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ΕΝΔΟΘΗΛΙΟ

Μονή στοιβάδα κυττάρων

Κύτταρα επιμηκυμένα κατά τη ροή του 

αίματος

Μεσοκυττάριοι χώροι 15-20 nm

Κυτταρικοί δεσμοί

Χαμηλός ρυθμός πολλαπλασιασμού [1-

2/1000 κύτταρα/ημέρα]

Χαμηλή διαπερατότητα πρωτεϊνών

[1-10%]



Factors affecting endothelial 

function
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ΠΡΟΔΙΑΘΕΣΙΚΟΙ ΠΑΡΑΓΟΝΤΕΣ

Υπερλιπιδαιμια

Σακχαρωδης διαβητης

Υπερταση

Καπνισμα

Ομοκυστεινη

Ινωδογονο

Οιστρογονα

CRP

Παχυσαρκια-Φυσικη δραστηριοτητα-Γενετικοι 

παραγοντες
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Schematic representation of PCSK9s involvement in atherosclerotic plaque development. Endothelial cell damage allows

infiltration of circulating LDL-C and to the intimal space. Oxidation of LDL-C in the intimal space stimulates proinflammatory activation and

phagocytosis of macrophages. Engulfment of excess Ox-LDL by macrophages generates foam cells, which contributes to fatty

deposits in the arterial wall, proinflammatory cytokine release, and apoptosis. Circulating PCSK9 secreted from hepatic cells also enters

the intimal space, where it stimulates macrophage cells to produce proinflammatory cytokines and VSMC migration and

transformation to macrophages, which in turn become apoptotic foam cells. Atherosclerotic macrophages and VSMCs also secrete

PCSK9 within the plaque, contributing to increased inflammation and fatty deposition. Collectively, the proinflammatory stimulation

within the plaque drives recruitment and infiltration of more circulating monocytes, feeding the cycle. LDL-C indicates low-density

lipoprotein cholesterol; Ox-LDL, oxidized low-density lipoprotein; PCSK9, protein proprotein convertase subtilisin/kexin 9; and VSMC,

vascular smooth muscle cells.

J Am Heart Assoc. 2022;11:e023328. doi: 10.1161/JAHA.121.023328.



Activation of macrophages within atherosclerotic plaque by interaction with PCSK9. PCSK9 is now known to stimulate proinflammatory effects within an atherosclerotic

plaque. PCSK9 is expressed and secreted by hepatic cells, macrophages, and vascular smooth muscle cells. PCSK9 activates macrophage proinflammatory effects

by cell surface receptor binding of TLR4 and potentially several other inflammatory stimulating receptors. This graphic represents the binding of PCSK9 to and

activation of TLR4, triggering NF-кB activation and nuclear translocation. Nuclear translocation of the transcription factor NF-кB stimulates the expression and

secretion of a variety of proinflammatory cytokines, contributing to increased monocyte infiltration and plaque deposition. Other receptors on the macrophage represent

additional proinflammatory-stimulating binding partners for PCSK9 within cells in the atherosclerotic plaque. CXCL2 indicates CXC motif chemokine ligand 2; IL-1a,

interleukin-1a; IL-1β, interleukin- 1β;  IL-6, interleukin-6; MCP-1, monocyte chemoattractant protein-1; NF-κB, nuclear factor- kappa B; PCSK9, protein proprotein

convertase subtilisin/kexin 9; TLR4, toll-like receptor 4; TNF-α, tumor necrosis factor-α; and VSMCs, vascular smooth muscle cells

J Am Heart Assoc. 2022;11:e023328. doi: 10.1161/JAHA.121.023328.



Schematic representation of atheroma plaque formation from a healthy artery to 
plaque rupture

Int. J. Mol. Sci. 2022, 23, 3346. doi.org/10.3390/ ijms23063346
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• A major event in atherosclerotic plaque progression is thrombosis, which
may occur in any arterial bed (coronary, aorta, carotid, etc.)

• Three different morphologies (rupture, erosion and calcified nodule) may
give rise to acute coronary thrombosis.

• The development of plaque and its rupture are hallmarks of
atherosclerotic vascular disease.

Plaque rupture is defined by fibrous cap disruption or fracture, whereby the overlying
thrombus is in continuity with the underlying necrotic core.
Plaque erosion is identified when serial sectioning through a thrombus fails to show
communication with a necrotic core or deep intima; the endothelium is absent, and the
thrombus is superimposed on a plaque substrate primarily composed of smooth muscle
cells and proteoglycans.
Calcified nodules are characterized by eruptive dense calcified bodies protruding into the
luminal space and represent the least frequent morphology associated with luminal
thrombosis.



