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Molecular analysis of immune evasion mechanisms by mycobacteria
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In this study, we examined which PKC isoforms have influence on phosphorylation
of p57/coronin-1 at Thr-412 using isotype-specific PKC inhibitors and short interfering RNAs (SiRNAs).
The results indicate that p57/coronin-1 at Thr-412 is phosphorylated by PKCalpha. Next we prepared mutant
of p57/coronin-1 at Thr-412, an Asp mutant (T412D), that mimic the phosphorylated form. To examine
whether Thr-412 phosphorylation affects the interaction of p57/coronin-1 with mycobacterial lipoamide
dehydrogenase C (LpdC), we conducted co-purification of LpdC with p57/coronin-1 (wild-type or T412D
mutant). We observed the LpdC was associated with wild-type of p57/coronin-1 but not with T412D mutant.
These results suggest that the mechanism of immune evasion by mycobacteria is inhibition of
phosphorylation with PKCalpha of p57/coronin-1 at Thr-412 by binding with LpdC

Coronin LpdC PKC
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