
BNSSG lipid guidelines on the 
diagnosis and management 

of lipid disorders

Developed in partnership between:

Version 2 : May 2024. Review : May 2026



Contents

NHS England AAC
Lipid management 

pathway

NHS England AAC
Statin intolerance 

management pathway

BNSSG Common 
secondary prevention
 treatment algorithm 

Non statin/ezetimibe 
lipid therapy 

Lipid profile requesting
+

BNSSG Lipid clinic 
referral pathway

Hypertriglyceridaemia and 
HTG induced pancreatitis

This guideline acts a repository of all the relevant guidelines for the diagnosis and management of lipid disorders locally within the 
Bristol, North Somerset, South Gloucestershire Integrated Care Board (BNSSG ICB). 

Guidelines have been collated from national management pathways available publicly online and local pathways created by local lipid specialists in collaboration with relevant 
specialities. Patients reviewing this guideline should be mindful that local clinicians are able to use these guidelines at their discretion and in light of factors individual to you. 

Each box below is a hyperlink to the relevant guideline 
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measurement and 

management guideline

Summary of key lipid 
monitoring targets

Additional information on lipid diagnosis and management:



NHS England Accelerated Access Pathway

These are the national agreed guidelines for the management of lipids across primary and secondary prevention, 
including the use of injectable medications

Contents page

Author: Dr Rani Khatib & Dr Dermot Neely on behalf of the AAC Clinical Subgroup. March 2024. Review date: Mar 2026.
https://www.england.nhs.uk/aac/wp-content/uploads/sites/50/2020/04/lipid-management-pathway-v7.pdf

https://www.england.nhs.uk/aac/wp-content/uploads/sites/50/2020/04/lipid-management-pathway-v7.pdf
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National statin intolerance management 
pathway

This NHS England agreed pathway outlines the management of statin intolerance to be implemented 
across primary or secondary care
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Author: Dr Rani Khatib & Dr Dermot Neely on behalf of the AAC Clinical Subgroup. Jan 2022. Review date: Jan 2024.
https://www.england.nhs.uk/aac/wp-content/uploads/sites/50/2020/04/statin-intolerance-pathway-v2.pdf

https://www.england.nhs.uk/aac/wp-content/uploads/sites/50/2020/04/statin-intolerance-pathway-v2.pdf
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Hypertriglyceridemia management pathway

This local pathway outlines the management of hypertriglyceridaemia and hypertriglyceridaemia induced pancreatitis within 
the BNSSG ICB applicable in primary and secondary care

Contents page

Author: Dr Kofi Antwi, Dr Naveen Setty. Version 1, August 2021. Review date: August 2026



Mixed dyslipidaemia (TC elevated ≥ 5mmol/L) Isolated hypertriglycerideamia (TC <5mmol/L)

Contents page

Management of Hypertriglycerideaemia in primary care/outpatient setting



Acute pancreatitis in patient without 

confirmed FCS

Insulin infusion likely to be beneficial and first line

Severe hypertriglyceridaemia [HTG] (TG ≥ 11 mmol/L)

Identify secondary causes of 

hypertriglyceridaemia
Beta HCG in ALL females of childbearing age

Stop offending drugs if possible

Check glucose/HbA1c, LFTs, U&Es, TSH

Acute pancreatitis in patient with 

confirmed FCS
Insulin infusion unlikely to be beneficial

Patient without acute 

pancreatitis

Discuss with the Clinical 

Biochemistry team. 
See contacts page

Start plasma exchange as first line therapy
If plasma exchange is not readily accessible, start 

insulin infusion at 0.05 units/kg/hr
Start insulin infusion as first line therapy

Start fixed rate insulin infusion at 0.05 units/kg/hr (0.1 units/kg/hr in patients with severe acute pancreatitis)

Increase the fixed rate insulin infusion to 0.1 units/kg/hr if triglycerides do not start resolving after 24 hours

Patients with acute hyperglycaemia/on subcutaneous insulin will require a higher insulin rate

Use standard fixed rate insulin infusion (UHBW Intravenous Insulin Prescription Chart, page 1)

Treat any secondary causes 
Correct hyperglycaemia, hypothyroidism and stop 

offending drugs if possible

Repeat triglycerides levels after treatment and if 

remains ≥ 11 mmol/L, consider insulin infusion 

Ongoing monitoring
Monitor capillary blood glucose (CBG) hourly

Commence 10% dextrose 50-100 mL/hr if CBG is less than 14 mmol/L (Target CBG 6-10mmol/L, 4-12mmol/L is 

acceptable)

