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BACKGROUND

* Colorectal cancer liver metastasis (CRLM) is a
leading cause of cancer death and morbidity.

* Long-term survival is poor.

* Microsatellite stable CRLM does not response to
currently approved immunotherapies.

 Tumor slice culture (Fig. 1) accurately o loparative
recapitulates human cancer microenvironment
and immune response.

* Interleukin-10 (IL-10) is a major inhibitory

RESULTS

Control (day 0)

alL-10 doubles

tumor apoptosis,
whereas aPD-1

does not.

Figure 2. IL-10 blockade leads to increased
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