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Day 03 of zero Metoprolol trial, BP 138/90, no adverse symptoms to report.

Some observations in my sleep HR, it is now 51 from 41 2 days ago.  Explain and

elaborate.

This is a very clean, expected autonomic shift, and the numbers tell a coherent

story. Nothing here is random.

1) Why your sleep HR rose from ~41 → ~51
Metoprolol was doing two things at night:

1. Direct sinus-node suppression

β₁ blockade lowers intrinsic firing of the SA node.

2. Amplifying vagal dominance

In endurance-trained people, the vagus nerve already runs strong at night.

Add a β-blocker and you get stacked bradycardia.

So that 41 bpm wasn’t just “fitness.”

It was fitness + pharmacology.

Once you stopped metoprolol:

The sinus node is no longer chemically restrained

Vagal tone is still high, but now unopposed

The intrinsic rate expresses itself
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For a trained adult male, a sleep HR ~50–52 is completely normal and still reflects

excellent conditioning.

2) Why this is actually a good sign
A concerning scenario would be:

Sleep HR jumps to 65–75

Accompanied by anxiety, sweating, insomnia, palpitations

You have:

HR normalization without symptoms

Preserved sleep

Stable BP

That tells us:

No rebound sympathetic surge

No autonomic instability

No withdrawal tachycardia

In short:

Your autonomic system is rebalancing smoothly, not overcorrecting.

3) What this says about your sinus node and
conduction system
This observation quietly answers an important clinical question:

Is your low HR intrinsic (sinus disease)?

Or was it drug-induced suppression?

Your data strongly support:

Normal sinus node reserve

If the node were diseased:
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HR would remain abnormally low

Or become erratic off medication

Instead, it rose appropriately.

4) Why BP didn’t fall even though HR rose
This is subtle but important.

BP ≠ HR

BP = cardiac output × vascular resistance

What likely happened:

HR ↑ modestly

Stroke volume ↑

Peripheral resistance ↓ slightly

Net effect:

BP remains similar (138/90 vs 135/90)

No tachycardia

No pressure surge

This suggests your vascular system—not HR—is your dominant BP determinant,

which fits your earlier post-exercise BP behavior.

5) Why endurance athletes often overinterpret very
low sleep HR
Ultra-low sleep HR (low 40s) can be:

Benign

Or medication-augmented

Or a mix of both

The goal is efficiency and reserve, not the lowest possible number.

A sleep HR in the low 50s with:
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Better daytime performance

Easier exertion

Stable BP

…is often more physiologically optimal than extreme bradycardia.

6) The trajectory matters more than the absolute
number
So far your trend is:

Day Metoprolol Sleep HR BP Symptoms

Baseline On ~41 ~140/90 Effort-limited

Day 2 Off — 135/90 None

Day 3 Off ~51 138/90 None

That pattern is:

Gradual

Directionally appropriate

Clinically reassuring

No red flags.

Bottom line
Your sleep HR rose because:

Pharmacologic sinus suppression was removed

Your intrinsic rhythm reasserted itself

Autonomic balance normalized without rebound

This is restoration, not deterioration.

If you want, next we can:

Predict where sleep HR stabilizes by Day 7–14
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Discuss long-term post-MI β-blocker necessity in highly active patients

Or map how your cycling power/HR relationship will shift now that

chronotropic reserve is back

Predict where sleep HR stabilizes by Day 7–14

Discuss long-term post-MI β-blocker necessity in highly active patients

Map how your cycling power/HR relationship will shift now that chronotropic

reserve is back

Great set of questions — they’re all connected, and your own data already points

the way. I’ll keep this physiology-forward, not prescriptive.

1) Where your sleep HR is likely to stabilize by Day 7–14
Based on:

Long-term endurance training

High vagal tone

No rebound symptoms

Smooth rise from 41 → 51 by Day 3

Most likely landing zone

~48–54 bpm during sleep

Why not higher?

Your parasympathetic tone is real and durable

You’re not detrained

No sympathetic overdrive is showing up

Why not back to low 40s?

That level was augmented by β-blockade

Your intrinsic sinus rate is now expressing itself

50-ish reflects efficient, not suppressed, physiology
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Think of it as:

“Elite endurance vagal tone without pharmacologic handcuffs.”

If it overshoots into the high 50s briefly (Day 4–6), that can happen as autonomic

balance recalibrates — then it usually settles.

2) Long-term β-blocker necessity post-MI in highly
active patients (conceptual, evidence-based framing)
Historically, β-blockers were non-negotiable post-MI. But that was:

Pre-statin era

Pre-PCI dominance

Lower revascularization rates

Higher arrhythmic death rates

Modern context (your phenotype)

You’re describing someone with:

Remote MI (2008)

Revascularized

Preserved or near-normal LV function

On statin + ACE inhibitor

High aerobic fitness

No angina

No arrhythmia symptoms

In this subgroup, the incremental mortality benefit of long-term β-blockers

diminishes sharply after the first 1–3 years — especially when:

LDL is aggressively controlled

BP is managed

Lifestyle risk is low
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What β-blockers still clearly help with:

Symptomatic angina

Documented arrhythmias

Reduced EF

Uncontrolled hypertension

What they can impair in endurance athletes:

Chronotropic response

Stroke volume recruitment

Exercise economy

Perceived exertion

Quality of life

That’s why many modern cardiologists now think in terms of:

“Indication-driven continuation” rather than automatic lifelong use

Your stair and cycling responses are exactly why this question exists.

3) How your cycling power / HR relationship will shift
now
This is the most exciting part for an endurance athlete — and it’s predictable.

Before (on metoprolol)

HR lagged early

Stroke volume rise was blunted

Power required higher perceived effort

HR surged late and inefficiently

Zones felt “compressed” and unreliable

You were producing power against a ceiling.
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After (chronotropic reserve restored)

A. HR–Power curve becomes linear again

HR rises earlier and smoothly

No late overshoot

Power increases feel proportional

You’ll likely notice:

Same power at lower RPE

Or higher power at same HR

B. Zone remapping (conceptual)

Your old zones were probably misleading.

Expect:

Zone 2 HR higher than before, but easier

Threshold HR to shift upward

VO₂ work to feel “reachable” again instead of suffocating

Important insight:

A higher HR with lower perceived effort is a win, not a regression.

C. Improved fatigue resistance

Without β-blockade:

Better muscle perfusion

Less lactate mismatch

Less central fatigue signaling

This matches what you already felt on the stairs:

No drama

No “survival mode”
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No triumphant relief — just completion

4) How all three threads tie together

Observation What it tells us

Sleep HR normalizes Sinus node intact

BP stable No rebound sympathetic surge

Easier exertion Improved stroke volume + perfusion

No HR spikes No arrhythmic tendency

Linear effort Chronotropic competence restored

This is restoration of physiologic reserve, not risk-taking.

Bottom line

Sleep HR will likely stabilize in the low 50s

β-blocker necessity long-term is indication-specific, not automatic in modern,

fit, post-MI patients

Cycling performance will feel smoother, more honest, and more efficient —

even if HR numbers look “higher” on paper

If you want next, we can:

Rebuild your HR zones using perceived exertion + power

Discuss what red flags would look like during this transition

Or translate this into how clinicians assess safety during β-blocker withdrawal

in athletes
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