
✓ Corticosteroids are usually considered where use of an NSAID or colchicine is contraindicated 
or in refractory cases. 

✓ They may be given intravenously, intramuscularly or direct into a joint (intra-articular) when 
only one or two joints are affected. 

✓ In patients with a monoarthritis, an intra-articular corticosteroid injection is highly effective in 
treating an attack.

✓ Two different dosing strategies for oral corticosteroid therapy (prednisone or prednisolone) in the 
treatment of acute gout:

• 0.5 mg/kg daily for 5 to 10 days followed by abrupt discontinuation or
• 0.5 mg/kg daily for 2 to 5 days followed by tapering for 7 to 10 days

✓ A hypothetical risk exists for a rebound attack upon steroid withdrawal; therefore, gradual 
tapering is often employed when discontinuing steroid therapy. 

✓ The adverse effects of corticosteroids are generally dose and duration dependent. 



✓ Interleukin-1 inhibitors: IL-1β is critically associated with the inflammatory response induced 
by monosodium urate crystals. 

✓ Anakinra and canakinumab, have demonstrated efficacy in the treatment of acute gout. 

✓ The EULAR and ACR guidelines suggest that IL-1 inhibitors can be considered for treatment of 
severe acute gout attacks refractory to other treatments. 

Management of chronic gout: 

✓ The presence of hyperuricaemia is not an indication to commence prophylactic therapy. 

✓ Some patients may only experience a single episode and a change in lifestyle, diet or concurrent 
medication may be sufficient to prevent further attacks. 

✓ Patients who suffer one or more acute attacks within 12 months of the first attack should 
normally be prescribed prophylactic urate-lowering therapy.



✓ There are, however, some groups of patients where prophylactic therapy should be instigated 
after a single attack. These include individuals with uric acid stones, the presence of tophi at first 
presentation and young patients with a family history of renal or cardiac disease. 

✓ Prophylactic treatment should not be initiated until an acute attack of gout has completely 
resolved.

✓ Once started, prophylactic treatment should be continued indefinitely even if further acute attacks 
develop. 

✓ Drugs that lower serum uric acid can be classified into three groups according to their 
pharmacological mode of action. 





✓ Xanthine oxidase inhibitors )allopurinol and febuxostat(: xanthine oxidase catalyses the oxidation 
of hypoxanthine to xanthine and subsequently xanthine to uric acid. 

✓ Allopurinol is the prophylactic agent of choice in the management of recurrent gout. 

✓ In order to become pharmacologically active, allopurinol must be metabolised by the liver to 
oxypurinol. Oxypurinol has a much longer half-life than allopurinol, 14–16 h compared to 2 h. 

✓ In patients with normal renal function, the starting dose is 100 mg/day; this is gradually increased 
in 100-mg increments every 2–5 weeks until the optimal serum urate level or the maximum dose 
is reached) maximum dose is 800 mg/day(.

✓ A decrease in serum urate will occur within a couple of days of introducing allopurinol therapy 
with a peak effect at 7–10 days. 

✓ The dissolution of tophi may take up to 6–12 months with effective therapy. 



✓ Approximately 3–5% of patients treated with allopurinol suffer from an adverse reaction. 

✓ Mild adverse effects as skin rash, leukopenia, GI problems, headache, and urticaria can occur 
with allopurinol administration. 

✓ A more severe adverse reaction known as “allopurinol hypersensitivity syndrome”, which 
includes severe rash (toxic epidermal necrolysis, erythema multiforme, or exfoliative dermatitis), 
hepatitis, interstitial nephritis, and eosinophilia.

✓ Risk factors associated with the development of allopurinol hypersensitivity included female 
gender, age above 60 years, initial starting dose of allopurinol exceeding 100 mg/day, kidney 
disease, CV disease, and use of allopurinol for treatment of asymptomatic hyperuricemia. 

✓  The dose of azathioprine or mercaptopurine should be reduced to approximately a quarter of the 
normal dose when co-prescribed with allopurinol. 

✓ In addition, full blood counts should be performed at regular intervals to identify potential 
toxicity. 



✓ Febuxostat is a more selective and potent inhibitor of xanthine oxidase than allopurinol and has 
no effect on other enzymes involved in purine or pyrimidine metabolism. 

✓ It is licensed for the treatment of chronic hyperuricaemia in conditions where urate deposition 
has already occurred including a history, or presence of, tophus and/or gouty arthritis. 

✓ It is recommended as a secondline agent in patients who are intolerant of allopurinol or have C/Is

✓ The increased potency and good oral bioavailability of febuxostat leads to rapid decreases in 
serum uric acid levels permitting the testing of levels 2 weeks after starting therapy or adjusting 
the dose. 

✓ Febuxostat should not be given to patients with IHD or CHF because of CV side effects. 

✓ When initiating therapy with febuxostat, gout flare prophylaxis should be prescribed.

✓ The most common adverse effects include respiratory infection, diarrhea, headache and liver 
function abnormalities. 



✓ The use of febuxostat is not recommended in patients concomitantly treated with mercaptopurine 
or azathioprine and theophylline, serum levels of theophylline should be monitored. 

✓ Febuxostat is more effective than fixed-dose allopurinol 300 mg in lowering uric acid 
concentrations in trials of up to 40 months' duration. However, a reduction in the incidence of 
episodes of acute gout has not been demonstrated. 

