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Therapeutic effects of growth hormone in a low birth weight-non-obese

diabetes mouse model
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IRI (nIU/mL) 1.4 3.9 0.03
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Ascorbic acid 1.1 0.566 1.0 0.802 1.3 0.073
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Anti -oxidant Ergothioneine 0814 0.108 0.9 0.563
Glutathione (GSH) 0.164 _
Hypotaurine 0.076 19 0.100
3-Indoxyls ulfuric acid 0.175 1.1 0632
Cysteine 0.265 _
Oxidative stress Methionine sulfoxide 1.2 0.564 12 0723 1.8 0.131
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