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evidence-based management is
essential to minimise morbidity and
mortality.

PRESENTATION
Patients with ACS typically present 
with chest pain. This is classically central
chest pain that radiates to the left arm.
Additional symptoms include dyspnoea,
nausea, sweating and syncope. 
Some individuals present atypically 
with gastric symptoms. These are often
more common in patients with diabetes,
women and the elderly. Patients may
also display haemodynamic instability or
present in cardiac arrest.

Clinical risk factors should also be
considered when diagnosing ACS as
they increase the likelihood of a positive
diagnosis. Risk factors include: being

What are the
evidence-based
treatment options?

What are the
presenting
symptoms?

How should
patients 
be assessed?

ACUTE CORONARY
SYNDROME (ACS)
INCLUDES BOTH 
ST ELEVATION (STEMI)

non-ST elevation (NSTEMI) myocardial
infarction, and unstable angina. 

The common pathological process
underlying myocardial infarction (MI)
involves thrombus formation on top of a
complex atheromatous plaque, resulting
in partial or complete occlusion of the
coronary artery and myocyte necrosis.
Unstable angina is defined as ischaemia
at rest or on minimal exertion in the
absence of myocyte necrosis. 

Coronary artery disease (CAD) is the
leading cause of death in the UK1 and
patients with ACS have poor outcomes.2
Therefore early recognition, assessment
and instigation of appropriate 

» older, male, a current or ex-smoker,
known CAD, peripheral vascular disease,
diabetes, hypercholesterolaemia, renal
failure and a family history of CAD.3

ASSESSMENT
A full clinical history should be taken in
every patient presenting with suspected
ACS with elucidation of relevant risk
factors. All patients should also undergo
a full cardiovascular examination. This
may be useful in identifying non cardiac
causes of chest pain such as radioradial
or radiofemoral delay, discrepancies in
blood pressure between the right and
the left arm, an irregular pulse, murmur,
rubs and reproducible chest pain 
among others. 

A 12-lead ECG should be performed 
if possible within ten minutes of
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Table 1 

Potential causes of raised troponin

• Heart failure
• Arrhythmias
• Myocarditis
• Takotsubo cardiomyopathy
• Structural heart disease
• Coronary spasm
• Trauma
• Aortic dissection
• Hypertensive emergencies
• Hypotension
• Pulmonary embolism
• Renal failure
• Acute neurological event
• Infiltrative disease (amyloidosis,
haemochromatosis)
• Drugs (herceptin, doxorubicin)
• Extreme endurance
• Rhabdomyolysis

presentation or ideally at first contact
with the emergency services.4 Patients
presenting with stable angina should be
referred to the rapid access chest pain
clinic. Patients with angina at rest or a
history suggestive of crescendo angina
should be referred to secondary care for
urgent assessment. Patients should have
routine blood tests on admission
including full blood count, urea and
electrolytes, liver function tests, C-reactive
protein, glucose, cholesterol and troponin. 

Troponin should be measured on
admission and at 12 hours. Ideally high
sensitivity troponin should be
measured5 as this has higher negative
predictive values for MI and enables
earlier detection of acute MI. A chest 
x-ray should also be taken to assess for
thoracic pathologies. An echocardiogram
should be performed during admission
in all patients with NSTEMI and STEMI.
This is a helpful tool to assess regional
wall motion abnormalities as well as left
ventricular systolic function. It is also
useful to rule out alternative diagnoses. 

CONFIRMING DIAGNOSIS 
The diagnosis is based on a combination
of the clinical history, ECG and 
changes in biochemical markers of
cardiovascular damage. The ECG may
show ST elevation (STEMI) or in the case
of NSTEMI the ECG may show transient 
ST elevation, ST depression, T wave
inversion, T wave flattening or the ECG
may be entirely normal. STEMI is defined
as > 1 mm ST elevation in two or more
contiguous limb leads or > 2 mm 
ST elevation in two or more precordial
leads, or new left bundle branch block
(LBBB). 6

A troponin test is positive if at least
one value is above the 99th centile
upper reference limit. There are many
conditions that can contribute to a high
troponin level, see table 1, below. It is
recommended that the 0/3 hour or the
0/1 hour algorithm is used for high
sensitivity troponin. It is important to
note that the different troponin assays
vary in what is considered to be a
positive result. 

