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Θεραπεία με στατίνη







LDL-C TARGETS 2023
CVD RISK

VERY HIGH RISK
• ESTABLISHED ASCVD
• DIABETES WITH TARGET 

ORGAN DAMAGE or ≥3 MAJOR 
RISK FACTORS

• FAMILIAL 
HYPERCHOLESTEROLEMIA 
PLUS ≥1 MAJOR RISK 
FACTOR

• CKD 4-5
• HELLENIC SCORE II ≥10%

HIGH RISK
• SEVERE RISK FACTOR
• FH WITHOUT ANY

MAJOR RISK FACTOR
• DIABETES ≥10 YEARS 

PLUS ≥1 MAJOR RISK 
FACTOR

• CKD 3
• AUTOIMMUNE 

RHEUMATIC DISEASE/HIV 
INFECTION

• HELLENIC SCORE II ≥5-
<10%

MODERATE RISK
• DIABETES <10 YEARS

IN PATIENTS <50 
YEARS 

• HELLENIC SCORE II ≥1-
<5%

LOW RISK
HELLENIC SCORE II

<1%

LDL-C <100
mg/dL

↓ LDL-C <55 mg/dL
PLUS

LDL-C >50%

LDL-C <116
mg/dL

↓ LDL-C <70 mg/dL
PLUS

LDL-C ~50%



Έναρξη υπολιπιδαιμικής αγωγής





Στόχοι υπολιπιδαιμικής αγωγής



ΤΙΜΕΣ ΑΝΑΦΟΡΑΣ ΕΡΓΑΣΤΗΡΙΑΚΩΝ ΕΞΕΤΑΣΕΩΝ - ΕΝΗΛΙΚΕΣ



ΤΙΜΕΣ ΑΝΑΦΟΡΑΣ ΕΡΓΑΣΤΗΡΙΑΚΩΝ ΕΞΕΤΑΣΕΩΝ - ΕΝΗΛΙΚΕΣ



Θεραπευτική αντιμετώπιση δυσλιπιδαιμίας









Δυσανεξία στις στατίνες





















Αύξηση τρανσαμινασών





Επιπρόσθετο όφελος αγωγής με ροσουβαστατίνη 

NASH resolution following 

rosuvastatin 10 mg/d monotherapy
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Διαφορές στατινών



Vasc Health Risk Manag. 2016; 12: 153 - 61

Statins





Διείσδυση υπενδοθηλιακά
Μειωμένη πρόσδεση στον LDL υποδοχέα











Εργαστηριακή παρακολούθηση 









Τρίτη ηλικία









Χρόνια νεφρική νόσος









10-20 mg



Πόσο χαμηλά είναι ασφαλές;
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Reducing plasma LDL-C 

levels with a statin leads to 

dose-dependent reduction in the 

risk of major ASCVD events that is 

proportional to the absolute 

magnitude of the reduction in 

achieved LDL-C 

A meta-analysis of 49 studies 

demonstrated a consistent dose-

dependent log-linear association 

between the absolute magnitude 

of exposure to LDL-C and the 

risk of ASCVD

Plasma LDL-C Concentrations Are Associated With a Dose-Dependent Increase in the Risk of 

ASCVD

ASCVD, atherosclerotic cardiovascular disease; CHD, coronary heart disease; LDL-C, low-density lipoprotein cholesterol.

Ference BA, et al. Eur Heart J. 2017;38:2459-2472.

Genetic Studies and Pharmacologically Lowered 

LDL-C Show a Causality With Reduced CHD Risk
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HPS

JUPITER

CARDS
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ALLIANCE
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POST-CABG

HOPE-3AFCAPS/
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LIPID
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SEARCHGISSI-P

A to Z Randomized controlled trials 

median follow-up: 5 years (N = 196,552)

Mendelian randomization studies

median follow-up: 52 years (N = 194,427)

PCSK9

Prospective cohort studies 

median follow-up: 12 years (N = 403,501)

NPC1L1

The lower the better
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Lowering of LDL-C to < 25 mg/dL (< 0.6 mmol/L) Was Not Associated With a 

Higher Rate of Neurocognitive Events

AE, adverse event; LDL-C, low-density lipoprotein cholesterol.

Robinson JJ, et al. J Am Coll Cardiol. 2017;69(5):471-482. 

