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Key Cytokines Involved in JNK-Promoted TME Immunosuppression and
Tumor Growth
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—igure 1. A and B, Inhibition of JNK signaling by JNK-IN-8 and CC-90001 (A) suppressed c-Jun
ohosphorylation, determined by Western blotting following 48-h treatment, and (B) inhibited cell
oroliferation, determined by CellTiter-Blue Cell Viability Assay following 72-h treatment in murine
PYMT-M TNBC cells. C and D, (C) Knockout (KO) of JNK1, JNK2, or both using CRISPR-Cas9
suppressed PyMT-M cell growth, assessed using the clonogenic assay.

Figure 3. A-F, Regardless of the absence or presence of INK1 and JNK2 in tumor cells, deficiency
of either (A-C) jnkl or (D-F) jnk2 in the TME (A and D) delayed tumor Initiation and suppressed
tumor growth, (B and E) increased M1 macrophage populations and reduced M2 macrophage
populations, and (C and F) increased M1/M2 macrophage ratios. * P < 0 .05; ** P < 0.01; **** P <
0.0001.

1. PMID: 39000314;

References

2. PMID: 36657483, 3. PMID: 32252279; 4. PMID: 34250544, 5. PMID: 34502556



