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Result based reference guide and link to relevant guideline detail 

Alternative / Additional  lipid lowering options - beyond Atorvastatin 
Medication Notes When to prescribe Section link 

Rosuvastatin Water soluble statin First line alternative medication 

Red section 

Ezetimibe   Additional if non HDLc above target or alternative if statin intolerant 

Ezetimibe + 
Bempedoic acid 

Available as a single 
tablet Consider in non HDLc above target on Ezetimibe monotherapy 

Evolocumab/ 
Alirocumab 

Secondary care 
presciption only 

Secondary prevention: single event LDLc>4mmol/l; two or more events 
LDLc>3.5mmol/l; Familial Hypercholesterolaemia LDLc>5mmol/l 

Green section 

Inclisiran 
Primary or Secondary 
care prescription 

Secondary prevention; LDLc ≥2.6mmol/l 

Icosopent ethyl Primary or Secondary 
care prescription 

Secondary prevention: consider if on statins and fasting TG ≥ 1.7mmol/L and LDLc 

1.04 - 2.6mmol/L 

Guidance related to Interpretation of lipid profile 
Parameter Value Clinical scenario Section link 

non HDLc 
>5.9mmol/l Assessment for severe hypercholesterolaemia Peach section 

>2.6mmol/l Need to intensify lipid lowering in secondary prevention patients Green section 

LDLc  >2.0mmol/l Need to intensify lipid lowering in secondary prevention patients Green section 

Triglycerides >5mmol/l Measure fasting lipid profile 

Yellow section Apolipoprotein 
B100 

  Measured if fasting triglycerides >10mmol/l 

Total cholesterol >7.5mmol/l + Personal or first degree relative history of IHD/CVD event <60yrs OR 
+ First /second degree relative with total cholesterol >7.5mmol/l or LDL>4.9mmol/l 
Consider Familial Hypercholesterolaemia 

Peach section 

LDLc  >4.9mmol/l 

Lipoprotein (a) 
  

Consider measuring if personal or first degree relative with history of IHD/CVD 
<60yrs or lipoprotein (a)>200nmol/l in a first degree relative 

Blue section 

    
    



 

 

LINK 

LINK 

MORE DETAILS: BEYOND STANDARD THERAPY TREATMENT 

FOR AN INTERACTIVE VERSION OF THIS CHART CLICK HERE 

https://www.england.nhs.uk/aac/publication/summary-of-national-guidance-for-lipid-management/
https://www.healthinnovationyh.org.uk/lipid-management-tool/


 

  

LINK 

PAGE 2 AAC SUMMARY 

https://www.england.nhs.uk/aac/publication/summary-of-national-guidance-for-lipid-management/


 
 

 



 

 

https://www.england.nhs.uk/aac/publication/statin-intolerance-pathway/


 

 

Click here 

https://www.england.nhs.uk/aac/publication/statin-intolerance-pathway/


 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Flow chart for the assessment of severe hypercholesterolaemia 

 

Yes 

Total Cholesterol > 7.5mmol/L and/or LDL-C (fasting)               

> 4.9mmol/L and/or non-HDL-C > 5.9mmol/L 

Take fasting blood for repeat lipid profile & 

Blood and urine samples to exclude secondary causes of 

hyperlipidaemia (U+E, LFT, TFT, HbA1c, Urine ACR) 

 
Review patient to ASSESS 

Current drug treatment 

Lifestyle including diet (note any fad diets) and physical activity  

Alcohol history 

Glycaemic control if diabetic  

Are there any secondary causes? 

Notes 

1. Personal history or first degree 

relative with confirmed CHD (MI, 

CABG, PCI or definite coronary artery 

disease on coronary angiography)      

< 60 years or second degree relative 

with confirmed CHD < 50 years, and / 

or family history of total cholesterol      

> 7.5mmol/L 

2. If fasting triglycerides ≥4.5mmol/L  

refer to hypertriglyceridaemia section  

3. All patients should have lifestyle 

advice offered and an overall 

management plan discussed and 

agreed 

4. Refer to BNF/SPC for 

contraindications, interactions and 

increased risk of adverse events with 

Atorvastatin 20mg OD 

Manage any secondary causes and reassess 

Total Cholesterol > 9.0 mmol/L or 
Non-HDL-C > 7.5 mmol/L or 
LDL-C > 6.5 mmol/L or 
Fasting triglycerides > 10 mmol/L? 

Is repeat LDL-C > 4.9 mmol/L and/or non-HDL-C             

> 5.9mmol/L 

Consider treating with Atorvastatin 20mg OD.  

