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Study on Clinical Efficacy of Two Neoadjuvant Chemotherapy Regiments on Operable Triple Negative
Operative Breast Cancer and Its Correlation with BRCA1 Gene

CHEN Shuru, FANG Qin, CHEN Xiaoyue(Department of Breast Surgery, Huizhou Central People’s Hospital, Huizhou
516001, China)

ABSTRACT: OBJECTIVE To compare the clinical efficacy, prognosis and safety of different neoadjuvant chemotherapy
(NACT) regimens in operable triple negative breast cancer(TNBC) and to explore its relationship with breast cancer
susceptibility gene BRCAI. METHODS A total of 120 patients with operable TNBC admitted to Huizhou Central People’s
Hospital from January 2014 to August 2016 were enrolled as research subjects in the study. They were divided into two groups
according to the random number table: TP(docetaxel+carboplatin) group and TAC(docetaxel+doxorubicint+cyclophosphamide)
group, 60 cases in each group. Before surgery, all patients were given NACT, TP group was given docetaxel and carboplatin;
TAC group was given docetaxel, doxorubicin and cyclophosphamide; after surgery, gene chip method was used to detect
mutation of tumor tissue BRCA! in all patients. All patients were followed for 3 years. The clinical efficacy and prognosis of the
two groups were compared and analyzed for their relationship with BRCAI mutation and toxic side effects. RESULTS
Compared with the TAC group, the proportion of pathological complete response(pCR) rate and overall rate(ORR) in the TP
group was significantly higher(P<0.05). There was no significant difference in disease-free survival(DFS) and disease-free
survival between the two groups for 3 years. In 120 cases of operable TNBC patients, there were 14 cases in BRCAI mutation
group and 106 cases in BRCAI wild group. Compared with BRCAI wild group, the proportion of pCR and ORR in BRCAI
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mutation group increased(P<0.05). The 3-year DFS and disease-free survival rates of the BRCAI mutation group were
(38.34£1.48)months and 85.7%, respectively. The 3-year DFS and disease-free survival rates of the BRCAI wild group were
(34.501£0.62)months and 82.1%, respectively. There was no significant difference in DFS and disease-free survival rates between

the two groups. Compared with the TAC group, the incidence of hematological toxicity and liver function damage in grades 3—4
of TP group was significantly decreased, and the incidence of gastrointestinal function was increased(P<0.05). There was no
significant difference in the incidence of leukopenia and renal dysfunction. CONCLUSION Compared with TAC regimen, TP
regimen can effectively improve the clinical efficacy of operable TNBC patient. The BRCAI mutation group has higher clinical

efficacy, but it can not improve disease-free survival rate, and does not increase the safety risk of patients. It has guiding

significance for clinical treatment.

KEYWORDS: neoadjuvant chemotherapy; operable triple negative breast cancer; clinical effects; BRCAI gene; correlation
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Ml 422 (partial response, PR): Jkb4E/h=
30%, ZAFRELE 4 JH; P U RE (prog-ressive
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2.1 ImIRIE TR
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], SD ¥ 6 ]; TAC 41, pCR H# 24 ], PR
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F1 TPALE TAC 4 & H T H Ik FKIT B (n=60)
Tab. 1 Short-term clinical efficacy of patients in TP group and

TAC group(n=60) #l(%)
EE il pCR PR PD SD ORR

TPZ4L  35(58.3) 17(28.3) 2(3.3)  6(10.0)  52(86.7)

TACZl  24(40.0) 16(26.7)  3(5.0)  17(28.3)  40(66.7)
r1E 4.034 0.042 0.209 6.508 6.708
P1iH 0.045 0.838 0.648 0.011 0.001

