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Abstract

Introduction. Atrial fibrillation (AF) is a common cardiac arrhythmia associated with
increased morbidity and mortality, particularly in patients with chronic coronary artery
disease (CAD). The anti-inflammatory properties of colchicine have been studied in
cardiovascular disease, suggesting a potential role in the prevention of AF.

Purpose. To investigate the efficacy of colchicine in preventing the occurrence of AF in
relation to non-high-density lipoprotein (non-HDL) cholesterol levels.

Materials and methods. This prospective study enrolled 224 CAD patients identified
as high-risk for AF development using the FIND-AF algorithm. Patients were stratified
into two groups based on their non-HDL cholesterol levels: group A (114 patients,
>130 mg/dL) and group B (110 patients, <130 mg/dL). In a sub-analysis, group C included
102 patients with non-HDL levels =130 mg/dL, and group D included 122 patients
with non-HDL <130 mg/dL. Within each group, patients were further randomized into
subgroups receiving low-dose colchicine (0.5 mg/day) or no colchicine: group C1
(48 patients) and group C2 (56 patients) in group C, and group D1 (56 patients) receiving
colchicine or group D2 (56 patients) without colchicine in group D. The primary endpoint
was the incidence of AF episodes (>30 seconds) over a 6-month period. Statistical analysis
was conducted using IBM SPSS version 21, with a significance level set at p<0.05.
Results. In the general cohort of patients, the colchicine group A demonstrated no
reduction in AF compared to the control group B with 24 (21.04%) versus 28 (25.45%),
respectively; p=0.871. In the sub-analysis among patients with high non-HDL cholesterol
levels (group C), group C1 exhibited a significantly lower rate of AF onset compared to
group C2 (9 patients, 37.54% vs. 15 patients, 62.52%, respectively; p=0.026). Conversely,
in patients with low non-HDL cholesterol levels (group D), there was no significant
difference in AF onset between group D1 and D2 (9 patients, 13.06% vs. 9 patients, 16.04%,
respectively; p=0.781).

Conclusion. This study highlights the differential effect of colchicine on AF prevention
in CAD patients based on their non-HDL cholesterol levels. Colchicine appears to be
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more effective in preventing AF onset in patients with elevated non-HDL cholesterol
levels (=130 mg/dL) compared to those with lower levels. These findings underscore the
importance of considering lipid profiles when assessing colchicine’s effectiveness in AF
prevention among CAD patients.

Keywords: colchicine, atrial fibrillation, chronic coronary artery disease, non-high-density
lipoprotein cholesterol, risk of onset atrial fibrillation
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Pesiome

BeepeHue. Oubpunnauma npegcepamn (OMN) — pacnpocTpaHeHHaa cepaeyHas aputMus,
ABNAOLLAACA MPUYNHON MOBbILLEHHON 3a60N1EBAEMOCTMN 1 CMEPTHOCTU, 0CO6EHHO cpean
NaLMeHTOB C XPOHNYECKON nwemmnyeckon 6onesHbio cepaua (MBC). MpoTtusoBocnanu-
TeNibHble CBONCTBA KONXMULMHA Bbifiv N3yUYeHbl NPy cepheyHO-CoCyaANCTbIX 3aboneBaHusx,
yTO Npefnonaraer ero NoTeHUKanbHyo posnb B npodunaktnke Orl.

Lenb. VccnegoBatb 3$PEKTUBHOCTb KONMXMUMHA B NPOGUNAKTUKE BO3HMKHOBEHMA
@I B 3aBUCMOCTM OT YPOBHA XONleCTEPUHA JIMMOMNPOTENHOB HEBLICOKOW MIIOTHOCTY
(He-JINBM).