Monitor triglycerides and electrolytes twice daily whilst on insulin infusion

Patients with HTG pancreatitis (HTGP) not responding to 48 hours of conservative treatment +/- insulin infusion should 

be considered for plasma exchange

Recovery (TG < 5 mmol/L)

Post recovery management
Continue fibrates to prevent recurrent acute pancreatitis episodes

Recommend low fat diet and refer to the dietician

Medications known to precipitate or cause hypertriglyceridaemia should be reviewed and stopped if possible

Patients should be strongly counselled to avoid excessive alcohol consumption

All patients presenting with HTGP should be referred to the Lipid Clinic at Bristol Royal Infirmary for review

All patients presenting with diabetes and HTGP should be referred to the Diabetes team for inpatient review or outpatient follow up

Exclude acute pancreatitis
If present, perform initial management and assess severity of acute pancreatitis. Discuss 

severe cases with ICU. Note: Propofol should not be used in patients with HTG

Diet restriction and oral therapy
Reduce fat intake to 10-15% of total calorie intake

Start Fenofibrate if no contraindications

Contents pageManagement of Hypertriglyceridemia 
in acute/inpatient care setting

FCS Definition
• Genetic disorder of HTG arising from 

Biallelic/Homozygous variants in causative genes 
(e.g. Lipoprotein Lipase [LPL]). 

• Presents commonly in childhood, but can in 
adulthood, with recurrent pancreatitis and HTG 
>10mmol/L without secondary causes

• MCS (Multifactorial Chylomicronaemia
syndrome) is similar, but individuals are 
heterozygous for HTG causative gene variants

• See here for FCS screening score

https://pubmed.ncbi.nlm.nih.gov/29980054/


Contents pageManagement of Hypertriglycerideaemia

Secondary causes of Hypertriglycerideaemia

Investigations into causes of Hypertriglycerideaemia

Fibrate therapy

Lipid clinic referral criteria Lifestyle advice



Lipid profile requesting and 
BNSSG Lipid clinic referral pathway

Requesting lipid profiles within BNSSG and 
the referral criteria for lipid clinic services across the greater BNSSG ICB catchment area

Contents page

Author: Dr Eloise Willis, Dr Nathan Cantley. Version 1, August 2023. Review date: August 2023



The BNSSG lipid profile

LDL-C = [Total Cholesterol] – [HDL Cholesterol] – ( [Triglyceride] / 2.2 )

Calculating LDL Cholesterol

The Friedwald equation (below) is used to calculate LDL cholesterol using 3 measured 
parameters- HDL and Triglyceride (VLDL) represent 2 of the main lipoprotein fractions to 
allow calculation of the LDL. However, this equation and relative proportions only holds 
true where the Triglyceride concentration is <4.9mmol/L. Where there is clinically 
significant Hypertriglycerideaemia (TG >4.9mmol/L), LDL-C will not be calculated – advise 
reviewing guidelines on managing Hypertriglycerideaemia.

Contents page

Martin-Hopkins LDL-C calculator

Where the triglycerides are high 
enough to rule out LDL calculation on 
lab reports – the Martin-Hopkins 
calculator can be used to estimate 
LDL-C.:
- Google Play store
- Apple App store
- Pubmed reference

HDL Cholesterol profile Full lipid profile
Analyte Measured of Calculated?

Total Cholesterol Measured

HDL Cholesterol Measured

Non-HDL Cholesterol Calculated

Analyte Measured of Calculated?

Total Cholesterol Measured

Triglyceride Measured

HDL Cholesterol Measured

LDL Cholesterol Calculated

Non-HDL Cholesterol Calculated

It is recognised that currently, NICE guidelines for primary 
prevention use Non-HDL for defining targets. However, in 
secondary prevention and those with FH, LDL-C is clinically 
necessary, both for treatment targets, and facilitating decisions 
on escalating to injectable therapies. Also, using this profile 
can miss cases of clinically important hypertriglycerideamia in 
all individuals, regardless of indication.