 If there is a clinical concern/uncertain family history/poor response to optimal statin/  

younger patient 

 then submit an Advice & Guidance request via eReferral 

Are tendon xanthomata (visible and/or 

palpable) present and/or is there a 

personal and/or family history of 

confirmed CHD/raised cholesterol  

Assess and manage 10-year CVD risk. 

Consider Atorvastatin 20mg OD  

Refer to 

Lipid Clinic 

Refer to Lipid 

Clinic 

Yes 

Yes 

Yes 

No 

No 

No 

No 



 
 

Simon Broome criteria for Familial Hypercholesterolaemia (FH) 
 

Definite Familial Hypercholesterolaemia is defined as: 

Total cholesterol > 7.5 mmol/L or LDL-C > 4.9 mmol/L in an adult 
Total cholesterol > 6.7 mmol/Lor LDL-C > 4.0 mmol/L in a child (< 16 years)  
(Levels either pre-treatment or highest on treatment) 

Plus 

Tendon Xanthomas in - patient 

- 1st degree relative (parent, sibling or child) or 

- 2nd degree relative (grandparent, uncle or aunt) 

Or 

DNA-based evidence of a variant causing FH  

 

Possible Familial Hypercholesterolaemia is defined as: 

Total cholesterol > 7.5 mmol/L or LDL-C > 4.9 mmol/L in an adult 
Total cholesterol > 6.7 mmol/L or LDL-C > 4.0 mmol/L in a child (< 16 years) 
(levels either pre-treatment or highest on treatment) 

Plus 

Family history of premature myocardial infarction (one or the other): 

- < 60 years of age in 1st degree relative 

- < 50 years of age in 2nd degree relative 

Or 

Family history of raised total cholesterol: 

- > 7.5 mmol/L in adult 1st or 2nd  degree relative or 

- > 6.7 mmol/L in child or sibling < 16 years. 
 

 

- Do not use Simon Broome LDL-C criteria for relatives of index individuals with clinical 
diagnosis of Familial Hypercholesterolaemia because this will result in under diagnosis. 

- Do not use CVD risk estimation tools as people with Familial Hypercholesterolaemia 

are already at a high risk of premature coronary heart disease. 

 

 

Homozygous Familial Hypercholesterolaemia 

Consider a clinical diagnosis of homozygous familial hypercholesterolaemia in patients with an LDL-C > 10 

mmol/L (ESC consensus statement on Homozygous FH 2023) 



 
 

  

 

 

 

 

 

 

 

  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

  

Flow chart for the assessment of Hypertriglyceridaemia 

Non fasting Triglycerides 
4.5 – 9.9 mmol/L 

Moderate 

1. Identify and initiate correction of possible common secondary causes of dyslipidaemia (see table 
below) 
 

2. Repeat full fasting lipid profile for all and include Apolipoprotein B 100 (ApoB) measurement 
for those with triglycerides 4.5 mmol/L or above within 5-14 days. 
Addressing secondary causes should occur also during this period. NOTES- Recommended diet 
should reduce simple sugar, total carbohydrates and fat.  Dietary metabolic adaptions can require 
upto 3 months for full impact on lipid profile. 
- Current abdominal pain needs urgent assessment for pancreatitis.  

Assess and treat CVD risk as for 
general population but note that 
CVD risk may be 
underestimated by risk 
assessment tools  
 

Start Atorvastatin 20mg OD if 
Qrisk > 10% 
 

Lifestyle intervention: reduce 
weight, improve diet, reduce 
alcohol intake and increase 
aerobic activity  

At risk of acute pancreatitis 
 
Start Fenofibrate 200mg OD; use reduced dose of 67mg 
daily if eGFR 30-59 
 
Lifestyle intervention for the longer term: strict fat reduced 
diet    (< 20% of calories as fat), reduce body weight; reduce 
intake of alcohol, improve diet, increase aerobic activity  
 
Fibrates work through nuclear transcription.  Effects become 
apparent after ~2-3 weeks of sustained use 

Secondary causes of Hypertriglyceridaemia  

• Obesity  • Hypothyroidism 

• Metabolic syndrome • Renal disease (proteinuria, uraemia or 
glomerulonephritis) 

• Diet with high fat or calories  • Pregnancy (particularly in the third 
trimester 

