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Abstract

Objective. To investigate the incidence and potential risk factors for development of fenofibrate-associated

nephrotoxicity in gout patients.

Methods. A total of 983 gout patients on fenofibrate treatment who visited the dedicated Gout Clinic at the

Affiliated Hospital of Qingdao University between September 2016 and June 2020 were retrospectively enrolled

from the electronic records system. Fenofibrate-associated nephrotoxicity was defined as an increase in serum cre-

atinine (SCr) �0.3 mg/dl within 6 months of fenofibrate initiation. The change trend of SCr and uric acid levels dur-

ing the treatment period were assessed by a generalised additive mixed model (GAMM). Multivariate analysis was

performed for risk factors affecting elevated SCr.

Results. A total of 100 (10.2%) patients experienced an increase in SCr �0.3 mg/dl within 6 months after fenofi-

brate initiation. The median change of SCr in the whole cohort was 0.11 mg/dl [interquartile range (IQR) 0.03–0.20],

whereas it was 0.36 (0.33–0.45) in the fenofibrate-associated nephrotoxicity group. In a multivariable regression

model, chronic kidney disease (CKD) [odds ratio (OR) 2.39 (95% CI 1.48, 3.86)] and tophus [OR 2.29 (95% CI 1.39,

3.78)] were identified to be risk predictors, independent of measured covariates, of fenofibrate-associated nephro-

toxicity. During the treatment period, although SCr temporarily increased, serum urate and triglyceride concentra-

tions decreased using the interaction analysis of GAMM. Of those with fenofibrate withdrawal records, the SCr in-

crease in 65% of patients was reversed after an average of 49 days off the drug.

Conclusions. This observational study implied that fenofibrate-associated nephrotoxicity occurs frequently in gout

patients, especially in patients with tophi or CKD. The potential renal risks of fenofibrate usage in gout needs add-

itional research.
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Rheumatology key messages

. Fenofibrate-associated nephrotoxicity occurs frequently in gout patients receiving fenofibrate.

. Patients with tophus and chronic kidney disease were more susceptible to fenofibrate-associated nephrotoxicity.

. Fenofibrate-associated nephrotoxicity temporarily elevated serum creatinine while serum urate and
triglyceride concentrations decreased in the interaction analysis of GAMM.
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Introduction

Gout is a chronic disease caused by deposition of

monosodium urate crystals in the joints and is charac-

terised by joint inflammation and pain [1]. The preva-

lence of gout is 2.7–6.7% in western developed

countries and has steadily increased recently to 1.1% in

mainland China [2]. One correlation is kidney damage,

with nephropathy associated with gout [3, 4].

Fenofibrate is a fibric acid derivative for the treatment

of hypertriglyceridaemia, which is prevalent with �50–

70% of gout patients suffering from dyslipidaemia [5, 6].

The 2012 ACR guidelines recommend that agents other

than probenecid with clinically significant uricosuric

effects, such as fenofibrate and losartan, can be thera-

peutically useful as components of a comprehensive

urate-lowering therapy (ULT) strategy [7]. In addition, the

2016 European League Against Rheumatism guidelines

suggest the use of fenofibrate in gout patients [8].

However, the British Society for Rheumatology

Guideline did not recommend fenofibrate as a primary

ULT because of its weak uricosuric effect [9]. Moreover,

the 2020 ACR guidelines recommend against adding or

switching cholesterol-lowering agents to fenofibrate des-

pite its urate-lowering effects, as the risks, including

side effects of the medication, were felt to outweigh po-

tential benefits [10]. However, the level of evidence sup-

porting the ACR recommendation against the switch to

fenofibrate is low. A combination of fenofibrate plus ULT

is regarded as beneficial in the treatment of hypertrigly-

ceridaemia and/or hypertension, as well as hyperuricae-

mia in gout patients with these complications [11], and

has been widely used in clinical practice [12].

The elevation of serum creatinine (SCr) levels in some

gout patients with hypertriglyceridaemia receiving fenofi-

brate treatment has been observed [13]. However, this

adverse effect has not been thoroughly evaluated with

respect to the incidence, potential risk factors and

reversibility of nephrotoxicity in gout patients on fenofi-

brate treatment. Therefore we performed a single-

centre, retrospective, observational study to investigate

these questions.

Methods

Study population

This is a clinical delivery population-based cohort study.

