
Clinical Physiology Cheat Sheet

Why Clinical Physiology Matters for Fitness Professionals

Your certification taught you exercises. It didn't teach you why those exercises work at a cellular level — or when
they might be contraindicated. The gap between "personal trainer" and "trusted movement specialist" is clinical
physiology.

This cheat sheet distills the 10 most critical physiological mechanisms into actionable knowledge. Each section
gives you the mechanism, the clinical relevance, and how to apply it with real clients. Keep this at your desk.
Reference it before programming. Let it make you dangerous (in the best way).

How to Use This Guide: Each mechanism includes a clinical summary, key numbers worth memorizing,
and a "Training Translation" box that connects the science directly to your programming decisions. Print it,
highlight it, dog-ear it.

Mechanism #1: Muscle Fiber Physiology & the Sliding Filament Theory

1 Actin-Myosin Cross-Bridge Cycling

Every rep your client performs depends on the sliding filament mechanism: myosin heads bind actin, rotate (the
power stroke), release, and re-cock — powered by ATP hydrolysis. This cycle repeats ~5 times per second during
maximal contraction.

Key Numbers

Parameter Value Why It Matters

Type I (slow-twitch) fatigue

resistance
High — hours of sustained output

Endurance clients, postural training,

rehab

Type IIa (fast oxidative) peak force
Moderate — fatigues in 3-5

minutes
Hypertrophy rep ranges (8-12 reps)
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Type IIx (fast glycolytic) peak force Highest — fatigues in <30 seconds Power/strength training (1-5 reps)

Satellite cell activation post-damage Peaks at 24-48 hours Recovery window for muscle repair

Motor unit recruitment threshold
Follows Henneman's Size
Principle

Load determines which fibers are
recruited

Training Translation: Henneman's Size Principle means low-load sets won't recruit Type IIx fibers until
near failure. For hypertrophy across all fiber types, either lift heavy (≥80% 1RM) or take lighter loads to true
mechanical failure. There's no shortcut around this principle.

Mechanism #2: Metabolic Pathways & Energy System Interplay

2 ATP-PCr, Glycolysis, and Oxidative Phosphorylation

The three energy systems don't operate in isolation — they overlap on a continuum. The phosphocreatine (PCr)
system provides immediate ATP for ~8-10 seconds. Glycolysis dominates from ~10 seconds to 2 minutes. Oxidative
phosphorylation sustains effort beyond 2-3 minutes. All three are always active; the question is which dominates.

Energy System Comparison

System Fuel Source ATP Yield Duration Byproduct

Phosphocreatine

(PCr)
Creatine phosphate 1 ATP per PCr 0-10 sec

Creatine

(recycled)

Anaerobic Glycolysis Glucose/glycogen 2 ATP per glucose
10 sec – 2

min
Lactate + H⁺ ions

Aerobic (Oxidative)
Glucose, fatty acids, amino
acids

36-38 ATP per
glucose

2 min –
hours

CO₂ + H₂O

Clinical Pearl: Lactate is not waste — it's a fuel. Lactate produced in fast-twitch fibers is shuttled to slow-
twitch fibers, the heart, and the brain as an energy substrate (the "lactate shuttle"). Telling clients they need
to "flush lactic acid" is physiologically incorrect and undermines your credibility with medical professionals.
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Mechanism #3: Cardiovascular Adaptation to Exercise

3 Cardiac Output, Stroke Volume, and Vascular Remodeling

Cardiac output (Q) = Heart Rate × Stroke Volume. During maximal exercise, Q increases from ~5 L/min (rest) to
20-40 L/min. In trained athletes, the primary adaptation is increased stroke volume (larger left ventricular
chamber, greater contractility), not maximal heart rate — which actually decreases slightly with training.

Cardiovascular Training Adaptations

Adaptation Acute Response Chronic Adaptation (8-12 weeks)

Resting heart rate ↑ 100-180+ bpm during exercise ↓ 5-20 bpm (bradycardia of training)

Stroke volume ↑ via Frank-Starling mechanism ↑ 20-30% (eccentric cardiac hypertrophy)

Blood pressure (systolic) ↑ to 200+ mmHg during resistance exercise ↓ 5-10 mmHg at rest (endurance training)

Capillary density Vasodilation of existing vessels Angiogenesis (new capillary formation)

Blood volume Plasma shift to interstitial space ↑ 10-15% (hemodilution effect)

⚠️  Red Flag: Systolic BP above 250 mmHg or diastolic above 115 mmHg during resistance exercise is a
contraindication. Clients on antihypertensives (especially beta-blockers) will have blunted HR responses —
you cannot use HR zones reliably. Use RPE instead.

