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INTRODUGAO

METABOLISMO DA GLICOSE
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HIPOGLICEMIA

DEFINICAO

Concentracdo plasmadtica abaixo da qual o individuo
apresenta sintomas resultantes do fornecimento
inadequado  deste  substrato aos tecidos-alvo,
nomeadamente ao SNC.

« Baixa concentracdo plasmatica de glicose

Triade de Whipple <+ Clinica compativel com hipoglicemia
» Resolucéo clinica apés normalizacao glicémica

Longo DL, et al. In: Harrison’s Principles of Medicine.
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SUBSTRATOS & CLINICA

HYPOGLYCEMIA
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Glicémia (mg/dL) Resposta Glicogendlise  Gliconeogénese Lipolise Cetogénese

80 a 85 | Insulina 1 1 1 1

65 a0 1 Glucagon 1 1 1 1
1 Adrenalina 1 1 1 1
1 Cortisol 1 1
1 GH T T

50 a 55 Neuroglicopénia

< 50 J Consciéncia

Cryer PE, et al. In: Williams Textbook of Endocrinology, 2016

Gosh A, et al. Arch Dis Child. 2016; 101: 575-80
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M= TRATAMENTO DE EMERGENCIA
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Doente consciente e com tolerancia oral
1. Glicose oral 10 a 20g
2. Lanche com hidratos de carbono de absorgao lenta I

ACUCAR

HIPOGLICEMIA Doente inconsciente ou sem tolerancia oral
1. Bolusivde 2 a 5mL/Kg de Glicose a 10%
(Repete 15 minutos depois se glicémia <70mg/dL)
2. Perfusdo iv de Glicose a 10%, a um ritmo de 5mL/Kg/h
(Objetivo glicémico de 70-110mg/dL)
GIR (mg/Kg/min) = [Ritmo (mL/h) x Dx%] : Peso (Kg)

Doente inconsciente e sem acesso iv
Glucagon im: 0.5mg se < 25Kg (1/2 ampola)

1mg se > 25Kg (1 ampola)

(10 a 30 ug/Kg)

CONTACTAR A ENDOCRINOLOGIA

Thornton PS, et al, from the Pediatric Endocrine Society. J Ped 2015; 167(2):238-45
Gosh A, et al. Arch Dis Child. 2016; 101: 575-80




HIPOGLICEMIA

ETIOLOGIA

Hiperinsulinémia
- Hiperinsulinismo Congénito
- Insulinoma

Insuficiéncia SR
- Primaria/ Secundaria
- Supressao de corticdides exdgenos

Défice ou Resisténcia a GH

Doengas Hereditarias do Metabolismo
- Glicogenoses
- Gliconeogénese
- Oxidacdo dos Acidos Gordos
- Cetogénese

Decragsed
glucose ,CNS

\ il lws'
= (PNS) Increased sympathoadrenal outflow
-
-
Decreased -7
f-@ -~ _.insulin &r S R
" S Adrenal
a2 medulla
-

=~ Increased NE ncreased ACh
________________ » (palpitations, (sweating, hunger)
tremor, arousal)
1 Pancreas |_‘—‘

Decraasad Increased Increased Increased
Insulin glucagon epinephrine neurogenic symptoms

-~ \

Peripheral
//__ R0N9orS \

(SNS)

‘
Muscle Kidney Fat

h\

amino adds,
glycerol

Increased Dacreased Increased
glucose production glucose clearance ingestion of carbohydrates
Increased
glucose

- Metabolismo dos Aminodacidos ou dos Acidos Organicos

- Cadeia Respiratéria Mitocondrial

Doenga Hepatica
InfegGes: gastrenterite, septicémia, malaria

Drogas: alcool, insulina, sulfonilureias, bloqueadores [, paracetamol, salicilatos

Cryer PE, et al. In: Williams Textbook of Endocrinology, 2016

Gosh A, et al. Arch Dis Child. 2016; 101: 575-80



DIAGNOSTICO DIFERENCIAL

AMOSTRA CRITICA (2-3mL RN/ 5mL Crianca)

