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Chronic Subcutaneous ETV Gamma Irradiation (25 kGy) Accelerates
Exposure-induced Local Inflammation Release in Lactide-Containing Polymers
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Hematoxylin- and Eosin-stained tissue around PU-coated tablet. Locally extensive

necrosis proximal to the implant cavity is shown, along with a connective tissue response
in the subdermal layers. The severity of the adverse event was proportional to the '
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Conclusions

- Achieved an unprecedented 169 days of parenteral
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Polymers Evaluated Suggests Utility of a Fixed-Orifice Design Detected at Day 142 or Longer in All Groups
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