The full lipid profile is recommended to be used for the diagnosis 
and monitoring of lipid abnormalities and those on lipid lowering 
medications. Note: LDL-C is not always possible to calculate due to 
clinically significant Hypertriglycerideaemia (see box below).

https://play.google.com/store/apps/details?id=com.ldlcholesterolJHU
https://apps.apple.com/us/app/ldl-cholesterol-calculator/id1141548377
https://pubmed.ncbi.nlm.nih.gov/24240933/


Criteria for referral to lipid clinic Contents page

1) Familial 
hypercholesterolaemia 

Please see Case finding and 
diagnosis - NICE CG 71 and 
ensure secondary causes have 
been excluded. 

2) Statin intolerance 

If the national intolerance 
pathway has already been 
followed. Please see statin 

intolerance pathway

3) Hypertriglycerideaemia 

Once secondary causes have 
been identified and 
optimised. Please see 
Hypertriglycerideaemia 
pathway.

4) Patients not reaching 
treatment target 

Please follow national lipid 
management pathway first 
before referring. Please see 
treatment targets guideline 
for further information.

5) Elevated Lipoprotein(a) 

Where a patient meets the 
criteria as set out in Lp(a) 
guideline

Department contact details for known lipid patients

Bristol Royal Infirmary
Consultants: Dr Paul Downie

Dr Andrew Day
Dr Eloise Willis

Secretary: 01173427708

Weston General Hospital 
Consultant: Dr Wycliffe Mbagaya

Secretary: 01934 881006

FH Clinical Nurse Specialist
Lisa Gritzmacher 01173427835

All referrals to the Lipid clinic at BNSSG should be made through the electronic referrals service 
(eRS). A proforma should be completed (available on eRS) to collect the minimum dataset required 

for triaging the referral. An advice and guidance service is also available by this means to assist 
management decisions on known patients to the clinic, or appropriateness of making a clinical 

referral where one is being considered but does not meet the criteria above.

https://www.nice.org.uk/guidance/cg71/chapter/Recommendations#case-finding-and-diagnosis
https://www.nice.org.uk/guidance/cg71/chapter/Recommendations#case-finding-and-diagnosis
https://remedy.bnssg.icb.nhs.uk/adults/biochemistry/lipid-advice-guidance-service/


Lipoprotein (a) guideline

This local pathway outlines the indications for Lipoprotein (a) measurement and management of abnormal results based on 
the Heart-UK consensus statement and local consensus from lipid specialists 

Contents page

Author: Dr Laura Hancox, Dr Andrew Day. Version 2, August 2023. Review date: August 2025



Lp(a) (nmol/L) Population percentile Impact on CVD risk 

<90 <80th Minor 

90 – 200 80th – 95th Moderate 

200 – 400 95th – 99.8th High 

≥400 >99.8th Very high (CVD risk equivalent to herozygous familial hypercholesterolaemia)

10y CVD risk <5% 10y CVD risk 5-10% 10 CVD risk >10%

Lp(a) <90 nmol/L Lifestyle advice Lifestyle advice Treat to primary prevention target

Lp(a) 90-200 nmol/L
Lifestyle advice; risk 

assessment in five years

Treat to primary 

prevention target (i.e. 

40% reduction in non 

HDL cholesterol)

Treat to secondary prevention target (i.e. 

non-HDL-cholesterol <2.5 mmol/L or LDL-

cholesterol <1.8 mmol/L)

Lp(a) >200 nmol/L 
*Treat to secondary 

prevention target

Treat to secondary 

prevention target
Treat to secondary prevention target

Lp(a) >400 nmol/L Consider referral to lipid clinic.

The scope of this guideline is to provide further

information to aid the management of patients with

raised Lipoprotein (a) (Lp(a)) and to facilitate testing in
patients who’s relatives are known to have high Lp(a).

Elevated Lipoprotein (a) is a known causal risk factor for

cardiovascular disease.

What is Lipoprotein(a)?

Lp(a) is an atherogenic LDL-like particle, consisting of a

single apolipoprotein B100 (apoB), linked to a single

apolipoprotein (a). The size of apoliprotein (a) varies

considerably; the smaller it is the higher the

concentration of Lp(a).

Lipoprotein(a) inheritance and risk of
cardiovascular disease

Lp(a) is a major independent risk factor for coronary
artery disease and stroke and promotes atherosclerosis.

