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Cardiology  2015 

• Clinical: 

– Novel risk factors increasingly recognized as important 
– stress, psychogenic, environmental, periodontal 
disease, pregnancy associated hypertension and 
diabetes 

• Diagnostic: 

– High sensitivity Troponins I and T 

• Medical Management: 

– New drugs for heart failure and cholesterol lowering 



Cardiology  2015 

• Surgical Management: 
– Left ventricular assist devices 

• Intervention: 
– Radial approach 
– Bio-absorbable stents 
– TAVR 
– Mitral valve clips 
– Aortic stents 

• Medical Imaging: 
– Increasing importance of cardiac MRI 



Selected Topics 

• Ticagrelor in acute NSTEMI 

• Angiotensin – Neprilysin inhibition to treat 
heart failure 

• Stress  
– Environmental 

– Psychogenic – Case presentation of Takotsubo 
cardiomyopathy 

• Something Old 
– Statins and the skin 
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NB: Continuation of ticagrelor or prasugrel 
beyond 12 months is outside the label of both 
drugs 

 

2014 AHA/ACC guidelines for the management of patients  
with NSTE-ACS Recommended treatment algorithm 

• Early management 

(angiography or 

initial medical 

management) 

• Invasive 

management 

(PCI) 

• Late/post- 

hospital 

care 

Pathway stage 

• Initiate ticagrelor or clopidogrel, 

preferably ticagrelor  

 

• (NB: prasugrel is not a 

recommended option at this 

stage) 

 

• Initiate/continue ticagrelor 

or clopidogrel, or initiate 

prasugrel (only after coronary 

anatomy has been defined) 

 

P2Y12 recommendation 

• Medically managed:  

Ticagrelor or clopidogrel for up to 

12 months, preferably ticagrelor 

• Stent: Ticagrelor, prasugrel or 

clopidogrel for at least 12 months, 

preferably ticagrelor or prasugrel 

NSTE-ACS: 

Definite or Likely 

Ischemia-Guided strategy Early Invasive Strategy 

Initiate DAPT and Anticoagulant Therapy 

1. ASA (Class I; LOE: A) 

 

2. P2Y12 inhibitor (in addition to ASA) (Class I; LOE B): 

● Clopidogrel or 

● Ticagrelor 

 

3. Anticoagulant: 

● UFH (Class I; LOE B) or 

● Enoxaparin (Class I; LOE: A) or 

● Fondaparinux (Class I; LOE: B) 

 

Initiate DAPT and Anticoagulant Therapy 

1. ASA (Class I; LOE: A) 

 

2. P2Y12 inhibitor (in addition to ASA) (Class I; LOE: B): 

● Clopidogrel or 

● Ticagrelor 

 

3. Anticoagulant: 

● UFH (Class I; LOE B) or 

● Enoxaparin (Class I; LOE: A) or 

● Fondaparinux (Class I; LOE B) or 

● Bivalirudin (Class I; LOE B) 

Can consider GPI in addition to ASA and P2Y12 inhibitor in 

high-risk (eg, troponin positive) patients (Class IIb; LOE B) 

● Eptifibatide 

● Tirofiban 

Medical therapy 

chosen based on cath 

findings 

Therapy 

Ineffective 
Therapy 

Effective 

PCI with stenting 

Initiate/continue antiplatelet and anticoagulant 

therapy 

1. ASA (Class I; LOE: B) 

 

2. P2Y12 inhibitor (in addition to ASA): 

● Clopidogrel (Class I; LOE: B) or 

● Prasugrel (Class I; LOE: B) or 

● Ticagrelor (Class I: LOE: B) 

 

3. GPI (if not treated with bivalirudin at time of 

PCI) 

● High risk features, not adequately pretreated 

with clopidogrel (Class I; LOE: A) 

● High-risk features adequately pretreated 

with clopidogrel (Class IIa; LOE: B) 

 

4. Anticoagulant: 

● Enoxaparin (Class I; LOE: A) or 

● Bivalirudin (Class I; LOE: B) or 

● Fondaparinux as the sole anticoagulant 

(Class III: Harm; LOE: B) or 

● UFH (Class I; LOE: B) 