• Atherosclerosis occurs in elastic and muscular arteries and may occur
iatrogenically in vein grafts interposed in the arterial circulation.

• The aorta is affected earliest, followed by the carotid arteries, coronary
arteries and iliofemoral arteries.

• Initially, lesions are most common at branch points, at sites of low shear,
where a predilection to plaque formation has been observed.

• Coronary lesions, including thrombi occurring at atherosclerotic sites,
are most prevalent in the proximal coronary arteries: the proximal left
anterior descending coronary artery, followed by the right and left
circumflex coronary arteries.



Median baseline IL-6 

levels according to 

number of traditional risk 

factors present 

✓Hypertension

✓hyperlipidemia

✓smoking 

✓Diabetes

✓age >60 years

✓family history

✓body mass index >27.3 

kg/m2).

Risk factors and cytokines

Ridker et al Circulation 2000

http://circ.ahajournals.org/content/vol101/issue15/images/large/hc1703898003.jpeg


Proinflammatory Cytokines and CRP plasma levels in Patients 
with CSA vs. normal controls

_____________________________________________________________

Patients Controls  p

(n=60) (n=24)
_____________________________________________________________

MCSF 991(459-1476) 372 (265-770)    <0.01

IL6 3.9 (3.2-4.6) 1.7 (1.3-2.5) <0.01

CRP 1.5 (0.5-4.05) 0.23 (0.17-1.4)   <0.01

_____________________________________________________________

Ikonomidis et al Circulation 1999



Relation of cytokines to extent of CAD
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Relation of cytokines with the 
extent of CAD
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Endothelial Glycocalyx

Damage to the endothelial 

glycocalyx is associated with 

influx of lipoproteins, 

leakage of macromolecules 

adhesion of circulating cells to

the endothelium. 

to an imbalance in enzymatic 

systems such as coagulation and 

antioxidant defence as well as

an impaired NO release.

Lekakis J, Ikonomidis I,Vlachopoulos C Eur J Cardiovasc Prev Rehabil. 2011 Dec;18(6):775-89 



IMAGING: Assessment of endothelial function

Sideview Darkfield imaging 

(Microscan, Glycocheck)

Perfuse Boundary Region 

(PBR): a non-invasive 

accurate index of endothelial 

glycocalyx thickness in 

sublingual microvessels with 

a diameter 5-25μm

Laboratory of Preventive Cardiology and Echocardiography Department

Sublingual endothelial 

glycocalyx

Peripheral arterial 

tonometry (EndoPAT)

Measurement of  

reactive 

hyperemia 

index  using 

fingertip 

peripheral arterial 

tonometry (PAT) 

technology 



IMAGING: Assessment of endothelial function, carotid 

arteries and coronary microcirculation

Laboratory of Preventive Cardiology and Echocardiography Department

Endothelial-dependent 

flow-mediated dilation 

(FMD)

Carotid intima-media 

thickness (cIMT)

Coronary flow reserve 

(CFR)

Equipment:

• VIVID E95, VIVID 7, VIVID S70, VIVID 3, VSCAN, 

PHILIPS I33

• ECHOPAC 203, QLAB, XCELERA, STORAGE 20 

TB



Differential microRNA expression levels in atherosclerotic arteries.

Int. J. Mol. Sci. 2022, 23, 3346. doi.org/10.3390/ ijms23063346







Pathophysiology







Fatty streak
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ΧΡΟΝΙΑ ΣΤΕΦΑΝΙΑΙΑ ΝΟΣΟΣ





Endothelium

Lipid-Rich 
Core

Thick 
Fibrous Cap

Thin 
Fibrous Cap

Inflammatory
Cells

Lumen

MI = myocardial infarction.

Adapted with permission from Falk E, et al. Circulation. 1995;92:657-671.

Platelets

Stable Unstable

What Types of Atherothrombotic Lesions 
Cause MI and Stable Angina?

