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Any tissue proteins
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postabsorptive
period are
resynthesized.
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Brain completely
oxidizes glucose
to CO2 and water.

BLOOD

Acetyl CoA

Pyruvate

Glucose 6-P

Glucose

Of the fuels circulating ‘

in the blood, only glucose
can penetrate the blood-
brain barrier. The brain's
GLUT-3 transporter is
insulin-independent.
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; DIETARY FAT CAN BE CONVERTED
st TO! BODY FAT

INTESTINE When caloric intake exceeds energy

| expenditure, dietary fat can be
: TRl converted to triacylglycerol in the
adipose tissue.

Glucose Glucose—» Glucose B-P

| DIETARY CARBOHYDRATE AND DIETARY
PROTEIN CAN BE CONVERTED TO BODY FAT

When caloric intake exceads snergy
expenditure, dietary carbohydrate and
pretein can be cenverted to trincylglyceral
in the liver for ultimate deposition in the
adipose tissue.
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NADP H Protein

HMP™  pyruvate
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YLDL {—Trl-a-t:',.rl lycerol “1;:; ri‘ \u,_\ riacylglycero
Chylomicron
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YLOL — VLOL
{from liver)
h Insulin is an anabelic signal that
promotes synthesls of glycogen,
protein, and triacylglycerol.
Glucagon Insulin
Aming acids

Acetyl CoA
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Pyruvate
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‘ Fat: 15 kg = 135,000 kecal

- Protein: 6 kg = 24,000 kcal

‘ Glycogen: 0.2 kg = 800 kcal
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Ketone
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PRIQRITY 1: FEED THE GLUCOSE-REQUIRING TISSUES

Blood glucose is maintained first by degradation of
liver glyeagen, fallowed by hepatls gluconeagenesis.

P:.rrw;ll‘.c
Q‘ Acelyl Col — hﬁ-dmf‘
I'- alty acids
ntty acids 4

PRIQRITY 2: FEED THE NONGLUCOSE-REQUIRING TISSUES

Mobilization of triacylglycerols from adipose provides
fatty acids and precursors for ketone bodies.
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Glucme (P — Glucose el Glucose
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Triacylgl

Glycerol

v

Fatty acids
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Gluconeogenic
Precursors Glycerol

Epinephrine Glucagon

Glucagon and epinephrine are catabalic

signals that promote degradation of

glycogen, protein, and triacylglyoeral.
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