• Excess alcohol consumption  • Paraproteinaemia 

• Diabetes Mellitus (mainly Type 2) • Systemic lupus erythematosus 
•     Medications (including corticosteroids, oral estrogen, Tamoxifen, thiazides, non-cardioselective 
beta-blockers and bile acid sequestrants, Cyclophosphamide, L-asparaginase, protease inhibitors and 
second-generation antipsychotic agents such as Clozapine and Olanzapine) 

 

Non fasting Triglycerides 
10 – 20 mmol/L 

Severe 

Non fasting Triglycerides  
> 20 mmol/L 
Very Severe  

Repeat FASTING 
Triglycerides 

 4.5 – 9.9mmol/L  
Moderate 

Repeat FASTING 
Triglycerides  

10 – 20 mmol/L 
Severe 

Repeat FASTING 
Triglycerides  
>20 mmol/L 
Very Severe  

Submit an Advice & Guidance 
request via eReferral 

• Non-HDL-C > 7.5 mmol/L 

• Untreated ApoB < 1.0g/L 
 

Urgent Referral to Lipid 
Clinic  

Referral to Lipid Clinic 



 
 

  

 

Lipid Management in Pregnancy 

 

General Advice for Familial Hypercholesterolaemia (FH) / Lipid Patient Planning Pregnancy 

1. Risks for future pregnancy should be discussed for women and girls when lipid lowering therapy 
is first considered, and should be discussed as part of annual review. 

 

2. Discontinue lipid lowering therapy for 3 months before attempting to conceive. 
 

3. Patient who conceive on lipid lowering therapy should stop therapy immediately and be offered 
urgent referral for foetal assessment. 

 

4. Dietary advice should be offered as part of pre-conception planning. Pregnant women should 
limit intake of oily fish to no more than 2 portions a week and avoid shark, marlin and swordfish. 

 

5. Commence Folic Acid 400 mcg OD prior to conception and continue until week 12 of pregnancy 
(give 5 mg once daily if high risk high of conceiving child with neural tube defect). 

 

6. Do not routinely use aspirin. Aspirin should be commenced after first dating scan if risk of pre-
eclampsia (NICE NG 133; see below). 

 

7. Discuss smoking cessation.  
 

8. Shared care arrangements for pregnancy, including expertise in cardiology and obstetrics 
should be made. Care should include an assessment of coronary heart disease risk; 
assessment for aortic stenosis is essential in women Homozygous FH.  

 

9. Do not monitor lipid profile during pregnancy. 
 

10. Discuss breast feeding plans – Statins and Ezetimibe can be re-started once breast feeding 
completed. Check Lipid profile after 6-8 weeks.  

 

11. Infants should ideally have a buccal swab to screen for FH at 2 years. Earlier genetic testing 
should be considered if risk of Homozygous FH. 

Women are considered to be at high risk of pre-eclampsia if they have: 

1 or more High Risk factors: 2 or more moderate risk factors : 

Hypertension during previous pregnancy First Pregnancy 

CKD Age 40 or older 

Chronic Hypertension Pregnancy interval > 10 yrs. 

Type 1 or Type 2 Diabetes BMI 35 kg/m2 at first visit 

Autoimmune disease (SLE, 
Antiphospholipid syndrome) 

Family history of pre-eclampsia 

Multiple Pregnancy 



 
 

  

Statins 

Statins are contraindicated in pregnancy. 

Advise women of childbearing potential of potential teratogenic risks and to stop taking statins if 

pregnancy a possibility. 

Women planning pregnancy should stop statins 3 months before they attempt to conceive and not 

restart them until breast feeding is finished. 

Ezetimibe 

Ezetimibe monotherapy should not routinely be given to pregnant women and used only if clearly 

necessary. There is no clinical data available on the use of Ezetimibe during pregnancy.  

Ezetimibe should not be given during breast feeding. 

Fibrates 

Fibrates should not be used routinely for the prevention of cardiovascular disease.  

Fibrates should be avoided in pregnancy. Embryo toxicity demonstrated in animal studies with 

Fenofibrate / Gemfibrozil. 

PCSK9 Inhibitors 

Alirocumab should be avoided in pregnancy unless clinical condition requires treatment. Maternal 

toxicity demonstrated in animal studies. 

Evolocumab should be avoided in pregnancy unless treatments essential; limited information 

available. 

Inclisiran 

Avoid in pregnancy, no data available 

Bempedoic Acid 

Manufacturer advises avoid in pregnancy, toxicity has been demonstrated in animal studies 

Icosapent Ethyl  

Avoid in pregnancy, limited information available. 