Late hospital/post hospital care 

1. ASA indefinitely (Class I; LOE: A) 

 

2. P2Y12 inhibitor (clopidogrel or 

ticagrelor), in addition to ASA, up to 

12 mo if medically treated (Class I; 

LOE: B) 

 

3. P2Y12 inhibitor (clopidogrel, 

prasugrel or ticagrelor), in addition to 

ASA, at least 12 mo if treated with 

coronary stenting (Class I; LOE: B) 

CABG 

Initiate/continue ASA therapy and 

discontinue P2Y12 and/or GPI therapy 

1.  ASA (Class I; LOE: B) 

 

2.  Discontinue clopidogrel/ticagrelor 5 

d before, and prasugrel at least  

7 d before elective CABG 

 

3.  Discontinue clopidogrel/ticagrelor up 

to 24 h before urgent CABG (Class I; 

LOE: B). May perform urgent CABG 

<5 d after clopidogrel/ticagrelor and 

<7 d after prasugrel discontinued 

 

4.  Discontinue eptifibatide/tirofiban at 

least 2–4 h before, and abciximab 

≥12 h before CABG (Class I; LOE: B) 



Top-line recommendations in NSTE-ACS  
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Contraindications and other label requirements still apply 

1. Yusuf S et al. N Engl J Med 2001;345:494–502 

2. Mehta SR et al. N Engl J Med 2010;363:930–942 

3. Wallentin L et al. N Engl J Med 2009;361:1045–1057 

4. James SK et al. BMJ 2011;342:d3527 

 

 Recommendation Class Level Evidence 

P2Y12 inhibitor (either clopidogrel or 
ticagrelor) in addition to aspirin, for up to 
12 months in patients treated initially 
with either an early invasive or 
ischaemia-guided strategy 

I B 
CURE1, CURRENT-OASIS 

72, PLATO3, PLATO non-

invasive substudy4 

 It is reasonable to choose ticagrelor in 
preference to clopidogrel for patients 
treated with an early invasive or 
ischaemia-guided strategy 

IIa B 
PLATO3, PLATO non-

invasive substudy4 

Early management strategy (initial ischaemia-guided or early 
invasive strategy) before definition of coronary anatomy 



Onset, and level of IPA, Ticagrelor vs 
Clopidogrel 



Important Comparators 

TICAGRELOR CLOPIDOGREL 

Onset of action Fast (orally active) Slow (pro drug) 

Therapeutic Path No drug-drug interactions Drug-drug interactions 

Level of inhibition Predictably high (no 
enzyme system involved) 

Variable, based on 
individual Genotype 

Individual Response All responders Some non-responders 

PPI co-therapy? Yes (no interaction) Some interaction 



PLATO Trial (18,624 patients) 

Endpoint Ticagrelor   

group n (%) 

Clopidogrel 

 group n (%) 

Hazard Ratio for 
TICAGRELOR  

 group (95% CI) 

P Value† 

Death from 
vascular causes, 

MI, or stroke 

864/9333 (9.8) 1014/9291 (11.7) 0.84 (0.77–0.92) <0.001‡ 

Death from any 
cause, MI, or 

stroke 

901/9333 (10.2) 1065/9291 (12.3) 0.84 (0.77–0.92) <0.001‡ 

MI 504/9333 (5.8) 593/9291 (6.9) 0.84 (0.75–0.95) 0.005‡ 

Death from 
vascular causes 

353/9333 (4.0) 442/9291 (5.1) 0.79 (0.69–0.91) 0.001‡ 

Stroke 125/9333 (1.5) 106/9291 (1.3) 1.17 (0.91–1.52) 0.22 

 Ischemic 96/9333 
(1.1) 

91/9291 
(1.1) 

-- 0.74 

 Hemorrhagic 23/9333 
(0.2) 

13/9291 
(0.1) 

-- 0.10 

 Unknown 10/9333 
(0.1) 

2/9291 
(0.02) 

-- 0.04 



 













 















London Smog 1952 

 



 



 



 



Interpretation Air pollution has a close temporal 
association with heart failure hospitalisation and heart 
failure mortality. Although more studies from developing 
nations are required, air pollution is a pervasive public 
health issue with major cardiovascular and health 
economic consequences, and it should remain a key 
target for global health policy.  



