
AT DA HF 22 Ff o3 A0 A7 005 T 24 RN EE AL AR
H AL B _E 37 5 Z R rh 30 ] 25 ) Rk T 259
T 2578 ) o LIFER BF ST 4EE | AXL I R 3K
5 LIRS TG 25 AFAE A e, S —
T 5T A 46 78 T ALXVE A HER2 PH A ZLIR I 7 3%
T A= Py bR B VAR E, B S LR R A KA
R S5 1 6 (growth arrest-specific protein 6,
GAS6) TEVTF 22 WV i g Hh AR 5 2 I8 TG A , GAS6-
AXL A 538 B2 (2 2 b e 2B A B e B | iR e 28
ki 55 245 Wy it 52 1) S B i 2 — IS A
£ i 2 BR BLPL I 2 40 i AXL 1) 3k 7K 7 &
AXL TE Tt 247 70 248 i v %) 22 35 B S T, e A UE
T AXL I HER2 3Z 1 2 ] 1 &R 4 I 38 4 PI13K F1I
MAPK IR A2 B0 175 S 257 , O FLZ 98k e,
A 3o I A R BT AXL IR 30 T ) AR

(C)1994-2023 China Academic Journal Electronic Publishing House. All rights reserved.
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Xif 2R BB 25 A

HER2 I Jif {5 5 i % , U PI3K-AKT F RAS-
MAPK 3 4% (14 38075 , TS 508 200 B A 38 B A7 35
RS BRAEAT DF ST iR 38 PIK3CA (1 5848 1T LA
T B PI3K-AKT 37 , A L PIK3CA %8 4% X} $T HER2
YT BA TN A B A 45 R B G
W, W NeoALTTO iR L4 T HER2 BH AL A 7
52 THimas e i Z 2Ryl P AR TT Y
ANTR] S, B 2 % PR PIK3CA Fi4 28 7% 55471 HER2 14
7 RN TC K, {H 2 PIK3CA AH i fig 2 7% 5 il 22 2k
FUBTHU 245 P A O, 19T I8 % BHL, RhoA 3l i 1Y
SR AR AL DL w2 B g X b7 AR T B U i
T3 AN GE & BR PIK3CA €748 5 452 37 H7 #li Bh HER2
A1) YA YT 1Y HER2 PH A 7L 9 £B 2 119 pCR FAIS 2
FAESE e I, PIK3CA 278 541 HER2 1R ITYT
R RA T B — L E . WA R R
Notch 15 53 #% 1] i 15 % HER2 FH 4 3L 1 Jea h %
BRPAPLI 24 1 A A B FERE X, i # F Notchl
A AT DA i G, (i 45 1 24 448 it o iy 22
BRPAPTEHTAREC, £ b, eI R I A 58
5 0] BE 5 R 4T HER2 T8 T 19 RN A 6, T 4
Xof 3k 4 e PR i % 15 3 ) R 2 24 4 T RE T LA
0z P e i 22 X N 25 W0 YT AR
1.5 BhEMRERIE O Z WEFTIEE R,
AR A V8 AT LA S5O R 40 T 24 7 2%, DA T
PR T JR B PR AN AR o o R R R E Y
AR, R A R R IR NTR &
g e 2 LR A S g R, T AT 5 bR it 245 %%
I s
1.5.1 AR bR g i B 7 | e A
AT AT BR AR A T i ke 4 v 2B ™ 0 X R FR R
“Warburg 85", TZ AN 7= A H 40 vl DL F
AR L AE R % R P2 IR A A,
IO IR 1) & A R R A B G B IME R
F T e BHAHE I ik R O il 1) 5% 3R 38 ] DL 5 | A b
P fige 2 U, T S B0 19 &k AR AR R THK
i WA WS IRGE , ErbB2 {5 5% Sl i B
PR 5E R 1 (HSFL1) /L 18 B & A (LDHA) il 1 9]
I S0F 0 T o, I 220 5 0L IR 8 X ol <22 B PR T
24, T SR SR JE Ak 00 a1 790 5 A 6450 FH 1) 7
A DL AR R 24505580 ek, 8 ik 58 ) 2
T ) B T 2F O R B iR PR 24 AR
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F T LDHA IR B i 11, 1E B LDHA 55 il 2 2k
BAHTIRYT B 254 O R, 114 FH LDHA 1) il 551
AT LA ) L B R v HER2 3 2% 305 41 iR 1 184 5, I
SN TV JeE 240 BT 25 IR T R BB L B
ARG R I E B9 5 HER2 FL ARG T 25 AH G IR 2R,
T A A 2ok 2 i 5 1) Tl 2 o Al 3K o T 24 1)
TEVRTT A