Thrombus



Προσφορά 

Ο2

Προσφορά 

Ο2

Ανάγκες σε 

Ο2

Ανάγκες σε 

Ο2

Ισχαιμία του μυοκαρδίου

Crossman DC. Heart. 2004;90:576-580 - Gersh BJ et al. In: Braunwald E et al. Heart Disease. 6th ed. 2001

Στεφανιαία 

αιματική ροή

Στεφανιαία 

αιματική ροή ΣυσταλτικότηταΣυσταλτικότητα

Καρδιακή ΣυχνότηταΚαρδιακή Συχνότητα

Πίεση & Όγκος ΑΚ Πίεση & Όγκος ΑΚ 

Διαταραχή του ισοζυγίου αναγκών-προσφοράς Ο2

Στεφανιαίες ΑντιστάσειςΣτεφανιαίες Αντιστάσεις

Πίεση ΑιμάτωσηςΠίεση Αιμάτωσης

Διάρκεια ΔιαστολήςΔιάρκεια Διαστολής



Παθολογική ανατομία

• Στένωση στεφανιαίων αγγείων 

• Μειωμένη στεφανιαία εφεδρεία στη άσκηση

• Δυσαναλογία μεταξύ αυξημένων αναγκών και μειωμένης παροχής 
Ο2



Αυξημένες ανάγκες Ο2

• Αύξηση κατεχολαμινων (άσκηση, έντονα συναισθήματα, πνευματική 
καταπόνηση)

• Χρονοτροπη, ινότροπη απάντηση



Παροδική μείωση της παροχής Ο2

• Δυσλειτουργία ενδοθηλίου= μειωμένη παραγωγή 
αγγειοδιασταλτικών ουσιών (ΝΟ, προστακυκλινη)

• Ενεργοποίηση αιμοπεταλίων –φλεγμονή= αγγειοσυσπαστικες ουσίες

• Σε σοβαρή στενωση και μικρή μόνο αύξηση του αγγειακού τόνου 
=ισχαιμία



Παθοφυσιολογία



Στηθάγχη

• Ασυμπτωματική ΣΝ

• Σταθερός ουδός έκλυσης

• Μεταβαλλόμενος ουδός 
έκλυσης στηθάγχης 
(μεταγευματική 
στηθάγχη)

• ‘Μεικτή’ στηθάγχη

• Στηθάγχη Prinzmetal



Κλινική εικόνα

• Στηθάγχη

• Εκσεσημασμένη 
δύσπνοια στη 
προσπάθεια
• Ποιότητα

• Διάρκεια 

• Εκλυτικοί παράγοντες

• Συνοδά συμπτώματα



Διαφορική διάγνωση



Επιδημιολογία

• 12,200,000 Americans have CAD, 
• 6,300,000 of whom have angina pectoris

• 7,200,000 have had myocardial infarction

• The economic cost of CAD and stroke in the United States in 2000 is 
estimated at $326.6 billion ($118.2 billion for CAD). 

American Heart Association: 2000 Heart and Stroke Statistical Update. Dallas, American Heart 
Association, 1999. 



ΜΕΓΕΘΟΣ  ΠΡΟΒΛΗΜΑΤΟΣ

• 30 ασθενείς με σταθερή στηθάγχη για κάθε ΟΕΜ

• 550.000 ΟΕΜ ( ΗΠΑ)

• 16.500.000 άτομα με σταθερή στηθάγχη

• 20.000-40.000/1.000.000 πληθυσμού

• ΕΛΛΑΣ- 30 . 10.000 ΟΕΜ - 300.000 άτομα με σταθερή 
στηθάγχη



ΕΠΙΔΗΜΙΟΛΟΓΙΑ-ΦΥΣΙΚΗ ΙΣΤΟΡΙΑ

• Ετήσια θνητότητα 0.9-1.4%

• Ετήσια επίπτωση εμφράγματος μυοκαρδίου 0.5% 
(INVEST 2003)-2.6%(TIBET 1996)

• Πρόγνωση ποικίλλει ευρέως



Παροδική μείωση της παροχής Ο2

• Δυσλειτουργία ενδοθηλίου= μειωμένη παραγωγή 
αγγειοδιασταλτικών ουσιών (ΝΟ, προστακυκλινη)