Lp(a) levels are predominantly genetically inherited in an

autosomal co-dominant fashion. Cardiovascular risk

conferred by serum Lp(a) depends on concentration,

those with most severely elevated Lp(a) being at

greatest risk.

Table 1: Classification of Lp(a) based on impact on CVD risk

Family Cascade Testing

Given the dominant inheritance of Lp(a) levels, the cascade testing

of first degree relatives of an index case with a Lp(a) >200nmol/Lis

recommended. Relatives of an index case do not routinely require

referral to a lipid clinic.

Sample requirements

Lipoprotein(a) is measured on a serum sample. Ideally results

should be expressed in nmol/L. Historically some labs have reported

in mg/dL; to convert from mg/dL → nmol/L the approximate

conversion factor is to multiply by 2.4.

Secondary causes of raised Lipoprotein (a)

Secondary causes of high Lp(a) include CKD, nephrotic syndrome
and hypothyroidism and these should be sought and corrected.

There is currently no indication for repeating Lp(a) measurement

unless possible secondary causes of raised concentrations are

identified and treated.

Other issues to be considered for individual patients with

raised Lp(a)

• Calcific aortic valve stenosis. Elevated Lp(a) is a risk factor for
calcific aortic valve stenosis.

• Effect of racial origin. Early studies of Lp(a) and CVD were

mainly conducted in Caucasian populations. Lp(a) concentrations

may be up to two times higher in people of black African descent.

There are currently no ethnicity specific reference intervals.

References
1. Cegla J et al. HEART UK consensus statement on Lipoprotein(a): A call to action. 

Atherosclerosis 291 (2019) p62-70.

2. Kronenberg F et al. Lipoprotein (a) in atherosclerotic cardiovascular disease and aortic 

stenosis: a European Atherosclerosis Society consensus statement. European Heart 

Journal. 43 (2022), p3925-3946

Lipoprotein (a) Information for Primary Care

Lp(a) 
(nmol/L) 

Population 
percentile

Impact on CVD risk 

<90 <80th Minor 

90 – 200 80th – 95th Moderate 

200 – 400 95th – 99.8th High 

≥400 >99.8th Very high (CVD risk equiv to heterozygous  FH)

Contents page



Management of patients with raised Lp(a) (>90 nmol/L)

There are no treatments currently available that specifically lower Lp(a). The aim is to target residual cardiovascular risk 

through multiple risk factor intervention. As such attention should be given to other risk factors including diabetes risk, 

hypertension, smoking etc.  

All patients with evidence of atherosclerotic CVD should be treated to secondary prevention lipid target regardless of Lp(a) 

concentration

In patients without atherosclerotic CVD, management of raised Lp(a) is dependent on their baseline cardiovascular risk 

estimate as well as the Lp(a) concentration.

* If QRISK3 is less than 5% and Lp(a) 200-400 nmol/L consider only treating to primary prevention target.

10y CVD risk <5% 10y CVD risk 5-10% 10 CVD risk >10%

Lp(a) <90 nmol/L Lifestyle advice Lifestyle advice Treat to primary prevention target

Lp(a) 90-200 nmol/L
Lifestyle advice; risk 

assessment in five years

Treat to primary 

prevention target (i.e. 

40% reduction in non 

HDL cholesterol)

Treat to secondary prevention target (i.e. 

non-HDL-cholesterol <2.5 mmol/L or LDL-

cholesterol <1.8 mmol/L)

Lp(a) >200 nmol/L 
*Treat to secondary 

prevention target

Treat to secondary 

prevention target
Treat to secondary prevention target

Lp(a) >400 nmol/L Consider referral to lipid clinic.

Contents page

Lipoprotein (a) Information for Primary Care



BNSSG Secondary prevention pathway

This local pathway outlines the management of lipids across all facets of 
post acute-cardiovascular/cerebrovascular/elective cardiac surgery services in secondary care

Contents page

Author: Dr Kofi Antwi, Dr Eloise Willis, Dr Nathan Cantley, Victoria Ruszala. 
Version 2, May 2024. Review date: May 2026



Contents pageManagement of lipids in secondary prevention

Please note: Although AAC national guidelines give a treatment target of LDL-C ≤2mmol/L, local lipid 
specialists within BNSSG recommend a target of LDL < 1.8mmol/L 
(or < 1.4mmol/L in high risk individuals)