The diagnosis is confirmed in the
presence of the following criteria:
ischaemic symptoms, new ST/T wave
changes or LBBB, Q waves, evidence of
loss of viable myocardium or regional
wall motion abnormalities on imaging
and detection of thrombus on coronary
angiography or at autopsy.7

RISK STRATIFICATION
Patients who present with crescendo
symptoms or rest pain have a worse
prognosis than those with stable
symptoms during exertion. An ECG can
also predict risk.8 For example a patient
with ST depression in two contiguous
leads of ≥0.05 mV has a worse
prognosis, compared with one with 
a normal ECG.9 If there is transient 
ST elevation this also conveys a worse
prognosis.10

High sensitivity troponin can also be
used prognostically in that the higher
the levels at presentation the higher the
risk of death.11 Risk can be calculated
using the GRACE risk score. This risk
score provides the most accurate
assessment12 and is based on variables
such as age, heart rate, blood pressure,
creatinine, Killip score, cardiac arrest on
admission, elevated cardiac biomarkers
and ST changes. The GRACE 2.0
calculator can be used to calculate
mortality in hospital, at six months, one
year and three years. 

INPATIENT MANAGEMENT
Patients with ACS should be monitored
on a cardiology ward.13 Oxygen should
be given when patients are in respiratory
distress or oxygen levels are < 90%.14
In patients with ongoing chest pain 
iv nitrates should be administered. 

Beta blockers lower heart rate and
myocardial contractility, thereby
reducing oxygen demand. Meta-
analyses have shown that they can
reduce the progression to MI by 13%.15
However, in a study looking at the risk of
developing cardiogenic shock, the risk
of death or becoming shocked was
much higher in patients who received
beta blockers within 24 hours of their
admission.16 Therefore beta blockers
should be given with care in the absence

of bradycardia and hypotension. It is also
important to maintain good glycaemic
control (7-10 mmol) in diabetes patients
peri-MI as demonstrated in the DIGAMI
trial.17

Aspirin was shown to lower MI and
death rates in patients with unstable
angina and to reduce mortality by a third
in acute MI.18 All patients should be given 
a 300 mg loading dose of aspirin with 
a daily maintenance dose of 75 mg
thereafter. 

Clopidogrel is a P2Y12 receptor
inhibitor that inhibits ADP and therefore
platelet aggregation. Dual therapy with
aspirin and clopidogrel in NSTEMI
showed a reduction in ischaemic events
compared with aspirin monotherapy.19,20

Patients should be loaded on 300 mg
with a 75 mg daily maintenance dose
thereafter. 

Prasugrel is also a P2Y12 receptor
inhibitor but has a more rapid onset 
and better inhibitory effect. In the
TRITON-TIMI 38 trial in patients who had
had a STEMI or an NSTEMI administration
of prasugrel reduced the risk of
recurrent cardiac events but there was a
significantly increased risk of bleeding. 21
The trial however showed no benefit in
patients over 75 or those with a low
body weight (< 60 kg). This should be
loaded in the following manner; 60 mg,
followed by a daily maintenance dose 
of 10 mg. 

Ticagrelor also acts on the P2Y12
receptor and has a faster onset and
offset than clopidogrel.22 In the PLATO
trial23 patients with moderate to high risk
NSTEMI or STEMI were given clopidogrel
or ticagrelor. Ticagrelor reduced death
from cardiovascular causes, MI and
cerebrovascular accident (CVA). Major
bleeds were higher in the ticagrelor arm
but this did not translate to rates of 
life-threatening or fatal bleeds. 

Therefore patients with NSTEMI or
STEMI should be given a combination of
aspirin and ticagrelor/prasugrel if there
are no contraindications. Prasugrel is
only recommended in patients who are
proceeding to PCI if there are no

‘Aspirin was shown
to lower MI and
death rates 
in unstable angina
and to reduce
mortality by 
a third in acute MI’
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be considered. In patients with evidence
of volume overload, hypotension and
cardiogenic shock inotropes should be
considered. In these patients there is
evidence that early PCI (within six hours)
may be beneficial.34, 35 

Patients who have mechanical
complications of MI (papillary muscle
rupture, ventricular septal defects and
free wall rupture) should be considered
for cardiac surgery.

In patients who do not meet the
criteria for intermediate risk or above,
inpatient or early outpatient stress
testing (stress echocardiogram, stress
cardiac magnetic resonance imaging, 
or myocardial perfusion scan) should be
performed.36 These modalities have a
much higher sensitivity compared with
treadmill testing.37

A developing imaging modality is
multidetector computed tomography
which is used to assess coronary
anatomy. This should be used in patients
with low risk of ACS plus/minus
inconclusive cardiac troponins. However,
its use is limited in elderly patients who
are likely to have coronary artery
calcification, patients with tachycardia or
an irregular heart rate. 