2.2 TEBEVI T

2 P FH RIS EY 3 4F, TP 41
Hh, A 10 Bl KR, DFS Sh(38.57+1.86) 1
A, HIEEFARN 83.3%; TAC HE#E DFS N
(36.55£2.35Y1H, FH 12 Bl BE KR, HIom
RN 80%, 2 HESTGITEEL. R,
BRCAI R, BRCAI 287540 14 15|, BRCAI
BF 1820 106 191] , 43252 TAC FI TP )7 1697, 5 BRCAI
PR A, BRCAI 527240 pCR J ORR 43
THE(78.5% vs 45.3%, 100% vs 73.6%)(P<0.05);
BRCAI %8782 3 4F- DFS 4(38.34+1.48)1~H, A 2
BRI L5t HIURAAE%N 85.7%; BRCAI
A= 2H 3 4F DFS K(34.5040.62) N , 47 19 Bl
KEER , HIORESFRN 82.1%, ZRIGH2FE X,
RN 2~3,
FT2 TPHA L TACH B#H TR A& FHF LR & FEm=60)

Tab. 2 Disease-free survival and disease-free survival rates
of patients in TP group and TAC group(n=60)

B It DFS/H Te A7 2/ (%)
TP 4 38.57%1.86 50(83.3)

TA 4 36.55+2.35 48(80.0)

/P H 1.369 0.222

P{H 0.267 0.637

%3 BRCAI R Y##1 BRCAI B % 44 pCR. ORR X DFS
Ao TR

Tab. 3 pCR, ORR, DFS and disease-free survival rates of
BRCA I mutation group and BRCA1 wild group

PCR/fl  ORR/ o A %fﬁiﬁ%
(%) (%) (%)

11(78.5)  14(100) 38.34+1.48 12(85.7)

EfEE

BRCAI 2722 (n=14)
BRCAI B4 (n=106) 48(45.3) 78(73.6) 34.50+0.62  87(82.1)
k) 5.483 4.824 2.687 0.002

P1H 0.019 0.028 0.213 0.968
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0.05); {HEAEL | BIRES I AR L= =
Gt L, BRI 4,

Fz4 TPHAL TACHREH TR RN X 4 & I(n=60)

Tab. 4 Adverse reactions of patients in TP group and TAC
group(n=60) (%)
HAAE  3~4 i ATOIRE Hoine  EHpuine
Ul SRR il it S

fibw

TP4l 122000  5(8.3) 1525.0)  3(5.0) 16(26.7)
TACYL 14(23.3) 13Q2L7)  26(43.3)  5(8.3) 7(11.7)
Pakl! 0.196 4.183 4.483 0.536 6.818
P 0.443 0.041 0.034 0.046 0.009
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TR MEE] 2 25, B, iR
AR AR YT FLMRIE BB IR, AR T s e
FETREREE , HRRIETTE T 400 S SR 40 M 3%
b, KFREERITIRA T 7 IR 73 TNBC
BE TS JE A E— 2880, AR &
HRBUE AR T T %

ARWFGEAFAE LT R BRI . DA 28 0036 K bs
AAR/IN, RS A G B A A T REAEAE Y ),
W B MBS T IS, e o R o R
A ; QWAL BIEED, KRTHEIF R
P RFBEARWF T UE ST IZ WA A HT 25 51 5 QAW 5Tl
Pimtla)%, MAGEWEE 2 Fh 224 TNBC &4
I A 30 A A SRR s o e 400 e B K B R O T Y
225, BORKTE S 2R B BE DT R — 2 W 5T

i L RTiR, RAIZPEMEE . REIWM TP 7 %R
J7 TNBC B3 1 I PRI 7 3 TR A it 2
FiMhFe . 23 R MIABEEE Y TAC PRI T
%8, 1M BRCAI B 578 A ImIRITROELs, Hif
I RN RO i & AR, EAREIRR 3 4
(RICHT AR, 9 TNBC HEHMARIATT ik
BET B LS ARIE SELS IR, X TNBC B& W
BT B EEAE TR

REFERENCES

[1] TANG Q, OUYANG H, HE D X, et al. MicroRNA-based
potential diagnostic, prognostic and therapeutic applications in
triple-negative breast cancer [J]. Artif Cells Nanomed
Biotechnol, 2019, 47(1): 2800-2809.

[2] LIEDTKE C, RODY A. New treatment strategies for patients
with triple-negative breast cancer [J]. Curr Opin Obstet
Gynecol, 2015, 27(1): 77-84.

[3]1 XU Y, GAO X. Influence of the medication administration
sequence of docetaxel and epirubicin on the therapeutic effect
during chemotherapy for breast cancer [J]. Chin J Mod Appl
Pharm("f E LA FHZ24), 2015, 32(6): 745-747.

