
 

 

 

 

NON S-T SEGMENT ELEVATION ACUTE CORONARY SYNDROME 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Paradisea sanguinea, (Red Bird of Paradise), Lithograph, John Gould, “The Birds of New 

Guinea and the adjacent Papuan Islands”, 1875-1888. 



 

“…Let us make man in our own image, in the likeness of ourselves, and let them be masters of 

the fish of the sea, and the flying creatures of the heavens and the cattle, and all the wild 

animals, and all the creatures that creep along the ground…” 

 

Genesis 1:26 

 

“I knew how few Europeans had ever beheld the perfect little organism I now gazed upon, and 

how very imperfectly it was still known in Europe…I thought of the long ages of the past, 

during which the successive generations of this little creature had run their course – year by 

year being born, and living and dying amid these dark and gloomy woods, with no intelligent 

eye to gaze upon their loveliness – to all appearances such a wanton waste of beauty. Such 

ideas excite a feeling of melancholy. It seems sad that on the one hand such exquisite creatures 

should live out their lives and exhibit their charms only in these wild inhospitable regions, 

doomed for ages yet to come to hopeless barbarism; while on the other hand, should civilized 

man ever reach these distant lands, and bring moral, intellectual, and physical light into the 

recesses of these virgin forests, we may be sure that he will so disturb the nicely balanced 

relations of organic and inorganic nature as to cause the disappearance, and finally the 

extinction, of these very beings whose wonderful structure and beauty he alone is fitted to 

appreciate and enjoy. This consideration must surely tell us that all living things were not 

made for man”. 

 

Alfred Russell Wallace, “The Malay Archipelago”, 1869. 

 

Alfred Russell Wallace was one of the greatest naturalists of the Nineteenth century, yet he 

remains, and was even in his own time, largely unsung. Unknown to many today he arrived at 

the theory of evolution by natural selection completely independently of Charles Darwin in 

1858. It is true however that Darwin had thought of the theory first, however he had not 

published it by 1858. He was only prompted to do so when he received a letter from Wallace in 

that year that asked for the great man’s opinion of his radical idea, an idea he largely 

conceived  one afternoon whilst in the midst of a feverish malarial delirium in the jungles of 

Malaya!  Darwin had been refining the same theory for over twenty years and had confided it 

to very few. In fact if Wallace had not written to Darwin, he may never have published his 

theory at all! Darwin was a man of honor and he agreed to publish the theory jointly with 

Wallace to the Royal Society that year. It had little impact outside academic circles initially. It 

was not until Darwin published “The Origin of Species” the following year in 1859 that the 

wider public became electrified by the new idea. Alfred Wallace graciously conceded the credit 

for the theory to Darwin as Darwin had developed it well in advance of himself and had 

greatly refined it over several decades.  

 

Alfred Wallace was brilliantly prescient in many ways other than in the theory of evolution by 

natural selection. Although Darwin emphasized the power of the environment to shape the 

organisms that lived within it over untold eons of time, Wallace realized that with the arrival of 

humans the environment which previously held power over all that had gone before, was now 

itself  at the mercy of humans. Darwin did not pay much attention to this issue himself. It was 

Wallace who first mused, 150 years ahead of his time on the destructiveness of man and on just 

how incredibly finely balanced where the “relations of organic and inorganic nature” that 

drove the whole process of evolution. He lived in an age where the majority still believed in the 



biblical explanation that all animal life existed purely for the benefit of humans, as laid out in 

the ancient book of Genesis. 

 

   

When Wallace first rapturously observed the magnificent Birds of Paradise virtually no other 

Europeans had ever beheld, he immediately recognized the threat man posed to them. The 

environment that had created these creatures over the vast expanse of geological time, he 

mused would be destroyed by man within the blink of an eye and with its destruction so too 

would perish these extraordinary creations. Not only would humans destroy its environment 

but the process of extinction he had no doubt would be positively enhanced by the hunting and 

killing of these birds for “sport” and for their plumage. He felt a deep melancholy that they 

had existed for millions of years without any human to appreciate them. What was the purpose 

of their existence therefore, obviously they had not existed for this long for the “benefit of 

man”. Indeed as soon as Europeans had heard of these wondrous creatures they began to be 

killed at a great rate so as to adorn the mantelpieces of countless thousands Victorians in 

accordance with the ecological sensitivities of the time…that is none whatsoever! 