OUTPATIENT MANAGEMENT
Patients should be referred to a cardiac
rehabilitation team and must be
discharged on appropriate medication.
Patients should remain on dual
antiplatelet therapy (DAPT) for at least
six months. However, an extended
duration (> 12 months) was shown to
increase the risk of major bleeding and
overall mortality, although it did reduce
the risk of MI and thrombosis, and 
12 months’ therapy increased the risk 
of bleeding with no further beneficial
effects compared with short-term
therapy (six months).38,39 

Lifelong aspirin should be continued
after this point. In patients who 
are medically managed or undergo
intervention who are on oral
anticoagulation (vitamin K antagonists) »

Table 2 

Risk stratification criteria in NSTEMI

Very high risk 

• Haemodynamic instability/cardiogenic shock
• Acute heart failure
• Refractory chest pain
• Cardiac arrest/life-threatening arrhythmias
• Recurrent dynamic ECG changes
• Mechanical complications of MI

(PPCI) has been shown to be superior to
thrombolysis27 and this benefit was
greatest within 12 hours. Intervention
should ideally occur within 90 minutes.28
There is currently insufficient evidence
to guide whether culprit lesion versus
multivessel PCI is favourable. Where
PPCI is not available thrombolytic
therapy has been shown to reduce 
35 day mortality29 and should be
performed unless contraindicated using
fibrin-specific agents such as tissue
plasminogen activator or alteplase.1 If
patients fail to respond to thrombolysis
within six hours of symptom onset there
is a role for rescue PCI.30

In patients with an NSTEMI the
decision for timing regarding invasive
therapy is based on risk criteria, see
table 2, below. 

Very high risk NSTEMIs should have
coronary angiography within two hours,
high risk within 24 hours and intermediate
risk within 72 hours.31, 32 The decision to
proceed to CABG over PCI is dependent
on having multivessel and/or left main
stem disease, especially in diabetes
patients who have a better prognosis
following CABG compared with PCI.33

Importantly patients who present
with cardiac arrest should undergo
coronary angiography if they are
conscious; those with reduced
consciousness levels should be
investigated for alternative causes. 

Patients with haemodynamic
instability should be managed
appropriately. In patients with
pulmonary oedema with hypoxia non-
invasive positive airways pressure should

contraindications and clopidogrel is
given where the patient cannot be given
ticagrelor or prasugrel because of the
risk of bleeding or they require oral
anticoagulation. 

Patients are given glycoprotein IIb/IIIa
inhibitors when there are thrombotic
complications during intervention. 
A proton pump inhibitor should be given
in patients at high risk of bleeding
(previous history of gastrointestinal
haemorrhage/ulceration, anticoagulant
use, NSAID use, corticosteroid use) 
or two of more of the following: gastro-
oesophageal reflux disease, Helicobacter
pylori, chronic alcohol abuse and age. 

All patients should receive
anticoagulation. Anticoagulants act by
inhibiting thrombin generation thereby
reducing thrombosis. This has been
shown to reduce ischaemic events in
NSTEMI and when used in combination
with antiplatelets the effect is greater
than when each is used alone.24
Fondaparinux is a factor Xa inhibitor and
is considered to be the most favourable
option (versus unfractionated heparin,
low molecular weight heparin and
bivalirudin) as it has the best safety
profile.25,26 Anticoagulation should also
be administered to patients with a STEMI
but only if they are not undergoing
immediate reperfusion therapy. 

In patients presenting with STEMI
primary percutaneous intervention

High risk 

• GRACE score > 140
• Rise in troponin compatible with MI
• Dynamic ST changes

Intermediate

• GRACE score > 109 and < 140
• Renal impairment (eGFR < 60)
• Prior PCI
• Prior CABG
• LVEF < 40%
• Early post-MI angina
• Diabetes mellitus

Low risk

Anything not 
mentioned in 
the other
categories

‘In patients
presenting with
STEMI primary
percutaneous
intervention has
been shown 
to be superior to
thrombolysis’

‘Diabetes patients
have a better
prognosis 
following CABG
compared with PCI’



CONCLUSION 
Patients with suspected ACS must be
assessed by a physician together with 
a full history, clinical examination,
electrocardiogram, and chest x-ray.
Ideally a high sensitivity troponin assay
should be used. 

