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Abstract: Objective To explore the efficacy and safety of pyrotinib combined with letrozole in the treatment of human epi-
dermal growth factor receptor 2 (HER2)—positive and estrogen receptor (ER)—positive metastatic breast cancer. Methods In
this study, a single arm design was used, and 86 patients with HER2—-positive and ER-positive metastatic breast cancer
were planned to receive pyrotinib combined with letrozole. The subjects entered the trial period immediately after being en-
rolled, and received continuous treatment with pyrotinib and letrozole until the disease progressed, or the toxicity was intol-
erable, or the informed consent was withdrawn, or the investigator judged that the drug must be terminated. The imaging
evaluation was conducted according to the response evaluation criteria in solid tumors 1.1 (RECISTI.1), and the evaluation
result of the research center was the final result. The primary end point was clinical benefit rate (CBR), and secondary key

indicators included the effectiveness indicators [objective response rate (ORR), progression—free survival (PFS), overall sur-
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vival (0S)] and safety indicators (according to NCI-CTC AE 4.03 standard). Results Up to the interim summary, 30 sub-

jects were enrolled in the group, including one patient with screening failure and four patients with disease progression

(PD). Twelve patients benefited clinically, including one patient with complete remission (CR), four patients with partial re-

mission (PR) and seven patients with stable disease (SD). Diarrhea was the most common adverse reaction, with 90% of patients

suffering from diarrhea and 3 patients suffering from grade III diarrhea. Other adverse reactions included hyperuricemia, vomit-

ing, and decreased leukocyte count. Conclusion The mid—term results suggest that in patients with HER2-positive and ER-

positive metastatic breast cancer, pyrotinib combined with letrozole shows an encouraging anti—tumor activity and good toler-

ance, which is expected to become a treatment option for this kind of disease.
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HOR S AWFFORTRR MRS R BR 5ok ik —Z3h
§7 HER2 FlBfE i 3Z 1K (estrogen receptor, ER) FHE
FEREFLIIE B9 7 ORI % A, LAY HER2 A ER
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leasing hormone agonist, GnRHa)Z825¥) . 145 1T
A AR S AR 7 SOFAN B IE (response evaluation cri-
teria in solid tumors, RECIST) 1.1 fiR £ 17, DL £ 5%
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ﬁﬂf%(progressive disease, PD)AEFET- IR £ 11
22 T 2T R RN R TF IR
S HABAT IR 25 WG 7 BAE T, LA JE ik B34 i
3R Z B 2 AT B R A R st T,
LB B e (B 1) .
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Note: Premenopausal or perimenopausal patients should be treated
with the combination of OFS, including bilateral oophorectomy or Gn-
RHa.
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Fig. 1 The overall design of the study
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g o SR R A DRI 12 H R . 1TDOARIGTE
WA= 12 BB . 12) 8B DIRe AP 45 &
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8 i % 24 JRe A A PR w16 24 M H20180012, AAK -
160 mg .80 mg) ; 8 ik J5- (1 2 5 i PRAFE 5% 40 AT
GCP 5% JT 9 15 PR 1 Uil AR 408 24 5 79 7] Btk B 30—
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event, AE)%U‘?i%égﬁﬁzﬁ(complete response, CR)
BT ST AN T i B AR E | Bidn T HAb U
1697 (LAEB RN HE) o SrRblvs - 4% A 9E PD (JE4E
TR A 32380, A BIRSE 3 TR R Y o8 52 1
PEAGTT 46 , Ak 42 B85 2 FLE 1 I ) s 2R 47 e g 52
BoE AL, B 2320 KB PD; TR AN SR A R BT
8] R 52 A8 27 T 45 28 B oAb Bt R 16 97 15
B AArREYT (OSEURILER ) T A 2 & MG F &1
() B RS2 AR AP R DT, B 3 H (10 R) 1R, A2
FEHLE T2 U, VT 3 4

1.6 ZitFFHiE  AUGNEBOT R
MR, LSRR CBR. BRTEWFSE W, FH X R
21 (2 BR B TR A5 B] IR it 4 ) f) CBR A 3K 45%
E0 2 CBR FUI T35 60%. KA Kok
1 o B2 0.025 (L) A4S 95 A% BE 7 80% , R ] Simon
Wi BEik (Optimum 322 A TREAS AL T, S — B B
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Tab. 1 Efficacy evaluation of enrolled patients

K3 A RA TR BHERRA

Tab. 3 Pyrrotinib dose reduction and reasons for pause

R 7RG UL ZiRA flit/mg W REHFIEE RE G KE
FEREY -
2 3 4 5 6 71 8 01001 400 1210 K
CR 1 1 1 1 0 0 0 0 (PEEFIM)
PR 6 4 6 2 2 1 11 02002 400 242 RILEIM  ARENIMIEN 5KR/83 K
SD 10 7 4 20 0 0 0 E M4 OHLE QT 2/QT 713
PD 3 1 0 0 0 0 0 0 [FEHAZEC T 2%)  ZERIE R
Mg 20 13 115 2 1 11 03001 320 R (EIE M%) EES 3K
01014 400 12255k THR 2K
Ko 27 11(93.1%) 3 R AEIETS , Hodr 3 61 9% (75 M)
DL HoAb 32 B R BRI 403 5 R R I ST 8 1) 01020 320 Jd (TS5 MZR0) IGES P
01021 400  {¥242 R(EE EES 2K

(27.6%) X 1t 7 1] (24.1%) | 1 20 BS54 [ A% 5 )
(17.2%) , T HAB M oE LA FAS B & (£ 2) .

k2 BERRRBEAEILH(%)]

Tab. 2 The incidence of adverse reactions of patients [n (%)]

ENEYA MK L L BRAER
s 3(10.3) 27(93.1)
e DR B ITLAE 0 8(27.6)
N it 0 7(24.1)
1 24 L 5 B2 A1 0 5(17.2)
PP 20 TR AT 0 4(13.8)
RE MR AT BT = 0 4(13.8)
Sy il 0 4(13.8)
R 0 4(13.8)
(myiastivr 0 4(13.8)
JE 9 0 4(13.8)
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01001 £ 75 PR 215 52 i 455 2 10 K, 02002 & 5 HIK
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Mk T 945252 K. 241 834 (03001 F101020) K
15 W 9/ nik i 25 Je 45 25 710 4 (3R 3) .
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fR e JBE 3k m] BB 5 N IR T IR 25 o AN, 7E
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X HR FH LRI HER2 FH A i 987 28 35 #4938 97 B2 400 7l
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HER2/ErbB-2 .HER3/ErbB-3 #1 HER4/ErbB—4 """
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