Matepuanbl n metoapbl. B npocnekTuBHoe nccnegoBaHne 66110 BKAOUEHO 224 nayu-
eHTa ¢ IBC 1 Bbicokum puckom passutua OMN. OT6op npoBoaWn C NCMNONIb30BaHNEM
anroputma FIND-AF. MaumeHTbl 66111 pacnpefeneHbl MO ABYM rpynnam B 3aBUCUMOCTY
OT ypoBHsA xonectepuHa He-JIMBI: rpynna A - 114 naunenToB (=130 mr/agn) v rpynna B -
110 naumeHTtoB (<130 mr/an). B xofe AONOAHUTENbHLIX UCCNeaoBaHUN (cybaHanusa)
102 nauneHTa c ypoBHem He-JIMBIM =130 mr/gn 6binu BkAtoyeHbl B rpynny C, a 122 nauneH-
Ta ¢ yposHem He-JIMBI <130 mr/an - 8 rpynny D. MauymnenTsbl rpynn C n D B nocneaytowwem
6bIIM CnyyaHbiM obpa3om pacnpepeneHsl no noarpynnam: C1 — 48 nayneHToB, Nony-
YaBLLUMX HM3KYIO fo3y (0,5 mr/geHb) KonxmumHa, n C2 — 54 naumeHTa, He NONyYaBLUMX KO-
XULUMH, a Takke D1 — 56 naumeHToB ¢ KonxmunHom n D2 — 56 nauueHToB 6€3 KonxuuymnHa.
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MepBMYHOI KOHTPOJIbHOW TOUKOM ABAANAch YacTtoTa anusopos O (=30 cekyHa) B Teue-
Hue 6 mecAueB. CTaTUCTUUYECKNI aHann3 NPOBOAMNN C ucnosb3oBaHmem IBM SPSS Bepcum
21 c ypoBHeM 3HaymmocTn p<0,05.

PesynbraTbl. B 06Liel koropte nauneHToB B rpynmne KonxuuuHa (A) He BbIABNEHO CHIUXe-
HuA yactoTbl Ol No cpaBHeHMIO C KOHTPONbHOM rpynnon (B): 24 (21,04%) n 28 (25,45%)
cooTBeTCcTBeHHO, p=0,871. Mo pe3ynbTaTam JOMNOMHUTENbHbIX UCC/IeOBaHMI Cpean na-
LIMEHTOB C BbICOKUM YpOBHeM xonectepuHa He-JIMBI rpynna C1 npogemMoHCcTpupoBana
3HauuTenbHo H6onee HM3KY YacToTy BO3HMKHOBeHMA Ol no cpaBHeHwuio ¢ rpynnoin C2:
9 (37,54%) n 15 (62,52%) cooTBeTcTBEHHO, p=0,026. B NpOTMBOMNONOXKHOCTL STOMY Y Na-
LMEHTOB C HN3KMM YpOBHeM xonecTepuHa He-JIMBI He 6b110 BbIABNEHO 3HAUUTENbHON
pa3HuLbl B BO3HMKHOBeHMM O mexay rpynnamu D1 n D2: 9 (13,06%) 1 9 (16,04%) cooT-
BeTCTBEHHO, p=0,781.

3aknioueHune. Pe3ynbrathl MCCefOBaHWA CBULETENbCTBYIOT O AuddepeHumnanbHom 3¢-
dekTte KonxuumHa B npodunakTrke Oy naumentos ¢ UBC B 3aBUCUMOCTU OT YPOBHA
xonecTtepuHa He-JIMBI1. Mo Bcel BUANMMOCTU, KONXULUMH NoBbiWaeT 3¢pPeKTUBHOCTb NPo-
bunakTnkm Bo3HNKHoBeHUA Oy NaLreHToB C NOBbILWEHHbIM YPOBHEM XOnecTepunHa He-
JINBM (=130 mr/an) no cpaBHeHMIO C NaLueHTaMm ¢ bonee HU3KUM yPOBHEM XonecTepuHa
He-JIMBI. MonyuyeHHble pe3ynbTaThl NOAUYEPKMBAIOT BaXXHOCTb yyeTa MUNuUAHbIX npodu-
new npu oueHke 3pdeKTMBHOCTM KonxuumHa B npodunaktrke O cpean naymeHToB ¢
MBC.

KnioueBble cnoBa: KonxvuuH, dGubpnnnauma npeacepaun, XpoHnYeckaa KopoHapHas
60one3Hb, XonecTepyiH NMONPOTEMHOB HEBbICOKON MIOTHOCTM, PUCK BO3HUKHOBEHUA K-
GpunnALNn Npegcepanii

B INTRODUCTION

Atrial fibrillation (AF), a common cardiac arrhythmia, often complicates the clinical
course of patients with coronary diseases [1]. New onset of atrial fibrillation aggravates
the condition of patients with multiple diseases [2]. It worsens their quality of life and
increases the incidence of stroke and mortality [3]. The questions for effective prevention
strategies to mitigate the recurrence of AF in this patient population has led researchers
to explore novel approaches [4]. Among these, colchicine, a medication historically used
to treat gout and familial Mediterranean fever, has emerged as a promising candidate due
to its anti-inflammatory properties [5].