= Plasma (antes da correcao da hipoglicémia) ‘ L
=)
- Glicose (TS) = ' -
. , ) -
- Insulina e peptideo-C (TS) iy
HIPOGLICEMIA - Gasimetria com lactato L\ s | L £
— R-hidroxibutirato (TS) NG Rl A

— Acidos gordos livres (TS)
- Cortisol (TS)
- GH (TS)

= Plasma

- Acilcarnitinas (EDTA + gelo / cartdo)
- Aminodcidos (TS)
— Amonia (HL + gelo)
— Ureia e eletrdlitos (TS)
- Provas de fung¢ao hepatica (TS)
= Urina (primeira amostra apods o episddio de hipoglicémia)
— Corpos cetdnicos
~ Acidos organicos

Thornton PS, et al, from the Pediatric Endocrine Society. J Ped 2015; 167(2):238-45




HIPOGLICEMIA

SUSPEITA

OUTROS EXAMES

DIAGNOSTICO DIFERENCIAL

HIPOGLICEMIA

.

pH, HCO3, Lactato, -OHB, AGL
l

Y v

ACIDOSE METABOLICA SEM ACIDOSE
1 |
1 AGL J AGL
1 Lactato 1 -OHB LBOHB LA-OHB
-GLICOSE 6-FOSFATASE -CRIANCA NORMAL -UHIDA?EQ DOS AG = HIPERINSULINISMO
-FRUTOSE 1,6-BIFOSFATASE -HIPOGLICEMIA CETOTICA | - CETOGENESE - HIPOPITUITARISMO
-PIRUVATO CARBOXILASE -GSD TIPOS 0,3,6, 9
- DEFICE DE HC
-INSUFICIENCIASR

' ' l '

Percursoresda Gliconeogénese  Prova de Glucagon Acilcarnitina Insulina e Peptideo C

Prova de Glucagon Prova de Estimulacio daHC Prova de Glucagon
Prova de ACTH Prova de Estimulacdo da HC
Acidos Orginicos na urina Prova de ACTH

Funcio Tiroideia

Sperling MA, et al. In: Practical Algorithms in Pediatric Endocrinology, 2016
Langdon DR, et al. In: Pediatric Endocrinology, 2014



1. HIPERINSULINISMO MONOGENICO

* Incidéncia global 1/ 10-15.000 RN

HIPOGLICEMIA

insulina » Apresentacdao tipica no RN ou pequeno lactente

« Secrecdo inapropriada de insulina pelas células 3 pancreaticas
 Hipoglicemia grave, hipocetotica e com | ac. gordos livres

« Causa mais frequente de hipoglicemia persistente na infancia

» Heterogeneidade clinica, molecular, histologica e genética

« Com repercussao neurolégica em 30-50% dos casos

Stanley CA. J Clin Endocrinol Metab 2016; 101:815
Banerji I. Clin Endocrinol 2013; 78:803 - 13




1. HIPERINSULINISMO MONOGENICO
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1. HIPERINSULINISMO MONOGENICO

Diagnostic criteria for HH

HIPOGLICEMIA Hormone/Metabolite
Measured Result HH Type

Insulina Glucose infusion rate All forms of hyperinsulinemic
Laboratory blood glucose level <3 mmol/L < 350mg/dL hypoglycemia

Levels of serum insulin/C-peptide Detectable or elevated
Levels of serum ketone bodies Suppressed/low

Levels of serum fatty acids Suppressed/low
Serum ammonia level Elevated in HI/HA HI/HA syndrome
syndrome
Plasma hydroxyl- Raised in HADH deficiency HADH deficiency
butyrylcarnitine level
Urinary 3-hydroxyglutarate Raised in HADH deficiency
level

Guemes M, et al. Pediatr Clin N Am 2015; 62:1017-36



2. DM COM INSULINOTERAPIA

Umpierrez GE et al. Diabetes Care 2018; 41 (8):1579-89
Com PSCI Evans K et al. Clinical Medicine 2013; 13 (3):244-7

1. Suspensao da “bomba” na presenga de hipoglicémia

(Se possivel, DBT 0% durante 30 minutos, em vez de suspensao. Reinicia automaticamente.)

