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Editorial

Is Remission a Valid
Target for Gout?

The ideal aim of treatment in any disease is to achieve a cure.
This is feasible in most infectious diseases, but in many
chronic diseases — such as rheumatoid arthritis (RA),
systemic lupus erythematosus (SLE), or psoriasis — a cure
is not yet possible. Available treatments can only hope to
decrease disease activity, leading to the disappearance of
symptoms and avoiding or minimizing its progression and
consequences. This state has received the name of remission;
its definition in the Merriam-Webster Medical Dictionary1 is
“a state or period during which the symptoms of a disease are
abated.” Remission and cure are, thus, different aims. In the
report by Alvarado-de la Barrera, et al2, in this issue of The
Journal, recently developed Preliminary Criteria for the
Remission of Gout — which have not undergone further
validation — have been applied to patients with gout
attending a tertiary center in Mexico. The characteristics of
these patients have been described previously3 as coming
from a low socioeconomic background and being particularly
noncompliant, having poorly managed, very severe gout, and
treating their symptoms with self-prescribed glucocorticoid
monotherapy4, a therapy associated to the early appearance
of tophi5,6. However, is the concept of remission applicable
to gout?
    In gout, current imaging techniques — particularly sono-
graphy and dual-energy computed tomography — have
increased our understanding of the disease. They have shown
the monosodium urate (MSU) crystal deposits in different
sites and allow the monitoring of their decrease and confir-
mation of their disappearance after appropriate serum urate
(SU) lowering treatment7,8. Disappearance of MSU crystals
from synovial fluid of index joints has also been proven9.
Therefore, gout is now considered curable10. 
    Standards of gout management are known to be poor11,
and the term remission might mislead some readers into
believing that eliminating symptoms is an acceptable aim for
gout treatment. Although the definition of gout remission
includes a target SU of < 6 mg/dl, a value at which MSU

crystal deposits are already dissolving, current guidelines
recommend lower targets12 for different subgroups of gout
to achieve faster crystal elimination, especially in patients
with severe gout such as those recruited in the current paper.
Remission criteria fail to take this into account. Additionally,
to achieve remission, tophi must not be present. If both these
criteria are met (target SU and disappearance of previously
present tophi), then the patient is on the way toward crystal
dissolution, and therefore a cure. However, that point might
not have been reached yet. Finally, remission requires that 3
symptom-based criteria must be achieved: no flares, mild
pain, and good patient global assessments. These can be
achieved through other management approaches, such as
flare prophylaxis with colchicine, even in the absence of
urate-lowering drugs. Remission is a state that most patients
will go through on their way to complete crystal dissolution,
but some patients with severe gout, even when “cured,”
could maintain high pain scores due to irreversible
gout-related joint damage, thereby never achieving remis-
sion. Information on which remission criteria were not met
in the severe gout group would have perhaps given further
insight on this reality. It would be unwise for the concept of
remission to become a widespread aim in the clinical
management of gout and should be kept for clinical trials for
which the preliminary gout remission criteria were designed.
Unfortunately, criteria are frequently used for aims different
from those for which they were developed. The classification
criteria for RA or SLE are commonly, albeit inappropriately,
used for diagnosis, and the (allowed) continued use of the
1977 “preliminary criteria for the classification of the acute
arthritis of primary gout”13 in clinical trials, despite its
proven uncertainties14,15, is to be noted.
    Perhaps, for the type of patients seen at the Hospital
General de México Eduardo Liceaga and similar patient
cohorts and circumstances, the concept of remission may be
useful. These patients are of a low socioeconomic back-
ground and live in areas of Mexico City with its particular
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health culture. Gout is frequently familial because of genetic
or common familial lifestyles, often starts at a young age,
and may become tophaceous early, likely because of the
continued use of corticosteroids. Patients self-treat with oral
or parenteral glucocorticoids to carry on with their daily
activities and only seek hospital care if they are irresponsive
to this self-treatment. Commonly, they have received gluco-
corticoids for a prolonged time. Having conversed several
times with Dr. Vazquez-Mellado about her patients and
attended her clinics, I note 2 particularly relevant comments
of hers: that corticosteroids are the cheapest freely available
medication for gout in Mexico (and other countries; allo-
purinol being more expensive), and that after the symptoms
are properly controlled and they feel able to return to work,
patients are lost to followup. Perhaps some of the high
number of patients lost to followup could have fulfilled the
preliminary criteria for remission. Therefore, in this context
and for this patient population, the concept of remission,
describing a modest but acceptable disease state, might be
informative. 
    Finally, these patients with such severe, untreated
advanced gout (and others similar at other sites16) remind us
of the times when gout had no effective treatment. Before
glucocorticoids, only colchicine and aspirin were available
and only dietary modifications could be recommended to
attempt to reduce SU levels. In those times, gout was an
incurable, terribly invalidating disease for many patients. As
in other rheumatic diseases, glucocorticoids brought a mirac-
ulous remedy for gout flares17, and its use sometimes needed
to be continuous when gout manifestations made it necessary,
showing later the inadequacy of this approach. Thankfully,
those times are past in many countries and urate-lowering
therapies are widely available, making total crystal disso-
lution and cure achievable. Worldwide inequity is patent in
many rheumatic diseases18 and has now become blatantly
clear in gout as well. 
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