Air Pollution and Heart Disease 

Time for BAMP to make a Statement 

 



“I am now at the mercy 
of any rogue who cares 
to anger me.” 

 

John Hunter 



BROKEN HEART 

CARDIOMYOPATHY 

A CASE DISCUSSION 

Dr R.J.B. Massay 

Joint Symposium of the Caribbean Cardiac Society and the American College of Cardiology 

American College of Cardiology 

 San Francisco, March 11, 2013  



BROKEN HEART CARDIOMYOPATHY 

Female: 37 yr old, Customs Broker 

Never smoked, no alcohol consumption, no physical 
exercise 

Family History negative for: 
 Sudden cardiac death 

 Premature coronary artery disease 

5 yr history of asthma; symptom free for 1 yr 

Endometriosis  

MVA: injuries sustained to low back and chest, facial 
scars (Awaiting Insurance Compensation) 



BROKEN HEART CARDIOMYOPATHY 

Episodic chest pain for 2/12 

Retrosternal radiating to left arm 

Of variable duration with spontaneous resolution 

No identifiable precipitating factors 

Aggravated by “moving around”  

Relieved by rest 

No associated autonomic discharge 

“Like an elephant sitting on my chest” 



BROKEN HEART CARDIOMYOPATHY 

Self-referred to an emergency room because of a 

“particularly bad episode” which occurred while 

bathing “I could not breathe” 

 



BROKEN HEART CARDIOMYOPATHY 

Seen approx 7 hrs post onset of pain 

Normal heart sounds with no murmurs 

Respiratory, GI and CNS all normal 

BP: 148/98 mmHg 



BROKEN HEART CARDIOMYOPATHY 

ECG 



BROKEN HEART CARDIOMYOPATHY 

Dx: ST Segment elevation myocardial infarction 

No thrombolysis 

Rx: Clopidrogel/Aspirin/Enoxaparin/Morphine/ 

Bisoprolol/Ramipril/Atorvastatin/GTN infusion 

 



BROKEN HEART CARDIOMYOPATHY 

Cardiac enzyme profile 

T0 + 7 hrs T0 + 10 hrs T0 + 15 hrs Normal IU/L 

AST 94 99 147 10 - 42 

CK 645 717 1296 48 - 376 

CK-MB 116 97 186 8 - 82 

cTn I Not Available 

T0 = Onset of pain 





 





 





SUMMARY 

Acute coronary syndrome with normal coronary 
arteries and LV apical dyskinesis in a female in a 
stressful situation = Takotsubo cardiomyopathy 

Premenopausal as compared to oestrogen deficient 
postmenopausal state 

Recovery delayed (awaiting compensation, so 
stressor persists) 

Endometriosis  



Statins and the Skin 

 





 



 



 



Pityriasis lichenoides chronica 
associated with Statins 

• 3 cases over 10 years 

• Different Statins 

• Pityriasis lichenoides chronica etiology 
unknown 

• Lipid bilayer in stratum corneum synthesizes 
cholesterol 



Pityriasis Lichenoides Chronica (PLC) 
Associated with Statins 

• Statins can block cholesterol synthesis in the 
skin increasing transepidermal water loss and 
resulting in scaling in the skin 

• Changes in stratum corneum lipids is the 
initiating triggering factor for the 
inflammatory reaction seen in cases of PLC 

 



Selected Topics 

• Ticagrelor in acute NSTEMI 

• Angiotensin – Neprilysin inhibition to treat 
heart failure 

• Stress  
– Environmental 

– Psychogenic – Case presentation of Takotsubo 
cardiomyopathy 

• Something Old 
– Statins and the skin 

 



 