 

 

 



 
 

  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

  

 

 

 

 

 

Assessment of potential Familial Hypercholesterolaemia case in a child 

 

Child identified as possible FH due to known FH gene variant in family or unknown if this family carries FH variant.  Contact FH genetics nurses for help either via 

Advice and Guidance under FH service referrals or 0191 241 8828.  They will help direct appropriate evaluation.  

Child identified as potential proband 
No opportunity to test adult relative OR 

Adult relative’s test inconclusive OR 
Child tested for some other reason 

Child identified as having pathogenic FH variant 
genetic cascade testing  

Take family history, physical examination 
Non -fasted lipid profile, Lipoprotein (a), if not already done 

Discharge 

Bloods 

normal 

Lifestyle advice  
After 2 months 

Repeat lipid profile (fasted if TGs not normal on initial sample) 
TSH, free T4, HbA1c, LFT, CK, Lipoprotein (a) if not already done 

Measure Apolipoprotein B 

Consider discussion  in 

regional MDT 
TGs ≥ 2.5 mmol/L TGs < 2.5 mmol/L 

LDL-C over 4.0mmol/L LDL-C over 3.5 mmol/L 

and positive family history  

LDL-C 3.0-3.5  

or Lp(a) > 200nmol/L 

LDL-C < 3.0 &  

Lp(a) <90nmol/L 

Refer to one of 3 Paediatric 
Lipid Clinics   

 
Dr Mark Anderson, Great 
North Children’s Hospital for 
Newcastle, Northumberland, 
Gateshead, Cumbria 

Dr Neil Hopper, Sunderland 
Royal Hospital for 
Sunderland, South Tyneside 
and County Durham 

Dr Mark Burns, James Cook 
University hospital for 
Teesside  

Bloods abnormal 

LDL-C < 3.0 &  

Lp(a) 90-200nmol/L 

nmol/L 

Discharge with 
advice to seek 
reassessment of 
other 
cardiovascular risk 
factors as an adult  
 
Give standard 
letter 

Discharge 

Follow up, repeat lipids 

periodically.  If LDL-C (or 

non-HDL-C equivalent 

remains > 3.1 and family 

history suggestive of FH, 

consider genetic testing or 

discussion at regional 

MDT 

Activate initial genetic testing  

Repeat lipid profile if not 
already done 
If remains abnormal follow 
up and consider screening 
family members with lipid 
profiles, 
Consider discussion at 
regional MDT 

Variant Positive  
Age appropriate 
treatment If LDL-C   
> 3.5mmol/L 
Cascade test family  

Paediatric lipid clinic  
Can be done in primary care/general 
paediatrics or paediatric lipid clinic 

Pathogenic 
variant 
negative 

TG – Triglycerides 
Lp(a) - Lipoprotein (a) 

Pathogenic 
variant 
found 



 
 

  

 



 
 

  

 

 

  



 
 

  

Common Drug Interactions 

For full information on interactions with lipid lowering medications refer to British National 

Formulary https://bnf.nice.org.uk 

 

Newer lipid lowering treatments, points to highlight:  

Bempedoic acid:  Can increase uric acid levels, caution if history of gout – further information 

Icosapent ethyl: Increased risk of bleeding- check interaction with individual medications- further information 

Injectable medications: Alirocumab/ Evolocumab/ Inclisiran  no known clinically significant drug interactions 

 

Specific clinical conditions and Lipid lowering therapies  

Clinical Condition  Additional information 

Concurrent biologic injections PCSK9i injection (ie.Alirocumab/ evolocumab) plus an additional 
monoclonal antibody (ie. adalimumab/ secukinumab) 
No interaction is expected when a PCSK9i monoclonal antibody is 
given with a monoclonal antibody which has a different therapeutic 
targets for example adalimumab/ secukinumab 

HIV Multiple interactions – seek specialist advice;  
Consult www.hiv-druginteractions.org 

Pre- surgery Alirocumab/ evolocumab – no need to stop pre-surgery 
 

Transplant patient  Multiple interactions – seek specialist advice from the transplant 
team 

 

 

 

https://bnf.nice.org.uk/
http://www.hiv-druginteractions.org/


 

  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Lipid Clinic referral criteria 

All lipid clinics within the region offer Advice & Guidance and/or Choose and Book via Electronic Booking 

System referrals. Requests for Advice & Guidance may be converted into a clinic appointment should 

consent be given at point of request. 

For more general enquiries about Familial Hypercholesterolaemia (FH) Advice & Guidance can be 

accessed from the Familial Hypercholesterolaemia Specialist Nurses. 