HIPOGLICEMIA

Insulina

MENU PRINCIPAL

BOLUS |
H b19:33  H26.85
SUSPENDER :
(3}
SENSOR
CAPTAR EVENTO
BASAL

CJINFUSAO E RESERV

UTILITARIOS o STOP YOUR (2] ©10:59 _ @26.05
| g» ©

Press G to move to the STOP YOUR Press G2 to select. Your pump returns to
SUSPENDER PUMP screen. the STOP screen.
Prima ACT p/parar bomba Your pump is now in STOP mode.

No insulin is being delivered.

Se nao conseguir suspender, desconecte o cateter!

www.medtronicdiabetes.com www.accu-chek.com




A=
- -
=

£70 mg/dL
HIPOGLICEMIA

%

1 . HC agiio RAPIDA

—

15 min
>70 mg/dL
. Glicémia — =
HIPOGLICEMIA | NV
'
. 2 HC agio RAPIDA
Insulina
15 min
HC agdo LENTA HC agiio LENTA
ou refeigdo ou refeicdo

Glicémia

15 min
* =100 Fii DA CORRECAD

", Glicémia
3 . HC acao RAPIDA

Glicémia HC agio LENTA

Reavalia até
| glicémia >100

Glicémia — s

* Dirija-se ao hospital mais proximo

Glicose a 10% iv

1. Bdlus 2 a 5mL/Kg
2. Perfusdo 5mL/Kg/h

2. DM COM INSULINOTERAPIA

Hidratos de Carbono (HC) de agdo RAPIDA

Peso da crianga <30 Kg >30Kg
Pacotes de aclcar 1 2
Comprimidos de glucose 5 4
(Glucotabs®)

Sumo Meio sumo 1 sumo
(10 a 15g agucar/100mL) (100mL) (200 mL)

ACUCAR

Hidratos de Carbono (HC) de acdo LENTA

* Se fora da refeicéo:
Come 12g (1 porgéo) de pdo ou bolachas,
sem insulina rapida

* Se na hora da refeicio:

Desconta 12g (1 porcédo) nos célculos de
insulina rapida

Agua Destilada

10 a 30 pg/Kg



2. DM COM INSULINOTERAPIA

Umpierrez GE et al. Diabetes Care 2018; 41 (8):1579-89
Com PSCI Evans K et al. Clinical Medicine 2013; 13 (3):244-7

2. Reinicio da “bomba” no final da correcao

Reconexao do cateter, se desconectado

HIPOGLICEMIA

Insulina

s ©® 14:33 m]

SUSPENDER

Pres ACT p/parar bomba l

e 14:33 LLLL]
Parou as 13h11 '
|

REACTIUVAR

ACT-Reiniciar basal I

www.medtronicdiabetes.com www.accu-chek.com



Secundaria: Hipdfisaria
- Hipopituitarismo

- congénito

HIPOGLICEMIA

- adquirido
- Terapéutica com CS
Primaria: Adrenal
- Hiperplasia Congénita
- Virilizante Simples
- Perdedora de Sal
- Nao Classica
- Auto-imune (D. Addison)

- Qutras

INSUFICIENCIA SR

N Ve
{{\J . Cortisol
:\f",\.-ﬁ‘{
I y. ; .

“Mblood glucose availability
M Na+ retention

MK+ excretion
“Nsuppression of immune system

Nicolaides NC, et al. Endotext 2017



INSUFICIENCIA SR

HIPOGLICEMIA

l

Low aldosterone
Liver Intestine Kidney Cardiovascular
yGluconeogenesis * Nausea bt gz‘:"l“ ‘335 . * Low vascular tone
. Vi P L oliC diures * Ta rdia
{Glycogenolysis b « H*, K* retention 2
Hypogylcemia Dehydration Hypotension |
;] Hyponatremia
Hyperkalemia
Acidosi
R ———————————————————————— [
Clinical and Laboratory Features of an Adrenal Crisis
Dehydration, hypotension, or shock out of proportion to severity of
current illness
MNausea and vomiting with a history of weight loss and anorexia
Abdominal pain, so-called acute abdomen
Unexplained hypoglycemia
Unexplained fever
Hyponatremia, hyperkalemia, azotemia, hypercalcemia, or eosinophilia
Hyperpigmentation or vitiligo
Other autoimmune endocrine deficiencies, such as hypothyroidism or )
gonadal failure Tenenbein M, et al. In: Ped Emerg Med, 5th Ed, 2017

Stewart PM, et al. In: Williams Textbook of Endocrinology, 13th Ed, 2015



HIPOGLICEMIA

4

TRATAMENTO DE EMERGENCIA

Previous history of
Al or CAH

!

