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Narrow Complex Tachycardia 

 Regular- sinus tachycardia 

              - SVT (short PR= WPW or junctional rhythm) 

              - Atrial flutter (inverted Ps in inferior leads) 

 

Sinus node rate is 220 minus age so if the atrial rate is 

more than this its NOT sinus tachycardia.  



Narrow Complex Tachycardia 

 Irregular- AF 

                - Atrial flutter with variable conduction 

                - Multifocal atrial tachycardia (common in COPD 

and Pulmonary HTN) 



Atrial Fibrillation 

 95% of AF originates from the pulmonary veins and 

catheter ablation at the area around the pulmonary 

veins has an 80% success rate with a 30% recurrence 

rate due to reconnection. 

 3 main issues with AF: 

                  1. Rate control 

                  2. Rhythm control 

                  3. Anticoagulation 



Management of AF 

 Rate control: less toxic option 

          Medical- Beta blocker/Ca channel blocker/Digoxin 

          Mechanical- PPM +/- ablation 

Rhythm control: more for symptom management 

           Medical- Fleccainide (needs TTE prior to rule out 

structural heart disease), Amiodarone (toxic), Sotalol 

(good for maintaining SR, not so good for reversion) 

            Mechanical- DCR, ablation 



Management of AF 

 DCR if symptomatic, haemodynamically unstable or in 

heart failure.  

 AFFIRM trial looked at rhythm v rate control (in normal 

LVs) and found NO change in mortality rates. 

 Rate control was also investigated: strict v lenient, 

found if HR<110 there was no improved mortality 

benefit in keeping HR lower in asymptomatic pts with 

normal LVs. 

 Important was ANTICOAGULATION due to risk of stroke.  



Anticoagulation 

 AF happens to elderly>young… anticoagulation in frail 

people is dangerous, or is it? 

 Older frail person needs to fall >100 times in a year to 

make the risk >benefit of anticoagulating AF to prevent 

stroke.  

 If a pt has unstable AF for >48hrs or duration unclear 

they require a TOE + heparin prior to DCR to rule out 

thrombus- if no thrombus, DCR and anticoagulate for 

4/52 post. 

 



Anticoagulation 

 Warfarin, Dabigatran, Apixaban, Rivaroxaban….. 

 Bloods: Warfarin= INR 

                Dabigatran (oral heparin)= TT, dTT(absolute 

quantity of Dabigatran) 

                Rivaroxaban (oral LMWH)= anti FXa assay, PT 

                Apixaban (oral LMWH)= anti FXa assay 



Anticoagulation- bleeding risk 

 NOACS have been found in many trials to be non inferior 

to warfarin in serious ICH/bleeds.  

 Dabigatran has risk of over-anticoagulation in pts with 

renal failure (more than Rivaroxaban and Apixaban)  

 Idarucizumab is the new reversal agent for Dabigatran 

(only)- monoclonal Ab binds with increased affinity to 

the drug pushing off the thrombin and reversing its 

effect until its eliminated from the body. 

 Elective surgery- Rivaroxaban/Apixaban: stop for 3/7, 

Dabigatran stop 4/7 prior. No clexane bridging.  



New ACS guidelines 

 CPFI- high risk/red flags 

- Sympoms at rest               - Hx of prior MI/PCI/CABGS 

- Age >65                            - CKD/DM/SLE 

- Syncope                           - ECG changes (ST>TWave) 

- Aspirin use in past 7days    - Ventricular arrythmia 

- Haemodynamic compromise   

- Troponin rise 



Troponin 

 No longer such thing as ‘negative’ or ‘positive’ troponin 

in the new era of high sensitivity Troponin however HS 

troponin can be elevated in non ischaemic pts. 

 Higher the HS trop, higher the probability of Type 1MI. 

- 5xULN= likely MI, 3x ULN= needs ECGs, serials, clinical 

history.  

-rule of thumb: if trop increases by double in 4-6hrs= 

cardiac ischaemia.  

Renal dysfunction does not explain trop rise. 



Type 1 and Type 2 MI 

 Type 1MI= acute STEMI/NSTEMI, primarily a problem 

with coronary artery blockage. 

 Type 2MI= illness from another organ/issue causing 

strain on the heart causing MI 

 A troponin rise imparts a worse prognosis irrespective of 

the underlying illness in Type 2 MI (infection/#NOF)- 

shows a heart under strain 



Does my patient with CPFI have 

ACS? 

 (JAMA 2015) article found 5 signs and symptoms most 
likely related to ACS in CPFI patients:  

1. Chest pain with radiation: right sided>left and 
bilateral 

2. Diaphoresis with CP 

3. Pain on exertion 

4. Vomiting (not nausea) 

5. ST depression/changes on ECG (not T wave changes) 

Even if Trops normal, Unstable angina exists… speak to 
Cardiology. 

 



Populations 

 ACS in women: atypical presentations, ie. If vague 

symptoms- do an ECG! 

 Elderly: do not complain about PAIN, present atypically 

(syncope, abdo symptoms, anxiety) 

Elderly patients with ACS who are not recognised/treated 

and d/c home will have a 50% 7 day mortality!! 