Refer to lipid clinic if: 
- Clinical diagnosis of Familial Hypercholesterolaemia according to Simon Broome criteria. 

 

- Relatives of patients with FH who may require genetic screening (FH Specialist nurses). 
 

- Children with FH (Paediatric Clinic). 
 

- Triglycerides > 10 mmol/L (unless this can be explained by secondary causes such as alcohol or poor 
glycaemic control which would require initial intervention before any reassessment of lipid profile) 

 – refer urgently if triglycerides > 20 mmol/L 

Patients who fulfil NICE TA 393 / 394 criteria for PCSK9i therapy (See table for thresholds in green 

sect ion under ‘Treatment beyond standard therapy’ 

- Consider Advice & Guidance as initial step if;Total cholesterol > 9 mmol/L or non-HDL-C > 7.5 
mmol/L even if absence of first degree family history of premature heart disease. 

 

- Apolipoprotein B value is <1g/l when assessing patients with hypertriglyceridaemia. This is used as a 

screening assessment for type 3 hyperlipidaemia, so lower values have more relevance in this context. 

 

The Lipid clinic will share SNOMED codes where and when applicable to aid accurate audit of FH-
patient care pathway by CVD Prevent. These are shared below; 

 

Description of Findings SNOMED Code 

Apolipoprotein B gene mutation positive 204871000237101 

Proprotein convertase subtilisin/kexin type 9 gene mutation positive 204881000237104 

Low density lipoprotein receptor gene mutation positive 204891000237102 

Apolipoprotein E gene mutation positive 204901000237101 

Genetic variant causing familial hypercholesterolaemia not detected 204931000237105 

Genetic variant of uncertain significance detected 204921000237108 

Lipoprotein (a) hyperlipoproteinaemia 1264212004 



 

  

Lipoprotein (a) 

Lipoprotein (a) is a modified form of LDL (bad) cholesterol. It is a major independent risk 

factor for cardiovascular disease (CVD) and calcific aortic valve stenosis. It promotes 

atherosclerosis and has a pro-thrombotic effect.  

Lipoprotein (a) level (nmol/L) Risk 

< 32 No change 

32 - 90 Minor CVD risk 

91-200 Moderate CVD risk 

201-400 High CVD risk 

> 400 Very High CVD risk 

 

Lipoprotein (a) levels are predominantly genetically determined and therefore raised levels 

can run in families. The genetic inheritance pattern is autosomal co-dominant and may be 

more apparent at higher concentrations of lipoprotein (a). However the presence of a raised 

level of lipoprotein (a) does not exclude the possibility of an underlying genetic lipid disorder 

such as Familial Hypercholesterolaemia (FH) or Familial Combined Hyperlipidaemia (FCH) 

as  it is possible for patients with these conditions to also have a raised lipoprotein (a) which 

will confer an additional risk of CVD. 

Secondary causes of a raised lipoprotein (a) level; 

- Chronic Kidney Disease 
- Proteinuria 
- Hypothyroidism 
- Chronic inflammatory disease (eg Rheumatoid Arthritis, SLE, Psoriasis) 
 

Levels may be reduced in liver disease and in postmenopausal women on HRT.  

Lipoprotein (a) levels are generally 2 x higher in patients of African descent compared with 

Caucasian, Hispanic and certain Asian populations, with South Asian patients tending to 

have intermediate levels. 

Measurement of lipoprotein (a) 

Measurement of lipoprotein (a) should be considered in the following patients: 

1. Personal or Family history of premature CVD (< 60 yrs of age) 
2. 1st degree relative with raised Lipoprotein (a) (> 200 nmol/L) 
3. Known genetic dyslipidaemia e.g. FH, FCH or Remnant Dyslipidaemia 
4. Calcific Aortic valve stenosis 
5. Borderline 10 yr CVD risk (<15%) 
 
No fasting prior to sampling or repeat measurement is required. 
 

 

 



 

  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Management of patients with raised Lipoprotein (a) 

There are no specific therapies currently available for patients with raised levels of 

lipoprotein (a), although these are in development.  

Management therefore needs to focus on  

1. Addressing modifiable cardiovascular risk factors such as :- 
i. non-HDL Cholesterol 
ii. Blood pressure 

 

2. Lifestyle issues such as  
i. Diet 
ii. Exercise 
iii. Weight loss 
iv. Smoking 
v. Alcohol intake. 

 

In patients with borderline QRisk scores , lipoprotein(a) > 90 nmol/L should be considered 

together with other factors that predispose to premature CVD but are not included in 

calculated risk scores. 

