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[ Abstract ] Triple negative breast cancer (TNBC) is a subtype of breast cancer with special biological behavior and clinico-
pathological characteristics. TNBC is characterized by high heterogeneity, rapid progression, strong invasion and metastasis, poor prog-
nosis and high mortality. The genetic diversity and drug tolerance of TNBC are poor. Endocrine and anti-Her-2 therapy are ineffective.
At present, there is a lack of effective treatment, which is the difficulty of clinical treatment. Tumor immunotherapy is a kind of therapy
which activates the body’s anti-tumor immune response, and finally kills tumor cells. The immune checkpoint inhibitors represented by
programmed cell death protein-1 (PD-1) / programmed cell death protein ligand-1 (PD-L1) provide a new scheme for the treatment of
TNBC. PD-1 / PD-LI signaling pathway can mediate tumor immune escape in a variety of ways. Blocking this pathway has become a
hot spot in cancer therapy. The clinical efficacy of anti-PD-1 / PD-L1 monoclonal antibody brings a new breakthrough for the treatment
of TNBC. This paper reviews the mechanism of PD-1 / PD-L1 signaling pathway, the clinical application and related research of PD-1
/ PD-L1 inhibitors.
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H A (fluorescence in situ hybridzation, FISH ) £ | 42
7B & % K (estrogen receptor, ER) | & & % 1K
( progesterone receptor, PR) 2 A &k K 4 K FE F % 1K
2(human epidermal growth factor receptor, Her-2) %
AN ILIRE " AT 40~50 ¥ W4 %A1
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e FEZ MERTERGHE, EENEER
Ve, ELE BT R AR RUE Y 25 4 Bois oY R WO B A A AR
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S A B EREW T LS, R E AR
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IRIEIT %, W2 W67 (It B 4 27 ) A1 40 Her-2
BE W 98 9T (40 o Z PR B AU- R 58 9T ) & TNBC 3 £,
TNBC ok R B0 R ER BB BN EH
BT TNBC B AFH AW BT FREBEKRA T
R HEFTERAEFE, S5 MEXNEFH
TNBC 7 W 09 % M b i % 0 08 7 B4R 7 — e ot
JE R R AR R R T AR 3t 7 R A E
EHEABRBEGNE, AT —EWH AR, B,
TNBC B % % 77 % G4 %k B & & W H # (#0471
PD-1/PD-L1 #i & |4 CTLA-4 Fifk 37 CDA7 Hifk) |
fif & 72 v (#n DRS.\DC £ ) T 28 e (e fie i 3% 1]
MBS TR ZERT 4M) 5= (i
& E| M F CF189) %, H ¥ IE KXk Bk %, Y
2T M 4 M 3L - & B 1 ( programmed cell death
protein 1,PD-1) /742 ¥ I 48 j 3% 1= & & B 1K 1 ( pro-
grammed cell death protein ligand-1,PD-L1) 1% 5% #y
%% A 25 B AT 41 A 3 7 TNBC A ", ML PD-1/
PD-LI G A Bt X B B R BT % &7
TNBC B4 % % iy £ F X W&, TNBC E & iy &
TRV, B by T 20 i fn B At R 40 MR X R
PR R AR BT AR K, U RRE AT
EAERWIERFRE T T TNBC 7 1 R # 3K
£ K TNBC #F PD-1/PD-L1 %% #l.#| . PD-
1/PD-L1 % Y& A 2 5 40 ] 71 42 16 K B0 B A6 % #F
R —1Fk,

1 PD-1/PD-L1 {F TNBC kgt Gy bl
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F 2 A0 5 8] 3R B A K B PD-L1 30| 7, 2015
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events,irAEs) . fH 7% /K = B 2 | Il5 )R K 5 & I PD-
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ﬁ#ﬁ#ﬂiﬁ%ﬁﬁé BIARE 1 R0 REGREF LR
RIIEEIT ;2 R A M, B RHEET, 3
éﬁzﬁﬂéé’mﬁ\%i%ﬂéﬂmﬁ%%%riﬂfw*ﬁﬂi
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