 

Wallace reflected that humans would, “…cause the disappearance, and finally the extinction, 

of these very beings whose wonderful structure and beauty he alone is fitted to appreciate and 

enjoy…” Darwin shattered the ideals of many of his time when he relegated “man from the 

crown of creation”, to merely another member of the animal kingdom, though admittedly a 

most extraordinary one. Wallace made this relegation even more complete, “…This 

consideration must surely tell us that all living things were not made for man.” Not only was 

man just another animal, he had shown himself unworthy to have dominion over the other 

creatures of the world. 

 

The idea of extinction of whole species at the hands of humans was utterly unappreciated by 

the vast majority of Wallace’s contemporaries. It is only now in the 21
st
 Century we can see 

how much ahead of his time Wallace was, much of his writings have the ring of a 21
st
 Century 

ecologist. It is unlikely our grandchildren will ever see a live Bird of Paradise nor for that 

matter a vast array of other magnificent creatures that those of Wallace’s time took totally for 

granted.  It is difficult not to underestimate the disregard and total arrogance humans have 

shown for the environment over most of their history. It is to be hoped that now with a full 

appreciation of the factors that are destroying our environment something may be done to limit 

any further losses of creation’s wondrous diversity. 

 

The environmental destruction over the course of the Nineteenth and Twentieth centuries 

provided unimagined material affluence (for some), however as if in retribution for this 

destruction the Twentieth Century provided a new disease previously unknown to the human 

species, coronary disease, a disease of the affluent modern world. Like many aspects of 

environmental destruction, cardiovascular disease is a largely avoidable situation. With due 

diligence to the preventable risk factors such as diabetes, smoking, alcohol, cholesterol and 

hypertension it need not have the disastrous impact that it does. Yet history tells us that the 

inexplicable disregard that humans seem to have for the consequences for their actions will 

mean that the fight against the new disease will continue to be an uphill battle. 

 

 

 

 



NON S-T SEGMENT ELEVATION ACUTE CORONARY SYNDROME 

 

Introduction 

 

All patients who present with a suspected acute coronary syndrome must be assessed in the 

ED on an urgent (category 2) basis and have an ECG performed within 10 minutes of first 

acute clinical contact.  

 

An ECG experienced clinician should review the ECG 

 

After ruling out STEMI, all patients should then undergo a risk stratification assessment, to 

guide further management.  

 

Note that latest guidelines now recommend specific time frames for patients with 

NTEACS (except type 2 MI) to undergo angiography with coronary revascularization (i.e 

PCI or coronary artery bypass grafting - where appropriate). The urgency of these time 

frames will depend on the risk stratification level of the NSTEACS event.  

  

Terminology 

 

                                                                 ACS 

 

                            

 

                                          STEMI                                 NSTEACS 

 

 

 

                                                         NON-STEMI              UNSTABLE ANGINA 

 

ACS (Acute Coronary Syndrome) 

 

● Acute coronary syndrome is an all encompassing term that refers to ischaemic chest 

 pain. 

 

STEMI (S-T Segment Elevation Myocardial Infarction) 

 

● STEMI is defined as presentation with clinical symptoms consistent with an acute 

 coronary syndrome together with S-T segment elevation on ECG  

 

● New LBBB may be included in this sub-heading as the treatment approach is similar to 

 STEMI. 

 

NSTEACS (non S-T Segment elevation acute coronary syndrome) 

 

● NSTEACS refers to any acute coronary syndrome which does not show S-T segment 

 elevation. 

 



● The ECG may show S-T segment depression or transient S-T segment elevation, but 

 often will be normal 

 

Non-STEMI (Non S-T Segment Elevation Myocardial Infarction) 

 

● By definition this will be shown by an elevation of serum troponin and CK levels in the 

 absence of S-T segment elevation. 

