Single-Cell RNA-Seq Reveals Insights into the
Effects of Immune Checkpoint Inhibitors
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Introduction “

Anti-PD-1 mAb treatment inhibited tumor growth and
induced long-term anti-tumor effect
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Single-Cell Analysis Reveals the Impact of Immune Checkpoint Blockade on the Tumor Microenvironment

Immune checkpoint inhibitors (ICI) have demonstrated
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the tumor and peripheral levels. O P O O O P (B) Bar plot displaying cell proportion of CD8* T cell subtypes in anti-PD1-treated (aPD1) and control (Ctrl) groups.

(C) Bar plot of significantly enriched GO terms in each group.

(D) Chord plot showing the significantly enriched interaction network between myeloid cells and T cells in aPD1 group (left panel) and Ctrl
group (right panel). LR, Ligand-Receptor

(E) Bubble plot showing enriched communication ligand-receptor (LR) pairs from myeloid to T cells (left) and from T to myeloid cells
(right).

(F) Differentiation trajectories of CD8* (left) and CD4* T cells (right panel).

Tn — naive T cells; Teff — effector T cells; Tcm — central memory T cells; Tem — effector memory T cells; Trm — tissue-resident memory T cells; LR — ligand receptor

= Anti-PD1 therapy potentiated the tumor-killing
capability of tumor-infiltrating T cells.

Effects of anti-PD-1 on memory T cell formation. (A) Anti-
PD-1 mAb administration significantly increased percentages of
long-lived CD8* CD44*CD62L* and CD4* CD44+CD62L* central

= Simultaneously, the treatment facilitated , ,
memory T cells (TCM) in peripheral blood.

reprogramming of T-cell subsets in PBMCs.
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