Pooled data from 14 phase 2 and 3 

studies were analyzed to evaluate

the safety of alirocumab in patients 

with at least two consecutive LDL-C 

values of <25 or <15 mg/dL (<0.6 or 

<0.4 mmol/L), with follow-up of up to 

104 weeks

AEs of interest, % 

(n)

Pooled 

control 

(n = 1,894)

Alirocumab

Overall 

alirocumab

(n = 3,340)

LDL-C 

≥ 25 mg/dL 

(≥ 0.6 mmol/L)

(n = 2,501)

LDL-C 

< 25 mg/dL 

(< 0.6 mmol/L)

(n = 839)

LDL-C 

< 15 mg/dL 

(< 0.4 mmol/L)

(n = 314)

Neurologic events 3.7 (71) 4.0 (134) 4.2 (105) 2.4 (20) 2.9 (9)

Peripheral 

neuropathy
3.3 (63) 3.2 (106) 3.4 (84) 1.7 (14) 2.2 (7)

Neurocognitive 

disorders
0.9 (17) 1.0 (32) 10 (26) 0.6 (5) 0.3 (1)

Amnesia 0.3 (5) 0.2 (6) 0.2 (5) 0.1 (1) 0

Aphasia 0 < 0.1 (2) < 0.1 (1) 0.1 (1) 0

Confusional state 0.2 (3) 0.2 (8) 0.3 (7) 0.1 (1) 0

Dementia 0.1 (2) < 0.1 (1) 0 0.1 (1) 0

Frontotemporal 

dementia
0 < 0.1 (1) 0 0.1 (1) 0.3 (1)

LDL-C levels of <25 or 

<15 mg/dL (<0.6 or <0.4 mmol/L) were 

not associated with an increased rate of 

neurologic and neurocognitive events
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Safety outcome

Patients with event, no. Meta-analysis data

P valueExperimental arm Control arm RR (95% Cl)

Hemorrhagic stroke 132 118 1.11 (0.87–1.43) 0.40

CI, confidence interval; CV, cardiovascular; FOURIER, Further Cardiovascular Outcomes Research with PCSK9 Inhibition in Subjects With Elevated Risk; IMPROVE-IT, Examining Outcomes in Subjects With Acute 

Coronary Syndrome: Vytorin (Ezetimibe/Simvastatin) vs Simvastatin; LDL-C, low-density lipoprotein cholesterol; REVEAL, Randomized Evaluation of the Effects of Anacetrapib through Lipid Modification; RR, risk ratio.

Sabatine MS, et al. JAMA Cardiol. 2018;3(9):823-828.

In a Meta-analysis of Recent CV Outcomes Trials, Further Lowering of LDL-C to <20 mg/dL 

(<0.5 mmol/L) Was Not Associated With Increased Risk of Hemorrhagic Stroke

Hemorrhagic Stroke

Trial RR (95% CI)

IMROVE-

IT

1.37 (0.93–

2.03)

FOURIER
0.49 (0.04–

5.38)

REVEAL
0.98 (0.71–

1.36)

Overall
1.11 (0.87–

1.43)

0.1 1.0 10.0

RR (95% CI)

LDL-C lowering was not 

associated with an increased 

risk of hemorrhagic stroke
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For ischemic stroke, each 39

mg/dL (1 mmol/L) decrease in LDL-C was 

associated with a risk reduction of 28.6%

(95% CI: -0.019–0.591, P = 0.065) 

Achievement of Very Low LDL-C Was Associated With a Reduction in Ischemic Stroke Risk

*The size of each square on the graph indicates the weight of each trial, which was derived from the inverse of variance of the event rate of each trial.

CI, confidence interval; LDL-C, low-density lipoprotein cholesterol.

Shin J, et al. Eur J Prev Cardiol. 2019. Epub ahead of print.

A meta-analysis of 222,149 

participants in 23 randomized trials 

evaluated the association between 

achieved LDL-C levels and stroke 

risk

Evaluated trials were categorized 

according to achieved LDL-C levels: 

< 50 mg/dL (< 1.3 mmol/L), 50–70 

mg/dL (1.3–1.8 mmol/L), and > 70 

mg/dL (> 1.8 mmol/L)

Association Between Achieved LDL-C 

Level and Ischemic Stroke Event Rate*

Achieved LDL-C level, mg/dL (mmol/L)

Primary prevention trials

Active group

Control group

Secondary prevention trials

Active group

Control group
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*Median study exposure: 3 months. †Control placebo and/or ezetimibe. ‡Year 1 SOC-controlled period of OLE studies, median study exposure: 11 months. §Not applicable, SOC group did not receive IP.

