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Figure 2. A. Consumption of uric acid and production of allantoin in vitro. 1E9 cells were added to minimal media containing 1mM UA and . . e g
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UacT The circulating pool of UA is accessible from within the gut individuals with compromised kidney function.
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) . . _ . . _ Figure 3. /n vivo demonstration of an enterorecirculation loop for UA. In A & B, C57B/6 mice were given labeled UA (1,3-°N,) via intraperitoneal Disclosures
Figure 1. Schematic showing engineered components of SYN-GOUT strain of EcN capable of importing and route in the presence or absence of an uricase inhibitor, potassium oxonate. Accumulation of labeled UA was detected in both plasma (A) and This study was funded by Synlogic, Inc.

degradin.g UA to allantoin. The uox gene originates from Chimaeribacter californicus and the uacT gene from small intestinal contents (B) when uricase activity was inhibited. In (C), C57/B6 mice were given an increasing amount of labeled UA via oral
Edwardsiella tarda. gavage, and the appearance of labeled UA in plasma was measured. N = 8 animals/group.




