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DisScussion

Conclusions:

* Understanding where selective pressure
encourages evolution will help us best use
colicins 1n the future

* Ex: we can predict potential receptors

* Resistance to any antimicrobial will evolve,
but understanding how and when this
resistance arise helps us better plan for the
future.

Results

Objective/Goal: How do colicins evolve, and
what does their evolution tell us about Pore Forming
bacteriocins as a long-term solution to Colicins
antibiotic resistance?

Future Directions:

* Does this model of evolution apply to other
bacteriocins, such as pyocins?

* How does colicin evolution affect killing
ability?

* Using this information when genetically
engineering bacteriocins or designing
bacteriocin-based technologies
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Differences 1n killing mechanism can
explain this variation. m Nucleases m Pore-Formers
Nucleases must cross both outer and
Inner membranes to access nucleic acids
in the cytoplasm and kall the cell, so
nuclease cell entry options may be
more limited.
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themselves 1n the inner membrane, so
this killing mechanism can stay the same
but cell entry methods must change to
avoid resistance.
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