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Ficus carica leaves extractimprove lipid metabolism in skeletal muscle of offspring rat with chronic intrauterine hypoxia
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Abstract  Objective To investigate the effect of ficus carica leaves extract (FCLE) on fat metabolism in skeletal muscle of
adult offspring rats with chronic intrauterine hypoxia, and its underlying molecular mechanisms. Methods 24 pregnant SD rats
were randomly divided into normal oxygen group, hypoxia group and treatment group with intervention of chronic intrauterine hypoxi-
aand 8-week FCLE ig treatment respectively. Colorimetric assay for hematology , muscular content, oxidation state, and real-time
PCR method for detecting lipid metabolism related protein expression in skeletal muscle. Results Compared with normoxic group,
hypoxia group rats increased lipid level, insulin resistance and skeletal muscle fat ectopic deposition [ (59.9+6.4) pmol/g vs (42.3+
5.5) pmol/g, P < (0.05) obviously. Adiponectin, adiponectin receptor 1 (AdipoR1) and the PPAR gamma (PPARY) expression re-
duced, acetyl-coa carboxylase2 (ACC2) expression obviously raised (P<0.05) ; the disturbance of lipid metabolism was reversed af-
ter FCLE intervention by upregulating adiponectin, AdipoR1 (0.61+0.10 and 0.22 + 0.07 in treatment group and hypoxia group, res-
petrvely, P <0.05) and PPARY expression and inhibiting ACC2 expression (0.49+0.09 and 0.95 + 0.14 in treatment group and hy-
poxia group, respetrvely, P <0.05). Conclusion FCLE attenuated hyperlipemia, insulin resistance and skeletal muscle lipid depo-
sition in chronic intrauterine hypoxia offspring rats. Adiponectin - AdipoR1-PPARy-ACC signaling pathway may be the potential mo-
lecular mechanism.

Key words  Ficuscarica; Chronic intrauterine hypoxia; Rat; Fetal programming; Lipid metabolism; AMP-activat-
ed protein kinase (AMPK)
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