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Rationale Screening, Enrollment, and Follow-up of Study Participants Primary Outcome: Change In 2 hour C-peptide AUC By Slow Recovery Of CD4 And CD8 T Cells Following ATG
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Conclusions and Discussion

1. ATG therapy did not delay beta cell destruction over 12 months in subjects with recent
onset type 1 DM.

Baseline demographics and clinical characteristics were well matched.

» Mechanistic studies Bars represent 95% Cl, P=0.069.
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