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Abstract Engineering Non-pathogenic E.co/i Nissle for the Treatment of Cancer

At Synlogic we apply synthetic biology to non-pathogenic bacteria (£. coli
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Figure 5. Conversion of the pro-drug 5-FC to 5-FU by engineered EcN. Large (150-450mm3)

Inducers and Sensors Consuming immuno-suppressive metabolites from the CT26 tumors were injected with EcN expressing cytosine deaminase (CD) under the tetracycline
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hours later given daily |.P. doses of 5-FC. Mice were monitored for signs of toxicity and tumor growth.
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