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Abstract

Purpose of review Gout is more prevalent than ever and is associated with multiple chronic
comorbidities, including Chronic Kidney Disease (CKD). While goals of treatment are the same
as in those without renal impairment, co-morbid CKD poses a challenge in treatment selection
and requires a solid understanding of potential drug-drug interaction and drug-related toxicity.
Recent findings In acute gout complicated by CKD, NSAIDs should be avoided, and colchicine
used with caution. Systemic corticosteroids are effective but may be replaced by anakinra, in
particular in inpatients with additional comorbidities that may make corticosteroids less
desirable. Allopurinol remains the first line urate lowering therapy (ULT), starting at a low
dose followed by careful goal driven up-titration. Febuxostat is a reasonable alternative, though
second line in light of recent cardiovascular data. Uricosuric drugs are generally less effective,
while pegloticase is reserved for refractory cases of polyarticular tophaceous disease.
Summary Gout treatment must be guided by renal function but in spite of renal disease can be
successfully managed.

Introduction

The incidence of gout has doubled in the past 20 years, as
has the prevalence of comorbid conditions in those with
gout, including CKD [1]. Gout and chronic kidney disease
(CKD) are tightly linked [2] as renal function greatly

impacts serum urate (sUA) concentration. CKD results in
reduced fractional excretion of serum urate, leading to
chronic hyperuricemia, the key risk factor for the develop-
ment of gout. Additionally, patients with gout are more
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likely to have metabolic syndrome [3], which has been
linked to hyperuricemia and further renal impairment
through a wide range of mechanisms. Evidence pointing
to a possible association between hyperuricemia and renal
disease progression has resulted in a large body of active
research evaluating the effect of urate lowering medica-
tions on renal impairment. This narrative review explores
the data guiding the challenging management of gout in
patients with CKD and focuses on practical aspects of gout
treatment in the acute and chronic phases. Patients with
gout and CKD are likely to have multiple co-morbidities
including diabetes mellitus, hypertension, and congestive
heart failure, which will impact appropriate medication
choices and may pose therapeutic dilemma. In this man-
uscript, we work to summarize the major pearls and
pitfalls of gout management in this population (Table 1).

Acute Gout Management in CKD
Commonly used drugs to treat an acute gout flare in-
clude oral colchicine, NSAIDs, corticosteroids either
orally, intramuscularly, or by direct joint injection. Ad-
renocorticotropic hormone or IL-1 blocking medica-
tions are alternate effective options when others are
contraindicated by comorbid illnesses. These treatment
options should be guided by the presence or absence of
renal impairment as reviewed below (Table 2).

Colchicine: Clearance Reduction in CKD
Colchicine may be used as a first-line acute gout treat-
ment in those with CKD though with very careful dose
adjustments [4]. Colchicine is rapidly absorbed,
peaking in 1–2 h in fasting healthy volunteers, with
bioavailability of about 45% [5]. The liver metabolizes

Table 1. Gout management in CKD

Pearls:
• Allopurinol should be the first line ULT: Start at 50–100 mg/day, and titrate slowly by 50–100 mg increments every 2–4 weeks.
• Febuxostat may be used as alternate ULT: Start at 40 mg daily and increase to 80 mg in those with eGFR 9 30 mL/min.
• Probenecid is ineffective in eGFR G 50, but could be combined with allopurinol or febuxostat.
• Colchicine may be used in CKD. In gout prophylaxis, reduce the dose to 0.6 mg every other day to as low as once a week,

depending on the eGFR. In acute gout, do not retreat for 14 days in those with eGFRG30 ml/min.
• Glucocorticoids may be preferred over colchicine for acute gout treatment. Low dose glucocorticoids may be used for prophylaxis

if colchicine is not tolerated.

