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Why we need to find patients at risk of CVD 
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Lipid Optimisation 

 
 

Routine monitoring in all patients (primary and secondary prevention) 

• Measure total cholesterol, HDL-C and non-HDL cholesterol at 3 months after initiation or dose titration, ALT after 3 

months and 12 months but not again unless clinically indicated as per NICE CG181. If LFTs are abnormal and statin 

treatment is stopped, the patient can be rechallenged if ALT < 3 x normal on retesting. 

• If non-HDL cholesterol reduction < 40%, discuss treatment concordance, lifestyle measures, consider increasing 

dose of atorvastatin if not maximal. 

• Ensure annual review 

• Start atorvastatin 80 mg od.  

• After 3 months if non-HDL c reduction of 40% and/or target of 2.5mmol/L is not achieved, add ezetimibe 10 mg od. 

The table describes average percent reduction in LDL cholesterol with different statins/doses (taken daily). Similar 

reductions in non-HDL cholesterol can be assumed.  

 

** Rosuvastatin 40mg is contraindicated in patients on Clopidogrel. 

• If recommended statin treatment is contraindicated or not tolerated –  

Ezetimibe 10mg/Bempedoic acid 180 mg combination may be considered when ezetimibe alone does not control 

non-HDL-C/LDL-C well enough. (NICE TA694) 
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Severe Hyperlipidaemia / Familial Hypercholesterolaemia (FH) 
 
Consider the possibility of familial hypercholesterolaemia and investigate as described in familial 
hypercholesterolaemia (NICE guideline CG71) if they have: 

• a total cholesterol concentration more than 7.5 mmol/litre and 

• a family history of premature coronary heart disease.  
 

1. Arrange for specialist assessment of people with a total cholesterol concentration of more than 
9.0 mmol/litre or a non-HDL cholesterol concentration of more than 7.5 mmol/litre even in the absence of a 
first-degree family history of premature coronary heart disease.  

 
2. Refer for urgent specialist review if a person has a triglyceride concentration of more than 20 mmol/litre 

that is not a result of excess alcohol or poor glycaemic control.  
 

3. In people with a triglyceride concentration between 10 and 20 mmol/litre: 

• Repeat the triglyceride measurement with a fasting test (after an interval of 5 days, but within 
2 weeks) and 

• Review for potential secondary causes of hyperlipidaemia and 

• Seek specialist advice if the triglyceride concentration remains above 10 mmol/litre.  
 

4. In people with a triglyceride concentration between 4.5 and 9.9 mmol/litre: 

• Be aware that the CVD risk may be underestimated by risk assessment tools and 

• Optimise the management of other CVD risk factors present and 

• Seek specialist advice if non-HDL cholesterol concentration is more than 7.5 mmol/litre.  
 

5. If a person has acute coronary syndrome, DO NOT DELAY statin treatment. Take a lipid sample on admission 

and about 3 months after the start of treatment.  

6. Start statin treatment in people with CVD with atorvastatin 80 mg[6]. Use a lower dose of atorvastatin if any 

of the following apply: 

• potential drug interactions 

• high risk of adverse effects 

• patient preference.   

For information about implementing this recommendation, see implementation: getting started. 

7. DO NOT DELAY statin treatment in secondary prevention to manage modifiable risk factors.  

 

8. If a person has acute coronary syndrome, DO NOT DELAY statin treatment.  Take a lipid sample on 

admission and about 3 months after the start of treatment.  

 

 

9. Measure total cholesterol, HDL cholesterol and non-HDL cholesterol in all patients who have been started 

on high-intensity statin treatment (both primary and secondary prevention, including atorvastatin 20 mg for 

primary prevention) at 3 months of treatment and aim for a greater than 40% reduction in non-HDL 

cholesterol. If a greater than 40% reduction in non-HDL cholesterol is not achieved: 

• discuss adherence and timing of dose 

http://www.nice.org.uk/guidance/cg71
http://www.nice.org.uk/guidance/cg71
https://www.nice.org.uk/guidance/cg181/chapter/1-Recommendations#ftn.footnote_6
http://www.nice.org.uk/guidance/cg181/chapter/implementation-getting-started
https://www.nice.org.uk/guidance/cg181/chapter/recommendations#high-intensity-statin


8 
 

• optimise adherence to diet and lifestyle measures 

 
• consider increasing the dose if started on less than atorvastatin 80 mg and the person is judged to be at 

higher risk because of comorbidities, risk score or using clinical judgement. 

