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Abstract: Familial hypercholesterolemia (FH) is relatively prevalent in myocardial in-
farction (MI) sufferers, and its diagnosis could improve preventive treatment in family
members. We aim to analyze the diagnosis of FH and the rate of genetic testing in a
prospective cohort of 245 patients submitted to our Cardiac Rehabilitation Program (CRP)
after MI. Baseline characteristics were registered, and basal low-density lipoprotein choles-
terol (LDL-C) was calculated after correction for lipid-lowering therapies (LLT) before or
during admission. Simplified Dutch Lipid Clinic Network Scores (sDLCNS) were retro-
spectively calculated based on personal and familial history of premature cardiovascular
disease and basal LDL-C levels. Mean age was 62.19 & 13.93 years, and most patients
were male (81.6%). Mean LDL-C before admission and basal LDL-C corrected for LLT
were 131.79 & 45.34 mg/dL and 162.87 £ 44.17 mg/dL, respectively. Patients in the cohort
were retrospectively categorized in the “unlikely” (<3 points; n = 162, 66.1%), “possible”
(3-5 points; n = 72, 29.4%) and “probable” (6-8 points; n = 11, 4.5%) sDLCNS categories.
Genetic testing for FH was requested in four (1.6%) patients, and no clinically significant
genetic variants were detected. Patients who underwent genetic testing depicted signifi-
cantly higher basal LDL-C (233 4 49.09 vs. 161.71 £ 43.25 mg/dL, p = 0.001). However,
the rate of individuals undergoing genetic testing was negligible even in the “possible”
(n =2,2.8%) and “probable” (n =1, 9.1%) sDLCNS categories. In conclusion, genetic testing
for FH in our CRP after Ml is largely underutilized, even in patients with a “possible” or
“probable” diagnosis based on SDLCNS criteria, which represent about a third of the cohort.
Strategies to improve screening for FH should be prospectively implemented.

Keywords: myocardial infarction; familial hypercholesterolemia; cardiac rehabilitation;
genetic testing; Dutch Lipid Clinic Network
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1. Introduction

Familial hypercholesterolemia (FH) is a heterogeneous genetically inherited condition
characterized by markedly elevated serum levels of low-density lipoprotein cholesterol
(LDL-C) and an increased risk of cardiovascular disease (CVD) [1]. FH is an autosomal-
dominant disease, with an estimated prevalence of 1 in 250-300 cases in its heterozygous
type and 1 in 250,000-360,000 cases in its homozygous type [2]. However, most cases in the
population remain underdiagnosed and untreated.

FH diagnosis should be suspected in patients with a familial or personal history of
markedly elevated LDL-C levels and/or cardiovascular disease, especially in cases of
premature CVD. Patients who experience an acute myocardial infarction (MI), particularly
at a young age, represent a subgroup with increased prevalence of FH [3-5]. In these
instances, FH should be suspected, and the diagnosis should be confirmed, arguably for
at least two different reasons: (1) to identify individuals in which optimal lipid control
in secondary prevention may be harder to achieve, potentially requiring advanced lipid-
lowering therapies (LLT) therapies or specific therapeutic alternatives [5-7]; and (2) to
enable cascade screening in first-degree relatives, which can have significant implications
for primary prevention in these individuals [6,8,9].

The diagnosis of FH is typically established using the DLCN criteria [2,10-12], al-
though a simplified version of these criteria can be useful in instances with limited avail-
ability to specific clinical information [4,13]. Given that genetic testing is associated with
increased costs, universal screening after MI would be unfeasible, so risk stratification
using FH criteria could be used to select patients for genetic testing.

After an M, patients should be submitted to a Cardiac Rehabilitation Program (CRP),
which provides the optimal setting for control of cardiovascular risk factors, therapeutic
optimization, exercise prescription, and improvement of prognosis and quality of life [14].
Moreover, dedicated follow-up during Phase 2 CRP could be an ideal scenario for FH
suspicion, genetic testing in suspected cases [15], and even cascade screening in first-degree
relatives, if available.

The aim of our study is to analyze, in a CRP after MI, the suspicion of FH based on
retrospectively calculated simplified Dutch Lipid Clinic Network Score (SDLCNS) criteria.
Additionally, we also aim to examine real-world genetic testing to confirm the diagnosis of
FH, with the goal of suggesting improvement strategies.