Pitfalls:
• Check an HLAB5801 status prior to initiating allopurinol in high risk populations.
• Do not stop or adjust ULT during acute gout flares.
• Be on the lookout for potential colchicine neuromyotoxicity especially in patients with polypharmacy and potential for

drug-drug interactions (CYP3A4 or P-glycoprotein inhibitors), and those with chronic liver disease and congestive heart failure.

Table 2. Acute gout treatment options by eGFR (mL/min)

Acute
treatment

Mild (60–80) Moderate
(30–59)

Severe (15–29) ESRD

Colchicine 1.2 mg once,
then 0.6 mg,
1 h later

1.2 mg once,
then 0.6 mg,
1 h later

1.2 mg once, then 0.6 mg, 1 h
later, not to be repeated × 2
weeks

0.6 mg once, not to
be repeated × 2 weeks
(do not use if already
on it for prophylaxis)

Prednisone 40 mg then taper 40 mg then taper 40 mg then taper 40 mg then taper

NSAIDs Use with caution Contraindicated Contraindicated Contraindicated

Anakinra
(OFF-label use)

100 mg daily ×
3–5 days

100 mg daily ×
3–5 days

100 mg every other
day 3–5 doses

100 mg every other day
3–5 doses
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colchicine into two primary metabolites, which then
undergo excretion through renal, enterohepatic, and
biliary sites [5]. Given the concern for colchicine toxicity
in the setting of reduced renal elimination in CKD
patients, colchicine to treat gout flares is generally not
recommended in patients with renal impairment al-
ready receiving prophylactic colchicine. The use of
low-dose colchicine for treating acute gout was investi-
gated in a randomized, double-blind, placebo-con-
trolled, parallel-group study in patients with CrCl ≥
60, where low dose was defined as 1.2 mg followed
by 0.6 mg 1 h later [6]. In this study, the low dose was
well tolerated but only 37.8% of patients had reached
the primary end point of a 50% reduction in pain at 24
h. This dosing, though likely inadequate for a substan-
tial portion of patients, is the dose now approved for
colchicine use for acute gout management. In those
with mild (CrCl 50–80 mL/min) or moderate (CrCl
30–50 mL/min) renal impairment, close monitoring is
advised but the dose of 1.2 mg initially and 0.6 mg 1 h
later is not adjusted [5]. In patients with severe renal
impairment (CrCl G 30 mL/min), dose adjustment is
not required, but it is advised the dosing not be repeat-
ed more than every 2 weeks [5]. Patients requiring
dialysis are advised to limit colchicine to 0.6 mg every
2 weeks. Of note, colchicine is not removed by hemo-
dialysis [5]. Colchicine may interact with medications
that are strong CYP3A4 inhibitors (clarithromycin, cer-
tain protease inhibitors), moderate CYP3A4 inhibitors
(grapefruit juice, verapamil), and P-glycoprotein inhib-
itors such as cyclosporine [5] so that further dose reduc-
tion may be advised in patients concomitantly receiving
these medications.

NSAIDS: Limit Use in CKD
NSAIDs are a frequently used option for acute gout in
those with normal renal function but are not desirable
in those with impaired renal function. Though the FDA
has approved naproxen, indomethacin, and sulindac for
the treatment of acute gout [4], all NSAIDs are generally
considered equivalent when used at full dose. Patients
with CKD are advised to limit or completely avoid
NSAID intake due to risks of acute renal injury, hyper-
tension, and electrolyte abnormalities [7]. Physicians are
well aware of this risk so that the rate of NSAID prescrip-
tions in patients with CKD is lower than that of opiates
and other pain medications [8]. Despite this, in one
study, 5% of Americans with moderate to severe CKD
reported daily use of NSAIDs [9], emphasizing the need

to educate patients with gout and CKD about the risk of
NSAIDs and help them find alternative treatments.