 

Unstable Angina 

 

● A small but still significant proportion (< 4 %) of patients presenting with possible 

 cardiac chest pain in whom biomarkers and ECGs are normal will have unstable 

 angina due to underlying coronary artery disease.  

 

 Note that “unstable angina” is measured against a patient’s usual pattern of “stable 

 angina” which is most commonly classified according to the New York Heart 

 Association’s  Functional Classification of Angina, (see appendix 1 below). 

 

New angina however, should be considered unstable in the first instance.   

 

The following refers specifically to NSTEACS (for patients with STEMI, see separate 

document). 

   

Clinical Assessment 

 

After an initial history and examination and ECG, an estimate of the patient’s risk profile 

should be made. 

 

Important points of history 

 

1. Ask about the nature of the pain to establish that the symptoms are typical of ACS 

 

● This however will on many occasions be difficult in distressed, anxious, elderly 

 and non-English speaking patients or in any patient in whom clear 

 communication is difficult. Real life unfortunately rarely follows “the textbook” 

 in this regard.  

 

In cases where communication is difficult the patient’s risk  profile becomes, in 

relative terms, a far greater factor for consideration than the supposed 

description of the pain. 

 

● Ask about the onset, duration and number of episodes 

 

2. Past history, in particular: 

 

 ● Ask about all recognised CVS risk factors 

 

 ● Enquire specifically about any contra-indications to (possible) thrombolysis 

 



 ● The results (if known) of any previous cardiac investigations. 

 

3. Current medications 

 

 ● In particular if they are on, and have had their aspirin. 

 

4. Allergies, especially to aspirin 

 

Important points of examination 

 

Examination in most cases will not be helpful. 

 

1. Assess any immediate ABC issues. 

 

2. Asses the vital signs, in particular the blood pressure. 

 

3. Asses the level of patient distress 

 

4.  Look for any signs of cardiac failure. 

 

Clinical Risk Stratification for ACS in Patients Presenting with Chest Pain 

 

The first task of risk stratifying a patient with ACS is to rule out STEMI and new LBBB 

 

Once this has been done the patient with possible NSTEACS should have a risk stratification 

assessment into high, intermediate or low risk for an adverse event. 

 

High Risk Patients 

 

High risk patients are defined as those presenting with clinical symptoms consistent with ACS 

and any of the following high risk features: 
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1. Persistent or dynamic S-T segment changes on ECG: 

 

 ● S-T segment depression ≥ 0.5 mm. 

 

 ● New T wave inversion ≥ 2.0 mm in more than 2 contiguous leads. 

 

 ● Transient S-T segment elevation ≥ 0.5 mm in more than 2 contiguous leads. 

 

 ● ECG changes consistent with critical coronary artery stenosis, e.g. Wellens 

  Syndrome or LMCA stenosis syndrome.   

 

2. Haemodynamic compromise: 

 

 ● Systolic blood pressure ≤ 90 mmHg 

 

 ● Signs of poor peripheral perfusion 

 



 ● Signs of cardiac failure or frank pulmonary oedema (ie Killip class > 1) 

 

 ● New onset of mitral regurgitation 

 

 ● Syncope. 

 

3. Ongoing pain, or recurrent episodes of pain despite initial treatment whilst in the ED 

 

4. Arrhythmias requiring treatment such as sustained ventricular tachycardia 

 

5. Diaphoresis  

 

6. Elevated serum troponin 

 

7. High risk co-morbidities: 

 

 ● Left ventricular systolic dysfunction (ejection fraction < 0.4) 

 

 ● Past PCI or CAGS 

 

 ● Past myocardial infarction.  

 

Intermediate Risk Patients 

 

Intermediate risk patients are defined as those presenting with clinical symptoms consistent 

with ACS but do not have high risk or low risk criteria.  

