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Langerhansovi otocki: Funkcija
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INZULIN: ucinek in vivo
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Etiopatogeneza
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Etiopatogeneza sladkorne bolezni: POPOLNA KOMPENZACIJA
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Etiopatogeneza sladkorne bolezni: DELNA KOMPENZACIJA
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Etiopatogeneza sladkorne bolezni: DEKOMPENZACIJA
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Etiopatogeneza sladkorne bolezni tipa 2: en korak v levo, dva koraka v desno....
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Sladkorna bolezen tipa 2: remisija?

... kratkotrajna kaloricna restrikcija ...



i}
w0
=
D
D
T =
od
Ol = O
SRR
(%) U0
o 91 onedsH
o
w0
-
D
2
=t
-
)
O e
D)
h—
o —— T D
r I T T L T T L]
(@R ] u o uy o
[ Eat] [ - —
@\ (,unu |, “H6y Buw)
O 0 dOH [eseg
Q.
4=
m - m
N
@ o
O
O
b <
)
>
O =
O c
V4 O [
O 9 o L o O
b 8 I " L] v L v 1
wo oKy 2" T 238 3 3 3
G % (1/1oww) asoon|B (v poun)
= ~ (C ewseydbupgsey L] asuodsal :F___._..m:_ aseyd-isi4
2 ©
= 8]
m v
o
Q o
[a'e O

Lim et al, Diabetologia 2011

o=



Remisija je odvisna od izgube telesne teze
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Dolgorocni ucinki kaloricne restrikcije

Table 1 Sustained benefit on weight and blood glucose levels following a period of energy restriction in eight individuals

Time since Diabetes Weight A during Weight A following

Subject diet period Reported glycaemic control at this time duration diet (kg) diet (kg)

1 8 months HbA,. 40 mmol/mol (5.8%) 4 months -7.3 +3

2 7 months HbA,. 36 mmol/mol (5.4%) 3 years -30.4 -12.4

3 5 months HbA,. 35 mmol/mol (5.4%) 1 year —18 +5

4 5 months HbA ;. 39 mmol/mol (5.7%) 3 years -20.4 +2.2

5 5 months HbA,. 33 mmol/mol (5.2%) 6 months -17 +7.5

6 5 months HbA ;. 38 mmol/mol (5.6%) 8 months -254 +5.4

7 3 months Oral glucose tolerance test 4 years —-17.5 +2.5

Fasting plasma glucose 6.1 mmol/l
2-h plasma glucose 6.3 mmol/l
8 3 months Oral glucose tolerance test 6 months —18 -3
Fasting plasma glucose 5.1 mmol/l
2-h plasma glucose 6.0 mmol/l
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Misji model — orodje raziskovanja
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Misji model — orodje raziskovanja
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Misji model — orodje raziskovanja
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Povzetek

* Misji modeli sladkorne bolezni pomagajo razumeti razvoj sladkorne bolezni tipa 2 in
predstavljajo platformo za razvoj novih (ne)farmakoloskih pristopov.

* Spremembe v funkciji endokrinih celic: ,,en korak v levo, dva koraka v desno”.

* Intermitentna kaloricna restrikcija omogoci remisijo zgodnje sladkorne bolezni tipa 2.
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