 

10. Provide annual medication reviews for people taking statins. 

• Use these reviews to discuss medicines adherence and lifestyle modification and address CVD risk 

factors. 

• Consider an annual non-fasting blood test for non-HDL cholesterol to inform the discussion.  

11. Discuss with people who are stable on a low- or middle-intensity statin the likely benefits and potential risks 

of changing to a high-intensity statin when they have a medication review and agree with the person 

whether a change is needed.   

For information about implementing this recommendation, see implementation: getting started. 

The following doses for statins are high intensity, based on the percentage reduction in low density lipoprotein (LDL) 

cholesterol they can produce: 

• atorvastatin: 20–80 mg 

• rosuvastatin: 10–40 mg 

 

 
 

 

What is Familial Hypercholesterolaemia (FH)? 
 
Autosomal dominant genetic condition which ‘doubles’ bad cholesterol from the day of birth. Risk of CVD is much 
increased and premature heart attack <60 yrs is more common. We use the Simon Broome and/or Dutch Lipid Clinic 
Network Score (DLCNS) criteria to identify patients in whom this condition may be present. 
 
Further scoring can take place with the information available to determine whether genetic testing may be 
successful in identifying a mutation in the DNA to cause the condition. If a mutation can be identified, further testing 
of offspring/relatives can then be offered. This is facilitated by the FH Service. 
 
    The NHS ten year plan, published 2019, aims to identify 25% of patients with this condition by 2024. We are at 
around <9% currently. There is a further drive to identify cases in primary care and anyone <30yrs with a total 
cholesterol >7.5mmol/L or 30+yrs with a cholesterol of 9mmol/L or above should be considered as to whether they 
may be at risk of the condition (often excluding other conditions which cause high cholesterol). 
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HOW TO IDENTIFY PATIENTS FOR LIPID OPTIMISATION (INCLUDING FH) 
 

        

CDRC SEARCHES RUN BY PRACTICE 
EITHER REMOTELY OR ON SITE

TRIAGE PATIENT LIST USING 
SPREADSHEET, CHECKLIST & GATHER 

INFORMATION. ACCESS TO S1 & 
EMIS NEEDED

COULD BE DONE BY CLINICIAN, OR 
ADMIN ALONE, PHARMACIST, 
PHARMACY TECHNICIAN, PCN 

PHARMACIST, PRACTICE NURSE, HCA

ADMIN OR HCP TO COMPLETE 
FAMILY HISTORY IN LINE WITH 

APPENDIX 2

PCN, PRACTICE PHARMACIST OR 
SPECIALIST NURSE TO REVIEW & 

ACTION

POSSIBLE FH USING SIMON 
BROOME AND DLCNS  6?

PRIMARY OR SECONDARY 
PREVENTION LIPID OPTIMISATION 

PATHWAY

QUERY FH
COMPLETE FH DNA ANALYSIS REQUEST 

FORM
NO YES

PCN OR PRACTICE PHARMACIST TO 
REVIEW AND ACTION

PCN OR PRACTICE PHARMACIST TO 
OPTIMISE PATIENT USING NEELI 

GUIDELINES SEVERE 
HYPERCHOLESTEROLAEMIA ASSESSMENT 
PATHWAY WHILST WAITING FOR AN FH 

TEST

FH TEST

IF POSITIVE REFER TO FH NURSE 
CASCADE SCREENING WITH REFERRAL 

FORM

CONFIRMED FH

NEGATIVE FH DIAGNOSIS

TREAT AS PER NEELI GUIDELINES

REPEAT LIPID PROFILE AT 3 MONTHS

FLAG FOLLOW UP APPOINTMENT IN 
GP SYSTEM

HAS PATIENT REACHED LIPID 
TARGET?

