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Abstract: The interaction between platelets and tumor cells can not only promote the metastasis of malignant
tumors, but also affect the formation of malignant tumor-related thrombus. When tumor cells enter the blood, they
will immediately activate platelets to make them adhere to the surface of tumor cells, protecting tumor cells from
blood flow shear force and immune system attack, thereby promoting tumor metastasis. At the same time, the
massive adhesion of platelets may also lead to the formation of thrombus. In this article, we use the methods of
ingenuity pathway analysis and literature integration to explore the mechanism of platelet-tumor cell interaction
and potential drugs for the treatment of malignant tumor metastasis based on the platelet-tumor cell interaction. It
provides a certain theoretical basis and clinical reference for the future development of new drugs targeting platelet-
tumor cell interaction based on its mechanism of action.
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Figure 1 Chemical drugs targeting the interaction between platelets and tumor cells. VEGF: Vascular endothelial growth factor; PDGF:
Platelet-derived growth factor; CCL: Chemokine (C-C motif) ligand; CXCL8: Chemokine (C-X-C motif) ligand 8; ADP: Adenosine diphos-

phate; TXA2: Thromboxane A2
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Figure 2 Key targets and signaling pathways for platelet-tumor cell interactions. A: Targets related to platelet activation and tumor;
B: Network analysis between active ingredients of traditional Chinese medicine and platelet activation, tumor-related targets; C: Network
analysis of common targets between active components of traditional Chinese medicine and platelet activation and tumor; D: Core analysis
of related signaling pathways
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Table 1
tumor cell interaction. TNF: Tumor necrosis factor; HMGB1: High

The main molecular types and functions of platelet-

mobility group box-1 protein; TLR4: Toll-like receptor 4; IL: Inter-
leukin; ICAM-1: Intercellular cell adhesion molecule-1; VCAM-1:
Vascular cell adhesion molecule-1

Feature
Promote tumor growth and metastasist*!!

Main molecular type
TNF, HMGB1, TLR4,
IL-15, IL-6, I1L-10, and
other inflammatory factors
CCL2, CCL5,CXCL8,and Participate in tumor metastasis and
other chemokines invasiont*?

ICAM-1, VCAM-1, integrin, Stabilize the adhesion between platelets
P-selectin, E-selectin, and and tumor cells, thereby further

other adhesion factors promoting tumor metastasis!*!

VEGF, PDGF, and other Promote the growth of tumors and
growth factors surrounding blood vesselst /]
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