1.5.2 RAEBRARM TEAEYE RIS FER T,
IR TR AN RS R = A A
0 Ji S Ml 28 DG HE L i A JoR 0 S A AR K rp B
S SR A I e e AR 2 TR
R AR anZ2 =, ZLRRIRE A 25 gl
R G @EERRACA G, BRAE SN, A 2 2
P G IR 2R TR | A2 98 4 L i) O Bl R B
VR, DRI R R R Y R A R R A A
o AW A A2 1A 1% 280 R U3 ¥ EphA2 7E HER2
FH P L i s 3R 58, B TS T TEAD S 015 5% 5%
3015 7] YAP F1 TAZ (YAP/TAZ) , 1 fig LA B {4 44% i
PEAY 73X, DU FE HER2 B4 2L A 96 40 it A0 /) B
AU e B 25 I A A QI B Y 1 FRA 7 FR 3
Jo A, A e L fd HER2 FH A 2L i 40 i X 45
2 T P 10 <) 7] U T B A R 2 HER2 FH
PEFLIE B A AR IR T I A 25 b SR
A5 Bt HER2 BT 1] 36 97 97 R0 2 18] 77 78 % DI 3k
2, L, 2B A 6 o B AR AR B AR Y
B R DL B I PR R 3B T 2404 , AT 38 iAo
1.5.3 ey B AR 0 ) AE B R — R 2%
FYR YT SR W, & R LG 53 HER2 FH 4 2L IR 1)
PUHER2 VAT HUYT AL i 20 L 5 2 K i 1 g I
FRITJE [T B, 3T DA 38 e W ACRE 22 ) AR i I8 R i
B B E DA Sk Mg o A R A [ AR A ok
e o BR A RO TR A I R AR R R R
BVER . o BRI G BB (FASN) 2 A 1D
PR A= ) W T 5 1) DG B, W5 & BB 7E HER2
FH P LR i v 28 2ok B SRR 00 , B X HER2 FH
P LR 9 A0 ) AR A 3 R RN A R O
PRI It FASN AT DL AE A W 78 136 97 3 05 DL 32 = Bt
HER2 IR YT MIIT L, AR A ST 4IE |, il 2 2k St
55 FASN A1 1) A9 345l AT A AS4T HER2 V29T
ST R0 BB 5, A5 it 22 Bk T 24 L e
BARAF R A, i I R F B A ok 2

(C)1994-2023 China Academic Journal Electronic Publishing House. All rights reserved.
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I3 — T HER2 VA YT 245 A TS FE B I, Wi cD36, —
TG Wi FR L2, 76 HER2 IR IS 131, i Ay 988 40
BT HER2 T 25 VS FE A AR . 2 R iR
FRURTE I 2t ke e i v R ¥ AR, X
T HER2 BH P LR IE , A W 1R 5 1R i I 1 46 HiX
R SRR VIR | A IR A
B A SR