Corticosteroids: Often Used
Corticosteroids represent a very useful alternative to
NSAIDs and colchicine when treating acute gout in
CKD. Intra-articular injections of corticosteroids are best
usedwhen a limited number of joints are affected.When
multiple joints are involved or the affected joint is not
amenable to injection, oral or intramuscular (IM) corti-
costeroids may be used effectively. Combination thera-
py of intra-articular injections in larger joints with oral
colchicine for polyarticular symptoms for example may
additionally be useful. Under-dosing of systemic corti-
costeroids may lead to incomplete gout flare resolution
and relapse. The advised dose is at least 0.5 mg/kg/day
for 5–10 days, versus 2–5 days at the full dose of 0.5
mg/kg/day followed by a taper lasting 7–10 days [4]. If
patients prefer or require IM dosing of corticosteroid, a
single dose of 60 mg triamcinolone acetonide, followed
by oral prednisone or prednisolone, is recommended
[4].

Corticotropin (ACTH): Costly
Corticotropin has the same indications as systemic cor-
ticosteroids and is available for subcutaneous or intra-
muscular injection. Doses of 40–80 IU have been re-
ported to terminate acute gout attacks, with mild side
effects that have included hypokalemia, hyperglycemia,
and fluid retention [10]. Sodium and water retention
and increased blood pressure are seen due to the mech-
anism of action of ACTH [11], which may be problem-
atic in those with CKD. Corticotropin is reported to be
quite effective, with response rates as high as 78–100%
of patients responding [12]. The main barrier to use is
cost, as one vial containing 5 mL at 80 units/mL and the
equivalent of 5–10 doses costs $43,658 (www.goodrx.
com).

IL-1 Antagonism: Newer Option
The use of recombinant or monoclonal interleukin-1
(IL-1) inhibitors has gained interest given the central
role IL-1 plays in the inflammatory cascade triggered
by monosodium urate crystals. Though expensive, IL-1
inhibitors may be justified to shorten the length of stay
of a hospitalized patient with acute gout and comorbid-
ities precluding the use of corticosteroids, such as heart
failure, diabetes mellitus, active infection, or periopera-
tive care. Anakinra , a recombinant IL-1 receptor blocker,
is approved for daily use in the treatment of rheumatoid
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arthritis. Case reports and series have reported on the
efficacy of anakinra in treating acute gout flares.
Anakinra is typically used at 100 mg SQ daily (or every
other day if CrCl G 30 mL/min) for 3–5 doses [13–18].
Anakinra was found to be safe in treating acute gout in a
population with CKD stage IV or V, or renal transplant
patients [19]. Canakinumab 150 mg SQ, a human
monoclonal antibody directed against IL-1 beta, has also
been used and is labeled for use in the European Union
in patients with gout in whom treatment with other
agents is not acceptable [20, 21].

Chronic Gout Management
In managing chronic gout, certain principles are good
practice, regardless of the presence of CKD. These in-
clude the following:
& Making adjustments in diet and lifestyle to help

maintain a low sUA
& Lowering the serum urate by initiating ULT treating

to goal sUA of 6 mg/dL (or 5 mg/dL in those with
tophi) while monitoring laboratory tests to ensure
safe use

& When starting or adjusting the dose of ULT, ensur-
ing anti-inflammatory prophylaxis is concomitant-
ly used to prevent acute gout attacks

& Maintaining prophylactic therapy for at least 3–6
months after serum urate goal is achieved (or lon-
ger in those with large tophi burden), though this is
based on grade B and C level of evidence and expert
opinion [4]

& Treating acute flares as they occur while not
interrupting ULT

Prophylaxis: Limited Options in Those with CKD
Agents used in treating acute gout may also be used as
anti-inflammatory prophylaxis as ULT is started or the
dose is being adjusted (Table 3). Guidelines recommend
the use of anti-inflammatory prophylaxis as long as
there is evidence of clinically active gout or until the
serum urate goal has been achieved for at least 3months

(in those without tophi) or 6 months (in those with
tophi) [4].