Patients with a lipoprotein (a) of > 200 nmol/L should have a non-HDL-C target of < 2.5 

mmol/L. They should also be advised that first degree relatives should have a non fasting 

lipid profile and lipoprotein (a) measured. 

The routine use of Aspirin therapy in patients with raised lipoprotein (a) is not recommended, 

unless they have confirmed CVD or have been commenced on Aspirin by their Lipid 

Specialist. 

Lipoprotein (a) only needs to be measured once as concentrations are generally stable 

throughout life. Lipoprotein (a) values are generally unaffected by Lipid lowering therapies.  

Lipoprotein (a) is distinct from Apolipoprotein A1, which is a major component of HDL (good) 

cholesterol. 

 

 

 

 

 

 
 
 

 



 

  

 
 
 

Apolipoprotein B 100 test: supplementary notes 
 
Apolipoprotein B 100 (ApoB) is a large structural protein that is found on the surface of all 

atherogenic lipoproteins.  Because there is only one ApoB for each lipoprotein particle, it is an 

important measurement in understanding the underlying distribution of lipoproteins.  It is of most 

clinical utility in the following contexts: 

a) Cardiovascular risk assessment: A high ApoB result unequivocally denotes a high number of 

circulating atherogenic lipoproteins and is increasingly viewed as the most accurate marker 

for cholesterol related risk. Referral to lipid clinics rarely required. 

b) Diagnostic assessment: Some serious disorders of lipoprotein metabolism present with high 

cholesterol and/ or triglyceride concentrations with low untreated ApoB. This discordance 

always requires detailed evaluation.  Referral to lipid clinics is recommended to confirm the 

underlying condition and commence appropriate therapy. See section on 

hypertriglyceridaemia. 

 

This can be requesting using normal laboratory requesting processes and searching for 

‘apolipoprotein B’ 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



 

  

Inclisiran - Frequently asked Questions 
 
What is Inclisiran? 
Inclisiran is a cholesterol lowering subcutaneously injection administered that can be used 
alone or in combination with statins and other lipid lowering treatments.  
 
How does it work? 
Inclisiran is a small interfering RNA molecule that blocks the genetic instruction to produce of 
an enzyme called PCSK9 (proprotein subtilisin kexin type 9). This in turn improves the body’s 
ability to remove cholesterol from the circulation.  
 
Who is it for? 
NICE TA 733 recommends Inclisiran for patients who meet the following criteria; 

1. History of any of the following cardiovascular events:  
a. Acute coronary syndrome (including myocardial infarction, unstable angina)  
b. Coronary or other arterial revascularisation 
c. Coronary heart disease 
d. Ischaemic stroke 
e. Peripheral arterial disease 

AND 
2. LDL-C ≥ 2.6 mmol/L despite maximum tolerated lipid-lowering therapy. 

 
How is it given? 
Inclisiran is given as a subcutaneous injection by a healthcare professional. 
It should preferably be injected into the abdomen or alternatively into the upper arm or thigh. 
Areas of active skin disease or injury should be avoided (eg. sunburn, skin rashes, 
inflammation or skin infection). 
 
What is the dose and frequency? 
Inclisiran is given at a fixed dose of 284 mg via a 1.5 ml pre-filled syringe.  
Following the initial dose a second injection should be administered after period of 3 months. 
Thereafter Inclisiran should be given every 6 months.  
 

0 months 3 months then 9 months 

1st Dose 2nd Dose  3rd Dose 

 
Elderly (< 65 years):- No dose adjustment required. 
 
Hepatic Impairment:- Mild / moderate (Child Pugh A/B) – no dose adjustment required 
   Severe (Child Pugh C) – use with caution (no data available). 
 
Renal Impairment:- Mild / Moderate / Severe / End Stage; No dose adjustment required 
   Haemodialysis – do not perform for at least 72 hours after dosing. 
 
Pregnancy:-  Avoid; No data available. 
  
Breastfeeding:- Discuss with patient; risk to newborn / infant cannot be excluded. 
 
 
 
 
 
 
 

6 
monthly 

cycle



 

  

 
Monitoring 
No routine monitoring is required. 
Recommend that check lipid profile prior to each injection to ensure ongoing compliance with 
other lipid lowering therapies. 
 
What are the side effects? 
Inclisiran is generally well tolerated. 1 in 12 (8%) patients may experience a reaction at the 
site of the injection (pain, redness or rash) but these tend to be mild/moderate and resolve 
spontaneously. 
Any side effects or reactions should be reported via the MHRA Yellow card reporting scheme.  
Inclisiran is contraindicated if the patient has hypersensitivity to the active component or to 
any of the excipients listed in section 6.1 of the Summary of Product Characteristics.  
 