• Ενεργοποίηση αιμοπεταλίων –φλεγμονή= αγγειοσυσπαστικες ουσίες

• Σε σοβαρή στενωση και μικρή μόνο αύξηση του αγγειακού τόνου 
=ισχαιμία



XΡΟΝΙΑ ΣΤΕΦΑΝΙΑΙΑ ΝΟΣΟΣ

Ασυμπτωματική

Σταθερή στηθάγχη 



ΚΛΙΝΙΚΗ ΕΞΕΤΑΣΗ

4ος τόνος

Συστολικό φύσημα

Έκτοπη καρδιακή ώση



ΕΡΓΑΣΤΗΡΙΑΚΗ ΔΙΕΡΕΥΝΗΣΗ

Ανάδειξη ισχαιμουσών περιοχών

Ανάδειξη νεκρωμένων περιοχών

Ανάδειξη αποφρακτικών βλαβών

Εκτίμηση λειτουργικότητας αριστερής κοιλίας

Εκτίμηση αρρυθμιών



ΔΙΕΡΕΥΝΗΣΗ ΣΤΕΦΑΝΙΑΙΑΣ ΝΟΣΟΥ

Δοκιμασία κοπώσεως

Σπινθηρογράφημα μυοκαρδίου

Υπερηχογράφημα

Ηλεκτροκαρδιογράφημα-Holter

MRI

PET

Στεφανιογραφία

ΗΦΜ



ΣΥΝΤΗΡΗΤΙΚΗ ΘΕΡΑΠΕΙΑ

Γενικά μέτρα

Ασπιρίνη

Νιτρώδη

Β-αναστολείς

Ανταγωνιστές ασβεστίου

Στατίνες

Αναστολείς μετατρεπτικού ενζύμου



ΕΠΕΜΒΑΤΙΚΗ ΘΕΡΑΠΕΙΑ

Αορτοστεφανιαία παράκαμψη

Αγγειοπλαστική















ΝΕΑ ΙΣΧΑΙΜΙΚΑ ΣΥΝΔΡΟΜΑ

Ισχαιμική προετοιμασία μυοκαρδίου

Χειμάζον μυοκάρδιο

Παροδική δυσλειτουργία μυοκαρδίου



Περιστατικό 1

1.Άνδρας 58 ετών, παχύσαρκος με 

σακχαρώδη διαβήτη τύπου 2. Θα λάβει 

ασπιρίνη για πρωτογενή πρόληψη;
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2021 ESC Guidelines on cardiovascular disease prevention in clinical practice
(European Heart Journal 2021 – doi:10.1093/eurheartj/ehab484)

Cardiovascular risk and risk factor treatment 
in patients with type 2 diabetes mellitus
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2021 ESC Guidelines on cardiovascular disease prevention in clinical practice
(European Heart Journal 2021 – doi:10.1093/eurheartj/ehab484)

Recommendations Class
Risk factors and interventions at the individual level (continued)
Statin therapy may be considered in persons aged ≤40 years with type 1 or type 2 DM 

with evidence of TOD and/or an LDL-C level >2.6 mmol/L (100 mg/dL), as long as 

pregnancy is not being planned.

IIb

In patients with DM at high or very high CVD risk, low-dose aspirin may be considered 

for primary prevention in the absence of clear contraindications.
IIb

Home-based CR, telehealth, and mHealth interventions may be considered to 

increase patient participation and long-term adherence to healthy behaviours.
IIb

In patients with HF and major depression, SSRIs, SNRIs, and tricyclic antidepressants 

are not recommended.
III

In patients with dialysis-dependent CKD who are free of ASCVD, commencing statin 

therapy is not recommended.
III

New recommendations (12)





Περιστατικό 2

2.Άνδρας 42 ετών με ιστορικό STEMI υπό 

rosuvastatin/ezetimibe 40/10 με LDL 60 mg/dl και 

τριγλυκερίδια 280 mg/dl. Υπάρχει λόγος μείωσης των 

τριγλυκεριδίων και, αν ναι, με ποιον τρόπο
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2021 ESC Guidelines on cardiovascular disease prevention in clinical practice
(European Heart Journal 2021 – doi:10.1093/eurheartj/ehab484)

Patient categories and associated cardiovascular disease risk (2)
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2021 ESC Guidelines on cardiovascular disease prevention in clinical practice
(European Heart Journal 2021 – doi:10.1093/eurheartj/ehab484)

Recommendations Class Level
Statin treatment is recommended as the first drug of choice for reducing
CVD risk in high-risk individuals with hypertriglyceridaemia (triglycerides
>2.3 mmol/L [200 mg/dL]).

I A

In patients taking statins who are at LDL-C goal with triglycerides
>2.3 mmol/L (200 mg/dL), fenofibrate or bezafibrate may be considered.

IIb B

In high-risk (or above) patients with triglycerides >1.5 mmol/L
(135 mg/dL) despite statin treatment and lifestyle measures, n-3 PUFAs
(icosapent ethyl 2 x 2 g/day) may be considered in combination with
a statin.

