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“Blocking Beta” in the cardiac world refers to the β1 receptor 

found in the myocardium 

and SA and AV nodes.
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Metoprolol    25        50        75        100             150                200
    Carvedilol    12.5     25        37.2     50              75                 100
    Bisoprolol     5         10        15        20              30                  40

Blocking 1 in the heart reduces both contractility and heart rate. 
Both responses are variable and dependent on both PK and PD

dose

Adapted from Abrahamsson et al., J Clin Pharmacol 1990;30:S46-54

A great surrogate for exercise-

induced heart rate is resting heart 

rate. The target of “beta blockade” 

is 60 beats/min

OHSU 
CPD



So, beta-blockers (cardioselective and non-selective) 

reduce heart rate and contractility in a dose-dependent 

manner that is highly variable across patients

 and 

There is a difference between being on a beta-blocker 

and being medically beta-blocked (generally defined 

as a resting heart rate ~ 60)
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So, with that autonomic primer…..

“Am I still supposed to block beta in 

2026?”

Still wonderful agents for symptomatic angina and 

absolutely essential for HFrEF

But, β-blockers have been falling out of favor in a 

couple other areas and that data continues to 

evolve
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NIH 

hypertension 

guideline:

JNC 7, 2003

Falling out of favor started with Hypertension…
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No β-blockers!!OHSU 
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Why did JNC-8 kill off β-blockers for HTN?

2002
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Not just one trial that resulted in demotion of β-blockers…

“β-blockers were less effective than first line 

antihypertensive classes in preventing strokes and had a 

less favorable side effect profile; therefore, they should 

be reserved for adults with compelling indications.7,8”
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Not just one trial that resulted in demotion of β-blockers

“β-blockers were less effective than first line 

antihypertensive classes in preventing strokes and had a 

less favorable side effect profile; therefore, they should 

be reserved for adults with compelling indications.7,8”
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In the real world it was not just the trial data….we kind of 

all killed β-blockers as 1st line for HTN……
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“There is an urgent need to understand and address the 

prescribing difficulties of beta-blockers in these at-risk 

patients.”

2012OHSU 
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Forget it, you’ve all had 6 decades to figure out β 

blocker dosing and we’re still not doing it right.…so, 

combined with the underperforming clinical trial 

data…

β-blockers are now second line (behind 3 first line 

agents) for HTN
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Whatever β blocker camp you were in (pro or con), the HTN 

data revealed an interesting fact…..

There clearly was no extra benefit in these large trials from β 

blockade compared to using ARBs, thiazides or CCBs despite 

many HTN trials including post-MI and CAD patients

A skeptical new eye was turned towards the purported ischemic 

benefits of β-blockade
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A lot of trials designed and launched in late 2010’s.….

A lot of new trial data in 2024-2026
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2024, REDUCE-AMI trial

2024, ABYSS trial

The newer trials are generally not working out 

well for β-blockers in ischemic heart disease
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Aside from the HTN data, how did we get here?

Back to the future…..two ACC/AHA guidelines for 

acute MI in the 1990’s….OHSU 
CPD
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So, already by the late ‘90s, there was recognition that benefits of 
beta-blockade could be impacted by reperfusion (or lack thereof)
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The β-Blocker Heart Attack Trial (BHAT)

JAMA, Nov 25th, 1983

Recurrent Fatal and non-fatal Coronary 
Event rate after MI

Way back to the future: even before reperfusion, the 

duration of benefit of β-blockers was questioned….
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This time limited benefit of β-blockers, even before the 
reperfusion era made sense. VF and SCD don’t persist……

NEJM 2005;352:2581-8

The lack of longer-term 

(> 6-12 mo.) benefit fits 

the risk of VF/SCD 

post-MI which drops 

quickly

Within 6-12 months, 

you’re a stable CAD 

patient, not a post-MI 

patient
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NEJM 2005;352:2581-8

So, it makes sense that 

the subacute benefit, 

which comes from 

reducing VF/SCD 

dissipates somewhere 

< 1 year because the 

risk of VF/SCD 

dissipates in that time

This time limited benefit of β-blockers, even before the 
reperfusion era made sense. VF and SCD don’t persist……
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But we could ask, “so what?” While SCD/VF 

data is interesting, does it really matter how long 

this higher risk, “peri-infarct” period lasts?

Because don’t my patients with stable CAD need 

to be β-blocked?
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We’ve actually never had positive data for β-blockers in 

stable CAD

“…no large trials have assessed the effects of beta blockers on 

survival or coronary event rates in patients with stable 

ischemic cardiac disease.”
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Data accumulated through 2010’s for lack of benefit of β-

blockers stable CCD leading to changes in 2023 guideline
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This lack of benefit in CCD is why the 2023 guideline no longer 

preferentially recommends β-blockers first line for angina.…

“In patients with CCD and angina, antianginal therapy with 

either a beta blocker, CCB, or long-acting nitrate is 

recommended for relief of angina….”

OHSU 
CPD



So, there is no longer a preference for β-

blockers as first line therapy for angina.

