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Fig. 1 A non-obese hyperglycemic mouse model that develops after birth with low birthweight.
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213 mg/dL, 2 ¥ bu— VEEZFI 141 mg/dL) % 589E L
7z (Table 1). MRBiE=E, BEVE=EZ 20200172
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I L CERIEE RS E 2o 72 (p<0.01). £ AT
¥, HOMA-R (3 Z 2 1 il C g I 3.9 plU/mL,
208, 2 bu— )V 1.0 ulUmL, 0.16 THh -7z, Rl
BElZay bo— VB HNTA > A1) ~, HOMA-R 28
BREICEP- 72 (p<005). ZofEFE, Frd L 72mE

Table 1 A non-obese hyperglycemic mouse model that develops
after birth with low birthweight.
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Fig. 2 Future plans for preterm infant growth and development research.
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