 

Low Risk Patients 

 

Low risk features include: 

 

1. Age < 40 years 

 

2. Symptoms that are atypical for angina 

 

3. Remain symptom free 

 

4. Absence of known CAD 

 

5. Normal troponin levels 

 

6. Normal ECG (including no transient changes). 

 

Risk Stratification among patients with Confirmed ACS: 

 

Markers of increased risk of mortality and recurrent events among patients with confirmed 

acute coronary syndrome are as follows: 

 

 



Very High Risk: 

 

1. Haemodynamic instability: 

 

 ● Heart failure/ cardiogenic shock  

 

 ● Mechanical complications of myocardial infarction  

 

2. Life-threatening arrhythmias or cardiac arrest 

 

3. Recurrent or ongoing ischaemia, i.e chest pain refractory to medical treatment) or  

 recurrent dynamic ST segment and/or T wave changes, particularly with: 

 

 ● Intermittent ST segment elevation 

 

 ● de Winter T wave changes  

 

 ● Wellens syndrome (or LMCA syndrome) 

 

 ● Widespread ST elevation in two coronary territories. 

 

High Risk: 

 

1. Rise and/or fall in troponin level consistent with MI 

 

2. Dynamic episode of ST segment and/or T wave changes with or without symptoms 

  

3. GRACE score >140 

 

Intermediate Risk: 

 

1. Diabetes mellitus 

 

2. Renal insufficiency (glomerular filtration rate < 60mL/min/1.73m
2
) 

 

3. Left ventricular ejection fraction  ≤ 40 % 

 

4. Prior revascularization:  

 

 ● Percutaneous coronary intervention  

 

 ● Coronary artery bypass grafting 

 

5. GRACE score >109 and <140 

 

GRACE = Global Registry of Acute Coronary Events 

 

See: http://www.mdcalc.com/ 

 



Low Risk: 

 

Patients with NSTEACS who have:  

 

● No recurrent symptoms  

 

And  

 

● No risk criteria (as listed above)  

 

are considered at low risk of ischaemic events. 

 

Assessing the Risk for Post ACS Bleeding: 

 

The routine use of a validated risk stratification tool for bleeding events may also assist in 

individual patient clinical decision making in regards to ACS care. 

 

The CRUSADE Score may be used in this regard. 

 

It risk stratifies patients for bleeding complications according to 8 parameters: 

 

● Heart Rate 

 

● Systolic Blood Pressure 

 

● Hematocrit 

 

● Creatinine Clearance 

 

● Sex 

 

● Signs of CHF at Presentation 

 

● History of Vascular Disease 

 

● History of Diabetes Mellitus 

 

The score can be calculated via: 

 

● http://www.mdcalc.com 

 

Investigations 

 

Blood tests 

 

1. FBE 

 

2. U&Es/ glucose 

 



 ● In particular check the potassium level. 

 

3. Cardiac troponin I: 

 

 ● Normal levels are considered vary according to the exact assay that is being 

  used. In general terms a normal level is considered to be < 99th percentile for 

  the assay. 

 

 ● Troponin I may persist for 5-14 days post infarction. 

 

● Reinfarction can also be accessed via troponin levels (CK/CKMB is now 

 obsolete and not required).   

 

● An initial troponin level should be done on all cases of suspected ACS with 

 a second level done at 6 hours (sensitive assay) or 3 hours (highly sensitive 

 assay) from the onset of the chest pain. 
  

 Note that some patients that fit specific low risk stratification criteria may 

 be suitable for validated accelerated diagnostic pathways.   
 

 ● Rising versus falling levels: 

 

  ♥ For the vast majority of patients being investigated for possible MI, a 

   rising  pastern is suggestive of the diagnosis of MI.  

 

However in patients who present late following MI, troponin elevations 

may have already peaked and in this context, a falling troponin pattern 

is significant.      

 

● Note that all troponin assays, regardless of their detection sensitivity do not rule 

 out unstable angina. Clinical management decisions should not be based solely 

 on troponin levels, but on thorough investigation and risk assessment that 

 includes detailed clinical assessment, observation, repeated ECG tests, and 

 where available functional testing. 

 

ECG 

 

● All patients who present with a suspected acute coronary syndrome must have an 

ECG within 10 minutes of first acute clinical contact. 

 

● An ECG experienced clinician should review the ECG 

 

● The immediate decision pathway will then involve the ECG stratification of STEMI, 

from NSTEACS, (S-T segment depression or T wave changes or transient S-T segment 

elevation or no new changes). 