A total of 1335 gout patients with fenofibrate treatment

identified from the Biobank Information Management

System (BIMS; Haier, China) who visited the Gout Clinic

at the Affiliated Hospital of Qingdao University between

September 2016 and June 2020 were screened. Every

patient voluntarily provided written informed consent to

import their electronic health records into the BIMS,

which could be used in further scientific research. The

data set contains demographic characteristics, including

age, ethnicity, birthplace, height and weight, history of

gout, complications and treatment regimes.

All patients were diagnosed according to the 2015

ACR/EULAR gout classification criteria [14]. Patients

were excluded for the following reasons: <18 years of

age, receiving fenofibrate therapy <14 days without fur-

ther follow-up and long-term use of SCr elevation drugs

such as NSAIDs and angiotensin-converting enzyme

inhibitors. A total of 983 patients were finally included

(Fig. 1). The study was approved by the research ethics

committee of the Affiliated Hospital of Qingdao

University (QYFYWZLL 25847).

Study design and measurements

Baseline was the time of fenofibrate initiation; follow-up

laboratory data were obtained from outpatient visits.

Nephrotoxicity was defined as an increase in SCr of

�0.3 mg/dl within the first 6 months of fenofibrate ad-

ministration, according to the Acute Kidney Injury

Network guidelines [15, 16]. Chronic kidney disease

(CKD) was defined according to the estimated glomeru-

lar filtration rate (eGFR) measure as suggested by the

Kidney Disease Outcomes Quality Initiative clinical prac-

tice guidelines [17]. Any hepatic disease was defined as

the presence of fatty liver, hepatitis or liver tumours. A

positive family history of gout was defined as one or

more of the patient’s first- or second-degree relatives

affected by gout [18]. The eGFR was calculated using

the Chronic Kidney Disease Epidemiology Collaboration

FIG. 1 Flowchart for participant selection
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formula [19]. BMI was calculated as weight in kilograms

divided by height in metres squared.

Outcomes

The primary outcome was the trends and predictors for

fenofibrate-associated nephrotoxicity (defined above).

Secondary outcomes included medications and comor-

bidities that predispose to nephrotoxicity and the time

course for nephrotoxicity analysed by changes in SCr

during the treatment period and the temporal relation-

ship between therapy initiation and an increase in SCr.

Statistical analysis

Data are presented as mean (S.D.), median (interquartile

range) or number (percentage). The measured data were

analysed by Student’s t-tests or Wilcoxon rank sum

test. Categorical data were analysed by chi-squared

tests and expressed as a composition ratio. Uni- and

multivariate logistic regression analyses were performed

to identify factors predicting an increase in SCr

(�0.3 mg/dl, yes/no). Age, BMI and duration of gout

were included as continuous variables and others were

dichotomous data, all of which were included simultan-

eously in the logistic model. The trend of serum urate

(SU), SCr and triglycerides were applied in the general-

ised additive mixed model (GAMM).

All statistical analyses were performed using SPSS

25.0 (IBM, Armonk, NY, USA), R (R Foundation for

Statistical Computing, Vienna, Austria; https://www.r-pro

ject.org) and EmpowerStats (X&Y Solutions, Boston,

MA, USA; www.empowerstats.com) software. With

regards to the observance of performance, the missing

data (36 of 983 patients lacking the duration of gout)

were deleted. A two-tailed P-value <0.05 was used as

the threshold for statistical significance.

Results

A total of 983 patients from our dedicated gout clinic

were ultimately included in this retrospective cohort study

with a median duration of fenofibrate therapy of 51 days

(IQR 28–98) receiving a fixed dose (200 mg/day) (Fig. 1).

The time points chosen to define the two studied groups

were if a peak creatinine value during the follow-up

period minus the baseline creatinine value was �0.3 mg/

dl, which was defined as the nephrotoxicity group; if not,

it was the non-nephrotoxicity group. The number of

patients available at each time point is shown in

Supplementary Fig. 1, available at Rheumatology online.