Colchicine can be used as prophylaxis in those with
CKD, though with caution and monitoring laboratory
data. Colchicine long-term use requires a dose adjust-
ment in those with CKD given lower elimination and a
higher risk of toxicity including neuropathy, neutrope-
nia, and myopathy [22]. With intact renal function, the
dose is 0.6 mg once or twice daily. Patients with a GFR 9
30 mL/min may take up to 0.6 mg daily, though this
dose may be further reduced in the setting of concomi-
tant treatment with CYP3A4 and glycoprotein P inhibi-
tors as well as statins [23]. Patients with a creatinine
clearance of 10–30 mL/min should not take more than
0.3 mg daily. The Colcrys package insert specifies that
colchicinemay be dosed as 0.3mg orally twice weekly in
patients receiving hemodialysis without guidance on
timing of its administration relative to dialysis [5]. Fol-
lowing a single dose administration of colchicine, col-
chicine exposure was similar in patients with mild-
moderate CKD and healthy controls, while in severe
CKD, the exposure was doubled. In patients undergoing
dialysis, there was no increased exposure to colchicine
though only 5% was removed in the dialysate [24]. A
case-control study reported on 22 patients on hemodi-
alysis taking at least 0.5 mg daily of colchicine for an
average of 8 years and found no difference in cell count
abnormalities or neuromuscular symptoms or signs,
aside from an increased WBC count in those patients
compared to hemodialysis controls [25]. Nonetheless,
caution should be used in those with severe CKD and
ESRD on colchicine due to potential toxicity. Colchicine
has a narrow therapeutic window and can be associated
with a high mortality rate particularly with acute poi-
soning [26].

Gout prophylaxis with NSAIDs even in those with
mild renal impairment is best avoided due to known
long-term renal toxicity. Low-dose daily oral corticoste-
roids may be necessary when other options are not
possible. However, patients need to be warned about

Table 3. Chronic gout prophylaxis options in CKD by eGFR

Prophylaxis Mild (60–80) Moderate (30–59) Severe (15–29) ESRD
Colchicine 0.6 mg daily 0.3–0.6 mg daily 0.3 mg daily 0.3 mg twice a week (caution)

Prednisone 5–10 mg daily 5–10 mg daily 5–10 mg daily 5–10 mg daily

NSAIDs Use with caution Contraindicated Contraindicated Contraindicated
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the long-term risk of chronic corticosteroids including
osteoporosis, osteonecrosis, iatrogenic Cushing’s syn-
drome, hyperglycemia, hypertension, and mood disor-
ders. The daily recommended dose is 10 mg prednisone
equivalents or less [4]. Dose and duration of use should
be minimized if possible.

IL-1 antagonists for gout prophylaxis have been eval-
uated. Daily use of anakinra to prevent gout flares seems
inconvenient and unnecessary and has not been studied.
Canakinumab monthly injection was found to be supe-
rior to colchicine in preventing acute gout flares after
initiating allopurinol, though no mention of renal func-
tion was made in this study [27]. Rilonacept, a fusion
protein long acting IL-1 inhibitor, likewise has data to
support its use in gout prophylaxis in those initiating
allopurinol, with 14% of study participants having “renal
and other urinary disorders” [28]. Neither canakinumab
nor rilonacept are approved for gout flare prevention.

Allopurinol: Tried and True, Start Low and Go Slow
Allopurinol competitively inhibits xanthine oxidase and
is the first line ULT (Table 4). Allopurinol ismetabolized
into oxypurinol (80%), allopurinol 1′riboside (10%),
while 10% is not metabolized but undergoes renal ex-
cretion. Oxypurinol is also excreted almost unchanged
through the kidneys and has an extended half-life of up
to 1 week in those with severe renal impairment
[29].When the CrCl is G 10 mL/min, oxypurinol is not
excreted by the kidneys at all [30].