2. Materials and Methods
2.1. Population

The study population comprised patients with ST-segment elevation myocardial
infarction (STEMI) or occlusion myocardial infarction (OMI) submitted to our CRP after
discharge between January 2022 and July 2024. All STEMI/OMI patients in our institution, a
high-complexity tertiary care hospital, are included in CRP unless contraindicated. Reasons
for exclusion were severe functional limitation or life expectancy (n = 9), patient rejection
for CRP (n = 7), contraindication for CRP (n = 3), and follow-up losses during CRP (1 = 4).

We registered baseline clinical characteristics such as age, sex, cardiovascular risk
factors, infarct location, Killip class during admission, Global Registry of Acute Coronary
Events (GRACE) risk score, and echocardiographic left ventricular ejection fraction (LVEF)
before discharge. We also registered the personal history of CVD (ischemic heart disease, is-
chemic stroke, and/or peripheral artery disease) and the familial history of CVD. Premature
CVD was considered if onset was <55 years in men and <60 years in women.
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The lipid profile was analyzed during admission, and we also registered the most
recent lipid profile prior to admission, if available. The following variables were studied:
fasting glucose (mg/dL), total cholesterol (mg/dL), triglycerides (mg/dL), HDL cholesterol
(HDL-C, mg/dL), and LDL-C (mg/dL). Additionally, lipoprotein (a) levels were analyzed
during admission or shortly after discharge.

The final study group comprised 245 patients. The study flowchart can be consulted
in Figure 1.

Patients admitted with STEMI / OMI
and submitted to outpatient Cardiac
Rehabilitation Unit (n=268)

» Exclusion from CRP due to severe
functional limitation or life expectancy (n=9)

» Patient rejected inclusion in CRP (n=7)
* Contraindication for CRP (n=3)
+ Patient lost to follow-up during CRP (n=4)

v v

Lipid profile before No lipid profile before
admission (n=221, 90.2%) admission (n=24, 9.8%)
No previous LLT Previous LLT
(n=142, 64.3%) (n=79, 35.7%)

Figure 1. Flowchart of patients included in the study. Abbreviations: CRP = Cardiac Rehabilitation
Program. LLT = lipid-lowering therapy. OMI = occlusion myocardial infarction. STEMI = ST-segment
elevation acute myocardial infarction.

2.2. Lipid Profile and Basal LDL-C

Basal LDL-C was analyzed in patients with at least one lipid profile before admission
(n =221, 90.2%) and in patients without any lipid profile before admission (n = 24, 9.8%;
Figure 1).

In patients not receiving LLT before admission (1 = 142, 64.3%), their most recent lipid
testing before admission was used to determine their basal LDL-C.

In patients receiving LLT before admission (1 = 79, 35.7%), their corrected basal LDL-C
was calculated by an extrapolation using their measured LDL-C levels before admission
and the estimated potency of the LLT which they were being treated with at that time [16].
We used the following formula:

LDL-C with LLT
1 — (% reduction in LDL-C with LLT /100)

Corrected basal LDL-C =

Finally, in patients without any blood testing before admission, basal LDL-C was
extrapolated by correcting their LDL-C during admission, accounting for the prescribed
lipid-lowering therapy (i.e., oral atorvastatin 80 mg o.d. in all patients) and the days of
treatment until blood testing. As previously reported, we estimated a 10% reduction in
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LDL-C if the blood test was sampled on the first day of admission, 30% during days 1 and
2,40% in days 3 and 4, and a 45% reduction in subsequent days [16]. The same formula
was applied.

2.3. Screening for Familial Hypercholesterolemia

During Phase 2 CRP, opportunistic screening for FH was performed based on basal
LDL-C levels [16]. Genetic testing was requested, and familial screening was recommended
in individuals with suspected FH.

In this study, we retrospectively calculated the sDLCNS, which are described in
Figure 2, based on personal and familial history of premature CVD and basal LDL-C
levels [4,13]. FH was categorized as “unlikely” if <3 points, “possible” if 3 to 5 points,
“probable” if 6 to 8 points, and “confirmed” if >8 points.