Non-statin/ezetimibe lipid management

This outlines the use of other technologies available for lipid management aside from statins and ezetimibe including 
indications, formulary status and contraindications

Contents page

Author: Dr Nathan Cantley. Version 1, August 2023. Review date: August 2028
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Icosapent Ethyl
Formulary status : Blue

Bempedoic Acid
Formulary status : Blue

Inclisiran
Formulary status : Blue

Evolocumab/Alirocumab
Formulary status : Red

Mechanism of action
• High dose EPA
• Reduces CVD risk by 26% 

(RRR) or NNT=28 for MI, 
CVA, CV death

Indications
• Established CVD
• LDL 1.04-2.6mmol/L AND 

Triglyceride >1.7mmol/L

Safety info/side effects
• Do not use in those with 

AF or high bleeding risk
• A/E: GI general effects

Prescribing Information
• BNF link, formulary
• 2 capsules twice daily
• No dose titration of 

monitoring

Mechanism of action
• ATP Citrate lyase inhib
• Inhibit cholesterol 

synthesis but hepatic 
specific enzyme

Indications
• 1’ry or 2’ry prevention
• Statin contraindicated/

intolerance (partial or 
complete)

• Adjunct to Eztimibe

Safety info/side effects
• Do not use in those with 

history of clinical gout
• Asymptomatic hyper-UA 

does not preclude use

Prescribing Information
• BNF link, formulary
• 180mg once daily
• No dose titration 
• No additional monitoring

Non-stain/Ezetimibe therapy in BNSSG

Mechanism of action
• Silencing RNA against 

PCSK9
• Sub-cutaneous injectable

Indications
• Established CVD
• LDL ≥2.6mmol/L despite 

high intensity statin 
therapy +/- Ezetimibe

Safety info/side effects
• Some injection site 

reaction possible
• No monitoring required
• If dose missed >1 month, 

re-loading required

Prescribing Information
• BNF link, formulary
• Injection loading doses at 

0 and 3/12 , 6/12 
thereafter

• No dose titration 

Mechanism of action
• Monoclonal antibody 

against PCSK9
• Sub-cutaneous injection

Indications
• Established CVD and 

LDL-C >4.0mmol/L 
(unless very high risk or 
FH present – then LDL-C 
>3.5mmol/L)

• Non-CVD FH where LDL-C 
>5.0mmol/L

Safety info/side effects
• Some injection site 

reaction possible
• Some nasopharyngeal 

dryness noted by some
• U&E, LFT, Lipid @ 3/12

Prescribing Information
• BNF link: Evo , Aliro, form
• Secondary care only

https://bnf.nice.org.uk/drugs/icosapent-ethyl/
https://remedy.bnssg.icb.nhs.uk/formulary-adult/chapters/2-cardiovascular-system/26-hyperlipidaemia/
https://bnf.nice.org.uk/drugs/bempedoic-acid/
https://remedy.bnssg.icb.nhs.uk/formulary-adult/chapters/2-cardiovascular-system/26-hyperlipidaemia/
https://bnf.nice.org.uk/drugs/inclisiran/
https://remedy.bnssg.icb.nhs.uk/formulary-adult/chapters/2-cardiovascular-system/26-hyperlipidaemia/
https://bnf.nice.org.uk/drugs/evolocumab/
https://bnf.nice.org.uk/drugs/alirocumab/
https://remedy.bnssg.icb.nhs.uk/formulary-adult/chapters/2-cardiovascular-system/26-hyperlipidaemia/


Summary treatment targets by indication 

Summary of treatment guidelines as well as caveats for estimating cardiovascular risk

Contents page

Author: Dr Nathan Cantley. Version 2, May 2024. Review date: May 2026
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Primary Prevention Secondary Prevention

Evidence base update

NICE guideline CG181 on CVD primary prevention guideline
has been updated May 2023. Where it is appropriate to
manage lipids (QRISK2/3 >10%) by primary prevention:
- Aim for 40% reduction in Non-HDL Cholesterol

Treatment targets for lipid management

Primary prevention may also be appropriate even if QRISK is
<10% if the patient is informed. QRISK2/3 can under-
estimate the risk of CVD if any of the following are present:
- Family history of CVD
- Presence of elevated Lp(a)

- >90nmol/L where QRISK >10%
- >200nmol/L

- Presence of genetic dyslipidaemia
If any are present, secondary prevention targets should be
used.