 

 

 

 



STEMI minimum criteria are as follows: 
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STEMI is defined as presentation with clinical symptoms consistent with ACS (generally 

of ≥ 20 minutes duration) with persistent (> 20 minutes) ECG features in  ≥ 2 contiguous 

leads of: 

 

● ≥ 2.5 mm (i.e ≥ 2.5 small squares) ST elevation in leads V2-3 in men under 40 

 years 
 

 Or 

 

 ≥ 2.0 mm (i.e ≥ 2 small squares) ST elevation in leads V2-3 in men over 40 years 
 

● ≥ 1.5 mm ST elevation in V2-3 in women  

 

● ≥ 1 mm ST elevation in other leads. 

 

● New LBBB, (LBBB should be considered new unless there is evidence otherwise).  

 

Note that the minimal S-T changes can be difficult to interpret, especially in those with pre-

existing CAD or other significant CVS disease. In such cases: 

 

● Comparison with old ECGs will be useful.  

 

● Modified Sgarbossa criteria can help (see separate document). 

 

● In cases of LBBB urgent echocardiography may be useful, if readily available, to detect 

 wall motion abnormalities (suggesting myocardial ischaemia) in difficult cases of 

 patients with LBBB. 

 

CXR 

 

This should generally be done in all cases, but should never be allowed to delay any treatment 

measures, especially reperfusion therapies.    

 

Unstable patients should be x-rayed in the Resus cube and not leave the department. 

 

Stable low risk patients may be suitable to leave the department for their x-ray, this will need 

to be judged on a case by case basis. 

 

Look for cardiomegaly, cardiac failure or other associated pathology. 

 

Coronary Angiography 

 

Patients with high or very high risk NSTEACS should be referred to cardiology urgently 

for consideration of a urgent coronary angiogram. 

 

 

 



Echocardiography 

 

This is not a routine test in NSTEACS patients, but may be considered on an urgent basis in 

selected cases including: 

 

● Confirmation of wall motion abnormalities when the diagnosis of ACS is unclear 

 (pericarditis or myocarditis is being considered for example or in cases of LBBB) 

 

● Patients who develop cadiogenic shock 

 

● Some cases of inferior infarction where evidence of right ventricular infarction is being 

 sort. 

 

● Some complex cases of ACS where secondary complications are suspected, such as 

cardiac tamponade or valvular disruption 

 

Management  

 

Initial management 

 

1. All patients must be triaged to a monitored cube for ongoing assessment and continuos 

 ECG monitoring. 

 

2. IV access, and blood tests taken. 

 

3. Oxygen therapy: 

 

● The routine use of oxygen therapy among patients with a blood oxygen 

 saturation (SaO2) level > 93% is not recommended, but its use when the  SaO2 

 is below this level (or if the patient is shocked) is advocated, despite the absence 

 of clinical data. 

 

However, care should be exercised in patients with COPD where the target 

SaO2 level is 88 - 92%. 

 

4. Pain relief 

 

 Options include: 

   

● Nitrates:  

 

These can be given sub-lingual, topical, or as an IV infusion in cases of 

intractable pain not responding to morphine. 

 

  For Initial management: 
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Glyceryl trinitrate sublingual spray 400 micrograms or sublingual tablet 300 to 

600 micrograms. 

 



Repeat every 5 minutes as needed and if tolerated (monitor for hypotension) to 

a maximum of 3 doses. 

 

 ● IV morphine boluses titrated to clinical effect:
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 2.5 to 5mg IV as an initial dose, then titrated to effect every 5 to 10 minutes with 

 further incremental doses of 2.5 to 5mg IV.  

 

In elderly patients or those with cardiorespiratory compromise, an initial 

morphine dose of less than 2.5mg IV and incremental doses of 0.5 to 1mg 

should be considered. 

 

If morphine is contraindicated, consider fentanyl at 25 to 50 micrograms IV as 

initial equivalent dose. 

 

Note that morphine can slow the absorption of some oral medications, including 

ticagrelor, (and so fentanyl may be a better option), however the clinical 

significance of this effect is currently unknown, and morphine remains a 

recommended treatment.       