Precipitating event

* Fever

* Surgery

* Omission of treatment
 Steroid withdrawal

I

Initiate specific therapy

* No previous history Physical .Clm ;
» High suspicion for Al * Hyperpigmentation
of skin and mucosae
* Ambiguous genitalia
* Short stature
* Vitiligo
, Y
Critical blood sample Lab tests
» Cortisol *CBC
* ACTH * Body fluid cultures
* Aldosterone * Complete metabolic
* Plasma renin activity profile
* 17-hydroxyprogesterone * Blood gas
* Androgen levels *ECG
v
Consult and Admit
* Pediatric endocrinologist
* Pediatric intensivist

* Antibiotics

* Stress doses: 2-3 times
the daily dose of steroids

* Oxygen

* Fluids

4

4
Fluid and sodium replacement Hypoglycemia
* 20 ml/kg of D5 normal * For Children 2-4 mL/kg
saline over 1 h and of 25% dextrose
repeat if necessary * In neonates 2 mL/kg of
* When stable use D5 half 10% dextrose
normal saline to replace Maintain blood glucose
Great Ormond Street m .?ﬁgf&%;ml-- el
Hospital for Children and replace over 24 h
MHS Foundation Trust ‘ Mineralocorticoid
UK standard recommendation 0
Glucocorticoid replacement replacement
Hydrocortisone Emergency Bolus Dose | | buqrocortisone 50-75 mg/m? | | Give 0.05-0.1 mg of
Dose (mgs)  Age (years) IV, IM. 5! fludrocortisone (Fluorinef)
25 0-1 * Methylprednisolone 10-15 when the patient is able to
50 1-5 mg/m? or Dexamethasone tolerate oral fluids.
100 over 5 1.5-2 mg/mZare Monitor for hypertension
comparable but not ideal
because of poor
mineralocorticoid effect
*Prednisone is not used for
acute therapy

Stewart PM, et al. In: Williams Textbook of Endocrinology, 13th Ed, 2015

Tenenbein M, et al. In: Ped Emerg Med, 5th Ed, 2017






DEFINICAO

PREDIABETES PREDIABETES
> 100 mg/di 2 140 mg/di
< 100 mg/di < 140 mg/dl
NORMAL NORMAL
HIPERGLICEMIA
JEJUM PTGO-2h

ISPAD. Ped Diabetes 2018; 19 (Suppl 27):7-19

ADA. Diabetes Care 2017; 40 (Suppl 1):11-24



ETIOLOGIA

Patient predisposition

Pancreatic reserve
Insulin resistance

—p» | Treatment lliness 4

Exogenous glucocorticoids Catecholamines

Vasopressors HFA axis activation
Total parenteral nutrition Inflammatory cytokines
Enteral nutrition Lipotoxicity

HIPERGLICEMIA Hyperglycaemia

Drogas: glucocorticoides, tacrolimus, L-asparaginase, ciclosporina,
agonistas

Duggan KM, et al. Lancet 2009; 373:1798-807




HIPERGLICEMIA TRANSITORIA

Pancreas Adipose tissue
o Hormonal

!/J;j counter-regulation response A
—— _
! ~ >
\ ‘ Catecholamines, glucagon, 32’#
cortisol, growth hormone

Reduced insulin Increased
production l lipolysis

V

Free fatty acids

insulin-stimulated > «———— Free fatty acid
HIPERGLICEMIA glucose uptake Amino acids production

Gluconeogenesis
Glycogenolysis
Glucose output

Hyperglycemia <

SR

Skeletal muscle

Relative insulin resistance Increased glucose
| production
Mitochondrial Endothelial Immune Superoxide
injury dysfunction dysregulation generation

Duggan EW, et al. Anesthesiology 2017; 126 (3):547-60



HIPERGLICEMIA TRANSITORIA

Hospital-related hyperglycaemia
Fasting glucose more than 69 mmol/L or random glucose
higher than 11-1 mmol/L during hospital stay that reverts to
_ Hospital related
normal range after discharge hypergiycaemia

|. Stress
| hyperglycaemia

Known diabetes New diabetes

Duggan KM, et al. Lancet 2009; 373:1798-807

Largé variations in ICU pract.it':es across studies likely resulted in inconsistent results. Future studies of TGC
HIPERGLICEMIA need to take into account the impact of commonly used ICU practices and, ideally, standardize protocols in an
attempt to improve the accuracy of conclusions from such studies.