Training Translation: For clients with hypertension, circuit-style resistance training with moderate loads
(60-70% 1RM) and continuous movement produces better BP reductions than traditional heavy lifting with
long rests. Avoid Valsalva maneuver. Prioritize nasal/diaphragmatic breathing cues.

Mechanism #4: Hormonal Responses to Exercise

4 The Endocrine Cascade: Testosterone, Cortisol, GH, and Insulin Sensitivity

Exercise triggers a coordinated hormonal response that drives adaptation. The ratio matters more than absolute
levels: a chronically elevated cortisol-to-testosterone ratio signals overtraining and impaired recovery.
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Key Hormonal Responses

Hormone Exercise Response Training Implication

Testosterone
↑ 15-40% acutely with compound

lifts

Squat/deadlift/bench stimulate greatest

response

Growth Hormone
↑ up to 500% with high-volume,

short-rest protocols

Metabolic stress drives GH (hypertrophy sets,

supersets)

Cortisol
↑ with sessions >60 min at high
intensity

Keep intense sessions under 60-75 min

Insulin
↓ during exercise; ↑ sensitivity post-

exercise

Post-workout is the optimal feeding window for

glucose uptake

Epinephrine/Norepinephrine ↑ proportional to intensity
Drives lipolysis; high-intensity intervals

maximize fat mobilization

Clinical Pearl: Female clients have ~15-20x lower circulating testosterone than males. The acute hormonal
response model (lifting heavy "boosts testosterone for gains") is far less relevant for women. Their
hypertrophy response is driven more by mechanical tension and metabolic stress pathways than by transient
hormonal spikes.
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Mechanism #5: Recovery Science & Supercompensation

5 The Stress-Recovery-Adaptation (SRA) Curve

Hans Selye's General Adaptation Syndrome (GAS) applies directly to training. A training stimulus creates fatigue
(alarm phase), the body recovers to baseline (resistance phase), and — if the stimulus was appropriate —
supercompensates beyond baseline. Train again during supercompensation, and you progress. Train too soon
(under-recovered) or too late (detraining), and you stagnate or regress.

Recovery Timelines by Training Variable

Variable Recovery Time Key Limiting Factor

Neuromuscular (CNS) fatigue 48-72 hours Neural drive, motor unit recovery

Muscle glycogen replenishment
24-48 hours (with adequate
carbs)

Glycogen synthase activity

Structural muscle damage (DOMS) 48-96 hours Satellite cell repair, inflammation resolution

Connective tissue
(tendon/ligament)

48-72 hours (remodeling:
months)

Collagen synthesis peaks at 6-24h post-
exercise

Hormonal normalization 24-48 hours Cortisol clearance, testosterone recovery

Training Translation: Connective tissue adapts 3-5x slower than muscle. This is why clients who ramp up
volume rapidly often develop tendinopathies despite muscular adaptation. Program collagen-loading
protocols (5-15g vitamin C + collagen peptides 30-60 min before tendon-specific exercise) for at-risk clients.

Mechanism #6: Progressive Overload — The Mechanotransduction
Pathway

6 Mechanical Tension → mTOR Signaling → Muscle Protein Synthesis

Progressive overload isn't just "add more weight." At the molecular level, mechanical tension on muscle fibers
activates mechanosensors (integrins, titin) that trigger the mTOR (mechanistic target of rapamycin) signaling
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cascade. mTOR is the master regulator of muscle protein synthesis (MPS). Without sufficient mechanical stimulus,
mTOR stays quiet and hypertrophy doesn't occur.

The Three Drivers of Hypertrophy

1. Mechanical Tension: The primary driver. Time under tension at sufficient load activates
mechanotransduction pathways. This is why progressive overload works.

2. Metabolic Stress: Accumulation of metabolites (lactate, H⁺, inorganic phosphate) during sets. Creates the
"burn" and the pump. Triggers growth hormone release and cell swelling.