AE, adverse event; ALT, alanine aminotransferase; AST, aspartate aminotransferase; CK, creatine kinase; IP, investigational product; LDL-C, low-density lipoprotein cholesterol; OLE, open-label extension; 

PROFICIO, Program to Reduce LDL-C and Cardiovascular Outcomes Following Inhibition of PCSK9 in Different Populations; SAE, serious adverse event; SOC, standard of care; ULN, upper limit of normal.

Toth PP. Circulation. 2017;135:1819-1831.

In PROFICIO, No New Safety Signals Were Observed in Evolocumab Patients 

Who Achieved Very Low LDL-C Levels

AE or laboratory parameter

Lowest LDL-C achieved and treatment group

< 25 mg/dL (< 0.6 mmol/L)

≥ 25 mg/dL (≥ 0.6 mmol/L) and 

< 40 mg/dL (< 1.0 mmol/L)

All patients with 

< 40 mg/dL (< 1.0 mmol/L) ≥ 40 mg/dL (≥ 1.0 mmol/L)

Initial parent trials* OLE‡

Initial parent 

trials* OLE‡

Initial parent 

trials* OLE‡

Initial parent 

trials* OLE‡

Initial parent 

trials* OLE‡

Any

evolocumab

N = 1,609

Evolocumab + 

SOC

N = 773

Any

evolocumab

N = 956

Evolocumab + 

SOC

N = 759

Any

evolocumab

N = 2,565

Evolocumab + 

SOC

N = 1,532

Any

evolocumab

N = 1,339

Evolocumab + 

SOC

N = 1,426

Any 

control†

N = 2,038

SOC

N = 1,459

Any AE, % 51.4 70.2 50.4 69.2 51.0 69.7 52.1 71.1 50.0 66.6

AEs leading to discontinuation of IP 1.2 1.0 1.0 1.8 1.2 1.4 3.1 3.7 0 N/A§

SAEs 2.9 7.8 2.4 7.1 2.7 7.4 2.6 8.2 2.0 7.8

Neurocognitive AEs, % 0.06 0.5 0 1.2 0.04 0.8 0.3 1.0 0.3 0.3

Muscle-related AEs, % 4.5 5.2 3.9 7.1 4.2 6.1 6.6 6.9 4.8 6.2

CK > 5 x ULN, % 0.6 0.4 0.4 0.9 0.5 0.7 1.0 0.5 0.7 1.1

CK > 10 x ULN, % 0.2 0.1 0.1 0.4 0.2 0.3 0.3 0.2 0.2 0.5

ALT or AST > 3 x ULN, % 0.4 0.9 0.3 0.8 0.4 0.8 0.5 1.3 0.9 1.2

Total bilirubin > 2 x ULN, % 0.3 0.4 0.1 0.3 0.2 0.3 0 0.1 0.1 0.1
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*P value compared with the group achieving an LDL-C ≥ 100 mg/dL (≥ 2.6 mmol/L) at 4 weeks.

CV, cardiovascular; HR, hazard ratio; LDL-C, low-density lipoprotein cholesterol; MI, myocardial infarction; UA, unstable angina.

Giugliano RP, et al. Lancet. 2017;390:1962-1971.

Achievement of Ultra-low LDL-C Levels in FOURIER Further Reduced the Risk of Major CV 

Events

Primary Endpoint (Composite of CV Death, MI, Stroke, Coronary 

Revascularization, Hospitalization for UA) 
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HR: 0.71 (0.56–0.89)

P* = 0.0031

HR: 0.69 (0.49–0.97)

P* = 0.0354

Secondary endpoint

(Composite of CV death, MI, Stroke) 
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HR: 0.66 (0.50–0.88)

P* = 0.0049

HR: 0.59 (0.37–0.92)

P* = 0.0203

Major CV events progressively declined with lower achieved LDL-C at week 4







Ευχαριστώ πολύ για την προσοχή σας!