1.6 Hft #PZ#55 8K U(neuromedin U,NMU)
S g AR, B JEOT T LR s L
I R R AE 2RI RE . AP AE I 2k
BABTT 245 1Y HER2 FHPE ZL RIS Hh A 8 NMU (1258
I B Sy AN B SR ARG, R NMU 3R
I T LA 0 i g8 240 X HER2 HEL ] 36 7 A9 A UK
PE,NMU (193635 IR 5 HER2 B BB 5 A9 A R
R85 )R 5%, IF HAz k5% 340 38 35 7K 9 4 NMU i
bR S g4 Y NMU AT DLV SR — Rl 3697 I SOk
o IR R AT 2k, kI K 32 1A (androgen re-
ceptor, AR) 1] DLAE R 22 L i g HhoRs I 321, A Ak
LN A FE HER2 o 3R 38 W B R M ZLAR s b L I 22
B4 10% 1 AR [HP: 5 5K ) TG A 77 (pro-
gression-free survival, PFS) F1 OS 4 il 41 5% , & 18
A DA — 2 i 2 PR B PUIR T T RS . A
5T S B AE 12 32 87 5 B AR Y7 3R 97 /Y AR BH A Y
HER2 BHPEFL AR T, AR B4 5 HER2 BHM:FL I
1 pCRAH G, H AR B B35 SR A FE I [a] B
{HIRZAFFANAE 57.3% B B4 1232 th Z- 2R PR PTiR
7 DI AN IR 4 AL R FE HER2 FH Mk FL IR 8
L 35 1Y AR mRNA ZKCSF- 55 358 2 119 95 95 445 )i A+
Keteol SR A T B AR S TN i 2 2k e
UK A 002 2R S 508 8 B IA TT HER2 A L AR I
[ pCR I AE A bR 7 R, W] LATA K AR
[ 2 35 A7 A BE AT DL T A 0T B AR o Bk A,
HER2DX i b % 27 A J A AT 43 T , 2 5 i PR N
AT S NS B OC T G B8 2 % Luminal 43
iR 5 5E I ERBB2 41 T R IA TR LRI AE B
A — WUIE 57 B 2 I 5E 4 5 1Y pCR PE43 5 L IR AN
J %5 pCR A AH S , DA S 356 2 A I 412 45 9 pCR 1T
5355 W2 R BT I, A AH DG, e A LS 21
45 1 pCR V435 A2 BR BB 7E pCR TR IE 2
[EAEEG 22 ey W E A EAEH , BINGYT 54 4l
2 ffi ] HER2DX AT LA 32 368 T ith Z 3k i Ak 7 BC
B BRI G A Z2 2R BB Bl Bla T
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I, 1ZWF 5% A A HER2DX 42 25 1) pCR PE43 A fig
S HA R R A= Ybn &8, A B Tt fg
i IS J 1 ) 22 R BT rh AR £ e K B R T
B2 T LR IR Z AR & A8 /MR AT 5% ik
17 SR R 5 B0 22 I N R B 1 B i (1]
S gk He i R S5 B o AN B o

2 PPERIAGE

2.1 PR i Wk B 28 A& (tumor infiltrating Lym-
phocytes, TILs) G5 BRI X T-IR 97 S A
JeR 245 Jmy T3 T PO P A BB B 22 i IA T 3k 25 1)
SCHRARE TILs e R FL IR 1 — DA FIIR &
BT REA T AT RN G 5 A A o 41 o1 ) % $E AR
MITBCGETF R, —LepF e PEAL T HER2 FHMEFL
JUgt A e T2 R P 5 v T 2 200 R RS Y 5
R B TILs R 1Y S AR IC 1 5 R Y pCR 4 A
Jo 0 A= 77 % (event-free survival, EFS) A5 ¢, H ol
SECT I AE DG R AE (G [ A B, 2H 414
2L A BFSTE % B TILs S HER2 BHYE LR ey 7
RORTIUJG A OG0B 250, O EL TiLs X A A7
AR, AT LA HER2 BH 4 2L 1t g A5 - 1) 35 4l B
RIT RN, A W5 TIL ] BE AT B T 10 J5
W) IR F AR AR R 777,

2.2 EEHLE HUACHR I Y 20 A 5 A 4
7% /F H (antibody - dependent cell-mediated cyto-
toxicity , ADCC) 7E [t 2 Bk Bt i)/ FIBIL T r e ¢
SRR, I A8 3 % 7T e & HER2 BT[] 36 97 11 i
2y MLl . Hob, PD-1/PD-L1 BNy 2 s 40 i
A ek R 1 — > R K IR A A Y
PD-L1 5 T4l I 3k () PD-1 1] D25 4 fink 2% 37 il
15538 B, BEAIK T 4H A 04 % 3 0 77 A S e 14
1173k 2578 HER2 B P4 L 98 vh 9 41 3 PD-L1 14 AF
SR A B IAh PD-LL FRIR A5 S B
PG B 25 (H AL A BT & B PD-L1+T 20 ifd = 2534
55 HER2 PH P 2L A8 TS S EARDCT . ST RIE
5% 45 S 7R PD-L1 £E HER2 JAYTIT 4% A A
] AV L ATt 22 B8 Z2 B 90 4 /s FERGR YT BUERE
B2 . BEAh, 25 HER2 FH M L R g 200 b 6 1 ok
ik CDA7 F T, AT LA ) I 20 A% 3k o — A
REIZIR”WE T I A 23R B E S, i
P06 B 2 Y A A, R A R B ik
7 — 0 AE HER2 BH P L AR 988 A9 1 PR A

