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and Activator of Transcription 3,STAT3) iyt &%
B AN (Exosomes) 4 17 (14 20 i 72 5 4 48 T2 - i
f& 1 (Programmed Cell Death Ligand 1,PD-11) i
il 9 1% BR 55 ( Tumor Microenvironment, TME)
AT AESE TNBC A e i A g 300 7] 58 25 3R 97 R4OCR 22 /Y
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B 1 PD-L1 76 FL AR 40 Mo v i 2 57 3 ik

Fig.1 Differential expression of PD-L1 in breast cancer cells
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SRR PD-L1 K & & DMSO 4K FELK 2: (b)
(o) ] ULHA [ W -5 B PR & 12 T g J& PD-L1 MR ) &
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Fig.2 Effects of proteasomes and autophagy lysosomes on PD-L.1 expression
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Fig.3 Effects of irradiation on PD-L.1 expression and transport in TNBC cell
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Fig. 4 Effect of irradiation on expression of sEVs-PD-L1 from TNBC cells
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Fig. 5 Correlation analysis of ATG7 with prognosis and signal pathway of breast cancer
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Fig. 6 Effects of inhibition of autophagy and/or exocrine

release on PD-L.1 expression and STAT3 activation
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Effect of Radiation Induced Autophagy on PD-LL1 Mediated Im-
munosuppression in Triple Negative Breast Cancer

LIN Chunxiang, WEI Kexuan,SONG Qiulu,ZHAO Wei" "
(Department of Radiation Oncology, Wuming Hospital Affiliated to Guangxi Medical University, Nanning, Guangxi, 530199, Chi-

na)

Abstract: Programmed Cell Death Ligand 1 (PD-L1) carried by exosomes in Triple Negative Breast Cancer
(TNBC) is associated with immunosuppression of Tumor Microenvironment ( TME). In order to explore
whether irradiation can regulate the expression of PD-L1 and improve the effect of TME, RT-qPCR and
Western blot were used to detect the expression of PD-1.1,LC3B, and P62 proteins in autophagy inhibitor
Chloroquine (CQ) ,autophagy activator Rapamycin (Rapa) ,and proteasome inhibitor MG132 under combined
or non combined irradiation. Secondly, the expression and localization of PD-1L1 before and after irradiation
were detected by immunofluorescence. Thirdly, the expression of PD-1.1 (sEVs-PD-1.1) in exosomes before
and after irradiation was detected by Western blot. Finally, bioinformatics was used to analyze the correlation
between ATG7 and breast cancer prognosis and signaling pathways. The results showed that the expression
of PD-L1 in TNBC was higher than that in non-TNBC. PD-L.1 can be degraded by autophagy and lysosome,
while autophagy induction after irradiation can promote the cytoplasmic transfer of PD-I.1 and down-regulate
the expression of sEVs-PD-L.1. The specific mechanism may be related to the activation of Signal Transducer
and Activator of Transcription 3 (STAT3) and exosome transport. The above results show that irradiation
can down-regulate the expression of PD-L1 in the microenvironment by affecting the occurrence of autophagy
and exosomes, thereby regulating tumor-mediated immunosuppression.

Key words:irradiation; exosomes;autophagy; PD-L.1;immune regulation

TEAL 2 4 - T

A REAXSREEERE

I B m 3% 07712503923

o HBFE : gxkx@gxas. cn

L B ARG hiep: //gxkx. ijournal. en/gxkx/ch




