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BACKGROUND SURGERY GROUPS FEMORAL MUSCLE

Adipose tissue distribution stemming from genetics and lifestyle is a major
determinant in obesity-related diseases [1]. Peripheral adiposity in the
subcutaneous/gluteofemoral region is considered protective against metabolic
dysregulation. It is proposed this tissue acts as a metabolic sink to sequester and
store lipid from circulation, protecting insulin sensitive tissues from ectopic
deposition [2]. While subcutaneous adipose tissue (SAT) has been associated
with improved insulin sensitivity and lower risk of adverse metabolic outcomes,

the relationship has not been fully examined ' |
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profile that correlated with diet-induced impaired glucose tolerance.
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Our outcomes will advance the field of adipose tissue biology by
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Femoral Muscle Insulin Sensitivity: Triglyceride deposition
in muscle was substantially increased at 13 weeks with HFD,
but no surgery effect. Insulin-stimulated phospho-Akt did
not decrease with increasing fat removal, yet femoral muscle
was hypersensitive to insulin when dorsal SAT was removed.
However, basal muscle insulin sensitivity decreased in a
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metabolic outcomes. By linking fat distribution and insulin sensitivity, we will be 100

prepared to better treat and prevent diseases like type 2 diabetes and

-\
- : ;"

e
pi

-

o
o
—
O
2
<
L
o
o
[
T
E
2]
—

13 Wk HFD Ins AUC 103

supporting that peripheral adipose tissue links to a reduced risk of adverse
mice HFD for 5 or 13 to termination. No effects of surgery were observed at 4 weeks for either diet.
Progressive surgery altered glucose regulation in a dose-dependent manner after
12 weeks on HFD. There were no surgery differences in insulin response. *p<0.05,
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Body mass index alone is a poor predictor of metabolic disease risk, rather
PAI1 total body fat distribution is considered influential more so than overall fatness.
IL-6 SAT makes up ~85% total fat mass and plays an important role in glucose
. homeostasis. Incremental removal of SAT produces a dose-response effect
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on systemic glucose tolerance and muscle basal insulin sensitivity,
AT Depot Mass = independently. We show that not only does SAT function as a “metabolic
Cell size = sink”, but that the sink is partitioned and has a dose-dependent
i X . relationship to glucose tolerance. HFD induced decreases in femoral muscle
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investigated as contributing factors in glucose excursion with increasing SAT
" - removal. No consistent pattern was observed that matches the response to GTT. _
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