The decision regarding inpatient/
outpatient stress testing or progression
to intervention is dependent on whether
the patient presents with STEMI, NSTEMI
or unstable angina. 

Within the NSTEMI groups risk
stratification is essential to decide on
timing of invasive therapy. 

Revascularisation may be performed
via PCI or CABG. Patients who have had
an infarct should be referred for cardiac
rehabilitation and the choice and
duration of medication prescribed
based on the nature of the intervention,
the risk of bleeding and known cardiac
function with the ultimate aim of
reducing future cardiovascular events. 
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the decision to continue triple or dual
therapy with dual antiplatelets and an
anticoagulant or a single antiplatelet 
and anticoagulant depends on the 
CHA

2
DS

2
-VASc score risk of stroke 

(see p13) and HASBLED score for
bleeding risk (see p13). 

As there is no data regarding
prasugrel or ticagrelor as part of this,
their use in triple therapy should be
avoided.7 Moreover, direct oral
anticoagulants should not be used as
these double the risk of clinically
significant bleeds.40

The benefits of statin therapy are well
established and these should be
continued long term. In patients with
unstable angina the data is limited
regarding the benefits of beta blocker
therapy but meta-analyses of the trials
suggest that there is less chance of
progression to MI.15 Post-MI data have
shown a 23% relative risk reduction in
total mortality and 32% in sudden
death.41 Therefore beta blockers should
be continued long term. 

The EUROPA trial showed that
ramipril reduced all-cause mortality, MI
and CVA in patients with stable CAD42

and the mortality and morbidity benefits
of angiotensin converting enzyme
inhibitors (ACEi) in patients with left
ventricular dysfunction post MI are well
established.43 Therefore ACEi should be
commenced and continued in these
patient cohorts. 

Eplerenone has also been shown to
have a mortality benefit in patients with
an ejection fraction <40% following an
MI44 and should be continued in this
cohort of patients. 

PERIOPERATIVE MANAGEMENT
In patients undergoing non cardiac
surgery post PCI that cannot be
delayed, up to three months of DAPT is
recommended where bare metal stents
or new drug eluting stents have been
inserted. Ideally at least aspirin should be
continued and if the operation has a low
to moderate risk of bleeding, the
operation should be performed on
DAPT. If required, antiplatelets should be
stopped five days prior to elective
surgery but in patients on prasugrel this
should be increased to seven days.45
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Acute coronary syndrome (ACS) includes both ST (STEMI)
and non ST elevation (NSTEMI) MI, and unstable angina.
The common pathologicalprocess underlying MI involves
thrombus formation on top of a complex atheromatous
plaque, resulting in partial or complete occlusion of the
coronary artery and myocyte necrosis. Unstable angina is
defined as ischaemia at rest or on minimal exertion in the
absence of myocyte necrosis.

Patients with ACS typically present with chest pain;
classically central chest pain that radiates to the left arm.
Additional symptoms include dyspnoea, nausea, sweating
and syncope. Patients can present atypically with gastric
symptoms. These are often more common in patients
with diabetes, women and the elderly. Clinical risk factors
should also be considered when diagnosing ACS as
this increases the likelihood of a positive diagnosis. 
Risk factors include: being older, male, a current or former
smoker, known coronary artery disease (CAD), peripheral
vascular disease, diabetes, hypercholesterolaemia, renal
failure and a family history of CAD.

A 12-lead ECG should be performed if possible within  
10 minutes of presentation or ideally at first contact with
the emergency services. Troponin should be measured
on admission and at 12 hours. Ideally high sensitivity
troponin should be measured as this has higher negative
predictive values for MI and enables earlier detection of
acute MI. A chest x-ray should also be carried out to
assess for thoracic pathologies. An echocardiogram
should be performed during admission in all patients with
NSTEMI and STEMI.

Aspirin was shown to lower MI and death rates in 
patients with unstable angina and to reduce mortality by
a third in acute MI. All patients should be given a 300 mg
loading dose of aspirin with a daily maintenance dose of
75 mg thereafter. Patients with NSTEMI or STEMI should be
given a combination of aspirin and ticagrelor/prasugrel if
there are no contraindications. Prasugrel is recommended
in patients who are proceeding to PCI if no contraindications
are present and clopidogrel is given where the patient
cannot be given ticagrelor or prasugrel because of 
the bleeding risk or they require oral anticoagulation. 
All patients should receive anticoagulation. 

