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Abstract

      The objective was to study the effects of abomasal infusion of corn starch (CS) and dextrose
(DEX) as glucogenic, tallow (TAL) and fish oil (FO) as lipogenic sources on insulin, glucose and
insulin antilipolytic response of sheep. Five adult Baloochi rams were assigned to a 5×5 Latin
square design, infused abomasally with either water(WTR), CS(120g/d), DEX(120g/d),
TAL(58g/d), and FO(58g/d), for 14.5d. Treatments were infused twice daily at 0800 and 1400
before feeding. Intravenous glucose tolerance test (IVGTT; 0.25g DEX/kg BW) was performed on
d15 of each period after 66h feed restriction. Feed restriction was used to simulate body reserve
mobilization and increase plasma nonesterified fatty acid (NEFA) concentration. Blood samples
were collected at -5, 15, 30, 45, 75, 105, 135, and 165 min relative to administration of glucose.
Data were analyzed using the GLM procedure of SAS. In this experiment plasma basal NEFA were
decreased and glucose increased in both CS and DEX than others (P<0.05). So, the greater insulin
area under curve after 165 min of IVGTT (AUC165) in DEX, and same glucose AUC165 between
treatments, may show DEX treatment had insulin resistance effects. Data showed NEFA
concentration of CS and DEX were ever lower than others (P<0.01); it suggest that glucogenic
treatments enhanced antilipolytic effects of insulin.

Keywords: Insulin, nonesterified fatty acid, glucose tolerance.
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