Colchicine is one of the oldest remedies still in use today. It is derived from the bulb-
like corms of the Colchicum autumnale plant, also known as autumn crocus. Its history as
an herbal remedy for joint pain goes back at least to the 1500 BCE Egyptian manuscript,
the Ebers Papyrus [6].

In June 2023, the U.S. FDA approved a low-dose colchicine regimen for the prevention
of heart attacks in adult patients with multiple risk factors for cardiovascular disease. As
an anti-inflammatory drug, a dose of 0.5mg/d reduces the rates of cardiovascular events
by 25% to 30% in patients with coronary atherosclerosis. The drug is most effective in
combination therapy with lipid-lowering and other anti-inflammatory medications [7].

Colchicine is effective for prevention of atrial fibrillation after cardiac surgery [8].
Potential applications for the anti-inflammatory effect of colchicine have been studied
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with regard to atherosclerosis and chronic coronary disease (e.g., stable ischemic heart
disease). In people with recent myocardial infarction (recent heart attack), it has been
found to reduce risk of future cardiovascular events. Its clinical use may grow to include
this indication [9].

More recently, colchicine has also shown therapeutic efficacy in alleviating
cardiovascular complications of COVID-19. COLCOT and LoDoCo2 are two milestone
clinical trials that confirm the curative effect of long-term administration of colchicine
in reducing the incidence of cardiovascular events in patients with coronary artery
disease [10].

Coronary artery disease is a significant risk factor for the development of atrial
fibrillation [11]. Experimental studies have elucidated mechanisms by which atrial
ischemia, particularly induced by right coronary artery (RCA) stenosis, can promote AF
triggers and foster the development of an electro-anatomical substrate conducive to AF
[12].The interplay between inflammatory activation and oxidative stress creates a pathway
that fosters atrial electrical and structural remodeling, leading to various complications,
including atrial ectopy, interstitial fibrosis, and arrhythmias [13] Understanding these
mechanisms is crucial for developing targeted therapeutic interventions.

Colchicine’s potential as a drug that modulates microtubule polymerization adds
anotherlayertoits therapeutic profile. While the precise mechanism underlying colchicine’s
antifibrotic effects remains somewhat elusive, its efficacy has been corroborated in
various experimental models [14]. Notably, studies have demonstrated that colchicine
can prevent AF in animal models, such as rats, by inhibiting atrial fibrosis [15].

This finding opens ways for further research into its applications in human subjects.

We identified six studies on post-cardiac surgical patients, three on postpulmonary
vein isolation (PVI)/ablation patients, and two on coronary artery disease [16].

In patients who underwent cardiac surgery, we found that colchicine is beneficial
against postoperative atrial fibrillation (POAF) a p-value of 0.0001. We also found that
in patients who underwent PVl/ablation, colchicine is beneficial in decreasing AF
recurrence over three months with p-value of 0.0032 and over 12 months follow-up
with p-value of 0.0008.

Our meta-analysis showed that in patients with coronary artery disease, colchicine had
no significant benefit in decreasing the incidence of atrial fibrillation (AF). In the COLCOT
trial conducted by Tardif et al. (2019) [17], the effect of colchicine was neutral in post-
myocardial infarction patients, with a hazard ratio (HR) of 0.93 (0.59-1.46) and a p-value
of 0.754. Similarly, in the LoDoCo2 trial conducted by Nidorf et al. (2020) [18], the effect of
colchicine was also neutral regarding the new onset or first recurrence of atrial fibrillation
or atrial flutter, with a hazard ratio (HR) of 0.86 (0.69-1.06) and a p-value of 0.16. We would
like to highlight that in these trials, the ability of colchicine to prevent the occurrence
of atrial fibrillation (AF) was not evaluated in relation to non-HDL cholesterol levels.
Moreover, these trials did not consider the ability of colchicine to prevent AF in relation
to non-high-density lipoprotein (non-HDL) cholesterol levels. Non-HDL cholesterol is
calculated by subtracting high-density lipoprotein (HDL, or "good") cholesterol from total
cholesterol [19], thus including all atherogenic lipoproteins. According to new guidelines
on dyslipidemia, non-HDL cholesterol is considered an important predictor of worse
prognoses and outcomes in patients with coronary diseases [20].
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From this study, we conclude that colchicine may be beneficial for decreasing the
incidence of AF in post-cardiac surgery patients and post-PVl/ablation patients. However,
it may not reduce the incidence of AF in patients with coronary artery disease [21].