In patients presenting with STEMI primary percutaneous
intervention has been shown to be superior to thrombolysis
and this benefit was greatest within 12 hours. Intervention
should ideally occur within 90 minutes. Very high risk
NSTEMIs should have coronary angiography within 
2 hours, high risk within 24 hours and intermediate risk
within 72 hours. In patients who do not meet the criteria
for intermediate risk or above, inpatient or early
outpatient stress testing (stress echocardiogram, stress
cardiac magnetic resonance imaging or myocardial
perfusion scan) should be performed. These modalities
have a much higher sensitivity than treadmill testing.

‘Patients should
remain on 
dual antiplatelet
therapy for 
at least six months’



23

ST-segment-elevation myocardial infarction. Circulation
2015;131(24):2143-50 
15 Yusuf S, Wittes J, Friedman L et al. Overview of results
of randomized clinical trials in heart disease. II. Unstable
angina, heart failure, primary prevention with aspirin, and
risk factor modification. JAMA 1988;260(15):2259-63
16 Kontos MC, Diercks DB, Ho PM et al. Treatment and
outcomes in patients with myocardial infarction treated
with acute β-blocker therapy: results from the American
College of Cardiology’s NCDR(®). Am Heart J2011;161(5):
864-70 
17 Malmberg K, Rydén L, Efendic S et al. Randomized trial
of insulin-glucose infusion followed by subcutaneous
insulin treatment in diabetic patients with acute
myocardial infarction (DIGAMI study): effects on
mortality at 1 year. J Am Coll Cardiol 1995;26(1):57-65
18 Antithrombotic Trialists' Collaboration. Collaborative
meta-analysis of randomised trials of antiplatelet therapy
for prevention of death, myocardial infarction, and stroke
in high risk patients. BMJ 2002;324(7329):71-86
19 Yusuf S, Zhao F, Mehta SR et al. Effects of clopidogrel in
addition to aspirin in patients with acute coronary
syndromes without ST-segment elevation. N Engl J Med
2001;345(7):494-502 
20 Mehta SR, Yusuf S, Peters RJ et al. Effects of pre-
treatment with clopidogrel and aspirin followed by long-
term therapy in patients undergoing percutaneous
coronary intervention: the PCI-CURE study. Lancet
2001;358(9281):527-33
21 Wiviott SD, Braunwald E, McCabe CH et al. Prasugrel
versus clopidogrel in patients with acute coronary
syndromes. N Engl J Med 2007;357(20):2001-15 
22 Gurbel PA, Bliden KP, Butler K et al. Randomized
double-blind assessment of the ONSET and OFFSET of
the antiplatelet effects of ticagrelor versus clopidogrel in
patients with stable coronary artery disease: the
ONSET/OFFSET study. Circulation2009;120(25):2577-85 
23 Wallentin L, Becker RC, Budaj A et al. Ticagrelor versus
clopidogrel in patients with acute coronary syndromes. 
N Engl J Med2009;361(11):1045-57 
24Eikelboom JW, Anand SS, Malmberg K et al.
Unfractionated heparin and low-molecular-weight
heparin in acute coronary syndrome without ST elevation:
a meta-analysis.Lancet 2000;355(9219):1936-42 
25Yusuf S, Mehta SR, Chrolavicius S et al. Comparison of
fondaparinux and enoxaparin in acute coronary
syndromes. N Engl J Med 2006;354(14):1464-76 
26 Yusuf S, Mehta SR, Chrolavicius S et al. Effects of
fondaparinux on mortality and reinfarction in patients
with acute ST-segment elevation myocardial infarction:
the OASIS-6 randomized trial. JAMA2006;295(13):1519-30 
27 Keeley EC, Boura JA, Grines CL. Primary angioplasty
versus intravenous thrombolytic therapy for acute
myocardial infarction: a quantitative review of 23
randomised trials. Lancet 2003;361(9351):13-20
28Steg PG, James SK, Atar D et al. ESC guidelines for the
management of acute myocardial infarction in patients
presenting with ST-segment elevation. Eur Heart J
2012;33(20):2569-619 
29Boland A, Dundar Y, Bagust A et al. Early thrombolysis
for the treatment of acute myocardial infarction: a
systematic review and economic evaluation. Health
Technol Assess2003;7(15):1-136
30 Gershlick AH, Stephens-Lloyd A, Hughes S et al.
Rescue angioplasty after failed thrombolytic therapy for
acute myocardial infarction. N Engl J Med
2005;353(26):2758-68 
31 Fox KA, Clayton TC, Damman P et al. Long-term
outcome of a routine versus selective invasive strategy in
patients with non-ST-segment elevation acute coronary
syndrome a meta-analysis of individual patient data. J
Am Coll Cardiol 2010;55(22):2435-45 
32Navarese EP, Gurbel PA, Andreotti F et al. Optimal
timing of coronary invasive strategy in non-ST-segment
elevation acute coronary syndromes: a systematic review
and meta-analysis. Ann Intern Med2013;158(4):261-70 
33 Deb S, Wijeysundera HC, Ko DT et al. Coronary artery
bypass graft surgery vs percutaneous interventions in
coronary revascularization: a systematic review.JAMA
2013;310(19):2086-95 
34Urban P, Stauffer JC, Bleed D et al. A randomized
evaluation of early revascularization to treat shock
complicating acute myocardial infarction. The (Swiss)
Multicenter Trial of Angioplasty for Shock-(S)MASH. Eur
Heart J 1999;20(14):1030-8
35Hochman JS, Buller CE, Sleeper LA et al. Cardiogenic
shock complicating acute myocardial infarction--
etiologies, management and outcome: a report from the
SHOCK Trial Registry. SHould we emergently
revascularize Occluded Coronaries for cardiogenic
shocK? J Am Coll Cardiol 2000;36(3 Suppl A):1063-70
36 Amsterdam EA, Kirk JD, Bluemke DA et al. Testing of
low-risk patients presenting to the emergency
department with chest pain: a scientific statement from