Is it effective? 
Clinical studies have demonstrated that Inclisiran lowers LDL-C by approximately 50%. There 
is currently no long term cardiovascular disease outcomes or safety data. This should be taken 
into account when making shared decisions with patients about appropriate treatment choices.  
 
 
Ordering and Prescribing 
Primary care can order the stock directly from the wholesaler (AAH), and then add its usage 
to the monthly submitted FP34D/FP34PD. Inclisiran can also be supplied via the FP10 route 
however patients will need to pay a prescription charge, if they normally do so.  The codes for 
ordering the stock are below: 
 

Product Name EAN Code PIP Code 

Inclisiran (Leqvio ®) 07613421107178 4174751 

 
Fuil details of funding arrangements are outlined at https://www.england.nhs.uk/long-
read/funding-supply-inclisiran-leqvio/ 
 
 
Storage and Use 
Inclisiran has a shelf life of 3 years. It does not require and special storage. Do not freeze. 
The pre-filled syringe should be examined visually before use. 
It should be clear, colourless to pale yellow and essentially free of particles. 
Do not use if contains visible particulate matter or if past the expiry date. 
 
Managing Missed Doses 
Planned dose missed by < 3 months:- Administer Inclisiran 
      Continue dosing as per original schedule. 
 
Planned dose missed by > 3 months:- Start new dosing schedule 
      Give initial dose 
      
Second dose at 3 months. 
Subsequent doses every 6 months thereafter. 
 
https://www.medicines.org.uk/emc/product/12039/smpc#gref 
 
 
 

 

https://www.england.nhs.uk/long-read/funding-supply-inclisiran-leqvio/
https://www.england.nhs.uk/long-read/funding-supply-inclisiran-leqvio/
https://www.medicines.org.uk/emc/product/12039/smpc#gref


 

   

 

  
 
Bempedoic acid - Frequently asked questions 

 
What is Bempedoic acid? 
Bempedoic acid is an adenosine triphosphate- citrate lyase (ACL) inhibitor. 

 

How does it work? 
Bempedoic acid lowers LDL cholesterol by inhibiting cholesterol synthesis in the liver. It 
requires activation by Acyl-CoA synthetase 1 which is expressed in the liver and not in 
skeletal muscle. 

 

Who is it for? 

NICE TA694 recommends using bempedoic acid with ezetimibe to treat 
hypercholesterolaemia: 

1. If statins are contraindicated or not tolerated. 
2. If ezetimibe alone does not control LDL cholesterol well enough 

 
How is it given? 
The recommended daily oral dose is bempedoic acid 180mg daily. This can be taken in a 
combination tablet containing bempedoic acid 180mg and ezetimibe 10mg.  

 

Dose adjustments 
 
Elderly (< 65 years):- No dose adjustment required. 
 
Hepatic Impairment:- Mild / moderate (Child Pugh A/B); no dose adjustment required 
   Severe (Child Pugh C); use with caution (no data available). 
 
Renal Impairment:- no dose adjustment required if eGFR>30 

use with caution (limited data available) if eGFR <30 
 

Pregnancy:-  Avoid; No data available. 
  
Breastfeeding:- Discuss with patient; risk to newborn / infant cannot be excluded. 
 
 
Monitoring 

Check baseline lipids, LFT, U&E and uric acid level. 
Recommend that check lipid profile on an annual basis to ensure ongoing compliance with 
other lipid lowering therapies. 
 
 
 
 
 
 
 



 

  

 
 
 
What are the side effects? 
 
Potential risk of myopathy with concomitant use of statins 

Bempedoic acid increases plasma concentrations of statins. Patients receiving bempedoic 
acid with a statin should be monitored for adverse reactions that are associated with the use 
of high doses of statins. Statins occasionally cause myopathy. See Section 4.4 in SmPC  

Increased serum uric acid 

Bempedoic acid may raise the serum uric acid level and may cause or exacerbate 
hyperuricaemia and precipitate gout in patients with a medical history of gout or predisposed 
to gout. Treatment should be discontinued if hyperuricaemia accompanied with symptoms of 
gout appear.  See Section 4.4 in SmPC 