A total of 100 (10.17%) patients experienced an increase

in SCr �0.3 mg/dl within the first 6 months after the initi-

ation of fenofibrate (Table 1). The median age of the

fenofibrate-associated nephrotoxicity group was 51 years

(IQR 37–60) vs 43 (36–54) for the non-nephrotoxicity

group (P¼0.001) and the duration of gout was longer

[8 years (IQR 4–12) vs 6 (3–11); P¼0.028] (Table 1). The

BMI in the SCr �0.3 mg/dl group was lower than in the

SCr <0.3 mg/dl group [26.67 kg/m2 (IQR 24.91–29.30) vs

27.76 (25.74–29.84); P¼0.013] (Table 1). The proportions

of patients with tophus (37.00% vs 16.87%; P<0.001),

CKD (58.00% vs 32.16%; P<0.001) and hypertension

(59.00% vs 45.64%; P¼ 0.012) were significantly higher

TABLE 1 Baseline patient information

Characteristics <0.3 mg/dl increase
[n 5 883 (89.83%)]

�0.3 mg/dl increase
[n 5 100 (10.17%)]

OR (95% CI) P-value

Patient demographics, median (IQR)
Age, years 43.00 (36.00–54.00) 51.00 (37.00–60.00) 1.03 (1.01, 1.04) 0.001

BMI, kg/m2 27.76 (25.74–29.84) 26.67 (24.91–29.30) 0.92 (0.86, 0.98) 0.013
Duration of gout, years 6.00 (3.00–11.00) 8.00 (4.00–12.00) 1.04 (1.00, 1.07) 0.028

Medical history, n (%)
Tophus 149 (16.87) 37 (37.00) 2.89 (1.86, 4.50) <0.001
CKD 284 (32.16) 58 (58.00) 2.91 (1.91, 4.44) <0.001

Family history of gout 181 (20.50) 21 (21.00) 1.03 (0.62, 1.71) 0.906
Hypertension 403 (45.64) 59 (59.00) 1.71 (1.13, 2.61) 0.012
Diabetes 80 (9.06) 8 (8.00) 0.87 (0.41, 1.86) 0.725

Nephrolithiasis 85 (9.63) 14 (14.00) 1.53 (0.83, 2.81) 0.171
Hypertriglyceridaemia 595 (67.38) 63 (63.00) 0.82 (0.54, 1.27) 0.378

Cardiovascular disease 19 (2.15) 3 (3.00) 1.41 (0.41, 4.84) 0.589
Any hepatic disease 155 (17.55) 10 (10.00) 0.52 (0.27, 1.03) 0.059
Concomitant medications, n (%)

ULT drugs 0.084
Allopurinol 39 (4.71) 0 (0.00)

Febuxostat 673 (81.28) 80 (87.91)
Benzbromarone 116 (14.01) 11 (12.09)

Etoricoxib 157 (17.78) 21 (21.00) 0.428

Colchicine 627 (71.01) 73 (73.00) 0.677
Losartan 206 (23.33) 29 (29.00) 0.208
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in the fenofibrate-associated nephrotoxicity group

(Table 1). Family history of gout, as well as comorbidities

including any hepatic disease, cardiovascular disease,

nephrolithiasis and self-reported hypertriglyceridaemia

were similar between the groups (Table 1). No significant

differences were detected between the two groups in

concomitant medication proportions, such as ULTs,

short-term etoricoxib therapy (120 mg/day for 3–5 days),

colchicine and losartan (100 mg/day) (Table 1). During the

follow-up period, the proportion (0.00% vs 2.03%;

P¼ 0.933) of etoricoxib prescriptions for patients in a

gout flare was similar between the nephrotoxicity and

non-nephrotoxicity groups (Supplementary Table 1, avail-

able at Rheumatology online). Losartan (100 mg/day), an

angiotensin receptor blocker, was prescribed in gout

patients with hypertension. A similar proportion (4.00% vs

3.28%; P¼0.295) of patients initiated losartan during the

follow-up period.

Baseline renal function

At baseline, patients in the fenofibrate-associated

nephrotoxicity group had significantly higher median lev-

els of SCr [1.01 mg/dl (IQR 0.88–1.22) vs 0.93 (0.84–

1.03); P<0.001), blood urea nitrogen [BUN; 5.80 mg/dl

(IQR 4.60–7.30) vs 4.80 (4.00–5.80); P<0.001] and

BUN:SCr ratio [5.64 (IQR 4.81–6.45) vs 5.21 (4.26–6.25);

P¼0.008] (Table 2). However, the eGFR [83.39 ml/min/

1.73 m2 (IQR 65.09–99.68) vs 94.59 (82.76–107.76);

P<0.001) and clearance rate of endogenous creatinine

[96.00 ml/min (IQR 75.00–125.00) vs 122.00 (98.00–

145.00); P<0.001] were lower with no significant differ-

ence in SU levels between the two groups (Table 2).