Simplified Dutch Lipid Clinic Network Criteria (SDLCN)

First-degree relative with known Patient with premature* :
" . ) 2 points

premature* coronary disease coronary artery disease
First-degree relative with known | If any, 1 Patient with premature*
premature* vascular disease point cerebral vascular disease If any, 1
First-degree relative with known Patient with premature* point
LDL-C level >95th percentile peripheral vascular disease

LDL-C = 330 mg/dL 8 points

- Functional mutation in

LDL-C 250 — 329 mg/dL 5 points the LDL receptor, apoB 8 points

LDL-C 190 — 249 mg/dL 3 points or PCSK9 gene

LDL-C 155 — 189 mg/dL 1 point

LDL-C < 155 mg/dL 0 points

* Onset in <55 years in men and <60 years in women indicate premature cardiovascular disease.

Figure 2. Simplified Dutch Lipid Clinic Network Criteria (sDLCN). Abbreviations: LDL-C = low-
density lipoprotein cholesterol. apoB = apolipoprotein B. PCSK9 = proprotein convertase subtil-
isin/kexin type 9.

2.4. Genetic Testing for Familial Hypercholesterolemia

We analyzed the percentage of patients in which genetic testing for FH was requested,
specifically in the “possible”, “probable” and “confirmed” categories. Genetic testing
was performed in a centralized laboratory (Health in Code S.L., A Coruiia, Spain) by
next-generation sequencing. Specific hybridization SureSelect XT HS Low Input (Agi-
lent Technologies Spain, S.L., Madrid, Spain) probes for Illumina multiplex paired-end
sequencing were used, and fragments were sequenced in the sequencing system NovaSeq
6000 (Illumina, Madrid, Spain). Sequencing data were analyzed using a proprietary bioin-
formatic pipeline. The basic profile included 6 genes (APOB, APOE, LDLR, LDLRAP1,
PCSK9, and SLCO1B1), and the advanced profile included 12 genes (ABCG5, ABCGS,
APOB, APOE, CRABP2, EPHX2, LDLR, LDLRAPI, LIPA, LPA, PCSK9, and PNPLAS).

2.5. Ethics

The study was conducted in accordance with the Declaration of Helsinki and approved
by the Ethics Committee for Drug Research (CEIm) of Hospital Clinico Universitario de
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Valencia (protocol code: 2019/262 and date of approval: 26 May 2020). Informed consent
was obtained from all subjects involved in the study. A specific informed consent was
obtained for genetic testing, following local policies and procedures in our institution.

2.6. Statistical Analysis

One-sample Kolmogorov-Smirnov test was used to test the normal data distribution.
For continuous parametric variables, data are expressed as mean + standard deviation
and analyzed by Student’s t test. Continuous non-parametric variables are shown as
median plus interquartile range and compared with Mann-Whitney U test. Qualitative
variables are presented as percentage and compared by chi-square test or Fisher’s exact
test. Statistical significance was considered for 2-tailed p-values < 0.05. The SPSS statistical
package version 26.0 was used.

3. Results

3.1. Cohort Description

The final cohort comprised 245 patients included in our CRP after a STEMI/OMI.
Baseline characteristics of the cohort are depicted in Table 1.

Table 1. Baseline characteristics and lipid and metabolic profile of patients included in the Cardiac

Rehabilitation Program.

Micohor  NTOCE GeneticTesting vy
- (n =241) -
Clinical variables
Age (years) 62.19 £ 13.93 62.23 + 14.03 59.51 + 6.33 0.7
Male sex (%) 200 (81.6) 197 (81.7) 3 (75) 0.73
Hypercholesterolemia (%) 219 (89.4) 215 (89.2) 4 (100) 0.49
Hypertension (%) 139 (56.7) 137 (56.8) 2 (50) 0.78
Diabetes mellitus (%) 58 (23.7) 58 (24.1) 0(0) 0.26
Smoking habit (%) 121 (49.8)
1 (%) 173 (70.6) 169 (70.1) 4 (100)
o 1T (%) 55 (22.4) 55 (22.8) 0 (0) 0.64
Killip class
11T (%) 7(2.9) 7 (2.9) 0 (0)
IV (%) 10 (4.1) 10 (4.1) 0 (0)
GRACE risk score 119.09 + 29.45 119.23 4+ 29.61 110.25 4+ 16.32 0.55
Anterior (%) 105 (42.9) 103 (42.7) 2 (50)
Inferior (%) 109 (44.5) 107 (44.4) 2 (50) 0.9
Infarct location
Lateral (%) 15 (6.1) 15 (6.2) 0 (0)
OMI (%) 16 (6.5) 4 (6.6) 0(0)
LVEF (%) 51.77 + 10.58 51.72 +10.49 5475 + 17.21 0.57
LVEF <50% (%) 93 (38) 92 (38.2) 1(25) 0.59
Previous chronic coronary syndrome (%) 21 (8.6) 21 (8.7) 0(0) 0.54
Peripheral artery disease (%) 19 (7.8) 19 (7.9) 0(0) 0.56
Previous cerebral vascular disease (%) 10 (5.1) 10 (5.2) 0(0) 0.69
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Table 1. Cont.
} (n = 241) -

