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Gluconeogenic
precursors

aclds

Amino acids
from muscla and other
paripheral tisaues

LIVER

adipose tissue and muscle
/ ADIPOCYTE
Glucose 6-P —n— Glucose “ Glucose f .&-’-'H. \\II
I /_ —r Acetyl CoA —, \
Y %ﬁ C 1& |I Y TCA | I'|
Pyruvate .. > i . A8
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| Triacylglycerol f
..-’ Acetyl CoA #- Kelone bodies * thziuilgﬁe IIII F 9 :qn f
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Triacylgiycerol <= Falty acids
|
VILDL

||II
: \F;lt!y acids Glycaral /
L |
/"\ Fatty acids
Amino 4 VLDL

Aacclmulate)

Hyperglycemia results from

increased hepatic gluconeogenesis
and decreased glucose uplake by

insulin-dependent GLUTA of

Fatty acids

BLOOD
Glycaral
Ketosis results from the massive Chy ID“n”crnns
mobilization of fatty acids from accumulata)l
the adiposa followed by hepatic
ketogenesis.
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Typical mean blood glucose
concentrations observed in insulin-

dependent diabetics treated with:
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INTENSIVE THERAPY

@ Intensive therapy results in a
three-fold increase in the
frequency of hypoglycemia.

® Many clinicians believe the
increased risk of hypo-
glycemia that accompanies
intensive therapy is justified
by the substantial decrease
in the incidence of long-term
complications, such as diabetic
retinopathy and nephropathy.

1004 Intensive
therapy

Hypoglycemic episodes
per 1000 patient months
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B Insulin level in blood

Blood insulin rises from

Higher insulin
levels are required
to control blood
glucose in the
insulin-resistant,
obese individual.

basal levels after each meal.
¥ ¥ ¥
g“’“ — Obese

a Glucose level in blood

Blood glucose is
kept within the
SaMme narrow
range thoughout
the day in both
normal weight
and obese
individuals.

Glucose (mg/dl)
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Prevalence of retinopathy (%)

The benefits of an improvement
in glycemic control occurred over
the entire range of HbA. values;
thus, any improvement in
glycemic control is beneficial.

0

Mean HbAqc = 11% M

0 1 2 3 4 6 6 7 8 9
Length of follow-up (years)

2 B NE PR A - 12 1R B

BMEERETBIEE . AfHE
DR NIEES

EX(X25. 11) (. SIMED
MEDFERHLAICHNET T B,

WIREDREINMET I EHE%
~LTWS,

BEICMEZHET SRR, E
BT EMPEDERAE KT HE
IR FmE LRIDEZZONTLNS,

SRR UL

24



2BIHERRA T A

. Little exercise

(<500 kcalweek)
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lifestyle promote the |
development of Type 2 |

Obesity and sedentary |
diabetes.

& %h : Body Mass Index (kg/m2)
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