SET ALERT FOR ANNUAL LIPID 
REVIEW

NO

YES

FH & LIPID OPTIMISATION PROCESS MAP

ACCEPTED

PATIENT COUNCELLING BY 
APPROPRIATELY TRAINED HCP

PATIENT DECLINES

FOLLOW LOCAL ADVICE & GUIDANCE 
SENDING COMPLETED FH DNA ANALYSIS 

REQUEST FORM.

 

Please see below a link to the Standard Operating Procedure document for ‘Primary Care Lipid Lowering and 

Familial Hypercholesterolaemia (FH)’. This is a guide to support Primary Care in identifying patients requiring lipid 

optimisation and those who may have FH. 
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LIPID MODIFICATION GUIDELINES 
 

https://www.england.nhs.uk/aac/what-we-do/what-innovations-do-we-support/rapid-uptake-products/lipid-

management/ 

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

NICE CG181 Guideline  

https://www.nice.org.uk/guidance/cg181  

NEELI Guidelines –  

Guidelines include the flowchart and algorithms from the AAC guidelines 

https://www.heartuk.org.uk/downloads/health-professionals/neeli-final-102.pdf 
Please always refer to the most up to date version 
 

Ezetimibe NICE TA 385 

https://www.nice.org.uk/guidance/ta385 

Bempedoic Acid NICE TA 694 

https://www.nice.org.uk/guidance/ta694 

Inclisiran NICE TA 733 

https://www.nice.org.uk/guidance/ta733/documents/html-content-2 

PCSK9i NICE TA393 (Alirocumab, Sanofi) and NICE TA 394 (Evolocumab, Amgen)  

https://www.nice.org.uk/guidance/ta393 

https://www.nice.org.uk/guidance/ta394  

These were published in 2016 and provided a framework with respect to the prescribing of PCSK9i medications. See 

PCSK9i section for further detail. 

 
 

Regional Lipid Structure 

North of England (NEELI) lipid clinics are listed on page X of the NEELI Guidelines. 

Lipid clinics are available around the country. 

https://www.heartuk.org.uk/lipid-clinics/find-your-nearest-lipid-clinic 

Lipid clinic clinicians are part of the Lipid Specialist Advisory Group (LSAG) which meets four times per year to discuss 

diagnosis, treatment, management and operational issues. 
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National Guidance for Lipid Management for Primary and Secondary 

Prevention (AAC Pathway) 
 
 
 
Please always refer to the most up to date version: 
https://www.england.nhs.uk/aac/publication/summary-of-national-guidance-for-lipid-management/  
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Statin intolerance pathway 
 

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

https://www.england.nhs.uk/aac/wp-content/uploads/sites/50/2020/08/Statin-Intolerance-Pathway-NEW.pdf 

For patients who complain of muscle related symptoms following the initiation of a statin the following flow chart 

which is taken from NEELI should be used. Clinical teams should be directed to its use and advised to refer for 

consideration of Ezetimibe, Bempedoic Acid, Inclisiran or PCSK9i if patient is unable to tolerate High Intensity Statins. 
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Flowchart for Assessment of Suspected Statin Related Myopathy

New onset muscle pain 

Are the symptoms typical for 
statin related myopathy?*

Are the symptoms typical for 
statin related myopathy?*

Consider 
other 

causes?

NO

Measure CK, assess symptom severity
+/- repeat baseline assessment**

Measure CK, assess symptom severity
+/- repeat baseline assessment**

CK > 4 fold normal, and or
Symptoms Intolerable / clinical concern

No quickly correctable risk factor**

CK > 4 fold normal, and or
Symptoms Intolerable / clinical concern

No quickly correctable risk factor**

CK < 4 fold normal, and or
Symptoms tolerable

Quickly correctable risk factor**
No clinical concern

CK < 4 fold normal, and or
Symptoms tolerable

Quickly correctable risk factor**
No clinical concern

Stop statin for 4 – 6 weeks
Document time to onset, duration to 

resolution

Improvement within 2 weeks
Resolved within 6 weeks

Patient happy to continue
NO

Have the symptoms resolved?
Has CK normalised?