(C)1994-2023 China Academic Journal Electronic Publishing House. All rights reserved.
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YW, i 22 K BT A BH T cDA7 156 A4l FH T LA
TH B HER2 BH4: LM 48 40 B I L v A vy %o il 22
PRI 24, $2 7R 3K Bl 41 & ¥R U7 & W FE 1Y HER2 R
IR T Saan

23 FRETHERE 4555 12U A R IR IR B
14) 308 S5 AR IR 22—, MR8 £ A 15 A 1 10 = AR
21 Y G A TR ER 22 9 IE BE 2R B 9 A DG K
21 2 4 B (CAFs) 1Y S5 5 14 7T DAL B0 1) &2 2%
Pkt ] LS E0H AT MR A T R RE AT
TT R ) R BT T ORI ™, CAF AT
VIAE by 0 B 5 e (8 37 98 200 JH0 B 52 245 0 R B 988 4
A 1T H CAFs I K E 40 b ) vl LARELE ISR
Jas 20 M I PR 7 Ak 7 25503 R G 2 A0 1 T e
IR, A AESE e AR FU e vh e IR —Fh 3k T AY
Fey 3244 (CD16 ) 4 i 458 B 2T 24 240 i S B, 76 ol 2
ERPAGURLR , SR LT 2 40 it vi] 3 5k 14 55 4 i
SR R, R B AR 253k % 15 IR i 2, O
H. CD16+CAF A%t 5 HER2 BH L A g 3V 284 i
AN B 00 35 A 56 i ke HeAth S Y R85 79/ 1Y)
S IEAN I8 25, W 5% 34 R FH 020 B shRNA 244
TR % 2T 44 20 B v 114 cD16, & FIL CAF 1 CD16 %%
IR S I ged oo i 22 R ST ORI T Rt
TUF B 35 2T 24 240 it v A8 €D 16 2 S L I g it 2 2k
AP 2 I FE LR

3 BERS

3.1 RETER WRARTE A T2 A R A
e At ARl o s FEUAR L PRV RIS ) B SR
$E Iy B ARA 0 RE DNA (RNA s 40 Jf 45, 18 5o 43
B 21 DNA FEAE | S JE R 5 DB DA K Bt s 241 2R
FASERAE 5 B SIS R A L, WA
T A LA i =X R 3 28 8 n SR LA L O
P HCHRORE Bf 1) R 356 , Il PR 367 Rz
TR SR A R A 6 01 17 A2 280 e bl 22 1) G . —
TPk 6 HH HER2 BH 14 FL AR g 2 & 1) pan-HER2 1)
TR L 2 JE 1Y TR 5 507 T ctDNA JEZR 1 58
AR RS IPA 7 A5 H0 As E, ek I
ctDNA H [1%) PIK3CA A1 TP53 28 48 J& VA3 I S5 i Fié) Tl
DR 200 %45 ) 20 e B HE 4L ctDNA [ 5848
ARZSTT LIRS $T HER2 YA 17 25050 I 0 51 5 A=
Yitni&W . B TR REA /N O 2 R
At PR T 20V AN o R ER R 4 M (circulat-
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ing tumor cell, CTC) J& M 41 L1 Jit & P i g v ¢
R R Y I s KA R SR A R AE B, 3
PR P AL B R M (B k& ) e i 2 S Ol
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Research progress of biomarkers related to the efficacy of HER2 posi-

tive breast cancer
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ABSTRACT

diagnosed cancer and the main cause of cancer

Breast cancer is the most commonly

deaths among women worldwide. HER2 positive
breast cancer accounts for 15% of all breast cancer.
This subtype of breast cancer is highly invasive and
has a very poor prognosis. With the development
of anti - HER2 targeted therapy, the prognosis of
these patients has been improved. However, some
patients have poor response to the anti-HER2 ther-

apy. Therefore, it is necessary to select biomarkers
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that can predict the therapeutic effect for improv-
ing the efficacy of these patients. This article de-
scribes the research progress of HER2 positive bio-
markers for breast cancer, focusing on biomarkers
related to the efficacy of targeted therapy, in order
to provide some reference for future clinical optimi-
zation of targeted therapy.
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