Role of tumor-released small extracellular vesicles in cancer pain
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The Injection of ketoprofen (classical anti-inflammatory
drug/pain killer) did not affect the pain hypersensitivity In
response to cancer-derived sEV injection (Fig. 6B).

CONCLUSIONS

Our results indicate that isolated sEVs were
sufficient to induce pain and blocking sEVs release reduced

with mMEERL cells developed tumors and quickly developed
cancer pain, characteristics true to those of human HNC.
Control mice received a saline injection. To test seVs’
contribution to cancer pain, genetically modified mEERL
cells unable to release sEVs (MEERL Rab27a* and
Rab27b” cells) were injected into mice. These were
generated by using CRISPR-cas9 to knock out RAB27a
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and RABZ7b genes involved in sV release. Finally, SEVs 0.0 0.0 cancer pain. Ketoprofen is an anti-inflammatory drug.
themselves were injected into healthy mice. saline 0.5M 1M 10 M saline 0.5M 1M 10M  Therefore, its inability to reduce pain hypersensitivity
Pain sensitivity was assessed. [SEV] [SEV] showed that pain did not result from inflammation. Taken
_ 15, Intraplantar (60 min) _,._ Intraplantar (24 h) tog_ether, our data indicate thaF cancer-derived sEVs are
CIGURES %’ | 2" critical mediators of cancer pain and therefore appear as
[s 3 new therapeutic targets for cancer pain.
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