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Metabolismo do individuo sadio

ESTADO DE JEJUM ESTADO ALIMENTADO

Tecido adiposo e musculo esquelético em repouso

(a) Na auséncia da insulina, a quantidade de transportatores GLUT4 (b) No estado alimentado, a insulina sinaliza para as células a necessidade
na mambrana da célula fica muito reduzida. de produzir & inserir transportadores GLUT4 na membrana, permitindo

uma grande anftrada de glicosa para dentro da célula.
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[e) No estado de jejum, os hepatdcidos sintetizam glicose e a transportam (d) No estado alimentado, o gradiente de concentracao da glicose
para o sistama circulatdrio através de transportadoras GLUT2. reverte-sa, & a glicosa entra para dentro dos hapatécitos.
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[e) No estado de jejum, os hepatdcidoes simtetizam glicose @ a transportam (d) No estado alimentado, o gradiente de concentracao da glicose
para o sistema circulatdrio através de transportadoras GLUTZ. reverie-sa, @ a glicosa entra para dentro dos hepatécitos.
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A conversao da glicose em
G-6-P mediada pela hexocinase
mantém a [glicose] intracelular baixa.




(a) Estado alimenado: dominio da Insulina
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(b) Estado de jejum: dominio do glucagon
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Metabolismo do diabetico tipo 1
METABOLISMO DAS GORDURAS I METABOLISMO DA GLICOSE \ METABOLISMO DAS PROTEIMNAS
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Hiperglicemia
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Diferencas entre Diabetes

« Doenca autoimune

e NAO ha producao de
Insulina

e Celulas Beta foram
destruidas

e Dependente de

Insulina para o resto
da vida

e Normalmente inicia na
juventude, mas pode
ocorrer em qualquer
idade

Tipo 2

e Resistencia ainsulina

e Produz ou ndo insulina
suficiente, mas o corpo
e resistente a ela

e Celulas Beta
deterioram com o
paAassdAdr do tempo

e Prédisposicao
genetica

e Normalmente surge
por volta dos 45 anos

e Obesidade



Sintomas da hiperglicemia
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Polidipsia Polifagia Poliuria
(sede incessante) (fome constante) (vontade de urinar
frequente)
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Visdo turva Xerostomia Cansago
(sensacdo de

boca secq)




Relacao eletrolitica
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Diabetic ketoacidosis (DKA) is the
most common hyperglycaemic
emergency in people with diabetes
mellitus and results in the triad of
events of hyperglycaemia, ketosis and
metabolic acidosis.

EFIDEMIOLOGY

The incidence of DKA is 13-80% in both adults and
children with type 1 diabetes mellitus (T10M). The
incidence of DKA as the initial presentation

of T2DM (known as ketosis-prone T20M) s
increasing worldwide, with

an incidence of 11% in

children, whereas the

incidence in adults +
i% urknwn,
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MANAGEMENT

The goal of therapy is to correct acidaemia,
rédtore circulatery volume and normalize
blood glucose concentrations and electrolyte
disturbances. Most people are treated initially
wilth intravenous insulin. 4 ‘1 l.-l.'u.'_l--l'_l-:lg' mathod of
fluid replacement is often used — intravenous
fluid without dextrose initially and, upon
volume correction, infusion with dextrose
correction to prevent hypoglycaemia caused by
the insulin therapy. Upon resolution of DEKA and
ance patients are eating and drinking normally,
maintenance therapy is implemented with
subcutaneous insulin,
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ImTiIDM and T2DM,

insulin deficiency

MECHANISMS
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Insulin
deficiency
leads to
increased hepatic
glucose production
and reduced glucose
uptake in peripheral
tissues, leading to
hyperglycaemia

Glucaose,
- y ketones .
_ and free »
- fatty acids
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Individuals
with DIKA

exhibit deep and
laboured breathing,
often with a “fruity’
edour indicative of
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in the liver
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dystunction, leading to coma and,
if untreated, death

.h-

P s Iy, v sz 100 DRSS9 0000 OF] 5602

DIAGNOSIS

DE & fnh]l.l{-ntl:.' presents with a short I':isr_:}r'l.-.

and symptoms — which include hyperglycaemia,

polyuria and polydipsia — usually develop over

a few hours. Abdominal pain is present in -60%
of patients; mental
The low pH due to acidosis status and level
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vary between
individuals
depending on

the severity of
hyperglycaemia
and acidosis,
Various
international
guidelines suggest
that the presence
af h!,.'l:u:-rgl.!,.'u:;u:ln1i:|
and acidosis

and positive
Estone tests confirm a -r.|i.'|4__',|n-r|-f.i5. although the
methods of documenting ketosis (urine versus
blood) vary,

ﬂUTLﬂﬂH 59

Several strategies have
been proposed 1o reduce
DEA events, including

dcoumulation

of ketoacids early screening, close
decreases serum follow-up of high-risk
bicarbonate levels individuals (those with
and leads to the multipte admissions
development of for DKA), availability of
metabolic telephone support from
acidosis diabetes specialist nurses
and targeted programmes

1o educate parents and

communities. bn some parts of the world,
efforts to ensure easy availability of insulin at an
affordable price are needed.
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