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—Ventricvlayr HIPevtrophy -

Hypertrophy of left ventricle (left axis shift) caused by hypertension, aortic stenosis or
aortic regurgitation

Hypertrophy of right ventricle (right axis shift) caused by pulmonary hypertension, pulmonary
2 “ valve stenosis, interventricular septal defect.



To find the voltage, look at leads I, Il and lll. Calculate how many small squares are taken up
by both the R and S (R+S) for each of them, then add them all together, multiply the resulting
number by how many mV a small square is worth.
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* R+S forlead I: 16

* R+S for lead II: 10
* R+S for lead Ill: 18
*16+10+18 = 44

* Assume that each small square is worth 0.1 mV
*44 x 0.1mV = 4.4mV
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' *  Left bundle branch block causes left axis shift

“UL- Right bundle branch block causes right axis shift
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Figure 11-1 Normal electrocardiogram.
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height of the T wave should not exceed 5 mm in limb leads and 10 mm in chest
leads
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beginning of the T wave
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First degree heart block

Abnormally fast conduction from
the atria to the ventricles
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Cardiac

Cardiac hypertrophy or o _

dilatation Old myocardial infarctions.

» Bundle branch block -Pericardial or pleural hypertrophy
effusion
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Peaked
1. Mild ischemia )
2. Ventricular hypertrophy 1. Early stages of myocardial 1. Hypokalemia 2.
3. Bundle Branch Block infarction Ischemia
4. Digoxin Toxicity 2. Hyperkalemia

5. Normal finding in aVR & V1

&

Prolonged QT interval is seen in Long QT syndrome, hypokalemia, hypercalcemia &
hypothyroidism.
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Depressed or raised in ischemia or myocardial infarction

/

more than 1 mm of ST

segment elevation/

depression in at least two

contiguous limb leads (e.g. | more than 2 mm of ST segment

and VL; Il and VF) elevation/depression in at least two
contiguous chest leads
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digoxin toxicity or electrolyte disturbances
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action potential Is sometimes strong enough to pass through the bundle into the
X ventricles and sometimes not strong enough to do so
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A Fixed ratio blocks  usually a fixed number of non-conducted P waves for every
QRS complex
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Ventricles stop contracting for 5-30 sec because of overdrive
AT' suppression meaning they are used to atrial drive.
Patient faints because of poor cerebral blood flow
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Disorganized rhythm with no identifiable waves.
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No discernible rhvthm R |

(@  Abria Gborlations-

no P waves are seen or only a fine, high frequency, very low voltage wavy
record. The QRS complexes are normal in shape but are irregular
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Atvial Flueeero
Atrial rate is around 300 bpm (200-400)

P waves are strong (saw tooth appearance)
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noticed while the patient is in pain, once the pain has resolved the ECG
returns to normal.

Depression of the ST segment, is usually a sign of ischaemia.
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ﬂ ST segment elevation myocardial infarction (STEMI)

Development of infs

| The earliest ECG changes are ST segment elevations

@ hyperacute T waves

@ Large and transmural MI might produce permanent pathological Q waves within the first

day of infarction

Hours or days later ST segments return to the baseline and deep T wave inversions
@ appear in the leads that previously showed ST elevations.

# Non-ST segment elevation myocardial infarction (NSTMI)

Associated with ST segment depression anc’ ™
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the site of myocardial damage

ST-segment elevation, pathologic O waves




