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High Globo-H expression associated with poor survival of gastric cancer patients and enriched PD-L1 expression
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4. Activated AKT/p38/JNK signaling pathways with higher cyclin D1/cyclin E1
levels in high GH-expressing GC cells.

2. Positive GH expression associates with poor survival in GC overall population/poorly
differentiated tumors and invasiveness.

6. High GH expression correlates with higher levels of phosphor-EGFR protein
in tyrosine kinase inhibitor (TKI)-resistant NSCLC cancer cells.
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