3. Muscle Damage: Eccentric-phase micro-tears that activate satellite cells. Important but often
overemphasized — excessive damage impairs recovery without added hypertrophy benefit.

Clinical Pearl: Muscle protein synthesis peaks at ~24-48 hours post-training and returns to baseline by
~72 hours. This means training each muscle group 2x/week captures more total MPS than 1x/week — even
with equal weekly volume. Full-body or upper/lower splits are physiologically superior to traditional "bro
splits" for most clients.
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Mechanism #7: Energy Systems Integration & Substrate Utilization

7 The Crossover Concept & Fat Oxidation Zones

At rest, ~60% of energy comes from fat oxidation and ~40% from carbohydrates. As exercise intensity increases,
there's a "crossover point" (typically 60-75% VO₂max) where carbohydrate becomes the dominant fuel. Maximum
fat oxidation rate (Fatmax) typically occurs at 45-65% VO₂max — the foundation of "fat-burning zone" training.

Substrate Utilization by Intensity

Intensity (%
VO₂max)

Primary Fuel Fat Oxidation Rate Application

25-45% Mostly fatty acids Moderate Recovery walks, warm-up

45-65% Mixed (fat peaks here)
Maximum (Fatmax

zone)
Endurance base, fat loss

65-85%
Predominantly
carbohydrate

Declining
Tempo runs, lactate threshold
work

85-100% Nearly all carbohydrate Near zero Intervals, VO₂max training

Training Translation: The "fat-burning zone" is real but misleading. Higher intensity burns more total
calories (and more total fat) per unit time, plus creates greater EPOC (excess post-exercise oxygen
consumption). For fat loss, total energy expenditure matters more than percentage of fat oxidized. HIIT
burns ~25-30% more total calories than steady-state for the same duration.

Mechanism #8: Neuromuscular Adaptations — Why Beginners Get
Strong Before They Get Big

8 Neural Drive, Rate Coding, and Intermuscular Coordination

In the first 4-8 weeks of resistance training, strength gains are primarily neural — not muscular. The nervous
system learns to: (1) recruit more motor units simultaneously, (2) increase firing rate (rate coding), (3) improve
intermuscular coordination (agonist/antagonist timing), and (4) reduce co-contraction of opposing muscles.
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Neural vs. Muscular Adaptation Timeline

Weeks Primary Adaptation What's Happening

1-4 Neural (dominant) Motor unit recruitment ↑, co-contraction ↓, coordination ↑

4-8 Neural + early hypertrophy Rate coding improves, satellite cell activation begins

8-16 Hypertrophy (dominant) Myofibrillar protein synthesis, fiber cross-section ↑

16+
Continued hypertrophy + connective

tissue

Tendon stiffness ↑, fascicle length changes, architectural

adaptation

Clinical Pearl: This is why beginners can double their squat in 8 weeks without visible muscle growth. It's
also why de-trained clients regain strength quickly — the neural pathways persist for months to years after
training cessation (muscle memory has a real neural basis, plus epigenetic myonuclear retention).
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Mechanism #9: The Inflammatory Response to Training

9 Acute vs. Chronic Inflammation — the Dual-Edged Sword

Every training session triggers an acute inflammatory response: neutrophils arrive within hours, followed by
macrophages that clear debris and release growth factors (IGF-1, IL-6). This inflammation is necessary for
adaptation. Blocking it with NSAIDs (ibuprofen) during the acute phase impairs satellite cell activation and
reduces hypertrophy gains by up to 50-75% in some studies.

The Inflammatory Timeline Post-Exercise

Phase Timing Key Events Clinical Consideration

Initiation 0-2 hours
Neutrophil infiltration, prostaglandin

release

Ice/NSAIDs here may blunt

signaling

Early

inflammation
2-24 hours M1 macrophages clear damaged tissue DOMS onset begins

Resolution 24-72 hours M2 macrophages release growth factors Peak of DOMS; repair underway

Remodeling
72 hours – 2

weeks

Satellite cell fusion, new myofibrils laid

down
Tissue stronger than pre-injury

⚠️  Important Distinction: Acute exercise-induced inflammation is adaptive. Chronic systemic
inflammation (from poor sleep, excess body fat, chronic stress, processed diet) is maladaptive — it impairs
recovery, promotes catabolism, and increases injury risk. Your job is to promote the former while helping
clients reduce the latter.