IIb B

Recommendations for drug treatments of patients with hypertriglyceridaemia



Eur Heart J, Volume 41, Issue 1, 1 January 2020, Pages 86–94, https://doi.org/10.1093/eurheartj/ehz767

The content of this slide may be subject to copyright: please see the slide notes for details.

https://doi.org/10.1093/eurheartj/ehz767


• 3090 patients with a previous 

myocardial infarction or stable angina, 

6 years f/u

• Total cholesterol of 180 to 250 

mg/dL, HDL-C <45 mg/dL, 

triglycerides <300 mg/dL, and low-

density lipoprotein cholesterol <180 

mg/dL

• were randomized to receive either 400 

mg of bezafibrate per day or placebo

• The primary end point was fatal or 

nonfatal myocardial infarction or sudden 

death. 

The Bezafibrate Infarction Prevention (BIP) Study

Circulation. 2000;102:21-27.



. Circulation. Secondary Prevention by Raising HDL Cholesterol and 

Reducing Triglycerides in Patients With Coronary Artery Disease , 

Volume: 102, Issue: 1, Pages: 21-27, DOI: (10.1161/01.CIR.102.1.21) 

The Bezafibrate Infarction Prevention

(BIP) Study

• 3090 patients with a 

previous myocardial 

infarction or stable angina 

6 years f/u

• The primary end point 

was fatal or nonfatal 

myocardial infarction or 

sudden death. 





Cardiovascular Risk Reduction with 

Icosapent Ethyl for 

Hypertriglyceridemia

N Engl J Med 2019; 380:11-22
DOI: 10.1056/NEJMoa1812792

• a fasting triglyceride level of 135 to 

499 mg per deciliter and a low-density 

lipoprotein cholesterol level of 41 to 100 

mg per deciliter

• 8179  patients were randomly assigned 

to receive 2 g of icosapent ethyl twice 

daily (total daily dose, 4 g) or placebo. 

• The primary end point was a composite 

of cardiovascular death, nonfatal 

myocardial infarction, nonfatal stroke, 

coronary revascularization, or unstable 

angina. 

• The key secondary end point was a 

composite of cardiovascular death, 

nonfatal myocardial infarction, or 

nonfatal stroke. Median F/U of 4.9 years

22%

17%



Int J Angiol 2020;29:2–11.
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2021 ESC Guidelines on cardiovascular disease prevention in clinical practice
(European Heart Journal 2021 – doi:10.1093/eurheartj/ehab484)

Recommendations Class
Risk factors and interventions at the individual level (continued)
In patients with type 2 DM and TOD, the use of an SGLT2 inhibitor or GLP-1RA with 

proven outcome benefits may be considered to reduce future CVD and total 

mortality.

IIb

For primary prevention patients at very high risk, but without FH, if the LDL-C goal is 

not achieved on a maximum tolerated dose of a statin and ezetimibe, combination 

therapy including a PCSK9 inhibitor may be considered.

IIb

In high-risk (or above) patients with triglycerides >1.5 mmol/L (135 mg/dL) despite 

statin treatment and lifestyle measures, n-3 PUFAs (icosapent ethyl 2 X 2 g/day) may 

be considered in combination with a statin.

IIb

Initiation of statin treatment for primary prevention in older people aged ≥70 may be 

considered, if at high risk or above.
IIb

New recommendations (11)





Περιστατικό 3

3.Ασθενής 45 ετών, καπνιστής με υψηλό Calcium Score. 

Πώς θα τον αντιμετωπίσουμε



Περιστατικό 1

Εκτίμηση κινδύνου σε ασθενή με σοβαρές συννοσηρότητες 

A
n

n
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h
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m
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is 2
0

1
0

;69:325
–331. d

o
i:10.1136/ard

.2009.113696
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2021 ESC Guidelines on cardiovascular disease prevention in clinical practice
(European Heart Journal 2021 – doi:10.1093/eurheartj/ehab484)

Recommendations Class
Risk factors and clinical conditions
In apparently healthy people <70 years of age without established ASCVD, DM, CKD, 
genetic/rarer lipid or BP disorders, estimation of 10-year fatal and nonfatal CVD risk 
with SCORE2 is recommended.

I

In apparently healthy people ≥70 years of age without established ASCVD, DM, CKD, 
genetic/rarer lipid or BP disorder, estimation of 10-year fatal and nonfatal CVD risk 
with SCORE2-OP is recommended.

I

Patients with established ASCVD and/or DM and/or moderate-to-severe renal disease 
and/or genetic/rarer lipid or BP disorders are to be considered at high or very high 
CVD risk.