Allopurinol hypersensitivity syndrome (AHS) is of
concern given its high mortality rate [31]. A history of

CKD increases the risk of allopurinol hypersensitivity
syndrome significantly [32]. Other risks include recently
starting allopurinol in the past 6–8 weeks, a positive
HLA-B5801 status, diuretic use, and a high allopurinol
starting dose [33]. The latter appears to be more impor-
tant than the maintenance dose of allopurinol in induc-
ing AHS, so that a starting dose of 1.5 mg per unit of
estimated GFR has been proposed [34]. AHS was not
found to occur more frequently in those with reduced
CrCl who are requiring higher than CrCl-based mainte-
nance allopurinol dosing [35]. Because of this, close
monitoring especially when starting and adjusting allo-
purinol dose is necessary. Nonetheless, maintenance
doses of allopurinol above 300 mg daily may be used
if the dose is titrated correctly.

The starting dose of allopurinol in those with normal
renal function is 100 mg/day. This dose is gradually
increased by 100 mg/day every 2–4 weeks until the
sUA is at goal of 6 mg/dL (or 5 mg/dL in those with
tophi). In those with stage IV CKD or worse, the starting
dose is 50 mg/day with a gradual dose increase of 50
mg/day every 2–4 weeks until the target sUA has been
achieved or the maximum dose of 800mg/day has been
reached. Patient education about hypersensitivity reac-
tions, including rash, pruritus, and regular monitoring
of laboratory tests looking for hepatic transaminase ele-
vation and eosinophilia [36], is particularly important
in this patient population. For patients who require
hemodialysis, the dose is given after dialysis sessions,
as oxypurinol concentrations were found to be de-
creased by 50% with dialysis [37]. For those undergoing

Table 4. ULT options by eGFR

ULT Mild (60–80) Moderate (30–59) Severe (15–29) ESRD
Allopurinol Start at 100 mg and

increase by 100 mg q
2–4 weeks

Start at 100 mg and
increase by 100 mg q
2–4 weeks

Start at 50 mg and
increase by 50 mg q
2–4 weeks

100 mg every other
day, after
hemodialysis

Febuxostat Start at 40 mg and
increase to 80 mg in 2
weeks if needed

Start at 40 mg and
increase to 80 mg in 2
weeks if needed

40 mg daily Limited data

Probenecid 250 mg twice daily, may
increase up to 1000 mg
twice daily

Ineffective Ineffective Ineffective

Lesinurad
(with
allopurinol)

200 mg daily Use not recommended if
eGFR G 45ml/min

Contraindicated Contraindicated

Pegloticase 8 mg IV q 2 weeks 8 mg IV q 2 weeks 8 mg IV q 2 weeks 8 mg IV q 2 weeks
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daily hemodialysis, a dose of allopurinol up to 50%
higher may be required [38].

Though allopurinol is an effective treatment for gout,
adherence remains an issue as reported in a retrospective
analysis, where patients were adherent to allopurinol
therapy only 56% of the treatment period [39].

Whether ULT with allopurinol improves renal func-
tion is an active area of research. A recent meta-analysis
of this topic found that allopurinol may slow the pro-
gression of CKD but had no effect on proteinuria and
blood pressure [40]. Many of the trials analyzed had
different levels of follow-up and baseline CKD, as well
as cause of CKD, suggesting that more randomized con-
trolled trials with adequate power are needed to answer
this question. Studies since then have suggested allopu-
rinolmay improve CKD and decrease cardiovascular risk
[41], perhaps through its effect on endothelial cell func-
tion [42, 43]. Allopurinol was found in another study to
reduce risk of cardiovascular events in patients who had
both gout and diabetes [44]. The recent CARES trial
highlighted an increased risk of cardiovascular death
and all-cause mortality in febuxostat vs. allopurinol-
treated gout patients with a high burden of cardiovascu-
lar risk factors. Whether this difference reflects a protec-
tive effect of allopurinol or a cardiovascular risk inherent
to febuxostat is unknown as a control group of gout
patients not on ULT was not included [45].