 

Further management for NSTEACS patients will then be guided by the risk stratification 

level of the patient. 

 

5. Antiplatelet therapy: 

 

In all patients with possible ACS and without genuine contraindications, aspirin 

dissolved or chewed) should be given as soon as possible after presentation.  

 

Additional antiplatelet and anticoagulation therapy, or other therapies such as beta-

blockers, should not be given to patients without a confirmed or probable diagnosis 

of ACS. 

 

For all cases give: 

 

● Aspirin 300 mg. 

 

Followed by: 

 

Aspirin 100 - 150 mg daily thereafter.  

 

Aspirin is then continued indefinitely unless it is not tolerated or an indication 

for anticoagulation becomes apparent. 

 

Note that other NSAIDs should not be given due to an increased risk of MACE (i.e 

major adverse cardiac event) in patients subsequently shown to have ACS.  

 

Among patients with confirmed ACS at intermediate to high risk of recurrent 

ischaemic events, use of a P2Y12 inhibitor is also recommended: 

 



 Give: 

 

 ● Ticagrelor loading dose 180 mg. 

 

 Followed by: 

 

 ● Ticagrelor 90 mg B.D  

 

Careful assessment of bleeding risk should be undertaken before using these agents.  

 

Avoid if emergency coronary artery bypass grafting may be required (e.g. ongoing 

ischaemia, extensive ECG changes, haemodynamic instability).   

 

Dual antiplatelet therapy (i.e. with aspirin and a P2Y12 inhibitor (clopidogrel or 

ticagrelor) should be prescribed for up to 12 months in patients with confirmed ACS, 

regardless of whether coronary revascularisation was performed. The use of Prasugrel 

for up to 12 months should be confined to patients receiving PCI. 

 

Consider continuation of dual antiplatelet therapy beyond 12 months if ischaemic risks 

outweigh the bleeding risk of P2Y12 inhibitor therapy; conversely, consider 

discontinuation if bleeding risk outweighs ischaemic risks. 

 

6. Anticoagulation: 

 

Either unfractionated heparin or enoxaparin is recommended in patients with ACS at 

intermediate to high risk of ischaemic events. 

 

Enoxaparin may be preferred over unfractionated heparin as it does not require 

monitoring of partial thromboplastin time and is simpler to administer.  

 

Swapping between enoxaparin and unfractionated heparin has been shown to increase 

bleeding risk and is not recommended. 

 

 Give: 

 

 ● Clexane (enoxaparin) 1 mg/kg SC (a reduced dose, 0.75mg/kg should be 

  given in patients with renal impairment) 

 

 ● Heparin (loading dose followed by infusion) should be given if the patient is to 

  receive an urgent PCI 

 

 Heparin or enoxaparin is not required in patients with successful revascularization and 

 without other indication for anticoagulation. 
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7. Glycoprotein IIb/IIIa inhibitor: 

 

An IV glycoprotein IIb/IIIa inhibitor in combination with heparin is recommended at 

the time of PCI among patients: 

 



● With high risk clinical and angiographic characteristics 

 

● Who continue to have ischemia despite other treatments   

 

Currently available agents include:  

 

● Reopro (abciximab) 

 

● Integrilin (eptifibatide)  

 

● Tirofiban (aggrastat). 

 

The treating cardiologist will advise which agent, if any, is to be used. 

 

8. Bivalirudin: 

 

● Bivalirudin is a direct thrombin inhibitor. 

 

Bivalirudin (0.75 mg/kg intravenously with 1.75 mg/kg/h infusion) may be 

considered as an alternative to glycoprotein IIb/IIIa inhibition and heparin 

among patients with ACS undergoing PCI with clinical features associated 

with an increased risk of bleeding events. 

 

9. Reperfusion therapy: 

 

Patients with confirmed (i.e elevated troponin levels) intermediate, high and very 

high risk NSTEACS (except patients with type 2 MI) should have angiography with 

coronary revascularization (i.e PCI or coronary artery bypass grafting - where 

appropriate). 