Has the patient been symptom free
 >2 weeks?

Review lipid profile, cardiovascular risk and treatment goals
Recommence current or alternative statin at lowest dose

Consider a less lipophilic statin if intolerant to a lipophilic drug

Recurrence of muscle symptoms
Symptoms Intolerable

Short time to onset

No recurrence of symptoms
Titrate at 8 week intervals with review 
of lipid response (percent reduction in 

non HDL cholesterol – see FATS)

Symptoms tolerable
Treatment goals achieved 
Patient happy to continue

Wait 2 weeks NO

Consider other causes?
e.g. PMR, Vitamin D Deficiency
Check Bone profile, VitD, CRP

NO

Notes

1. Before treatment check baseline thyroid, liver and renal function and consider 
    baseline CK in at risk groups

2. Avoid high doses, highly lipophilic statins (eg simvastatin, atorvastatin)  in at 
risk groups e.g. elderly, frail, renal or liver dysfunction, pre-existing 
musculoskeletal disease, alcohol abuse

3. Consider any potential drug interactions, including grapefruit  juice

4. Warn patients about side effects, specifically muscle symptoms

5. *Typical symptoms of statin related myopathy are symmetrical  pain or 
    weakness in large proximal muscle groups, worsened by exercise and onset 
    within 3-6 months of statin initiation. 

6.** If new onset muscle pain of >2 weeks duration in a patient previously statin  
    tolerant for >6 months, recheck thyroid, liver and renal function, consider any 
    potential drug interactions (including grapefruit juice) to identify correctable 
    risk factors

Stop Statin and consider further 
options

NO
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The Simon Broome Criteria and Dutch Lipid Clinics Network Criteria 
 

 

 
 
https://www.heartuk.org.uk/cholesterol/fh-diagnosis-criteria 
https://www.nice.org.uk/guidance/cg71/evidence/full-guideline-appendix-f-pdf-241917811 
 

 
 
https://www.mdcalc.com/dutch-criteria-familial-hypercholesterolemia-fh 
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EVIDENCE FOR LIPID OPTIMISATION 
 

 

• LRC: Lipid Research Clinics trial 

• 4S: Scandinavian Simvastatin Survival Study 

• PROVE -IT: Pravastatin or Atorvastatin 

• TNT: Treating to new Targets. Atorvastatin 

• JUPITER: Rosuvastatin 

• IMPROVE -IT: Ezetimibe 

• FOURIER: Evolocumab (PCSK9i) 

• ODYSSEY: Alirocumab (PCSK9i) 

 

Bempedoic Acid - Trials 

https://www.medicines.org.uk/emc/product/11743/smpc 

The efficacy of bempedoic acid was investigated in four multi-centre, randomised, double-blind, placebo-controlled trials 

involving 3,623 adult patients with hypercholesterolaemia or mixed dyslipidaemia, with 2,425 patients randomised to 

bempedoic acid. All patients received bempedoic acid 180 mg or placebo orally once daily. In two trials, patients were 

taking background lipid-modifying therapies consisting of a maximum tolerated dose of statin, with or without other lipid-

modifying therapies. Two trials were conducted in patients with documented statin intolerance. The primary efficacy 

endpoint in all Phase 3 trials was the mean percent reduction from baseline in LDL-C at week 12 as compared with 

placebo. 

V1.0 03.03.2022 
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IMPROVE-IT trial – Ezetimibe 

https://www.medicines.org.uk/emc/product/9109/ 

Published in 2015, the IMProved Reduction of Outcomes: Vytorin Efficacy International Trial (IMPROVE-IT) randomized 

18,144 patients with ACS to simvastatin 40 mg/d plus ezetimibe 10 mg/d or simvastatin alone. With median follow-up of 6 

years, simvastatin + ezetimibe was found to reduce the primary outcome of CV mortality, major CV event, or nonfatal 

stroke (34.7% vs. 32.7%; P=0.016; NNT 50). There was no reduction in all-cause or CV mortality with simvastatin + 

ezetimibe, though there was a reduction in MI and stroke. 