SR J Diabetes Sci Technol 2012:6(1):37-47

ABSTRACT

A systematic review was undertaken to assess the effect of using insulin therapy in the
treatment for stress hyperglycaemia in children without preexisting diabetes in: achieving
normoglycaemia, improving symptoms associated with hyperglycaemia and survival, and to
determine if any adverse effects were associated with the use of insulin therapy.
Conclusion: There is currently jnsuffident evidence for the routine use of insulin therapy in
stress hyperglycaemia compared with conventional care in children without preexisting
diabetes.

Ng SM, et al. Acta Paediatrica 2014; 103: 6-9



DM

> 200mg/dL e Sintomas Classicos de DM

HIPERGLICEMIA

« DEFICE ABSOLUTO

J Secregao

Insulina

» DEFICE RELATIVO
J Acao

ISPAD. Ped Diabetes 2018; 19 (Suppl 27):7-19

ADA. Diabetes Care 2017; 40 (Suppl 1):11-24

* Polidria, nocturia, enurese
* Polidipsia
* Polifagia

* Perda ponderal




1. DM INAUGURAL

ISPAD Ped Diabetes 2018; 19 (Suppl 27):155-177

|. CETOACIDOSE DIABETICA

: DM1
DIAGNOSTICO - sangue venoso ‘ Absolute insulin deficiency ‘
» Glicosuria | Stress, infection or insufficient insulin intake |
|
o Ceto n ém | a 2 3 mmo I /L Counterregulatory hormones
M Glucagon “Cortisol
« Cetonlria = 2+ Catecholamines . 1 Growth Hormone
' | |
| ipolysis | | JGlucose utilization | T Proteolysis | D Glycogenolysis |

J/ Protein synthesis

| P Gluconeogenic substrates |

‘M FFA to liver

" Ketogenesis
Jr Alkali reserve

Acidosis

| T Gluconeogenesis |

|
' " vaerglvcem ia 1—
I

| Glucosuria (osmotic diuresis) |

HIPERGLICEMIA

| Loss of water and electrolytes |
Decreased fluid intake

|
P Lactate [~ _‘ Dehydration ’_—'| Hyperosmolarity
I

Insulina GRAVIDADE —1 Impaired renal function |
pH

7.1 7.2 7.3

Grave Moderada

mmol/L

HCO3



TRATAMENTO DE EMERGENCIA

ISPAD Ped Diabetes 2018; 19 (Suppl 27):155-177
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DOl: 10.1111/pedi1 2701
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ISPAD CLINICAL PRACTICECONSENSUS GUIDELINES

ISPAD Clinical Practice Consensus Guidelines 2018: Diabetic
ketoacidosis and the hyperglycemic hyperosmolar state

Joseph |. Wolfsdorf! | Nicole Glaser? | Michael Agus'® | Maria Fritsch* @ |
Ragnar Hanas® | Arleta Rewers® | Mark A. Sperling’ | Ethel Codner®

HIPERGLICEMIA

Goals of therapy

Insulina . .
« Correct acidosis and reverse ketosis

# Correct dehydration
# Restore blood glucose to near normal

# Monitor for complications of DEA and its treatment

# |dentify and treat any precipitating event




1. DM INAUGURAL

ll. ESTADO HIPERGLICEMICO HIPEROSMOLAR

DM2, DM1, DM NN transitorio 624

DIAGNOSTICO - sangue venoso

* Glicémia > 600mg/dL * Osmolaridade > 320mOsm/Kg
* pH > 7.25 (> 7.30 arterial) » Cetonémia ausente/ ligeira
* HCO3 > 15mmol/L * Alteracéo consciéncia/ convulséo

HIPERGLICEMIA
Sobreposicao entre CAD e HHS!!