Lipid and metabolic profile before admission *

Fasting blood glucose (mg/dL) 100.95 £ 26.41 101.08 £ 26.63 93.75+ 35 0.58
Total cholesterol (mg/dL) 200.84 £ 55.19 199.54 £ 54.38 272 + 60.16 0.009
Triglycerides (mg/dL) 147.47 + 83.74 147.55 + 84.07 142.75 + 72.68 0.91
HDL-C (mg/dL) 46.66 £ 11.9 46.38 £11.73 61.75 £12.95 0.01
LDL-C (mg/dL) 131.79 4+ 45.34 130.84 + 44.88 184.25 4+ 44.91 0.02
HbAlc (%) 6.32 £ 1.65 6.34 £ 1.65 - -
Lipid and metabolic profile during admission *

Fasting blood glucose (mg/dL) 116.8 £ 39.6 117.08 £ 39.79 100.5 +24.24 0.41
Total cholesterol (mg/dL) 162.38 £ 43.23 161.3 +42.17 225.25 + 64.32 0.003
Triglycerides (mg/dL) 134.38 4+ 59.91 134.21 £ 59.84 143.75 + 72.54 0.75
HDL-C (mg/dL) 38.64 £10.26 38.39 £10.1 53 +10.68 0.005
LDL-C (mg/dL) 101.68 + 36.6 100.93 £ 35.97 145 + 52.31 0.02
HbA1c (%) 6.11 £0.99 6.12+1 54+041 0.15
Lipoprotein (a) (mg/dL) 49.06 + 47.16 48.82 + 47 63 £ 61.56 0.55
Basal LDL-C levels (mg/dL) 162.87 + 44.17 161.71 4 43.25 233 +49.09 0.001

Abbreviations: GRACE = Global Registry of Acute Coronary Events. HbAlc = glycated hemoglobin. HDL-C = high-
density lipoprotein cholesterol. LDL-C = low-density lipoprotein cholesterol. LVEF = left ventricular ejection
fraction. * Unavailable in 24 patients. # Unavailable in 8 patients.

The mean age was 62.19 + 13.93 years, and most patients were male (81.6%).
Hypercholesterolemia was the most prevalent cardiovascular risk factor (89.4%), fol-
lowed by hypertension (56.7%) and smoking habit (49.8%). The mean GRACE risk
score was 119.09 & 29.45 points, indicative of an intermediate risk. The mean LVEF was
51.77 £ 10.58%, and 38% depicted a LVEF < 50%.

Previous history of chronic coronary syndrome, peripheral artery disease, or cerebral
vascular disease were relatively uncommon in the cohort (8.6, 7.8 and 5.1%, respectively).
Mean LDL-C before admission was 131.79 & 45.34 mg/dL, and a significant reduction in
LDL-C levels during admission was noted (mean: 101.68 £ 36.6 mg/dL), as previously
reported [16]. However, basal LDL-C levels were higher after correction for LLT (mean:
162.87 £ 44.17 mg/dL).

3.2. Screening for FH

We used simplified Dutch Lipid Clinic Network Score (sDLCNS) for FH, as depicted
in Table 2. Premature coronary artery disease was relatively prevalent in the cohort (n = 72,
29.4%), as well as markedly elevated LDL-C—52 patients (21.2%) depicted basal LDL-C
between 190 and 249 mg/dL, and 9 patients (3.7%) had basal LDL-C between 250 and
329 mg/d. Family history of premature coronary artery disease in first-degree relatives
was uncommon (n =17, 6.9%).
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Table 2. Simplified Dutch Lipid Clinic Network Score for familial hypercholesterolemia in the cohort.

