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BACKGROUND

® Esophageal squamous cell carcinoma (ESCC) is one of the most common
cancers associated with high mortality and has a low 5-year overall survival
(OS) rate when diagnosed at an advanced stage'

Table 1: Baseline Characteristics and Clinical Outcome

Monotherapy

Overall GEP
(n=53) (n=43)

Combination Therapy

Overall GEP
(n=15) (n=12)

Characteristic

Association of TLR and Treg Signatures With Clinical Outcomes of
Tislelizumab Monotherapy

® Clinical outcomes in subgroups defined by TLR, Treg, or combined signatures

are summarized in Table 2

e With a median TLR signature cutoft of 0.0474, higher objective response

e Qverall survival and differentially expressed gene signatures among distinct
NR subgroups and Rs are shown in Figure 2A and Figure 2B, respectively

— There was no significant difference in OS between the four NR subgroups

— Despite a high level of immune infiltration, NR1 (n=5) expressed a higher
exhaustion signature (driven by CD9%6, CTLA4, TIGIT, HAVCRZ2, etc.) versus
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CONCLUSIONS

® Through association analysis of tumor-immune transcription profiles with
clinical efficacy, TLR and Treg signatures have been identified as potential
biomarkers in patients with ESCC receiving tislelizumab monotherapy
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