: PARTICULARIDADES

Insulina

» > Desidratacao (12-15%) e > perda electrolitica (K, PO4, Mg)

» Expanséo volémica = Diurese osmotica = Risco de colapso circulatorio!
» Contabilizac&o das perdas urinarias

* Insulinaiv apenas quando ritmo de | glicemia <50mg/dL/h

ISPAD Ped Diabetes 2018; 19 (Suppl 27):155-177



TRATAMENTO DE EMERGENCIA

Fluids Electrolytes Insulin
HHS Hyperosmolar DKA
Bolus 0.9% saline 20 cc/kg, repeat When serum K' <5 mEg/L, Start insulin infusion w'hgnﬂ Start insulin after initial
until perfusion established start replacement with K no longer decregses with fluid fluid bolus
/ \ A0 mEa/t alone
Maintenance fluids plus | Replace urine output ‘ IV regular insulin IV regular insulin
deficit replacement 0,025-0.05 unit/kg/hr 0.05-0.1 unit/kg/hr
over 24-48 hours; 0.45- Manitar electrolytes, depending on degree
of acidosis

calcium, magnesium,
phosphate every 2-4
haurs

0.75% saling_

Titrate insulin dose to
decrease blood glucose
75-100 mg/dL per hour

HIPERGLICEMIA

Insulina

Frequently assess circulatory status
Adjust rate and electrolyte composition of fluids as needed

Se I Mg e | Cagraves » Magnésio: 25 — 50 mg/Kg a cada 4-6h (pode repetir até 3-4x)

(max: 150mg/min)
ISPAD Ped Diabetes 2018; 19 (Suppl 27):155-177




1. DM INAUGURAL

lll. HIPERGLICEMIA ASSINTOMATICA

« Com ou sem cetose DM1, DM2, MODY

* Intensificac&do da hidratacéo (oral ou iv)
« Sem necessidade de insulina iv

* Inicio de insulinoterapia intensiva sc

Pré-pubere: 0.5 — 0.6U/Kg/dia

Dose Diéaria Total (DDT) =0,5-1,0 U/Kg/dia Pabere: 0.7 — 1U/Kg/dia

- Basal: 40 a 50% da DDT
* Analogos de

HIPERGLICEMIA

Glargine

» 1 a 2x/dia (acordar / deitar) /\ [\ /’\"5“"""“”””“""”"““*
: -

- Bolus: 50 a 60% da DDT
* Analogos de

Detemir

Insulina « Correcao da glicémia e HC ingeridos
. = 1800 : DDT (reducéo glicémica realizada por 1U de insulina)
. =500 : DDT (gramas de HC compensados por 1U de insulina)

Jejum / Pré-prandial 70 — 145 mg/dL
Pés-prandial 90 — 180 mg/dL
Ao deitar 120 — 180 mg/dL

B 80 — 162 mgidL ISPAD Ped Diabetes 2018; 19 (Suppl 27):20-27




2. DM1 DESCOMPENSADA

e el

> 250mg/dL

BLURRED

DRY MOUTH INCREASED VISION
THIRST

@ @«

FREQUENT

| WEAKNESS Ml HEADACHE URINATION

Ligelra - Madarziclz IVIoOErada=Grave Grave

0,6 1,5 3,0 mmol/L

1 qlts

HIPERGLICEMIA

* Se cetonémia 2 3,0 avaliar EAB: se CAD, agir segundo protocolo
Insulina

* Bélus corretor com insulina rapida de acordo com o FSI (ou 5 — 20% da DDT)

* Intensificacdo da hidratacgao (iv se CAD ou intolerancia oral)

* Reavalia¢cOes mais frequentes: glicémia 1/1h e cetonémia 2/2h

ISPAD Ped Diabetes 2018; 19 (Suppl 27):20-27



2. DM1 DESCOMPENSADA

Umpierrez GE et al. Diabetes Care 2018; 41 (8):1579-89
Com PSCI Evans K et al. Clinical Medicine 2013; 13 (3):244-7
ISPAD Ped Diabetes 2018; 19 (Suppl 27):115-35

