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Learning objectives

* ldentify current guideline documents for management of CAD
* Review approach to evaluation of chest pain

* Understand the spectrum of CAD encountered in the inpatient
setting

* Understand the role of coronary CT imaging in the evaluation of
chest pain and CAD

* |dentify modern evidence-based post-PCl antiplatelet and
anticoagulant strategies

* Understand the role of secondary prevention medical
management in plaque stabilization
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Hospital evaluation of chest pain

Acute Chest Pain
Evaluation ' Risk of
ED evaluation Major CAD Events

Per ACC AHA guideline
o Stable Chest Pain
: Evaluation

Outpatient evaluation

|| Anatomic or
g functional testing

-~

Defer testing -
optional

(e.g., ECGor
CAC scan)

No
testing




The hsTn evaluation- ESC 0/1 pathway
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Spectrum of ischemic heart disease

e Atherosclerotic vs non-atherosclerotic
e Stable vs unstable

Mechanisms of myocardial ischaemia
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These three mechanisms can overlap



Acute coronary
syndromes

* Atherosclerotic plaque rupture

* Minimal change in basic
approach over the last 10-15
years
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The Type | NSTEMI

* The bane of the hospitalist and
cardiologist alike!

* Most think of this as “supply
demand mismatch”

* Really just any non-plaque-
rupture cause of ischemia

Myocardial Infarction Type 2

Atherosclerosis and oxygen
supply/demand imbalance

Vasospasm or coronary
microvascular dysfunction

—c

Non-atherosclerotic
coronary dissection

G 9

Oxygen supply/demand
imbalance alone




Myocardial Injury
q
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With Without
acute ischemia’ acute ischemia’
l l v
Acute Acute Chronic
myocardial infarction ‘ myocardial injury myocardial injury
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i Type | ML triggers Type 2 MI: examples Examples Examples
+ Plaque rupture « Severe hypertension + Acute heart failure « Structural heart disease
(G Piaque erosion « Sustained tachyarrhythmia * Myocarditis * Chronic kidney disease

Y

* Differentiation is challenging
here!

* Imaging is often helpful
 LVH
* LowkEF
 Coronary or non-coronary
distribution segmental
dysfunction or thinning



The Type | NSTEMI

Pre-test probability of Risk of investigation Initial strategy Further investigation
Type 1 MI and treatment and treatment
Absence of ischemic Anemia Conservative No additional acute
symptoms Impaired renal function cardiac testing required
Acute medical iliness or Anticoagulant therapy
recent surgery Previous stroke Single or Single or no antiplatelet
Non-diagnostic ECG Previous Gl bleed no antiplatelet
Borderline cTn elevation Chronic NSAID use
Frail
.| Peptic ulcer disease
. | Drug or alcohol abus

Likely ischemic symptoms

No clear triggers for
type 2 MI

Known CAD

ST elevation

Very high cTn

Large cTn change over
serial measurements

Non-invasive cardiac testing

Dual antiplatelet therapy
Parenteral anticoagulant Dual antiplatelet therapy
Parenteral anticoagulant
Normal hemoglobin Orof

Normal creatinine ~ Invasive +/-PCI



Spontaneous coronary
artery dissection (SCAD)

* Technically a “Type [I” Ml
* Up to 4% of Ml presentations
* 35% in women 50 or under

Intimal tear &
4 decompression



SCAD

* Demographics (pretest prob)
* Angiography (ICAvs CCTA)
* Intravascular imaging




SCAD

* Management is a big challenge here
* Most spontaneously heal

* Frequent recurrent CP
* Med management
* CTimaging if available

* Association with FMD- image
* Post-SCAD counselling

e Recurrence risk
* Pregnancy




Myocardial infarction with nonobstructed
coronary arteries (MINOCA) ... .

* Heterogenous mix of etiologies

* MRI can make a dx in about 75%
* ~25% Ml missed by angiography

» ~25% Cardiomyopathy- Takotsubo most
common

* ~25% Myocarditis
e ~25% Unclear

Normal



Coronary CT imaging- CAC

* Reflects calcified coronary
plague (late manifestation of
atherosclerosis)

* A useful indicator of
atherosclerosis to trigger __
prevention (statin)
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Coronary CT imaging- CAC

From: Prevalence and clinical implications of coronary artery calcium scoring on non-gated
thoracic computed tomography: a systematic review and meta-analysis
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CT Angiography




Coronary CT Angiography
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Anticoagulation and antiplatelets after ACS

Antiplatelet strategies to reduce bleeding risk in the first 12 months after ACS Patients with ACS and an indication for OAC
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Antiplatelets after PCI (stable CAD

Patients with CCS without indication for OAC undergoing PCI
[
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Secondary prevention

LOESS Plot for Change in Minimum FCT vs Achieved LDL-C
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Thank you

Evan Shalen
Shalen@OHSU.Edu
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