ORION trials (pooled analysis) – Inclisiran 
https://www.medicines.org.uk/emc/product/12039/smpc 

In the phase III pooled analysis, subcutaneously administered Inclisiran lowered LDL-C between 50% and 55% as early as 

day 90 (Figure 1), which was maintained during long-term therapy. Maximal LDL-C reduction was achieved at day 150 

following a second administration. Small but statistically significant increased LDL-C reductions up to 65% were associated 

with lower baseline LDL-C levels (approximately <2 mmol/l [77 mg/dl]), higher baseline PCSK9 levels and higher statin 

doses and statin intensity. 

The efficacy of inclisiran was evaluated in three phase III studies in patients with atherosclerotic cardiovascular disease 

(ASCVD) (coronary heart disease, cerebrovascular disease or peripheral artery disease), ASCVD risk equivalents (type 2 

diabetes mellitus, familial hypercholesterolaemia, or 10-year risk of 20% or greater of having a cardiovascular event 

assessed by Framingham Risk Score or equivalent) and/or familial hypercholesterolaemia (FH). Patients were taking a 

maximally tolerated dose of statin with or without other lipid-modifying therapy and required additional LDL-C reduction 

(patients unable to reach their treatment goals). Approximately 17% of patients were statin intolerant. Patients were 

administered subcutaneous injections of 284 mg inclisiran or placebo on day 1, day 90, day 270 and day 450. Patients 

were followed until day 540. 

 

Fourier – Evolocumab (140mg fortnightly/420mg Monthly) 

https://www.medicines.org.uk/emc/medicine/30628 

Among patients with clinical atherosclerotic disease and a baseline LDL of 2.4mmol/L despite high- or moderate-intensity 

statin therapy (70% high intensity) and followed up for a median of 26 months, the addition of Evolocumab resulted in a 

reduction in LDLC at 48 weeks of 59% together with an absolute risk reduction of the hard MACE composite endpoint (key 

secondary endpoint) of 1.3 % at 2 years and 2 % at 3 years, driven primarily by reductions in nonfatal MI, stroke, and 

revascularization. There was no overall or CV-specific mortality benefit with Evolocumab. Other than a modest 2% 

incidence in injection-site reactions, there was no increase in key adverse events including new-onset diabetes or 

neurocognitive effects in patients receiving Evolocumab. 

Odyssey – Alirocumab (75mg/150mg fortnightly) 

https://www.medicines.org.uk/emc/product/8093/ 

https://www.medicines.org.uk/emc/product/7146/ 

In patients who had an acute coronary syndrome 1-12 months earlier, followed up for 2.8 years, the use of the 

monoclonal antibody alirocumab in addition to high-intensity statin therapy with a baseline LDL-C of 2.38mmol/L resulted 

in an additional on treatment reduction in LDL cholesterol at 48 weeks of 54% with no significant increase in serious 

adverse events. Furthermore, a post-hoc analysis demonstrated a 2% absolute risk reduction in major adverse 

cardiovascular events with alirocumab therapy in patients with a baseline LDL-C> 2.6mmol/L. 

V1.0 03.03.2022 
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PCSK9i Eligibility 

  Patients must meet the NICE eligibility criteria, see table below. Locally statin intolerance can be defined after 2 or 

more (different classes) of statin have been trialled. 

 

 

Assessing suitability for PCSK9i medication 

Patients who are intolerant of oral medications should have tried the medications documented below and sustained 

document side effects, or fail to achieve the targets as stated by NICE guidelines; 

-Statins 
-Bempedoic Acid / Ezetimibe 
 

Patients should be asked the following questions; 

- Are they willing to undergo self-administered fortnightly injections and commit to collection of drug initially 
then we would work towards home delivery 

- Initially more intensive (2-3 monthly) blood testing will be required 
- Do they have a known latex allergy (contraindication to the injectables) 
- They can bring a friend/relative to be trained 

 

Blood tests to be checked prior to prescription 

-eGFR should be >30 
-Assess for LFT abnormality- specifically low albumin/high bilirubin. Minor enzyme abnormalities are not a 
contraindication to treatment. 
 