Points in sDLCNS Prevalence in the Cohort (%)
Family history
First-degree relative with known premature * coronary disease 17 (6.9)
First-degree relative with known premature * vascular disease If any, 1 point 2(0.8)
First-degree relative with known LDL-C level >95th percentile 2(0.8)
Clinical history
Patient with premature * coronary artery disease 2 points 72 (29.4)
Patient with premature * cerebral vascular disease 5(2)
Patient with premature * peripheral vascular disease tfany, 1 point 6(2.4)
Basal LDL-C levels mg/dL
LDL-C > 330 mg/dL 8 points 0(0)
LDL-C 250-329 mg/dL 5 points 9(3.7)
LDL-C 190-249 mg/dL 3 points 52 (21.2)
LDL-C 155-189 mg/dL 1 point 67 (27.3)
LDL-C <155 mg/dL 0 points 117 (47.8)
Genetic testing
Functional mutation in the LDL receptor, apoB or PCSK9 gene 8 points 0(0)

Abbreviations: apoB = apolipoprotein B. LDL-C = low-density lipoprotein cholesterol. PCSK9 = proprotein
convertase subtilisin/kexin type 9. sDLCNS = Simplified Dutch Lipid Clinic Network Score for familial hyperc-
holesterolemia. * Onset in <55 years in men and <60 years in women indicate premature cardiovascular disease.

Patients in the cohort were retrospectively categorized in the “unlikely” (<3 points;
n =162, 66.1%), “possible” (3-5 points; n =72, 29.4%), and “probable” (6-8 points; n =11,
4.5%) sDLCNS categories (Figure 3). No patients were categorized as “definite” FH.

Categories in simplified Dutch Lipid Clinic Network
Score for familial hypercholesterolemia

 Definite (>8 points)
n=0 (0%)

Unlikely (<3 points)
n=162 (66.1%)

Figure 3. Categories in simplified Dutch Lipid Clinic Network Score for familial hypercholesterolemia.



Cardiogenetics 2025, 15, 6

8of 12

3.3. Genetic Testing for FH

Genetic testing for FH was requested in four patients (1.6% of the cohort). Two patients
underwent basic testing, and two patients underwent advanced testing. No clinically
significant genetic variants regarding FH were detected in any of the studies.

Patients who underwent genetic testing (Table 1) depicted higher levels of total
cholesterol (272 £+ 60.16 vs. 199.54 + 54.38 mg/DL, p = 0.009), HDL-C (61.75 £ 12.95
vs. 46.38 + 11.73 mg/dL, p = 0.01), and LDL-C (184.25 + 44.91 vs. 130.84 + 44.88 mg/dL,
p = 0.02) before admission, and also during admission (total cholesterol: 225.25 + 64.32 vs.
161.3 & 42.17 mg/dL, p = 0.003; HDL-C: 53 £ 10.68 vs. 38.39 & 10.1, p = 0.005; and LDL-C:
145 + 52.31 vs. 100.93 & 35.97, p = 0.02). After correction for LLT before admission, these
patients also had significantly higher basal LDL-C (233 £ 49.09 vs. 161.71 & 43.25 mg/dL,
p =0.001).

Amongst sSDLCNS categories, the proportion of patients undergoing genetic testing
was low in all categories. In patients with “unlikely” FH, genetic testing was seldom
requested (n = 1, 0.6%), also being uncommon in the “possible” (n = 2, 2.8%) and “probable”
(n =1, 9.1%) FH categories.

4. Discussion

In our study, we show that about one-third of MI sufferers included in our CRP could
be categorized as “possible” or “probable” FH based on sSDLCNS criteria. However, genetic
testing for FH was infrequent, even in patients with higher scores on sDLCNS.

It is generally accepted that FH affects about 1 in 300 people in the general popula-
tion [17], but its prevalence can be up to 18 times higher in individuals with atherosclerotic
cardiovascular disease, especially in coronary artery disease patients [5,18]. Indeed, a pre-
mature MI combined with elevated basal LDL-C levels and/or family history of premature
CVD confers at least a “possible” or “probable” likelihood of FH as per the Dutch Lipid
Clinic Network (DLCN) score criteria. LDL-C concentrations is the highest scoring variable
and confers independent risk of CVD [10].

Clinical diagnosis of FH using diagnostic algorithms can help identify patients with
high cardiovascular risk and increased difficulty in achieving target lipid control [5-7].
The diagnosis of FH is typically established using the DLCN criteria [2,10-12], although
other scores such as the Simon Broome criteria [19] or Make Early Diagnosis to Prevent
Early Deaths (MEDPED) criteria [20] are also used for this purpose. However, these criteria
share a common limitation, i.e., they require detailed clinical history information, which
complicates their application in research and in routine clinical practice. Consequently,
several research studies, such as ours, use a simplified version of DLCN criteria [4,13].