✓ Uricosuric agents (probenecid & lesinurad) increase uric acid excretion primarily by inhibiting 
post-secretory renal proximal tubular reabsorption of uric acid from filtered urate in the kidney. 

✓ They are indicated as second-line agents in those who are urate under-excreters and are 
dependent on the patient having an adequate level of renal function. 

✓ These agents should be avoided in patients with urate nephropathy or those who are over 
producers of uric acid due to the high risk of developing renal stones. 

✓ Patients receiving a uricosuric agent are required to maintain an adequate fluid intake.



✓ Probenecid is given initially at a dose of 250 mg twice a day for 1 to 2 weeks and then 500 mg 
twice a day for 2 weeks. Thereafter, the daily dose is increased by 500-mg increments every 1 to 2 
weeks until satisfactory control is achieved or a maximum dose of 2 g is reached. 

✓ Probenecid can inhibit tubular secretion of other organic acids; so, increased plasma concentrations 
of penicillins, cephalosporins, sulfonamides, and indomethacin can occur. 

✓ Lesinurad is approved as combination therapy with a xanthine oxidase inhibitor for treatment of 
hyperuricemia associated with gout in patients who have not achieved target serum UA 
concentrations with xanthine oxidase inhibitor monotherapy. 

✓ Lesinurad carries a black box warning which highlights the increased risk of acute kidney injury 
when used in the absence of xanthine oxidase inhibitor therapy. 

✓ The only approved dose of lesinurad is 200 mg daily due to increased risk of renal events when used 
at higher doses.

✓ Lesinurad should not be used in patients with creatinine clearance less than 45 mL/ min.



✓ Pegloticase (PEG-uricase): is a pegylated, recombinant form of uricase. 

✓ It works to reduce serum uric acid by converting uric acid to allantoin, a water-soluble and easily 
excreted substance.

✓ It has demonstrated efficacy in reducing serum UA and resolving tophi in patients with severe 
gout & hyperuricemia (UA ≥ 8 mg/dL) who have failed or have a contraindication to other ULT.

✓ The IV infusions of pegloticase must be given over no less than 2 hours every 2 weeks, a 
potential inconvenience to many patients.

✓ The use of PEG-uricase has been associated with severe infusion reactions in a small minority of 
patients; this and its high cost are likely to limit its use. 

✓ Immunogenicity issues associated with pegloticase therapy may limit the duration with which 
pegloticase therapy may be used effectively (pegloticase antibodies resulted in a loss of efficacy 
by month 4).



Algorithm for management of hyperuricemia in gout. ( Algorithm derived from 2017 ACP, 2016 EULAR and 2012 ACR 
gout guidelines. )









Starting ULT during a flare has conceptual benefits, including the time efficiency offered by initiating therapy 
during the concurrent flare visit rather than risking the patient not returning for ULT initiation. Furthermore, 
input from the Patient Panel emphasized that patients are likely to be highly motivated to take ULT due to
the symptoms related to the current flare. However, concerns about starting ULT during a flare include 
potential extension or worsening of a flare, as well as the possibility of information overload for patients, 
which may lead to conflating flare management and long-term ULT. Two small RCTs and an observational 
study support the hypothesis that starting ULT during a flare does not significantly extend flare duration or 
severity. Input from the Patient Panel, citing their own ability to simultaneously process information related to 
flare treatment and ULT initiation together, along with their preference to start on a treatment path sooner to 
prevent future flares, influenced the final recommendation. As with all conditional recommendations, there 
may be patient factors or preferences that would reasonably support the alternative of delaying ULT 
initiation until the flare has resolved.









✓ Preventing gout flare:

• It is important to inform patients about the disease, its curable nature, the aims of drug therapy 
and how to prevent and handle flares. 

• The need for dietary and lifestyle changes should also be stressed. 
• In over-weight patients, gradual weight loss should be encouraged.
• Low purine diets are difficult to adhere to.
• The importance of avoiding or reducing alcohol consumption should also be emphasised. 
• The patient should be clear on what dose to take, when to initiate therapy, how long to take the 

medication for and any possible side effects to look out for. 
• The patient should also be advised to avoid certain OTC medicines which may exacerbate an 

attack as the use of aspirin as an analgesic. 
• Those taking long-term prophylactic therapy need to understand the importance of continuing 

therapy despite being asymptomatic. 
• They should avoid running out of medication, as a short gap in therapy may precipitate an attack. 
• Patients receiving uricosuric agents should be advised to maintain a fluid intake of at least 2 

L/day to reduce the risk of uric acid stone formation in the kidneys.







✓ Evaluation of Therapeutic Outcomes:

• Baseline blood work for patients receiving hypouricemic medications chronically should include 
kidney function, liver enzymes, CBC, and electrolytes. 

• During titration of ULT, uric acid should be monitored every 2 to 5 weeks; once the urate target 
is achieved, uric acid should be monitored every 6 months.

• Because of the high rates of comorbidities associated with gout, including DM, CKD, HTN, 
obesity, MI, HF, and stroke, elevated uric acid concentrations or gout should prompt evaluations 
for signs of CV disease and the need for appropriate risk reduction measures.













Starting from this slide, material is just for your own knowledge.
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