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Key Learning Objectives

• Understand what Stable Ischemic Heart Disease means and its 
clinical implications

• Review the latest data on lipid-lowering therapies

• Identify key questions regarding coronary revascularization.



What is Ischemic Heart Disease

by any other name…
• Chronic stable angina
• Chronic coronary syndrome
• Stable angina pectoris
• Coronary heart disease
• Stable ischemic heart disease
• Stable coronary artery disease 
• Non-acute coronary syndrome

“… angina secondary to stable ischemic 
heart disease (SIHD) is the most 
common clinical presentation of 
cardiovascular disease encountered by 
general practitioners and 
cardiologists.”

Harrington R, et al. http://theheart.medscape.org/viewarticle/739504. Accessed: Feb 16, 2012.

AHA 2023 CHD Statistics





AIM: This clinical practice 

guideline for the evaluation and 

diagnosis of chest pain provides 

recommendations and algorithms 

for clinicians to assess and 

diagnose chest pain in adult 

patients.



Index of Suspicion Based on Descriptors

Nomenclature Update

“Noncardiac Is In. Atypical Is Out. “

Noncardiac” should be used if heart 
disease is not suspected.

“Atypical” is a misleading descriptor of 
chest pain, and its use is discouraged.



Pre-Test 
Probability

Light Green – no testing

Green/Orange – testing indicated



When to Order What Test



Stable Ischemic Heart Disease 
(Old School)

But it’s just not that 
simple



INOCA – A new name for old entity
Ischemia with No Obstructive Coronary Artery Disease

Thomas J. Ford. Circulation: Cardiovascular Interventions., Volume: 

12, Issue: 12, DOI: (10.1161/CIRCINTERVENTIONS.119.008126) 



Diagnostic Pathway for Suspected INOCA

In patients with symptoms, 
don’t just stop with a 
“normal” stress test

Other imaging like Stress 
MRI, PET, or Echo, and even 
coronary angiography can 
often provide incremental 
diagnostic information



C. Noel Bairey Merz. Circulation. (INOCA), Volume: 135, Issue: 11, 

Pages: 1075-1092, DOI: (10.1161/CIRCULATIONAHA.116.024534) 

INOCA – Management



Reduce Ischemia & Relieve Anginal Symptoms

Improve “Quality of Life”

Dual Goals for Management of 
Stable Ischemic Heart Disease (SIHD)

Prevent MI and Death (Disease Modification)

Improve “Quantity of Life”



Prevention Goals of Therapy in SIHD

• Antiplatelet Therapy
– ASA 81 mg or Clopidogrel for life

– ADP antagonist if recent ACS or stent

• ACEI / ARB (especially if DM, HF, EF <40%, HTN) 

• Aggressive Lipid Lowering

• Diabetes Rx with proven CV benefit (GLP1RA and 
SGLT2i)

• Smoking cessation

• Other Secondary Prevention Measures
– BP control

– Weight management 
– Semaglutide for overweight/obese

– Physical exercise

– Influenza Vaccine

Reduce/stabilize atherosclerotic plaque → ACS/MI/SCD

Primary Prevention Secondary Prevention



Consider 

initiating 

low-dose 

aspirin

and adding a 

proton-pump 

inhibitor

Consider 

initiating 

low-dose

aspirin

Initiate 

low-dose 

aspirin

ASCVD DIABETES
INCREASED 
BLEED RISK

AGE > 70 years

High

ASCVD

 risk Low 

ASCVD 

risk

Do not 

initiate 

low-dose 

aspirin

High 

ASCVD 

risk

High 

ASCVD 

risk

Do not 

initiate 

low-dose 

aspirin

Do not 

initiate 

low-dose 

aspirin

PRIMARY PREVENTION

Low 

ASCVD 

risk

SECONDARY 

PREVENTION

IMAGED VASCULAR 
DISEASE*

High

ASCVD

 risk

Strongly 

consider 

initiating 

low-dose

aspirin

*Evidence of atherosclerosis on CT scan or vascular ultrasound tests, or an elevated coronary calcium score; ASCVD 

= atherosclerotic cardiovascular disease.



GLP1RA in Pts with ASCVD,
BMI > 27, No Diabetes



Cholesterol 
First remember that “normal” cholesterol levels are not physiologic

Total Cholesterol levels in small scale 

subsistence societies only ~100-120 mg/dl

Only modern-day 

humans have TC 

>200 mg/dl

American men

Adapted from O’Keefe J.  JACC Vol. 43, No. 11, 2004
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ACC/AHA Cholesterol 

Guidelines 2018

Secondary Prevention

OUTDATED AND NOT 

CONSISTENT WITH 

CONTEMPORARY 

EVIDENCE



ASCVD “Not very high risk” – Goal LDL <70 mg/dl

BETTER, BUT STILL 

NOT UP TO DATE



LDL-C Levels for Optimal CV Risk Reduction: 
What We Know Now

High is bad

Average is not good

Lower is better

Even lower is even 

better

Lowest is best



Achieving Lower LDL-C Modifies Cholesterol 
Plaques and Clinical Outcomes

Relationship between LDL-C and 
Percent Atheroma Volume1

Relationship between LDL-C and 
Outcomes (CVD, MI, Stroke)2

1. JAMA 2016;316(22):2373-2384
2. Lancet 2017;390: 1962–71





Use of Lipid-Lowering Therapies Over 2 Years in GOULD, a Registry of 

Patients With Atherosclerotic Cardiovascular Disease in the US

Cannon CP et al. JAMA Cardiol. Published online  June 16, 2021. doi:10.1001/jamacardio.2021.1810