 
Is it effective? 
The CLEAR OUTCOMES trial showed that bempedoic acid reduced the risk of major adverse 
cardiovascular events by 13% compared to placebo and led to a 23% reduction in fatal or 
nonfatal myocardial infarction and 19% reduction in coronary revascularisation. Trial data 
shows Bempedoic acid monotherapy reducing LDLc by 17% at 3 months and when used 
alongside ezetimibe this reduction was recorded at 36%. 
 
https://www.medicines.org.uk/emc/product/11743/smpc#gref  
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https://www.medicines.org.uk/emc/product/11743/smpc#gref
https://www.medicines.org.uk/emc/product/11743/smpc#gref


 

  

 
 
 
 

 
Icosapent Ethyl- Frequently asked questions 

 
What is Icosapent Ethyl? 
Icosapent ethyl contains eicosapentaenoic acid (omega-3 fatty acid). It is obtained from fish 
oils and should be used with caution in people with known hypersensitivity to fish and/or 
shellfish. 

 
How does it work? 
It reduces the risk of cardiovascular events by reducing triglyceride-rich lipoproteins. It has an 
anti-inflammatory and antioxidant effect which reduces macrophage accumulation, improves 
endothelial function, increases fibrous cap thickness/stability, and has antiplatelet effects.  
 
 
Who is it for? 
NICE TA 805 recommends using Icosapent ethyl for reducing the risk of cardiovascular events 
in adults taking a statin with raised fasting triglycerides (1.7 mmol/litre or above) if they meet 
the following criteria; 
 

1. History of any of the following cardiovascular events:  
f. Acute coronary syndrome (including myocardial infarction, unstable angina)  
g. Coronary or other arterial revascularisation 
h. Coronary heart disease 
i. Ischaemic stroke 
j. Peripheral arterial disease 

AND 
 

2. LDL-C  above 1.04 mmol/litre and below or equal to 2.6 mmol/litre despite maximum 
tolerated lipid-lowering therapy. 

 
 
How is it given? 
The recommended daily oral dose is 4 capsules taken as two 998 mg (1.996g) capsules 
twice daily.  

 

Dose adjustments 
 
Elderly (< 65 years):- No dose adjustment required. 
 
Hepatic Impairment:- No dose adjustment required 
    
Renal Impairment:- No dose adjustment required 
    
Pregnancy:-  Avoid; No data available. 
  
Breastfeeding:- Avoid; No data available. 
 



 

  

 

Monitoring 

No routine monitoring is required. 
Recommend that check lipid profile on an annual basis to ensure ongoing compliance with 
other lipid lowering therapies. 
 
What are the side effects? 
 
Bleeding 

Icosapent ethyl has been associated with an increased incidence of bleeding. Patients taking 
icosapent ethyl along with antithrombotic agents, i.e., antiplatelet agents, including 
acetylsalicylic acid, and/or anticoagulants, may be at increased risk of bleeding and should 
be monitored periodically. See section 4.8 in SmPC    

 
Atrial Fibrillation 
 

Icosapent ethyl was associated with an increased risk of atrial fibrillation. The incidence of 
atrial fibrillation was greater in patients with a previous history of atrial fibrillation. Patients, 
particularly those with a relevant medical history, should be monitored for clinical evidence of 
atrial fibrillation or atrial flutter (e.g., dyspnoea, palpitations, syncope/dizziness, chest 
discomfort, change in blood pressure, or irregular pulse). Electrocardiographic evaluation 
should be performed when clinically indicated.  See section 4.8 in SmPC 

 
Is it effective? 
The REDUCE -IT trial showed that icosapent ethyl reduced cardiovascular events by 25 % in 
high risk patients, including those with established cardiovascular disease or diabetes. Note 
that icosapent ethyl did not significantly reduce LDLc values in trials, the clinical benefits were 
not dependent on LDLc changes. 
 
https://www.medicines.org.uk/emc/product/12964/smpc#gref  
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Lipid Clinics in the North East and North Cumbria Cardiovascular Network 

 



 

  

 
 
 
 
 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



 

  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 
 
 
 
 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

Resources 
 

Lipid lowering therapy: Shared decision making tools and information 
 
NICE Shared Decision Aid for patients 
CG181 Patient decision aid on should I take a statin? 
 
GP Evidence provides summaries of benefits and harms of treatment 
Lipid lowering to prevent cardiovascular disease GP Evidence 
 
Heart UK Information leaflets 
Lipid lowering treatment 
 
 
 

  

https://www.nice.org.uk/guidance/ng238/resources/patient-decision-aid-on-should-i-take-a-statin-pdf-243780159
https://gpevidence.org/conditions/lipids/
https://www.heartuk.org.uk/getting-treatment/treatment-intro
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