[4] VON MINCKWITZ G, LOIBL S, SCHNEEWEISS A, et al.
Abstract S2-04: Early survival analysis of the randomized
phase II trial investigating the addition of carboplatin to
neoadjuvant therapy for triple-negative and HER2-positive
early breast cancer (GeparSixto) [C]. General Session
Abstracts. American Association for Cancer Research, 2016,
76(4 supplement): S2-04.

[S] SIKOV W M, BERRY D A, PEROU C M, et al. Abstract
S5-01: Impact of the addition of carboplatin (Cb) and/or
bevacizumab (B) to neoadjuvant weekly paclitaxel (P)

R E AN 242 2020 4F 12 A5 37 545 24 1)

(6]

(7]

(8]

]

[10]

(1]

[12]

[13]

[14]

[15]

followed by dose-dense AC on pathologic complete response
(pCR) rates in triple-negative breast cancer (TNBC): CALGB
40603 (Alliance) [C]. General Session Abstracts. American
Association for Cancer Research, 2013: S5-01.
EISENHAUER E A, THERASSE P, BOGAERTS J, et al.
New response evaluation criteria in solid tumours: Revised
RECIST guideline (version 1.1) [J]. Eur J Cancer, 2009, 45(2):
228-247.
DI COSIMO S, LA VERDE N, MORETTI A, et al
Neoadjuvant eribulin mesylate following anthracycline and
taxane in triple negative breast cancer: Results from the HOPE
study [J]. PLoS One, 2019, 14(8): e0220644.
Doi:10.1371/journal.pone.0220644.
LIU S Z. Analysis of curative effects by carboplatin-based and
non-carboplatin-based chemotherapy regimens in neoadjuvant
chemotherapy for triple negative breast cancer [J]. China Pract
Med(F 52 BE 24), 2017, 12(12): 120-122.
HAHNEN E, LEDERER B, HAUKE J, et al. Germline
mutation status, pathological complete response, and
disease-free survival in triple-negative breast cancer [J].
JAMA Oncol, 2017, 3(10): 1378-1385.
VON MINCKWITZ G, SCHNEEWEISS A, LOIBL S, et al.
Neoadjuvant carboplatin in patients with triple-negative and
HER2-positive early breast cancer (GeparSixto; GBG 66): A
randomised phase 2 trial [J]. Lancet Oncol, 2014, 15(7):
747-756.
WALSH E M, SHALABY A, O'LOUGHLIN M, et al.
Outcome for triple negative breast cancer in a retrospective
cohort with an emphasis on response to platinum-based
neoadjuvant therapy [J]. Breast Cancer Res Treat, 2019, 174(1):
1-13.
ZHANG B, WANG K. Breast conservation after neoadjuvant
chemotherapy: The MD Anderson Cancer Center experience
[J]. Women’s Oncol Rev, 2004, 4(3): 225-227.
DIECI M V, DEL MASTRO L, CINQUINI M, et al. Inclusion
of platinum agents in neoadjuvant chemotherapy regimens for
triple-negative breast cancer patients: Development of
GRADE (grades of recommendation, assessment, development
and evaluation) recommendation by the Italian association of
medical oncology (AIOM) [J]. Cancers, 2019, 11(8): 1137.
Doi: 10.3390/cancers11081137.
SHIMOMURA A, YONEMORI K, YOSHIDA M, et al. Gene
alterations in triple-negative breast cancer patients in a phase
I/Il study of eribulin and olaparib combination therapy [J].
Transl Oncol, 2019, 12(10): 1386-1394.
UNTCH M, VON MINCKWITZ, GUNTER, GERBER B, et
al. Survival analysis after neoadjuvant chemotherapy with
trastuzumab or lapatinib in patients with human epidermal
growth factor receptor 2-positive breast cancer in the
geparquinto (G5) study (GBG 44) [J]. J Clin Oncol, 2018,
36(13): 1308-1316.

Wi HI: 2019-08-24

(R3CTEoh . FHETT)

Chin J Mod Appl Pharm, 2020 December, Vol.37 No.24

-3013 -