Independent predictors of increased SCr in gout
patients

In the univariate analysis, age, BMI, duration of gout, to-

phus and hypertension were risk factors for nephrotox-

icity (Table 1). The following covariates were introduced

in a multivariate regression model: age, BMI, duration of

gout, hypertension, diabetes, hypertriglyceridaemia, to-

phus, cardiovascular disease, CKD, nephrolithiasis, any

hepatic disease and family history of gout. CKD [odds

ratio (OR)2.39 (95% CI 1.48, 3.869)] and tophus [OR

2.29 (95% CI 1.39, 3.78)] were significantly related to

increased SCr induced by fenofibrate in the final

multivariate regression model (Fig. 2), both of which can

be regarded as independent predictors of fenofibrate-

associated nephrotoxicity in this cohort of gout patients.

We next explored the incidence of nephrotoxicity hier-

archically in patients with tophus and/or CKD. Patients

with tophus or CKD alone were susceptible to nephro-

toxicity with incidences of 19.9% and 17.0%, respect-

ively (Supplementary Fig. 2, available at Rheumatology

online). The incidence increased to 31.0% when patients

had both tophus and CKD (Supplementary Fig. 2, avail-

able at Rheumatology online). In a subgroup analysis

based on eGFR (<60, �60, <90, �90 ml/min/1.73 m2),

we found that the lower the eGFR at baseline, the higher

the incidence of nephrotoxicity after initiation of fenofi-

brate: 38.8%, 11.3% and 7.0%, respectively

(Supplementary Fig. 2, available at Rheumatology

online).

Time course of fenofibrate-associated nephrotoxicity

We also evaluated the trend in variables of SCr, SU and

triglycerides during fenofibrate treatment in a GAMM

(Fig. 3). Within 20 days after the initiation of fenofibrate,

the overall SCr concentration in patients experiencing

TABLE 2 Baseline renal function

Function <0.3 mg/dl increase (n 5 883) �0.3 mg/dl increase (n 5 100) P-value

SCr, mg/dl 0.93 (0.84–1.03) 1.01 (0.88–1.22) <0.001

eGFR, ml/min/1.73 m2 94.59 (82.76–107.76) 83.39 (65.09–99.68) <0.001
BUN, mg/dl 4.80 (4.00–5.80) 5.80 (4.60–7.30) <0.001
CCR, ml/min 122.00 (98.00–145.00) 96.00 (75.00–125.00) <0.001

BUN: SCr ratio 5.21 (4.26–6.25) 5.64 (4.81–6.45) 0.008
SU, lmol/l 462.00 (359.00–566.00) 416.00 (324.75–579.75) 0.094

Values presented as median (IQR). CCR, creatinine clearance rate.

FIG. 2 Multivariate regression analysis of risk factors for

fenofibrate-associated nephrotoxicity

CVD: cardiovascular disease.
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nephrotoxicity was elevated (Fig. 3A). The difference in

SCr elevation (from interaction analysis in the GAMM)

was 0.0019 mg/dl/day (95% CI 0.0016, 0.0022;

P<0.001) between the fenofibrate-associated nephro-

toxicity group and the non-nephrotoxic group (Fig. 3B).

Both the SU concentrations (Fig. 3C) and triglyceride

levels (Fig. 3E) of the entire cohort decreased at the

initial stage of treatment and were stable thereafter. The

difference was �0.0059 mmol/l/day (95% CI �0.0102,

�0.0017; P¼ 0.0063) in triglyceride reduction (Fig. 3D)

and 0.184 lmol/l/day (95% CI �0.097, 0.465; P¼0.20)

in SU reduction (Fig. 3F) between the two groups.