Febuxostat: Second-Line ULT
Febuxostat is a non-purine selective inhibitor of xan-
thine oxidase, and like allopurinol, interferes with serum
urate production. Febuxostat is metabolized primarily
through glucuronidation by the liver, with only up to
6% of the drug eliminated unchanged through renal
excretion [46]. A reduced creatinine clearance might
therefore be anticipated to have little impact on the
pharmacokinetic profile of febuxostat [47] and is an
appealing alternative to allopurinol in patients with
CKD who have failed an adequate trial or are intolerant
of allopurinol. To evaluate the safety, pharmacokinetics,
and pharmacodynamics of febuxostat in subjects with
reduced renal function, one study administered
febuxostat 80 mg per day for 7 days, to participants with
mild (n = 6, CrCl 50–80),moderate (n = 7, CrCl 30–49),
or severe kidney disease (n = 7, CrCl 10–29). The drug
was well tolerated. Febuxostat time to maximum con-
centration andmaximum concentrations were the same.
Area under the curve, however, indicated a statistically
significant linear relationship with creatinine clearance.
Regardless of clearance, sUA decreased by 55–64% by

day 7 [48]. One study indicated that febuxostat acyl
glucuronide may undergo “futile cycling” regenerating
the parent drug because of renal impairment. Whether
this translates in more effective urate lowering in pa-
tients with reduced clearance deserves further study [49].

Phase 3 trials evaluating the use of febuxostat com-
pared to allopurinol included patients with mild to
moderate CKD but excluded those with severe renal
impairment defined as eGFR of ≥ 15 to G 30 mL/min.
The FACT trial, a 52-week double-blind randomized
controlled trial, evaluated the safety of febuxostat
80 mg or 120 mg compared to allopurinol 300 mg in
762 patients with eGFR 9 50 mL/min. Thirty-five per-
cent of participants had an eGFR 50–79 mL/min. More
patients receiving febuxostat achieved the primary out-
come of a sUA G 6 mg/dL at the last 3-month visit.
However, data according to eGFR was not reported. No
differences were noted in terms of number of gout
flares or tophus size reduction [50]. The CONFIRMS
trial [51], the largest study evaluating the efficacy and
safety of febuxostat to allopurinol in roughly 2200
patients, included patients with mild (eGFR 60–89
mL/min) to moderate (eGFR 30–59 mL/min) but ex-
cluded those with eGFR G 30 mL/min. Subjects were
randomized to receive febuxostat 40 mg, 80 mg, or
allopurinol 300 mg (reduced to 200 mg in those with
moderate renal impairment). Overall, 18% of patients
had moderate CKD, whereas 48% had mild CKD.
Febuxostat 80 mg was significantly better than
febuxostat 40 mg or allopurinol 300/200 mg in all
groups in lowering sUA to below 6 mg/dl. In those
with mild to moderate CKD, febuxostat 40 mg was
superior to allopurinol 300/200 mg in reaching target
sUA. The nature and rates of adverse events in those
with mild to moderate renal impairment were similar
to the overall treatment groups [51].

In a multicenter, double-blind placebo controlled
trial, the efficacy and safety of febuxostat in 96 pa-
tients with gout and moderate to severe CKD were
evaluated. Patients were randomized to receive
febuxostat 30 mg twice daily, 40–80 mg febuxostat
once daily, or placebo. Overall, 37.5% of patients
had severe renal impairment (eGFR 15–29 mL/min)
and 62.5% had moderate impairment (eGFR 30–50
mL/min). No change in creatinine or eGFR from
baseline was noted among the groups. However, the
proportion of patients with a sUA of G 6 mg/dl was
significantly greater in both febuxostat groups com-
pared to placebo. About 2/3 of patients assigned to
the 40–80 mg group, had a dose titration to 80 mg
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once daily at 1 month. No safety concerns were
reported [52].

