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Syntaxin 17 (Stx17) is a SNARE protein which exchanges the function upon nutrient conditions (Fed
conditions; mitochondrial division. Starved conditions; autophagy). The distribution of Stx17 on
ER-mitochondria contact sites (mitochondria—-associated ER membrane; MAM) is important for the Stx17
functions.

Legionella pneumophila that cause severe pneumonia survive inside the host to manipulate host
physiological functions and bacterial proteins called “Legionel/aeffector” that is secreted form
pathogen to host cytosol play a crucial role in this manipulations. It is known that Legionella
suppress autophagy and some Legionella effectors are implicated in this suppression.

Because MAM is important domain for intracellular pathogenesis and Legionel//a block autophagy,
we examined the effect of Stx17 function on Legionel/la infection. Surprisingly, we revealed Stx17
is degraded by Legionel/la infection and we identified Lpg1137, one of the legionella effectors,
as a Stx17-degrading molecule. We also demonstrated Lpg1137 is a serine protease. We next examined
the effect of expression of Lpgl1137 on autophagy and leveled formation of isolation membrane in
which it is source of autophagosme is inhibited in cells expressing Lpgl1137, suggesting Lpgl1137
blocks autophagy through the degradation of Stx17. Furthermore, we demonstrated Lpg1137 suppressed
Bax—-dependent apoptosis and anti—apoptotic activity of Legionel/l/a is significantly diminished in
strain lacking Lpg1137, implying Stx17 implicates in apoptosis. This was proved by the data in which
silencing of Stx17 suppresses apoptosis. Taken together, these data suggest Legione//a escape the
host defense system by suppression of autophagy as well as apoptosis via degradation of Stx17