B PURPOSE OF THE STUDY

This study aims to evaluate the efficacy of colchicine in preventing the onset of AF,
particularly focusing on how this effect may vary according to levels of specifically non-
high-density lipoprotein (non-HDL) cholesterol. Understanding the relationship between
lipid profiles and the effectiveness of colchicine could provide valuable insights for
tailoring preventive strategies in CAD patients.

B MATERIALS AND METHODS

From 286 patient in 2022-2023 year, from several clinics, a total 214 patients with
a high risk of developing AF by the FIND-AF algorithm [22] underwent randomization,
from several clinics. 114 pt — were assigned to the colchicine and 110 pt, in non-colchicine
group. The general and randomized patients basic characteristics is shown on table.

Basic characteristics of the Patients enrolled in the trail

Overall Colchicine No Colchicine

Feature (no=224) Group A Group B P value
(no=114) (no=110)

Epidemiological background
Age (M£SD), years 62.0+6.0 62.0+5.9 62.1+6.0 1.00
Male, no. (%) 158 (71) 84 (74) 75 (69) 0.46
BMI, M (1Q; 3Q), kg/m? 26.0 (24.0-28.5) 26.0 (24.0-28.5) |26.0(24.0-28.8) | 0.86
Smoking, no. (%) 80 (36) 42 (36) 38(36) 0.95
Hypertension, no. (%) 85 (38) 43 (38) 42 (38) 0.92
Diabetes, no. (%) 58 (26) 30 (26) 28(26) 0.89
Heart failure, no. (%) 54 (24) 30 (26) 24 (23) 0.61
Valvular heart disease, no. (%) 24(11) 12(12) 10(9) 0.55
Prior coronary revascularization, no. (%) | 44 (20) 22(21) 24(22) 0.96
Non-HDL cholsterol, M (1Q; 3Q), mg/dl | 129(120-180) 128 (102-190) 126 (98-185) 0.95
LV ejection fraction, M (1Q; 3Q), % 52 (45-60) 53 (45-60) 52 (45-60) 0.87
LA diameter, (M+SD), mm 43.5+3.2 43.5+3.2 43.6%3.1 0.76
Treatment
Beta-blocker, no. (%) 80 (36) 43 (38) 37 (34) 0.55
ACEi/ARB, no. (%) 129 (54) 64 (56) 65 (53) 0.70
CCB, no. (%) 92 (41) 47 (41) 45 (41) 0.95
Aspirin, no. (%) 220 (98) 112 (98) 108 (98) 0,97
Statin, no. (%) 89(37) 44 (36) 45 (39) 0.75

Notes: no. (%) - number of patients and percentage; M+SD - mean and standard deviation; M (1Q; 3Q) - median with interquartile
range; ACEi - angiotensin converting enzyme inhibitor; ARB - angiotensin receptor blocker, AF - atrial fibrillation; BMI - Body
mass index; CCB - calcium channel blocker; CRP - C reactive protein; LA — left atrium; LV - left ventricle.
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Exclusion Criteria

Exclusion criteriawere:age olderthan 80years, activeinflammatory orinfectious disease
or malignancy, known autoimmune diseases, corticosteroid or other immunosuppressive
or immunomodulatory therapy, moderate or severe hepatic impairment, severe renal
failure (estimated glomerular filtration rate <30 ml/min per 1.73 m?), and inability or
unwillingness to adhere to standard treatment or to provide consent. The protocol was
approved by the clinic’s review boards. All patients provided informed consent.

Study Design and Setting

In a randomized controlled trial, we assigned patients with chronic coronary disease
to receive 0.5 mg of colchicine once daily or to not receive colchicine. The diagnosis
of coronary artery disease was confirmed by previous coronary events (myocardial
infarction, stenting procedures, CABG operations) after a physical stress test and 24-hour
Holter monitoring. The primary endpoint was the new onset of atrial fibrillation lasting
>30 seconds over a 6-month period, diagnosed clinically, by ECG, and through 24-hour
Holter monitoring.Study treatments and adverse event monitoring

Monitoring of adverse events focused on gastrointestinal manifestations (mainly
diarrhea), hepatotoxicity, myelotoxicity, myotoxicity, and alopecia. To monitor potential
subclinical organ toxicity, complete blood counts and standard biochemical analyses
(glucose, urea, creatinine, liver enzymes, creatinine kinase, lactate dehydrogenase) were
performed after 4 weeks after starting Colchicine treatment.