Following initial CVD Very high risk or 
recurrent CVD

Non-HDL-C 2.5 mmol/L 2.2 mmol/L

LDL-C 1.8 mmol/L 1.4 mmol/L

Reasons for classifying an individual as “very high risk”
- Disease in >1 vascular bed (e.g. peripheral vascular disease, 

cerebral vascular disease)
- Concurrent presence of other risk factors:

- Lp(a) >200nmol/L
- Genetic dyslipidaemia
- Diabetes

- Note: The presence of subclinical/asymptomatic 
atherosclerotic disease diagnosed by CT coronary 
angiogram/other modalities does count as an eligibility 
criteria for purposes of injectable therapy and use of 
secondary prevention targetsSystematic reviews on cholesterol management highlight that

CVD risk reductions from lowering LDL-C are cumulative for
each mmol/L of LDL reduction. RRR per 1mmol/L reduction in
LDL-C = 23% (RR=0.77 [95% CI – 0.75-0.79]).

Furthermore, in those who’s baseline LDL-C is high and likely to
have been present for a number of years (e.g. in undiagnosed
primary dyslipidaemia), data on cumulative LDL exposure
indicates such individuals may have a higher associated CVD
risk

Both papers work in favor of more intensive LDL targets than
guidelines may suggest, and instigating lipid lowering therapy
earlier in those with high-cumulative LDL exposure.

Please note: Although AAC national guidelines give a treatment target of LDL-C ≤ 2mmol/L, local lipid 
specialists within BNSSG recommend a target of LDL < 1.8mmol/L (or < 1.4mmol/L in high risk individuals)

(assuming  normal 
triglycerides)



1. National Institute for Health and Care Excellence - Cardiovascular disease: risk reduction including lipid modification - 
Clinical Guideline CG181. NICE May 2023. Accessed September 2023. URL: https://www.nice.org.uk/guidance/cg181/ 

2. Wang N, Woodward M, Huffman MD, Rodgers A. Compounding Benefits of Cholesterol-Lowering Therapy for the 
Reduction of Major Cardiovascular Events: Systematic Review and Meta-Analysis. Circ Cardiovasc Qual Outcomes. 2022 
Jun;15(6):e008552. doi: 10.1161/CIRCOUTCOMES.121.008552. Epub 2022 Apr 18. PMID: 35430872.

3. Wang N, Woodward M, Huffman MD, Rodgers A. Compounding Benefits of Cholesterol-Lowering Therapy for the 
Reduction of Major Cardiovascular Events: Systematic Review and Meta-Analysis. Circ Cardiovasc Qual Outcomes. 2022 
Jun;15(6):e008552. doi: 10.1161/CIRCOUTCOMES.121.008552. Epub 2022 Apr 18. PMID: 35430872.

4. Zhang Y, Pletcher MJ, Vittinghoff E, Clemons AM, Jacobs DR Jr, Allen NB, Alonso A, Bellows BK, Oelsner EC, Zeki Al 
Hazzouri A, Kazi DS, de Ferranti SD, Moran AE. Association Between Cumulative Low-Density Lipoprotein Cholesterol 
Exposure During Young Adulthood and Middle Age and Risk of Cardiovascular Events. JAMA Cardiol. 2021 Dec 
1;6(12):1406-1413. doi: 10.1001/jamacardio.2021.3508. PMID: 34550307; PMCID: PMC8459309.

References

Contents page

Developed in partnership between:

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

	Slide 1: BNSSG lipid guidelines on the  diagnosis and management  of lipid disorders
	Slide 2: Contents
	Slide 3: NHS England Accelerated Access Pathway
	Slide 4
	Slide 5
	Slide 6: National statin intolerance management pathway
	Slide 7
	Slide 8
	Slide 9: Hypertriglyceridemia management pathway
	Slide 10
	Slide 11
	Slide 12
	Slide 13: Lipid profile requesting and  BNSSG Lipid clinic referral pathway
	Slide 14
	Slide 15
	Slide 16: Lipoprotein (a) guideline
	Slide 17
	Slide 18
	Slide 19: BNSSG Secondary prevention pathway
	Slide 20
	Slide 21: Non-statin/ezetimibe lipid management
	Slide 22
	Slide 23: Summary treatment targets by indication 
	Slide 24
	Slide 25

