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 RT were tested to failure in 4-point bending
(right), at a displacement rate of 0.025 mm/s.

 uCT scans of failure sites were used to
calculate mechanical properties.
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FUTURE WORK

Our lab is continuing to investigate DKD by
developing and studying T2D models using KK/Ay
mice and T1D models induced with STZ doses.

Statistical Analysis
* One-way ANOVAs were performed with Tukey post-hocs for interaction.
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