Preparation of Abstracts
_______________________________________________________________________
Please submit a WORD file to: ericca@unina.it (please indicate in the Object: ESC Abstract-LAST
NAME)
Please use 1 page with 3cm margins top, bottom and each side. 1-line spacing.
Use Arial Font point 11. 500 words maximum please!
-Title (bold). Authors and affiliations. (underline presenting author)
3 line space
-Text

Example:
Spores of C. difficile Clinical Isolates Display a Diverse Germination Response to Bile Salts
Daniela Heeg, David A. Burns, Stephen T. Cartman and Nigel P. Minton
Clostridia Research Group, School of Molecular Medical Sciences, Centre for Biomolecular Sciences,
University of Nottingham, Nottingham, NG72RD, U.K.
Clostridium difficile is the major underlying cause of antibiotic-associated diarrhoea. Spores are widely
regarded to be the infectious stage of C. difficile, but in order to cause disease these spores must return to
vegetative cell growth through germination. While the mechanisms of germination are well understood
in Bacillus, knowledge of spore germination in C. difficile remains poor. Studies have shown that bile salts
and amino acids play an important role in regulating germination in C. difficile. Taurocholate has been shown
to act as a co-germinant with glycine, while chenodeoxycholate has been shown to inhibit spore germination
in a clinical isolate. Chenodeoxycholate and its analogues have, therefore, been suggested as potential
prophylactic drugs to prevent C. difficileinfection. Our previous studies of C. difficile sporulation rates have
identified a substantial diversity among clinical isolates. Consequently, we investigated how the germination
characteristics of 29 C. difficile clinical isolates vary in response to bile salts. We show that significant
diversity exists among this group of isolates in both the rate and extent of spore germination in response to
rich medium supplemented with both glycine and taurocholate. We also provide evidence that components
of rich medium such as BHIS may induce the germination of C. difficile spores, even in the absence of
taurocholate. Most importantly, we show that, while a potent inhibitor of germination in most isolates,
chenodeoxycholate does not inhibit germination, or vegetative cell outgrowth, in all C. difficile clinical
isolates. These data suggest that the germination mechanisms of C. difficile spores in response to bile salts
are complex and require further study. Furthermore, a prophylactic drug based on chenodeoxycholate might
not be sufficient for the control of C. difficile infection as its inhibitory effect on spore germination is unlikely to
be specific to all C. difficile strains.