the American Heart Association. Circulation
2010;122(17):1756-76 
37 Task Force Members, Montalescot G, Sechtem U et al.
2013 ESC guidelines on the management of stable
coronary artery disease: the Task Force on the
management of stable coronary artery disease of the
European Society of Cardiology. Eur Heart J
2013;34(38):2949-3003 
38 Palmerini T, Benedetto U, Bacchi-Reggiani L et al.
Mortality in patients treated with extended duration dual
antiplatelet therapy after drug-eluting stent implantation:
a pairwise and Bayesian network meta-analysis of
randomised trials. Lancet2015;385(9985):2371-82 
39 Navarese EP, Andreotti F, Schulze V et al. Optimal
duration of dual antiplatelet therapy after percutaneous
coronary intervention with drug eluting stents: meta-
analysis of randomised controlled trials. BMJ
2015;350:h1618
40 Oldgren J, Wallentin L, Alexander JH et al. New oral
anticoagulants in addition to single or dual antiplatelet
therapy after an acute coronary syndrome: a systematic
review and meta-analysis. Eur Heart J 2013;34(22):1670-80 
41 Freemantle N, Cleland J, Young P et al. Beta blockade
after myocardial infarction: systematic review and meta
regression analysis. BMJ 1999;318(7200):1730-7
42 Fox KM; EURopean trial On reduction of cardiac
events with Perindopril in stable coronary Artery disease
Investigators. Efficacy of perindopril in reduction of
cardiovascular events among patients with stable
coronary artery disease: randomised, double-blind,
placebo-controlled, multicentre trial (the EUROPA study).
Lancet 2003;362(9386):782-8
43 Indications for ACE inhibitors in the early treatment of
acute myocardial infarction: systematic overview of
individual data from 100,000 patients in randomized
trials. ACE Inhibitor Myocardial Infarction Collaborative
Group. Circulation 1998;97(22):2202-12
44 Pitt B, White H, Nicolau J et al. Eplerenone reduces
mortality 30 days after randomization following acute
myocardial infarction in patients with left ventricular
systolic dysfunction and heart failure. J Am Coll Cardiol
2005;46(3):425-31
45 Kristensen SD, Knuuti J, Saraste A et al. 2014 ESC/ESA
Guidelines on non-cardiac surgery: cardiovascular
assessment and management: The Joint Task Force on
non-cardiac surgery: cardiovascular assessment and
management of the European Society of Cardiology
(ESC) and the European Society of Anaesthesiology
(ESA). Eur Heart J 2014;35(35):2383-431 

We welcome your feedback
If you wish to comment on this article
or have a question for the authors,
write to:
editor@thepractitioner.co.uk 

Useful information 

For patients
SIGN
SIGN 148. Acute coronary syndrome
www.sign.ac.uk/patients/publications/
148/index.html

Patient
Acute coronary syndrome
http://patient.info/health/acute-
coronary-syndrome-leaflet

British Heart Foundation
Heart attack
www.bhf.org.uk/heart-health/
conditions/heart attack


