
90 Georgios Iliopoulos

ACHAIKI IATRIKI April - June 2024, Volume 43, Issue 2 

been attributed to gout after performing dual-energy 
CT, which uncovered MSU crystals accumulating in the 
spine. However, higher cost dictates that dual-energy 
CT should be used sparingly [42]. 

treAtMent And follow-up
Gout treatment revolves around three main axons, 

non-steroidal anti-inflammatory drugs (NSAIDs), cor-
ticosteroids (CS) and colchicine [43]. One therapeutic 
measure is not necessarily better than the other and 
physicians should follow an individualized approach 
[44]. NSAIDs, albeit a valid option for younger relatively 
healthy individuals, should be avoided in patients with 
many comorbidities, most notably cardiovascular dis-
ease (CVD) or CKD [45,46]. If NSAIDs are chosen as the 
drug of choice though, their full anti-inflammatory dose 
should be prescribed for one week approximately and 
not just symptomatic treatment [47]. CS, at a dose of 
0.5mg/kg of bodyweight, can be effective for treating 
gout flare. Parenteral CS can possibly lead to faster flare 
resolution and constitute a more practical approach as 
they can be administered intramuscularly (IM) in the 
form of betamethasone or triamcinolone once or twice 
throughout the gout attack [48]. Nonetheless, patients 
with uncontrolled or poorly monitored diabetes should 
avoid CS [49]. Colchicine remains the cornerstone of gout 
flare treatment and prophylaxis [50]. When choosing to 
use colchicine, a tablet of 1mg must be administered at 
the time of gout flare diagnosis and 0.5mg 1 hour after 
the first pill. Then, 0.5mg can be given once or twice daily 
for a week or longer if prophylactic therapy is needed. In 

that case, colchicine should be prescribed as prophylaxis 
along ULT until the target of serum UA below 6mg/dl 
is reached and the patient is without flare for at least 1 
month [51]. Recently, we have proven that IM tetracos-
actide, an ACTH analogue, showed favorable therapeutic 
outcomes in hospitalized patients with gout [52]. That 
should come as no surprise, since ACTH as a drug is ap-
proved by the Food and Drug Administration (FDA) in 
gout [53]. Except for cortisol production mobilization, 
the mechanism of action of tetracosactide pertains 
to a potent anti-inflammatory effect stemming from 
melanocortin receptor (MCR) binding, especially MC3R. 
The cortisol produced, along with the anti-inflammatory 
action of tetracosactide, makes this agent a plausible 
alternative to GCs. Anakinra, an IL-1 receptor antagonist, 
administered subcutaneously (SC) at a dose of 100mg 
daily, can be reserved for severe gout flares in patients 
with heavy comorbidity burden, which does not allow 
for the usual therapeutic agents [54]. Albeit effective 
for gout flares, anakinra should be used sparingly due 
to high cost-to-benefit ratio. Canakinumab, a selective 
IL-1β blocker, constitutes another potent therapeutic 
option in severe gout [55]. Nevertheless, canakinumab 
is directed towards special cases due to high cost.    

Once gout flare is resolved, decisions regarding 
hyperuricemia must be made. All patients with even 
one gout attack in their lifetime should be assessed for 
comorbidities creating a hyperuricemic environment, 
especially cardiometabolic disease. Nevertheless, pa-
tients with very sporadic gout attacks may not need 
ULT [56]. However, more than two flares per year and 

Table 1. Gout Differential Diagnosis.

GOUT MIMIC FEATURES

Septic arthritis Acute monoarthritis. High grade fever, prosthetic joint or bacterial infection history. Joint fluid aspiration 
and synovial culture are necessary.

Osteomyelitis Subacute onset, extra-articular involvement, bone oedema in MRI and positive bone culture. 

Cellulitis Extra-articular localization. Skin and soft tissue involvement.

CPPD arthropathy Very similar to gout. Rhomboid crystals on polarized light microscopy.  Association with 
endocrinopathies. Usually elderly over the age of 65 years.  Chondrocalcinosis is a common finding in 
X-rays.

Osteoarthritis (OA) Chronic onset, absence of inflammation in blood or synovium.  Joint pain worsens during daily activities 
and recedes with rest. OA evident in plain radiographs.  

Rheumatoid Arthritis Subacute onset, frequently symmetrical polyarthritis and longer symptom duration.  Rheumatoid nodules 
can be mistaken for tophi. 

Psoriatic Arthritis Often coexists with gout. Higher incidence of gout. Skin disease and more gradual onset of arthritis can 
pinpoint PsA exacerbation. 