V1.0 03.03.2022 



21 
 

 

 
 

Initiation/training 

Homecare can be set up for both medications.  This requires agreement from the patient and submission of a 

prescription, see appendix for forms. 

Follow up and enquiries for repeat prescriptions 

Patients are required to be on a three to six monthly follow up in the lipid clinic until further instructions depending 

on the local Trust. Prescriptions cannot be issued from primary care without a Primary Care Rebate Scheme. 

Requests for prescriptions should be passed to the appropriate clinician and on enquiry the patient details should be 

taken, and they should be asked if they have had their fasting blood tests taken. If not, they should be supplied a 

form for Fasting Lipids, ALT and creatinine with the clinical details ’on PCSK9 inhibitor’. All details of requests should 

be passed to the appropriate consultant or clinician. 

Patients will be trained either in the Lipid Clinic or via Homecare on how to self-administer PCSK9i. 

Follow up 

- If the patient has any further uncertainties on self-administering the drug they should contact the lipid clinic 
before the drug is injected. 

- After 8-10 weeks a repeat lipid profile is required to assess response (ensure the patient has a blood test 
request form – Fasting lipid profile, ALT, Creatinine- with clinical details ‘on PCSK9 inhibitor’) 

- Report any adverse effects to appropriate secondary care clinician 
- Three-month prescription, all future prescriptions must be obtained from appropriate secondary care 

clinician.  Please call after 8-10 week lipid tests have been taken 
- Patient is given a form for fasting lipid profile at 8-10 weeks following appointment/initiation 
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LIPID EDUCATION 

The Lipoprotein Complex 
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Cholesterol 
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LIPID LOWERING THERAPIES 

Lipid Lowering Therapies – How do they work? 

Bempedoic Acid 

Mechanism of action 

Bempedoic acid is a prodrug activated by ACSVL1, expressed primarily in the liver.   ACSVL1, the activating enzyme of 

Bempedoic Acid, is expressed primarily in the liver and not in skeletal muscle. 

Activated Bempedoic Acid inhibits the ATP-citrate lyase (ACL) enzyme in the liver.  ACL is a key enzyme in the 

cholesterol biosynthesis pathway.   

Resulting in decreased cholesterol synthesis in the liver 

And lowers LDL-C levels in the blood via upregulation of LDL receptors 

 

 

 

 

 

 

 
 

 

 

 

 

 

Adapted from Pinkosky SL, et al. 2016. 

ACL: ATP-citrate lyase; ACSVL1: Very long-chain acyl-CoA synthetase-1; ATP: Adenosine triphosphate; HMG-CoA: 3-hydroxy-3-methylglutaryl-CoA; HMGR: 3-hydroxy-3-methylglutarate-CoA reductase; LDL: Low-

density lipoprotein cholesterol; LDLR: Low-density lipoprotein receptor; TCA: Tricarboxylic acid. 

1. Pinkosky SL, et al. Nat Commun 2016;7:13457. 2. NILEMDO®. Summary of Product Characteristics. Available at https://www.medicines.org.uk/emc/product/11743 (accessed November 2021). 
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Inclisiran 
 

Mechanism of action 

Inclisiran is a cholesterol-lowering, double-stranded, small interfering ribonucleic acid (siRNA), conjugated on the 

sense strand with triantennary N-acetylgalactosamine (GalNAc) to facilitate uptake by hepatocytes. In hepatocytes, 

inclisiran utilises the RNA interference mechanism and directs catalytic breakdown of mRNA for proprotein 

convertase subtilisin kexin type 9. This increases LDL-C receptor recycling and expression on the hepatocyte cell 

surface, which increases LDL-C uptake and lowers LDL-C levels in the circulation. 
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PCSK9 inhibitors 