Follow-up for AF Onset

The duration of the follow-up was 6 months, starting from the day the patient first
received a Colchicine tablet. The main outcome measure was the onset of atrial fibrillation
(AF).

Patients were followed up with visits on a monthly basis in dedicated outpatient
clinics. Any of the following was considered to indicate AF onset: symptomatic AF (AF
of any duration identified in symptom-triggered electrocardiograms at any time during
the study), AF of any duration recorded in electrocardiograms obtained during patient
visits, and AF of at least 30 seconds’ duration in 24-hour ambulatory electrocardiogram
recordings (Holter) performed monthly (each patient had 6 Holter recordings during the
6-month study period). Patients who missed more than one visit, more than one Holter
recording, or both were excluded from the analysis to avoid underdetection of AF onset.

Statistical Analysis

Data were analyzed using IBM SPSS version 21. A p-value of <0.05 was considered
statistically significant. Continuous variables were expressed as means + standard deviation
and were compared using the t-test if their distribution did not deviate significantly
from normality; otherwise, nonparametric tests (the Wilcoxon and Mann - Whitney
U tests) were used. Categorical variables were expressed as percentages and counts and
were compared using the chi-square test. Kaplan-Meier analysis was performed to assess
recurrence-free survival, and the log-rank test was used for comparisons between groups.

To achieve a rapid effect with Colchicine, we focused on a category of patients at
high risk for developing atrial fibrillation. There are several algorithms for predicting the
onset of atrial fibrillation, including the GARFIELD-AF Risk Calculator [23], the AFTRACK
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calculator [24], and the BASIC-AF risk score [25]. However, we selected the "FIND AF"
algorithm because it effectively identifies patients with a high likelihood of developing
atrial fibrillation within a short period of six months.

A machine learning algorithm, Future Innovations in Novel Detection of Atrial
Fibrillation (FIND-AF), was developed to predict incident AF within 6 months using data
from primary care electronic health records (EHRs). It could be used to guide AF screening
[22]. To assess the clinical impact of using FIND-AF compared to other risk prediction
scores, we calculated the net reclassification index at a 0.4% AF risk threshold (the average
6-month incidence rate in the cohort) and conducted a decision curve analysis.

B RESULTS

In the general cohort of patients, the Colchicine group (A) showed no reduction in AF
onset compared to the control group (B), with 24 (21.04%) versus 28 (25.45%), respectively,
p=0.871 (Fig. 1).

To understand the antiarrhythmic effect of colchicine based on non-HDL levels,
we performed a sub-analysis. In this sub-analysis, Group C included 102 patients with
non-HDL levels =130 mg/dl, while Group D included 122 patients with non-HDL levels
<130 mg/dl. The groups did not differ significantly in terms of baseline comorbidities, CPR,
and age. The primary endpoint was the incidence of AF episodes lasting >30 seconds
during a 6-month period, with a p-value <0.05 considered statistically significant.

Group C - patients with non-HDL cholesterol levels =130 mg/dl - was further divided
into Group C1, which included 48 patients receiving colchicine, and Group C2, which
included 54 patients not receiving colchicine. The groups did not differ significantly in
terms of baseline comorbidities, CPR, and age. AF onset occurred in 9 (37.5%) patients in
Group C1 and 15 (62.5%) patients in Group C2, respectively (p=0.026). Thus, in the group
with high non-HDL cholesterol levels, there was a reduction in AF onset (Fig. 2).

Group D - patients with non-HDL cholesterol <130 mg/dl were divided into group
D1, which included 56 patients receiving Colchicine, and group D2, which included
56 patients not receiving Colchicine. The groups didn’t differ significantly in terms of
baseline significant comorbidities, CRP, and age. In group D, there was no reduction in AF

30
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Fig. 1. Rate of AF onset depending on administering Colchicine 0.5 mg daily
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Fig. 2. Rate of AF in patients with non-HDL cholesterol 2130 mg/dl depending on administering
Colchicine 0.5 mg daily
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Fig. 3. Rate of atrial fibrillation in patients with non-HDL cholesterol <130 mg/dl depending on
administering Colchicine 0.5 mg daily

incidence: 9 (13.06%) with Colchicine versus 9 (16.04%) without Colchicine, respectively,
p=0.781. Therefore, Colchicine didn’t help patients with non-HDL cholesterol <130 mg/dl
in preventing AF onset (Fig. 3).

