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the pro- vs. anti-tumour effects of M¢s in patients treated with ZA
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Summary

U ZA did not affect M¢ phenotype or viability

O Apoptosis & repolarisation reported previously
O Short culture & no markers of early apoptosis

U ZA rendered Mds susceptible to VO2*+ T cell cytotoxicity
Q Killing at 10uM but not 1uM suggests that M¢s associated with calcified tissues
where ZA is known to accumulate are most likely to be susceptible to this effect
O No difference in susceptibility between M1 & M2 highlights the need to understand
the pro- vs. anti-tumour effects of M¢s in patients treated with ZA

U Cytotoxicity was perforin dependent
Q Perforin expression, degranulation & sensitivity to concanamycin A
O Incomplete blockade & differences in amount of inhibition between different Més
suggest other mechanisms of cytotoxicity
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