The median change in SCr in the whole cohort was

0.11 mg/dl (IQR 0.03–0.20). The peak SCr in patients

FIG. 3 Time course for creatinine and SU change on fenofibrate therapy

(A) Changes in SCr level over time on fenofibrate therapy in the whole population. (B) Changes in SCr level over time

in the fenofibrate-associated nephrotoxicity group and no fenofibrate-associated nephrotoxicity group. (C) Changes in

triglyceride levels over time on fenofibrate therapy in the whole population. (D) Changes in triglycerides level over

time in the fenofibrate-associated nephrotoxicity group and no fenofibrate-associated nephrotoxicity group. (E)

Changes in the SU level over time on fenofibrate therapy in the whole population. (F) Changes in the SU level over

time in the fenofibrate-associated nephrotoxicity group and no fenofibrate-associated nephrotoxicity group. The dot-

ted lines (A, C, E) represent the 95% CI.
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who presented with nephrotoxicity was 1.35 mg/dl (IQR

1.26–1.63) (Table 3), resulting from an increase of

0.36 mg/dl from initiation of fenofibrate to peak. The eGFR

at the time of peak SCr decreased from 83.39 ml/min/

1.73 m2 (IQR 65.09–99.68) to 58.84 (45.97–67.60), falling

by 29.5% in patients with nephrotoxicity, a greater re-

duction than in the non-nephrotoxic group (P< 0.001;

Table 3). The change in SU concentration from baseline

to the peak SCr was �116 lmol/l in the non-

nephrotoxicity group and �87 lmol/l in the nephrotox-

icity group, which was not significantly different

(P¼0.083; Table 3). Moreover, the minimum SU and

eGFR in patients with nephrotoxicity was 285.50 lmol/l

(IQR 241.25–334.75) and 55.58 ml/min/1.73 m2 (S.D.

16.40), respectively (Table 3).

Reversible effects of fenofibrate-associated
nephrotoxicity

Most of the patients with fenofibrate-associated nephro-

toxicity recovered after fenofibrate therapy withdrawal,

as seen by the SCr decreasing back to the baseline

level (Supplementary Fig. 3A, available at Rheumatology

online). Of the 163 cases with records of fenofibrate dis-

continuation in this cohort, peak SCr returned to base-

line in 107 (65.6%) patients after a mean time of 49 days

(Supplementary Fig. 3B, available at Rheumatology on-

line). However, 16 of 21 patients experiencing

fenofibrate-associated nephrotoxicity did not return to

the baseline SCr during the follow-up. Complications

and renal function at baseline were similar in patients

whose SCr returned to baseline and those whose did

not (data not shown). In addition, the regimen of fenofi-

brate combined with the ULT febuxostat had a stronger

effect on lowering SU levels than when combined with

allopurinol and benzbromarone (�138.70 vs �75.18 vs

�58.83 lmol/l; P< 0.05; Supplementary Fig. 4A, avail-

able at Rheumatology online), but no differences in renal

function were indicated by SCr levels (Supplementary

Fig. 4B, available at Rheumatology online).

Discussion

Fenofibrate-associated nephrotoxicity is often over-

looked in the treatment of gout patients with hypertrigly-

ceridaemia. Our retrospective study suggests that

10.2% of gout patients initiated on fenofibrate will de-

velop an increase in SCr of �0.3 mg/dl. The incidence

was higher when gout patients had the complications of

tophus and/or CKD. The elevated SCr was reversible in

65.6% patients after fenofibrate withdrawal.

Fenofibrate, which can activate the nuclear transcrip-

tion factor peroxisome proliferator-activated receptor

(PPAR)-a [20], is a good option to lower SU concentra-

tions in gout patients with hypertriglyceridaemia [21].

Fenofibrate induces an elevation in SCr in some individ-

uals with mild renal insufficiency shortly after taking the

drug [22]. A population-based study that included

80 453 patients reported that in the first 90 days of treat-

ment, fenofibrate was associated with a 2.4-fold risk of

hospitalization due to increased SCr compared with eze-

timibe [23]. In this cohort, 9.1% of fenofibrate users had

an increase of SCr >50% [23]. However, in some ex-

perimental cases, fenofibrate presents a renoprotective

effect against nephropathy in the case of attenuating

tubulointerstitial fibrosis and inflammation [24–26]. The

application of fenofibrate in gout patients is also ubiqui-

tous owing to its ability to reduce SU levels and the risk

of gout attacks [12]. However, the renal safety of fenofi-

brate in gout patients is still unclear.

This study confirmed that fenofibrate-related nephro-

toxicity occurs in >10% in a general cohort of gout

patients and >30% in patients with tophus and CKD.

Previously eGFR declined �1 ml/min/1.73 m2/year, from

120–130 ml/min/1.73 m2 in younger patients; those that

declined >4 ml/min/1.73 m2/year were considered ‘fast

progressors’ [17, 27]. In our study, the fenofibrate-

related nephrotoxicity group had an eGFR reduction of

�25 ml/min/1.73 m2 after fenofibrate initiation, whereas

the predicted progression of CKD or chronic gouty

nephropathy is generally <12 ml/min/1.73 m2/year [28].