Lipids 2025 - “Lower (LDL) is better)

• Primary prevention:   statins (or EZE) -> LDL <100 mg/dl

• Low-Moderate risk → LDL <100 mg/dl  

• High risk →  LDL <70 mg/dl 

• SIHD/ASCVD:  statin +/- ezetimibe +/- PCSK9  +/- BDA

• ASCVD → LDL <55 mg/dl  

• Statin intolerance:  rosuva 2.5 tiw, EZE, early PCSK9

• Check Trig and if >135, add icosapent ethyl 4gm daily 

• Check Lp(a) –> increased risk and now clinical trials for Lp(a) reduction



My Approach to Elevated Trigs in 2025

• Diet, lifestyle, no EtOH

• Evaluate for MASH

• If DM -> any GLP1RA

• If no DM but overweight/obese -> Sema or Tirzepatide

• If mod-trigs and CAD also consider icosapent ethyl b/c 
of CV benefit



Beyond Statins



• High levels of lipoprotein(a) [Lp(a)], an apoB100-containing 

lipoprotein, are an independent and causal risk factor for  

atherosclerotic  CV disease through increased  

atherogenesis,  inflammation,  and thrombosis. 

• Lp(a) is predominantly a monogenic cardiovascular risk 

determinant, with ≈70% to ≥90% of interindividual 

heterogeneity  in  levels  being  genetically  determined.  

• The  2  major  protein  components  of  Lp(a)  particles  are  

apoB100  and  apolipoprotein(a).  

• Lp(a)  remains  a  risk  factor  for  cardiovascular  disease  

development  even  in  the  setting  of  effective  LDL 

cholesterol reduction.



Lp(a) and CV Risk



Circulation. 2019;139:1483–1492 Circulation. 2019;139:1483–1492

Lipoprotein(a), CV Outcomes, and PCSK9 inhibitors

Eur Heart J. 2022;43(39):3925-3946

Lifetime risk of CV Events by Lp(a) PCSK9i reduces Lp(a) levels Lower Lp(a) associated with↓ CV events 

EvolocumabPlacebo



Targeted Lp(a) Therapy



Lp(a) Therapeutic Studies

ACCLAIM-Lp(a)
• Inclusion Criteria: 1) Established 

ASCVD with history of an event or 
revascularization and 2) Individuals 55 
years or older who are at risk for a 
first CV event based on risk factors

• Baseline Cut-off Lp(a) Value: 175 
nmol/L

• Primary Outcome: Composite of 
cardiovascular death, MI., stroke, or 
urgent revascularization.

Lepodisiran

Pelacarsen Olpasiran



The Eternal Question in SIHD

“To cath, or not to cath, 

that is the question…”:



Revascularization - Perception

Make patient feel better

Make 

patient 

live 

longer



Revascularization - Reality

Make 

patient 

feel 

better

Make patient live 

longer



Key Questions about Revascularization

• Is angina (or anginal equivalent) refractory to medical therapy?

• Is there Left Main Disease?

• How complex is the CAD (eg, SYNTAX score)

• Diabetes?

• LVEF <50%

• Suitability for PCI or CABG

• Patient preference



Patient Centered – Heart Team



ISCHEMIA Trial

Maron. NEJM. 2020.



Probability of Being Angina-Free

45%

15%

Maron DJ. NEJM. 2020382:1395-

407.



Summary of “Disease Altering” Interventions in SIHD

• Greatest evidence for life-prolonging or MI-reducing therapy is 
with optimal medical therapy

• Revascularization is very good for reducing angina and 
minimizing the need for recurrent coronary interventions.

• But, except in small, high-risk populations, immediate 
revascularization does not prolong life or reduce the risk of 
future MI
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Question 1

A 56 year-old man presents with symptoms suggestive of exertional angina. Symptoms of chest 
pressure begin after moderate exertion and resolve with rest and are associated with SOB. There 
has been no rest pain. He has a history of hypertension and dyslipidemia for which he is taking 
losartan and simvastatin. His exam does not reveal any signs of volume overload or heart failure. 
His ECG has mild PR prolongation, LVH with strain pattern but no Q-waves. What is the next most 
appropriate test?

a) Echocardiography

b) Exercise stress test

c) Exercise stress test with radionuclide images

d) Pharmacologic stress test

e) Invasive coronary angiogram

f) No testing needed at this time



Question 1

Answer: C

This patient has symptoms typical of cardiac ischemia, thus the pre-test probability 
of CAD is moderate to high, but hr otherwise appears to be at relatively low risk 
given his co-morbidities. Non-invasive functional imaging for myocardial ischemia 
or coronary CTA is recommended as the initial test to diagnose CAD in symptomatic 
patients in whom obstructive CAD cannot be excluded by clinical assessment alone. 

Exercise test is attractive because of the important prognostic data regarding 
exercise capacity, time to symptoms, and HR and BP response. In patients with an 
uninterpretable ECG, radionuclide imaging is needed. If this patient has 
documented ischemia on stress testing, then an assessment of left ventricular 
function is indicated for further risk stratification. 
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