B DISSCUSION

In this study, we specifically selected a contingent of patients where it would be easy
to test the effect of colchicine for the prophylactic treatment of atrial fibrillation (AF). In
the general group of patients with chronic coronary disease, colchicine, as in previous
studies, didn't show a reduction in the risk of AF onset. Colchicine had an effect on
reducing the risk of AF onset only in patients with high non-HDL cholesterol levels. This
effect of colchicine on this group can be explained by the fact that these patients had a
higher inflammatory status of coronary vessels, making the anti-inflammatory effect of
colchicine more pronounced.
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There is limited specific research on the relationship between cholesterol profiles and
the action of colchicine in preventing AF onset. However, we can discuss the potential
implications of cholesterol profiles on the effectiveness of colchicine in AF prevention
based on known mechanisms of action.

Cholesterol plays a crucial role in the development of atherosclerosis and cardiovascular
disease. High levels of non-HDL cholesterol, often referred to as "bad" cholesterol,
are associated with an increased risk of cardiovascular events, including AF. It is well-
established that inflammation and oxidative stress, which are influenced by cholesterol
levels, play a role in the pathogenesis of AF [26].

Colchicine,as mentioned earlier, exertsits effects partially throughits anti-inflammatory
properties. By reducing inflammation, colchicine may help prevent the electrical and
structural remodeling that can lead to AF [27]. Therefore, individuals with dyslipidemia
and high cholesterol levels may benefit from the anti-inflammatory effects of colchicine
in preventing AF onset.

Additionally, high cholesterol levels can contribute to endothelial dysfunction and
promote a pro-thrombotic state, which arealsorisk factors for AF development. Colchicine’s
ability to modulate these pathways may be particularly beneficial in individuals with
unfavorable cholesterol profiles.

However, it is essential to note that individual responses to colchicine may vary based
on multiple factors, including genetic predisposition, comorbidities, and concomitant
medications. The interplay between cholesterol profiles and the action of colchicine in AF
prevention is complex and likely influenced by various factors beyond cholesterol levels
alone.

Further research is needed to explore the potential interaction between cholesterol
profiles and the effectiveness of colchicine in preventing AF onset. Clinical trials that
specifically investigate the impact of cholesterol levels on the response to colchicine in AF
prevention could provide valuable insights into personalized treatment approaches for
individuals at risk of developing AF.

Diarrhea, the major gastro-intestinal (Gl) side effect of colchicine, occurred in only
three patients receiving colchicine, including one patient who required treatment
discontinuation. This low rate of Gl intolerance is in line with the results of other trials
using a similar dose.

A few limitations must be discussed. There was no continuous cardiac rhythm
monitoring between monthly 24-hour Holter monitoring. Thus, asymptomatic episodes
of AF may have been missed, leading to underestimation of the true incidence of AF
onset. However, missed episodes were likely to have occurred equally in both groups, and
thus, the overall conclusion of the trial would not have been affected.

While the relationship between cholesterol profiles and the action of colchicine
in preventing AF onset is not well-established, it is plausible that individuals with
dyslipidemia and high cholesterol levels may benefit from colchicine’s anti-inflammatory
effects in reducing the risk of AF. Healthcare providers should consider a holistic approach
to patient care, taking into accountindividual risk factors and tailoring treatment strategies
accordingly.
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Colchicine Effect on Atrial Fibrillation Onset Prevention Depending
on Non-High-Density Lipoprotein Cholesterol

CONCLUSIONS

Colchicine treatment in patients with chronic coronary artery disease is associated

with lower AF incidence rates only in patients with high non-HDL levels =130 mg/dl.
Therefore, for chronic coronary disease with high non-HDL cholesterol =130 mg/d|, it is
advisable to add low-dose colchicine (0.5 mg daily) to statin therapy. There is a need for
further research to identify and confirm the benefits of colchicine against AF in patients
with chronic coronary artery disease.
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