Training Translation: Advise clients to avoid NSAIDs (ibuprofen, naproxen) for 24 hours post-training if
hypertrophy is the goal. Acetaminophen (Tylenol) does not have the same anti-inflammatory effect on muscle
and is acceptable for pain. Curcumin and omega-3s modulate inflammation without fully blocking the
adaptive response.

Mechanism #10: Thermoregulation & Exercise in Heat
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10 Core Temperature Regulation, Sweat Physiology, and Heat Acclimatization

During intense exercise, metabolic heat production increases 15-20x above resting levels. The body dissipates heat
through four mechanisms: evaporation (sweat — the dominant mechanism in hot environments), convection,
radiation, and conduction. When ambient temperature exceeds skin temperature (~33°C/91°F), evaporation
becomes the only effective cooling mechanism.

Heat Illness Continuum

Condition Core Temp Signs Action

Heat cramps Normal-slight ↑
Muscle spasms, typically

calves/abdomen

Rest, electrolyte replacement, gentle

stretching

Heat

exhaustion

38-40°C (100.4-

104°F)

Heavy sweating, weakness, nausea,

headache

Stop exercise, cool actively, oral fluids if

conscious

Heat stroke >40°C (104°F)
Altered consciousness, hot/dry skin,

seizures

MEDICAL EMERGENCY — call 911, ice

immersion

Heat Acclimatization Protocol: Adaptations occur over 10-14 days of progressive heat exposure. Key
changes include: earlier onset of sweating, increased sweat rate (up to 2-3 L/hr), decreased sweat sodium
concentration, expanded plasma volume, and lower resting core temperature. Recommend clients training
for outdoor events begin heat acclimatization 2 weeks prior — starting at 50% of normal intensity/duration
and building to 100% by day 10-14.
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Quick Reference: Labs Every Fitness Pro Should Understand

You won't order these, but you should know what they mean when clients bring in results. This makes you a better
collaborator with their medical team.

Test Normal Range Relevance to Training

Hemoglobin
M: 13.5-17.5 g/dL; F: 12-
16 g/dL

Low = reduced O₂ delivery = early fatigue, poor VO₂max

Ferritin
20-200 ng/mL (optimal

>40)
Low ferritin without anemia = impaired performance

TSH 0.4-4.0 mIU/L High TSH = hypothyroid = fatigue, weight gain, impaired recovery

Fasting glucose 70-99 mg/dL 100-125 = prediabetes; affects exercise prescription

HbA1c <5.7% 5.7-6.4% = prediabetes; exercise is first-line intervention

Creatine Kinase (CK) 22-198 U/L
Elevated post-training is normal; persistently >1000 warrants

concern for rhabdomyolysis

Vitamin D (25-OH) 30-100 ng/mL Low = impaired muscle function, bone density, recovery

C-Reactive Protein

(CRP)

<3.0 mg/L (optimal

<1.0)
Chronic elevation = systemic inflammation impairing adaptation

The Bottom Line: What Separates Good Trainers from Great Ones

Your Physiology Mastery Checklist

Can you confidently explain each of these to a client — or a physician?

☐ Why Henneman's Size Principle determines your rep scheme choices

☐ Why lactate is a fuel, not a waste product

☐ Why resting heart rate drops with aerobic training (and what that means)

☐ Why the "anabolic window" is real but overblown

☐ Why connective tissue needs a separate recovery timeline from muscle

☐ Why mechanical tension (not "muscle confusion") drives progressive overload
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☐ Why HIIT burns more total fat than steady-state despite lower % fat utilization

☐ Why beginner clients gain strength before visible hypertrophy

☐ Why NSAIDs after training can reduce muscle growth

☐ Why heat acclimatization takes 10-14 days and what adaptations occur

If you checked fewer than 7 — PhysioDepth was built for you.

Ready to go deeper? This cheat sheet covers the surface. PhysioDepth gives you full clinical-depth
modules on all 12 body systems, interactive 3D anatomy, case study labs, and CEU credits. Visit clinical-
physiology-masterclass.wedgekit.com to join the waitlist.

© 2026 WedgeKit | clinical-physiology-masterclass.wedgekit.com
This guide is educational and does not constitute medical advice. Designed by physicians for fitness professionals seeking clinical-grade

knowledge.
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