Even though FH is a genetic disorder and causal genetic mutations for FH virtually
confirm the disease on these algorithms, genetic testing is rarely used in clinical practice.
According to available evidence and expert consensus recommendations, genetic testing
for FH offers several advantages. Firstly, it provides a definitive diagnosis. Secondly, it
serves as an indicator of high cardiovascular risk, prompting more aggressive preventive
treatment in affected individuals and increased therapeutic adherence by patients. Finally,
it facilitates cascade screening of at-risk family members, which can be highly effective
in identifying asymptomatic individuals with FH who may need lifestyle changes and
pharmacological treatment [6,8,9,21,22]. For instance, when FH is detected and treated at
a young age, the risk of atherosclerotic cardiovascular disease can be drastically reduced,
potentially to general population levels [23,24]. Additionally, several studies have shown
that genetic testing for FH is a cost-effective strategy [25,26].

In our study, about one-third of MI sufferers included in our CRP could be categorized
as “possible” or “probable” FH based on sDLCNS criteria. In these cases, genetic testing
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could be useful to confirm the FH diagnosis. Indeed, it has been observed that carriers of a
FH mutation have a significantly higher risk of coronary artery disease compared to non-
carriers within similar LDL-C levels [27]. Also, FH is more common than generally believed,
especially in patients with a history of ischemic heart disease. In a prospective cohort of
223 patients with acute coronary syndrome and LDL-C >135.3 mg/dL (3.5 mmol/L), causal
genetic mutations for FH were documented in 26% of the population [7], although a lower
prevalence (8.7%) has also been described in a similar cohort [28]. Similarly to our results,
in a study in young MI sufferers (<50 years) 37.5% met criteria for “possible” FH, 6.4% for
“probable” FH, and 2.6% for “confirmed” FH [5].

However, in our CRP, genetic testing for familial hypercholesterolemia was performed
in only four patients (1.6%), with no clinically significant genetic variants detected. These
results highlight the underutilization of genetic testing in clinical practice to diagnose FH,
even in high-risk individuals, which has been previously reported in the literature [5,29,30].
For example, one study investigated the underutilization of genetic testing for FH in a
real-world setting based on a single laboratory measurement of LDL-C > 99.5th percentile
(adjusted for sex and age), which was associated with undertreatment of these patients [31].

Specifically in our CRP, we believe that genetic testing for FH is seldom requested due
to the lack of established protocols and the challenges associated with the application of
existing diagnostic algorithms in daily clinical practice. Nevertheless, strategies should
be implemented to enhance screening for FH, e.g., by systematically incorporating the
prospective calculation of DLCN criteria into routine clinical practice and by granting
genetic testing on an individualized basis in high-risk individuals. Given that universal
screening with genetic testing in all MI sufferers is infeasible, patients with “probable” or
“possible” FH on DLCN criteria, which represent approximately a third of the cohort, could
be prioritized.

Our study has several limitations that should be commented on. Our cohort derives
for a relatively small, single-center registry in a high-complexity tertiary hospital, and
the results may not be applicable to other clinical settings. However, close follow-up and
continuous monitoring of the response to lipid-lowering therapy to achieve optimal lipid
control during CRP would have created an ideal setting for FH suspicion and genetic
testing. We retrospectively calculated the sDLCNS criteria and did not collect information
regarding tendinous xanthomata and arcus cornealis, which might yield different results
compared to the original DLCN score. Also, in some patients, basal LDL-C levels were
unavailable, so a correction considering LLT was performed as previously described [5,16];
however, this extrapolation could have implied some inherent calculation error. Finally, we
had no information regarding patients” diet and fat consumption before MI, which may
have influenced their basal LDL-C.

5. Conclusions

We conclude that the rate of genetic testing for FH in our CRP after MI is low, even in
about the third of patients with a “possible” or “probable” diagnosis based on sDLCNS
criteria. Strategies to improve screening for FH should be implemented, such as prospective
analysis of DLCN score and genetic testing in patients with high likelihood of FH.

Author Contributions: Conceptualization: C.B.-B., VM.-G., HM.-G.,, M.LM.M. and V.B.; Data
curation: C.B.-B.,, VM.-G., HM.-G.,, M.LM.M., J1.C.A,, N.P, L.L.B.,, M.CEE. A, M.VR,, A.AB,, APR,
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