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!omegan!o !o comeco...

 Mulher de 58 anos, aposentada, procurou a unidade de
emergéncia com dueixa de dor no peito que irradiava para o
braco direito, dificuldade respiratoria e tonturas, relata estar
sentindo tais dores desde o dia anterior e que estas
permanecem por cerca de 30 minutos e desaparecem,
afirma que a dor comecou apos ir ao Mercado a pé como
faz habitualmente.

* Relatou ter hipertensao, mas que eventualmente esquece
de tomar os medicamentos (captopril), nega tabagismo e
etilismo
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« Ao Exame fisico apresentou palidez cutanea, negando
palpitacdo, nauseas ou vomitos.

« Ausculta cardiaca com ruidos abafados, sendo a quarta
bulha um achado frequente. A Terceira bulha relaciona-se
com a gravidade da disfuncao ventricular

 PA 140x100 mmHg, sem febre
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 Que Exames Pedir?
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Que Exames Pedir?

e ECG
Rx Torax

Dosagem de marcadores no sangue
— CKMB

— Troponinas
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« Troponina T — 68 ng/l
« CKMB -100 Ul (VR < 16)
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~0.01 0.06 0.20
Range of Possible Troponin Levels (ug/L)
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P-Wave
Depolarization of T-Wave
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- ECG
— Reducao da onda R em DIll e AVF
— Supra desnivelamento de ST

* Dose de ataque de AAS, heparinizacao plena e
nitroglicerina

— Reducao do Supra

— Dupla antiagregacao plaguetaria (ASS e clopidogrel), estatina e
inibidor de ECA — melhora clinica e alta hospitalar
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« ECG - Fases do IAM
— Super aguda — Onda T aumentada
— Aguda — Elevacao de ST, diminuicao de T e aparecimento de Q
— Subaguda — T invertida, ST volta a linha de base

i
)L

Evolution of Acute MI

— Cronica— Ondas Q e elevacao ST

burns@usp.br



Subendocardial Transmural
lschemia lschemia
I
[ |
[E ] [Cad g
line
Mormal 5T depression 5T depression 5T elevation

[downslope) (horizontal)

burns@usp.br



Subendocardial ischemia
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1 - Procedimento

3 - Normal

2 - Caso

Outros
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https://www.youtube.com/watch?v=GhNT2G1fkJg&feature=youtu.be
https://edhub.ama-assn.org.ez67.periodicos.capes.gov.br/jn-learning/video-player/2522108
https://www.youtube.com/watch?v=HKXTZUYTxkA&feature=youtu.be
http://www.heartpearls.com/2012/09/triple-vessel-coronary-artery-disease.html

Acute ades Subacute
(hrs old) - _ (days old)

Healed
‘kas to yrs oid)
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T Complicacses

Complications of myocardial infarction Dominique Yelle

‘ Myocardial infarction

v Y v v

Impaired Tissue Electrical Pericardial
contractility necrosis instability inflammation
Ventricular Hypotension — Papillary muscle  Ventricular
thrombus | coronary perfusion = infarction wall rupture Arrhythmias Pericarditis
T ischemia +
l Mitral regurgitation
v v
Stroke Cardiogenic Congestive Cardiac
(embolism) shock heart failure tamponade
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Reperfusion

Cardiomyocyte
compartment

Coronary vascular
compartment

microembolization
edema / sarcolemmal rupture

impaired vasomotion

calcium overload /
hypercontracture

edema/
capillary obstruction

MPTP opening and
mitochondrial collapse

leukocyte adherence /
infiltration

proteolysis

(caspases, calpain) stasis

apoptosis “capillary rupture / hemorrhage

Irreversible injury
necrosis >> apoptosis/necroptosis/autophagy
and no reflow
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Myocardial Ischemia/Reperfusion (oxidative stress)

l _I_ Acacetin prodrug
(i.v.)
SOD & Trx

\ X

| Acacetin

Bioconversion

Inflammation

™ TLR-4, IL-6 &
TNF-a

Apoptosis
T1 Cleaved caspase-3
& Bax, 44 Bcl2

- [nhibition
—> Stimulation

Ventricular fibrillation Cell death === Myocardial infarction
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Myocardial
salvage
(%]

A No benefit: Too aarly to make a difference

B Potential benefit: Difficulties in demonstrating a difference

C No benefit: Too late to make a difference

1 3 6 12 24 [h]
Time from symptom onset to reperfusion therapy
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!U!I’O !aso

e D.J.S., feminino, 62 anos.

* Queixa principal: Instalacao subita de fraqueza em
hemicorpo esqguerdo.

« Historia da moléstia atual: Paciente portadora de HAS,
admitida apos relato de instalacao subita de fraqueza no
hemicorpo esquerdo. Relata que o ultimo momento em que
se sentiu bem fol anterior a dormir na noite anterior.
Familiares negam historia de episddios semelhantes,
negam alergias, e émese associada ao quadro.
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!xame !ISICO

« Dados vitais: PA 180x100 mmHg FC: 94 bpm (pulso ritmico e
cheio) FR: 33ipm.

* Neuroldgico: desatenta e um pouco sonolenta, com hemiplegia
esquerda, sindrome de heminegligéncia e hemianopsia tambéem
a esguerda. Tendéncia ao desvio conjugado do olhar para a
direita. Pupilas isocdricas e fotorreagentes, auséncia de
nistagmo, forca muscular preservada a direita e sensibilidades
superficial e profunda preservadas a direita.

« Sem outros achados no exame fisico..

E ai???
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Before Thrombectomy After Thrombectomy
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CENTRAL ILLUSTRATION: Procedure Time-Dependent Increase in Rates of

Poor Outcome, Complications, and Hemorrhage After ET

sICH/PH2 90-Day mRS
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E‘ Functional independence (mRS 0-2) by time from emergency department

Percentage of Patients With
Functional Independence at 90d
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Figure 1. Coronal schematic of brain with ischaemic stroke
shiowing proposed mechanisms by which
hyperglycaemia (HG) worsens stroke related brain injury

Cerebral artery

Blood cdot

RS, reactive oxygen species

Acidosis
# HiG T lactic acid
preduction, reducing pH

Oxidative Stress

* Glucose is substrate for
production of ROS

* HG results in T substrate

Reperfusion Injury

# HG during reperfusion
T ROS production

# HG impairs cerebral
autoregulation

» HiG contributes to
hasmaorrhagic
transformation

Impaired Thrombolysis

 HG T thrombin levels,
promoting coagulation

» HG stimulates the tissue
factor pathway

Other Mechanisms

* T glucoseS sodium
exchange

# Abnormal protein
glycosylation

» Increased corisol levels




Brain Ischemia
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