I

New recommendations (1)
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2021 ESC Guidelines on cardiovascular disease prevention in clinical practice
(European Heart Journal 2021 – doi:10.1093/eurheartj/ehab484)

SCORE2 and SCORE2-OP 
risk chart for fatal and 
non-fatal (MI, stroke) 
ASCVD

Low CVD Risk (1)
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2021 ESC Guidelines on cardiovascular disease prevention in clinical practice
(European Heart Journal 2021 – doi:10.1093/eurheartj/ehab484)

SCORE2 and SCORE2-OP 
risk chart for fatal and 
non-fatal (MI, stroke) 
ASCVD

Low CVD Risk (2)
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2021 ESC Guidelines on cardiovascular disease prevention in clinical practice
(European Heart Journal 2021 – doi:10.1093/eurheartj/ehab484)

Recommendations Class Level
Systematic global CVD risk assessment is recommended in individuals with
any major vascular risk factor (i.e. family history of premature CVD, FH, 
CVD risk factors such as smoking, arterial hypertension, DM, raised lipid
level, obesity, or comorbidities increasing CVD risk).

I C

Systematic or opportunistic CV risk assessment in the general population 
in men >40 years of age and in women >50 years of age or 
postmenopausal with no known ASCVD risk factors may be considered.

IIb C

In those individuals who have undergone CVD risk assessment in the 
context of opportunistic screening, a repetition of screening after
5 years (or sooner if risk was close to treatment thresholds) may be
considered.

IIb C

Recommendations for CVD risk assessment (1)
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Lifetime CVD benefit from 
smoking cessation for 
apparently healthy 
persons (1)
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Lifetime CVD benefit from 
smoking cessation for 
apparently healthy 
persons (2)
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Examples of a stepwise  approach 
to risk stratification and treatment 
options
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Recommendations Class Level
Stress symptoms and psychosocial stressors modify CVD risk. Assessment
of these stressors should be considered.

IIa C

CAC scoring may be considered to improve risk classification around
treatment decision thresholds. Plaque detection by carotid ultrasound is
an alternative when CAC scoring is unavailable or not feasible.

IIb C

Multiplication of calculated risk by RR for specific ethnic subgroups should
be considered.c IIa B

The routine collection of other potential modifiers, such as genetic risk
scores, circulating or urinary biomarkers, or vascular tests or imaging
methods (other than CAC scoring or carotid ultrasound for plaque 
determination), is not recommended.

III B

Recommendations for risk modifiers
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<50 years 50-69 years ≥70 yearsa

Low-to-moderate CVD risk: 
risk factor treatment generally not recommended

<2.5% <5% <7.5%

High CVD risk: 
risk factor treatment should be considered

2.5 to <7.5% 5 to <10% 7.5 to <15%

Very high CVD risk:
risk factor treatment generally recommendeda ≥7.5% ≥10% ≥15%

Cardiovascular disease risk categories based on SCORE2 and SCORE2-OP 
in apparently healthy people according to age



www.escardio.org/guidelines

©
E

SC

2021 ESC Guidelines on cardiovascular disease prevention in clinical practice
(European Heart Journal 2021 – doi:10.1093/eurheartj/ehab484)

Cardiovascular risk and risk factor 
treatment in apparently healthy persons
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Recommendations Class Level
A stepwise treatment-intensification approach aiming at intensive risk
factor treatment is recommended for apparently healthy people at high or 
very high CVD risk, as well as patients with established ASCVD and/or DM, 
with consideration of CVD risk, treatment benefit of risk factors, risk
modifiers, comorbidities, and patient preferences.

I B

Treatment of ASCVD risk factors is recommended in apparently healthy
people without DM, CKD, genetic/rarer lipid, or BP disorders who are at 
very high risk (SCORE2 ≥7.5% for age under 50; SCORE2 ≥10% for age
50–69; SCORE2-OP ≥15% for age ≥70 years).

I C

Treatment of ASCVD risk factors should be considered in apparently
healthy people without DM, CKD, genetic/rarer lipid, or BP disorders who
are at high risk (SCORE2 2.5 to <7.5% for age under 50; SCORE2 5 to <10% 
for age 50–69; SCORE2-OP 7.5 to <15% for age ≥70 years), taking CVD risk
modifiers, lifetime risk and treatment benefit, and patient preferences
into account.

IIa C

Recommendations for cardiovascular disease risk estimation (2)
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