Based on these data, febuxostat is currently approved
in the USA at a dose of 40–80mg for patients with eGFR
30mL/min and above. Those with eGFR 10–29mL/min
can receive a dose up to 40mg per day. Febuxostat is not
approved for use in CKD stage 5 or in ESRD [53] though
a case series of 17 ESRD patients reported on its use
starting at 10 mg daily [54].

Uricosurics: Not Effective in Moderate to Severe CKD
Probenecid, benzbromarone, and lesinurad inhibit
urate anion transporters located in the renal proxi-
mal tubule, and as such increase serum urate excre-
tion by preventing tubular resorption. These may not
be used in patients with high uric acid excretion, or
those with nephrolithiasis given the risk of further
precipitating stones, and must be taken with large
amounts of fluids. Benzbromarone is not available
in the USA and will not be discussed further in this
review but may be used in patients with eGFR 9 30
mL/min. Very little information is available on the
use of probenecid in patients with CKD and gout.
The ACR 2012 Gout Guidelines do not recommend
its use in patients with eGFR G 50 mL/min [36].
Combining it with allopurinol may provide addi-
tional urate lowering effects in patients with CKD.
A study of 20 patients with gout on a stable dose of
allopurinol (100–400 mg/day) not at target sUA,
assessed the effect of adding probenecid in incre-
mental dosing, and included five subjects with an
eGFR G 50 mL/min. All patients with renal impair-
ment had an observed reduction in their sUA, and all
but one patient achieved target sUA with combina-
tion therapy [55].

Lesinurad inhibits URAT-1 and OAT-4, major api-
cal transporters for uric acid [56]. In pharmacologic
studies, mild, moderate, and severe renal impair-
ment increased lesinurad area under the curve plas-
ma levels. Lower renal clearance and urinary excre-
tion of lesinurad were related to the degree of renal
impairment [57]. Lesinurad must be given in combi-
nation therapy with allopurinol, as monotherapy is
associated with acute kidney injury. Its use is restrict-
ed to patients with eGFR 9 45 mL/min [58]. In a
phase 3 clinical trial comparing allopurinol with
placebo, to allopurinol with lesinurad 200 mg or
400 mg, 19% of subjects had an eGFR 30–60 mL/
min. Mean allopurinol dose was 300 mg/day. Statis-
tically, more patients in the lesinurad subgroups
achieved target sUA, and renal function remained
stable across all treatment groups [59].

Pegloticase: Expensive but Key in Refractory Cases
Pegloticase is a PEGylated recombinant form of urate-
oxidase enzyme and is approved for the treatment of
refractory gout. It is administered intravenously at a dose
of 8 mg every 2 weeks, with no dosage adjustment
required in CKD. Long-term efficacy and safety up to 3
years has been reported in 149 patients in an open-label
extension study. The drug was well tolerated, and severe
infusion reactions were related in 90% patients to sUA
exceeding 6 mg/dl prior to receiving the infusion. Treat-
ment was associated with sustained improvement in
tophi size and number of gout flares [60]. A post hoc
analysis of two replicate phase 3 trials and their long-
term open-label extension that included 83 patients
with moderate to severe CKD found no difference in
pegloticase safety according to degree of CKD [61].

Conclusion

Gout is the most common cause of inflammatory arthritis in men, and its
incidence has been rising across the world as the population continues to age
and patients survive their chronic comorbidities [62]. Poorly controlled gout
impairs quality of life, overall function, and work productivity [63] so that
adequate treatment is imperative. Careful assessment of each patient’s comor-
bidities, with particular attention to concomitant kidney disease, and medica-
tions taken for the co-management of heart disease, hypertension, and diabetes
mellitus is necessary in selecting the safest medication regimen for each patient.
Furthermore, patient education and engagement is critical in sustaining
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medication adherence and long-term treatment success. The added CKD co-
morbidity increases the complexity of medical treatment in both acute and
maintenance phases but successful outcomes can be achieved.
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