 

Recommended intervention times are as follows:  

 

 Very High Risk NSTEACS: 

 

 ● Patients with NSTEACS with very high risk criteria should have an invasive 

  strategy within 2 hours. 

 

 High Risk NSTEACS: 

 

● Patients with NSTEACS with high risk criteria should have an invasive 

 strategy within 24 hours. 

 

 Intermediate Risk NSTEACS: 

 

● Patients with NSTEACS with intermediate criteria should have an invasive 

 strategy within 72 hours. 

 

  

 



 Low Risk: 

 

● Patients with NSTEACS who have no recurrent symptoms and no risk 

 criteria are considered at low risk of ischaemic events.  

 

They can be managed with a selective invasive strategy guided by provocative 

testing for inducible ischaemia. 

 

Further Secondary Prevention medications: 

 

Statin: 

 

● Initiate and continue indefinitely, the highest tolerated dose of an HMG-CoA (3-

 hydroxy-3-methylglutaryl-coenzyme A) reductase inhibitor (statin) for a patient 

 following hospitalization with ACS, unless contraindicated or there is a history of 

 intolerance. 

  

There is additional benefit from progressive lowering of cholesterol levels, with no 

apparent lower limit. Within the context of an individualized care plan, a target low 

density lipoprotein cholesterol level of less than 1.8 mmol/L is suggested in the first 

instance. 

 

Beta Blocker: 

 

● Initiate treatment with vasodilatory b-blockers in patients with reduced left ventricular 

 systolic function (left ventricular ejection fraction  < 40%) unless contraindicated. 

 

ACEI/ Sartan: 

 

● Initiate and continue angiotensin-converting enzyme inhibitors (or angiotensin receptor 

 blockers) in patients with evidence of heart failure, left ventricular systolic dysfunction, 

 diabetes, anterior MI or co-existent hypertension. 

 

Disposition 

  

High Risk Patients 

 

All will clearly require hospital admission and most of these patients will require 

admission to coronary care admission 

 

Coronary care admission criteria incudes: 

 

● Significantly elevated serum troponin. 

 

● Recurrent chest pain, whilst in the ED 

 

● ECG changes. 

 

● Haemodynamic instability. 



 

● Arrhythmias  

 

Intermediate Risk Patients  

 

Non-invasive objective testing is recommended in intermediate risk patients, as defined by a 

validated Suspected ACS-AP, with normal serial troponin and ECG testing and who 

remain symptom free: 

 

With regard to the timing of testing: 

 

● High risk patients require further objective testing during the index admission. 

 

● Intermediate risk patients may be safely accelerated for early inpatient testing or 

 discharged for outpatient testing, ideally within 7 days but acceptable up to 14 days 

 after presentation.  

 

Investigation before discharge from the emergency department is desirable among patients 

with characteristics associated with significant failure to re-attend for medical review, given 

the higher rates of MACE in such patients. 

 

Low Risk Patients 

 

Patients in whom no further objective testing for coronary artery disease (CAD) is 

recommended are those at low risk (see above). 

 

Following discharge, attendance at cardiac rehabilitation or undertaking a structured secondary 

prevention service is recommended for all patients hospitalized with ACS. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Appendix 1 

 

New York Heart Association Functional Classification of Angina: 

 

Class 1 

 

● Patients with cardiac disease but without resulting limitation of physical activity.  

 

● Ordinary physical activity does not cause undue fatigue, palpitation, dyspnea, or 

 anginal pain. 

 

Class II 

 

● Patients with cardiac disease resulting in slight limitation of physical activity.  

 

● They are comfortable at rest. Ordinary physical activity results in fatigue, palpitation, 

 dyspnea, or anginal pain. 

 

Class III 

 

● Patients with cardiac disease resulting in marked limitation of physical activity.  

 

● They are comfortable at rest. Less than ordinary activity causes fatigue, palpitation, 

 dyspnea, or anginal pain. 

 

Class IV 

 

● Patients with cardiac disease resulting in inability to carry on any physical activity 

 without discomfort.  

 

● Symptoms of heart failure or the anginal syndrome may be present even at rest. If any 

 physical activity is undertaken, discomfort is increased. 
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