Mechanism of action 

These drugs are subcutaneous injections containing fully human monoclonal antibodies against PCSK9, a protein 

which accelerates the degradation of the LDL receptor on the surface of the liver. They act as inhibitors to this 

protein, which increases the number of LDL receptors available to remove LDLc from the blood. 
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Appendices 

Appendix 1 - An example of a suggested Lipid Optimisation in Secondary Prevention pathway 
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Appendix 2 - An example of a clinic set up - Staff Roles 

Administration Support (0.2WTE) 

• Booking clinic rooms 

• Ensure Patient listed for CSN clinics (x2 per week) and Pharmacist clinic ( x1 per week) 

• Typing letters for Pharmacist clinic and sending out proformas for CSN clinics 

• Point of contact for phone calls 

Pharmacist (1 WTE) 

• Lipid Optimisation clinic – number per week will depend on local demand and arrangements 

• Admin support sessions and admin time to review blood results, arrange Homecare, following up patients to 

ensure meeting non-HDLc target <20% decline following initiation of medication 

• 3-4 days in the community 

o Running GP IT systems searches for high lipids, family history 

o Inviting patients to Lipid Optimisation clinics 

 

Skills identified Delivery 

Identification of lipid lowering compliance issues, signposting GP 
to alternatives (NEELI) 

Teaching session 

Definition of statin intolerance  

Interpretation of lipid profiles, able to request blood tests  

Awareness of NICE TA relating to Ezetimibe, Bempedoic Acid,  
Inclisiran and PCSK9i 

 

Awareness of mode of action LLT  

Aware how to monitor LLT treatments  

Able to initiate homecare arrangement (if required)  

Able to train patient to use PCSK9i  

Highlight benefits of lipid lowering therapy where required Teaching session 

Record PCSK9i initiation document ?use of proforma 

Awareness of metrics to collect  

Interpretation of results  

Completion/dictation of letters  

Awareness of Familial Hypercholesterolaemia/FH criteria 
(?referral to lipid clinic) 

Teaching session 
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Community/PCN Pharmacist role 

Search for patients 
Questions 
-Compliance with medication? 
-Take at morning/at night 
-how to recall patient 
-record this in the notes 
-options to intensify –E10mg, Rosuva 20mg 
-clinic locations GP v remote 
-link into CVD prevent 
 
Engage with practice/PCN 
Describe approach 
Describe medications 
Describe project 
Permission to work in practice 
Space to see any patients/telephone follow up 
Location of PCSK9i clinic 
 
System 1 & EMIS searches 
 
Search criteria 

• Non HDLc ≥4mmol/L 
• Previous  
• Previous Stroke/TIA 
• Previous PVD 
• Previous angioplasty 
• Previous unstable angina 

 
Patient approach 
?telephone approach  
-taking medication/issues or not –if issues suggest alternative 
-interested in PCSK9i or not? 
-letter/info as follow up 
-arrange to see 
 
→TC >7.5 = need full lipid profile ?diabetic - discuss with Lipid Clinic ?FH –may need letter to GP 

Admin role 

Which clinics to book, where, how often 
Which notes to pull 
Outcome forms 

Secondary Care Pathway 

Cardiac SN obtains list of post ACS patients and these are listed for a clinic >3months post ACS. [who sets up the 
clinic, sends out the requests?] 
8 patients in each clinic, notes requested by Admin support 
Proforma completed, bloods taken 
If statin intolerance signpost FATS 
Bloods results reviewed 
Template Letters dependent on lipid results 
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Appendix 3 
Evolocumab Homecare registration and prescription 

120419 Repatha 
Registration Form.docx

repatha 
prescription.doc

 
Alirocumab Homecare registration and prescription 

SAGB.ALI.16.10.093
4(2) Prescription Template.docx

SAGB.ALI.17.07.091
8aj(2) Praluent Registration Form.docx

 
Newcastle PCSK9i record sheet 

PCSK9 Inhibitor 
Record Sheet Dec 2016.pdf

 
HEART UK PCSK9i patient information leaflet 

pcsk9i-factsheet 
heart uk.pdf
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