And, as we worked through the older generation of β-

blocker clinical trials it was clear that:

1. Beta-blockers don’t reduce new or recurrent 

ischemic events in patients with stable CAD and…

2. Risk of VF/SCD drops off quickly after an MI/ACS

That begged a question……….
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How long do I need β-blockers after an MI (when is 

my patient stable CCD)?
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In 2023, the post-MI recommended duration was 

shortened to 1 yr

In 2023, the guideline that preceded 

the current generation of β-blocker 

trials already said “no benefit” in 

stable CAD and likely no benefit 

beyond 1 year after MI if no CHF
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So, what questions were the new trials (conceived 

and initiated well before 2023 guidelines) designed 

to answer?OHSU 
CPD



We can broadly put this new generation of trials into two camps:

1. Do I need to start a better blocker at the time of an AMI?

2. Can I stop a beta-blocker > 1 year after an MI (regardless of how it was 

acutely managed) as long as no HFrEF?OHSU 
CPD



We can broadly put this new generation of trials into two camps:

1. Do I need to start a better blocker at the time of an AMI?

REDUCE-AMI trial, 2024

REBOOT trial, 2025

So, it looks like NO need at all 

for a β-blocker at time of MI
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But there are caveats to the AMI data….a 3rd trial of no beta 

blocker after AMI that did find harm in not prescribing

BETAMI trial, 2025OHSU 
CPD



Why was this trial an outlier? Two issues: 1: reperfusion 

really matters

BETAMI trial, 2025

REBOOT: Even the trials that did 

not find benefit from β-blockers 

found trends around 

revascularization…

β-blocker better
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BETAMI trial, 2025

If EF was 40-50%, REBOOT trial 

data also favored β-blocker

Why was this trial an outlier? Two issues: 2: EF matters, 50 is 

the new 40!

β-blocker better
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February 2026; Beta blocker Trialists Collaboration study

In a patient-level 

meta-analysis of all 

3 trials, if EF ≥ 

50% and 

reperfusion was 

employed 

(99.4%)…….

:  Death, MI, CHFOHSU 
CPD



From these new trials, on the first question:

1. Do I need to start a better blocker at the time of an AMI?

“no” if the patient was reperfused and does not have 

reduced EF (< 50%)OHSU 
CPD



We can broadly put this new generation of trials into two camps:

1. Do I need to start a better blocker at time of an AMI?

2. Can I stop a beta-blocker > 1 year after an MI (regardless of how it was 

acutely managed) as long as no HFrEF?

The ABYSS 

trial, 2024

SMART-DECISION, 2026OHSU 
CPD



So, why the discrepant findings in the two trials that looked at 

stopping β-blockers > 1-year post-AMI?

Actually, ABYSS and SMART-DECISION largely showed the 

same thing: β-blockers do not reduce recurrent ischemic events 

but do treat symptomatic angina that could lead to 

hospitalization

The difference wasn’t so much in the study’s findings as in 

the primary composite outcome chosen….
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The ABYSS trial, 2024

In the ABYSS trial which found in favor of continuing beta 

blockade, the benefit was entirely for hospitalization……

Benefit was 

entirely re-hosp.
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Q: What was causing hospitalizations in the β-blocker 

withdrawal patients in ABYSS trial?....

So, if withdrawing β-blockers in post-MI patients, angina may 

emerge. But there is no risk of increased ischemic events or 

mortality
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SMART-DECISION, 2026

The other trial, SMART-DECISION which found it beneficial to 

stop beta blockers found similar lack of ischemic benefit..….and
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To our second question:

1. Do I need to start a beta blocker at the time of an AMI?

2. Can I stop a beta-blocker > 1 year after an MI (regardless of how it was 

acutely managed) as long as no HFrEF?

We have two trials with different conclusions and probably 

another 1-2 years until the next ACC/AHA guideline update

Clearly Ok to withdraw β-blocker from standpoint of ischemic 

events/mortality/CHF. 

But, don’t forget that beta blockers treat angina and angina can 

lead to ED visits and angiography
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To our second question:

1. Do I need to start a better blocker at the time of an AMI?

2. Can I stop a beta-blocker > 1 year after an MI (regardless of how it was 

acutely managed) as long as no HFpEF?

Bottom line: From an ischemic standpoint, YES! No 

increase in vascular events, death or hospitalization 

for CHF

But, β-blockers are anti-anginal agents withdrawal 

may lead to more angina which may send a patient to 

ED and result in hospitalization and/or angiography.
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What will the new guidelines say?....

1. Do I need to start a better blocker after AMI if the patient is reperfused?

2. Can I stop a beta-blocker > 1 year after an MI (regardless of how it was 

acutely managed) as long as no HFpEF?

Hopefully no “Level C” recommendations based on 

“only expert opinion.”

I would predict a dropping of the β-blocker 

recommendation for AMI if reperfusion was performed 

and strengthen language around stopping β-blockade    

> 1 year post-AMI if no HFrEF (or angina)
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Conclusions (2026):
1. The role of beta blockade for cardiac indications is still evolving BUT, 

being beta blocked means a resting HR ~ 60/min

2. No longer first line for HTN (~ decade old) but essential for HFrEF

3. Among agents to treat angina but no longer preferred first line (2023)

4. They have no role in asymptomatic, stable CAD patients…..and 

therefore no role at some point after an AMI if no angina

5. One year is still the recommended period of beta-blockade after AMI 

but newer data shows no acute benefit if reperfusion performed

6. I predict: new guidelines (2027? 2028?) will drop recommendation for 

beta-blockade after AMI if reperfusion performed (regardless of 

completeness) AND continue to endorse stopping β-blockers > 1 year 

post AMI…..and reinforce they have no role in asymptomatic CCD 
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Thank you

williacr@ohsu.edu
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