This indicates that the majority of nephrotoxicity during

gout management is caused by fenofibrate.

TABLE 3 Renal function trends on fenofibrate therapy

Function <0.3 mg/dl increase (n 5 883) �0.3 mg/dl increase (n 5 100) P-value

Peak SCr, mg/dl 1.02 (0.93–1.14) 1.35 (1.26–1.63) <0.001

Change in SCr, mg/dl 0.10 (0.03–0.17) 0.36 (0.33–0.45) <0.001
Peak SU, lmol/l 329.00 (277.00–391.00) 334.50 (278.50–415.25) 0.248
Change in SUa, lmol/l �116.00 (�235.00 to �18.00) �87.00 (�179.00–6.75) 0.083

Minimum SU, lmol/l 295.00 (252.00–345.00) 285.50 (241.25–334.75) 0.157
Change in SUb, lmol/l 142.00 (47.00–259.00) 116.00 (43.75–253.25) 0.152

Peak eGFR, ml/min/1.73 m2 84.85 (73.22–95.64) 58.84 (45.97�67.60) <0.001
Change in eGFRa, ml/min/1.73 m2 �10.14 (�16.77 to �3.51) �25.20 (�34.79 to �17.96) <0.001
Minimum eGFR, ml/min/1.73 m2, mean (S.D.) 83.89 (16.87) 55.58 (16.40) <0.001

Change in eGFRb, ml/min/1.73 m2 10.25 (3.70–16.81) 25.50 (17.96–34.79) <0.001

Values presented as median (IQR) unless stated otherwise. aValue is the change from baseline to peak SCr. bValue is the
change from baseline to the minimum value over 6 months.
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Our results showed 18.9% of the patients had tophi

and 16.7% had nephrolithiasis. Other studies have

documented elevated SCr and decreased eGFR in gout

patients complicated with tophi or CKD [29–31]. The

increased risk of tophi for nephrotoxicity may result from

increased urine urate excretion, which would cause

renal overload during ULT in tophaceous gout.

Additionally, urate stones deposited in the kidney result

in renal interstitial fibrosis and renal tubular atrophy, fur-

ther leading to renal arteriolar thickening, lumen stenosis

and glomerulosclerosis [32]. As the presence of tophi,

indicative of chronic refractory gout and renal dysfunc-

tion, inhibits both creatinine and urate clearance, it may

predispose to the onset of fenofibrate-associated

nephrotoxicity by this mechanism.

In this study, 65.6% of gout patients had a decrease

in SCr to baseline levels after fenofibrate withdrawal,

consistent with other studies. Lee et al. [13] found that

SCr was temporarily increased after fenofibrate therapy

but resolved after drug withdrawal. In the ACCORD

Lipid Trial, after 5 years of continuous on-trial fenofibrate

therapy, case subjects had the highest adjusted SCr vs

control subjects [33]. After 51 days off the drug, SCr in

the fenofibrate therapy group was comparable to that of

control subjects [33]. Our and these studies support that

fenofibrate-associated SCr elevation may be a short-

term kidney event, and mainly reversible.

Our data also suggest a stronger effect on lowering urate

of fenofibrate combined with febuxostat than with allopurin-

ol or benzbromarone. Yamamoto et al. [34] reported that

co-administration of allopurinol with fenofibrate was able to

increase oxypurinol (an active allopurinol metabolite) clear-

ance in addition to urate clearance. Fenofibrate and benz-

bromarone were both supposed to promote renal urate

excretion by inhibiting URAT1 [35]. However, a more effect-

ive urate-lowering function of febuxostat in a Han Chinese

cohort has been demonstrated [36].

A limitation of this study is its retrospective, observa-

tional design. Further, although it is useful to explore the

incidence of adverse events, we were limited in our abil-

ity to evaluate any long-term effects. Moreover, the gout

patients in the current study are Han Chinese, which po-

tentially limits the generalizability.

Given fenofibrate administration is widely used in gout

patients for the management of hypertriglyceridaemia,

the current study provided significant evidence to the

notion that prescribing fenofibrate to gout patients

should be done cautiously in clinical practice, especially

with tophi and renal dysfunction. Our evidence-based

study may contribute to the development of guidelines.
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