1. Sem cetose (< 0,6 mmol/L)

* Verificar PSCI (avisos no ecra, reservatorio e pilha. duracio da insulina, conjunto de infus&o)

MEHL
SETTINGS

HIPERGLICEMIA

MENU Bolus

Definir Bolus!
Usar Bolus Wizard?
Etapa 1l
11:00
ﬁrnnnuzm GS 5 ' Prima () 3 vezes para aceder a0
Insu | | na _— mmol/1 Bolus Wizard.
l Etapa 2
11:00
ﬁmnnuzm S Lo Use Q para introduzir o valor da
mmol/1 GLICOSE NO SANGUE em mg/dl e
? _1 I prima @).

* Reavaliacédo da glicémia e da cetonémia 1h depois:

- Se 1 glicémia e cetonémia -> bolus de correcdo COM CANETA

www.medtronicdiabetes.com www.accu-chek.com



2. DM1 DESCOMPENSADA

Umpierrez GE et al. Diabetes Care 2018; 41 (8):1579-89
Com PSCI Evans K et al. Clinical Medicine 2013; 13 (3):244-7
ISPAD Ped Diabetes 2018; 19 (Suppl 27):115-35

2. Com cetose (= 0,6 mmol/L)

» Administrar bolus corretor COM CANETA (se possivel, purgar o bélus da “bomba”)

\.1.:_..,.,‘_ c.

» Suspender a “bomba” e substituir a insulina e o conjunto de infusao

T Izj Prolongador / Tubo

3 \ a
Cateter / Canula \

HIPERGLICEMIA

Bateria
Teclas operativas

Insulina

Visor Aplicador
ﬂ Adaptador
Reservatério i Glucémetro / Comando
... “ " o
« Reiniciar a “bomba e

» Reavaliacéo da glicémia e da cetonémia 1h depois

* N&o ingerir alimentos até correcao da cetose

www.medtronicdiabetes.com www.accu-chek.com
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»

2. DM

J

consult

1 DESCOMPENSADA

Patient With Insulin Pump Admitted to Hospital

Critically ill

Obtain inpatient diabetes

Transition to IV
insulin infusion

—|

[

Undergoing surgical Noncritically ill
procedure
Able to Not able to
operate operate

insulin pump insulin pump
Long procedure | | Short procedure Continue Transition to
(>2 hours) (<2hours) |—*  insulin basal-bolus

pump regimen

Changes to Pump Therapy With Imaging Studies

X-ray/CT

MRI

Ultrasound

Pump should be covered by lead apron

Pump and metal infusion set should be removed

No need to remove pump but transducer should not be pointed
directly at the pump

Cardiac catheterization

Pump should be covered by lead apron

Pacemaker/automatic implantable
cardioverter defibrillator (AICD)

Pump should be covered by lead apron

Colonoscopy/EGD

Pump can remain in place

Laser surgery

Pump can remain in place

PP
BOCIE]

DADE
PORTUGLIESA
DE PEDIATRIA

Umpierrez GE et al. Diabetes Care 2018; 41 (8):1579-89



CONCLUSAO

*Risco de vida

*Risco de repercussdes neurolbgicas irreversiveis

*Maioria tém DM1 com hiperinsulinémia descompensada (1Bolus, |Ingesta)
*Hiperinsulinismo € mais frequente nos primeiros meses de vida (GIR > 8mg/Kg/min)

*Insuficiéncia SR apresenta rico de choque se nao tratada atempadamente com

: hidrocortisona
CONCLUSAO

CONTACTAR A ENDOCRINOLOGIA



CONCLUSAO

O stress (febre, infecéo, farmacos) pode causar hiperglicémia transitoria, que
requer seguimento até a sua resolucéo completa, ndo estando indicada

insulinoterapia

» Maioria deve-se a DM1 descompensada, mas o esclarecimento diagndstico

dependera dos resultados analiticos iniciais (anticorpos pancreaticos...)

" » Se possivel, a PSCI deve ser interrompida apenas na presenca de cetose,
CONCLUSAO

necessidade de RMN ou intervencéo cirdrgica > 2h

CONTACTAR A ENDOCRINOLOGIA
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