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Advance of detection of PD-L1 and its expression in breast cancer
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Abstract: In recent years, tumor immunotherapy has become a new anti-tumor therapy after surgery, radiotherapy, chemotherapy,
endocrinotherapy, and targeted drug therapy. In particular, many of patients with non-small cell lung cancer, melanoma and other
malignant solid tumors have gained effective and lasting clinical benefits from the immune-checkpoint inhibition therapy which
targeting for PD-1/PD-L1. The detection of PD-L1 is a key link in the treatment of immune checkpoint inhibitors, but its detection
methods and criteria in breast cancer have not been unified. This paper reviewed the detection methods of PD-L1 and its expression

in subtypes of breast cancer.
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Table 1 Detection methods of PD-L1 in non-small cell lung cancer

F= 1 de/BafRES PD-L1 M5 A

T H Clone 22C3 28-8 SP263 SP142

Performance Developer Dako Dako Ventana Ventana
Platform Link 48 Autostainer  Link 48 Autostainer ~ Benchmark Ultra Benchmark Ultra
Detection kit Envision FLEX Envision FLEX Optiview Optiview
Amplification No No No Yes

Interpretation Scoring TC TC TC TCandIC
Staining pattern membranous membranous membranous £ membranous £
for positivity cytoplasmic cytoplasmic
Minimum 100 100 100 50 with associated
TC number stroma
Csl:t::f/:rgz\;::n) >1%. 5%. 10% iziﬁ’( ;}itﬁifm TC=5%5 IC=5%

Pharma PR R RIS L TEV R (TR {IES 7 e N
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Table2 Expression of PD-L1 in different subtypes of breast cancer in some references
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i e
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20 4 P el e 5 B
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BS540 5 4 £
TMAL IHC, clone SP 142, JPJE#miufEEyy 245 161 35 50 61.4
= 19%58 ) o 241 A 1| 5 % £2.>5%
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