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Rising Gout, Life Threatening Public Enemy
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Gout is an inflammatory arthritis characterized by re-
current attacks of inflammation caused by precipitation of
monosodium urate crystals (MSU) in the joint and is asso-
ciated with impaired quality of life. The incidence and
prevalence of gout is increasing world wide due to the in-
creasing size of the elderly population, kidney disease, diu-
retic use, dietary changes, and obesity. Furthermore,
emerging evidence suggests that gout is strongly associated
with metabolic syndrome and may lead to myocardial in-
farction, type 2 diabetes mellitus, and premature death.
Urate nephropathy is also increasing. Thus, the overall dis-
ease and the economic burden of gout is substantial and
increasing sharply. Although traditional urate lowering
agents including allopurinol, probenecid, and benzbromar-
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one have been available for many years, questions still re-
main about the optimal dosing regimen. Many patients re-
main undertreated for this potentially curable disorder.
Fortunately, more scientific data and evidence for proper
management of gout are available. Renewed interest in
gout has led to advances in dietary advice and develop-
ment of new therapeutic options. The importance of risk
factors for gout should be emphasized and patients with
gout and hyperuricemia should be educated so that they
can achieve a good quality of life and longevity. In this
review, the comorbidity, mortality, and economic burdens
of gout will be presented. In addition, the importance of
proper management and patient education will be stressed.
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Table 1. Unadjusted and age-adjusted comparison of the prevalence of gout and hyperuricemia among US adults between NHANES-III

(1988 ~1994) and NHANES 2007 ~2008*

NHANES-III NHANES 2007 ~2008 Difference
Prevalence of gout
Unadjusted 2.7 (2.3, 3.0) 39 (3.3, 4.4) 1.2 (0.6, 1.9
Age-adjusted 29 (25, 3.3) 3.9 (3.4, 4.5) 1.0 (04, 1.7)
Prevalence of hyperuricemia
Unadjusted 18.2 (17.2, 19.3) 21.4 (19.7, 23.2) 32 (12, 52)
Age-adjusted 19.1 (18.1, 20.0) 21.5 (20.1, 23.0) 2.4 (0.7, 42)

Mean serum urate level, mg/dL
Unadjusted
Age-adjusted

5.33 (5.29, 5.37)
5.36 (5.32, 5.40)

5.48 (5.41, 5.55)
5.49 (5.44, 5.53)

0.15 (0.07, 0.24)
0.13 (0.07, 0.18)

*Values are percent (95% confidence interval). The data were adjusted for clusters and strata of the complex sample design of the
National Health and Nutrition Examination Survey (NHANES) 2007 ~2008, with incorporation of sample weights.



236

Al BZbsle oA kA e] Wkt whelA] EFe] 7HA

T XA Fell izl st 9ot £3] ik
A 2ol ol $F HATAN AL A &
9xl‘C chekgt Aglo] ERkElx AdES SVHAZIYE A
AT Fo| 5 BA =AU Folel a3
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o g8l FHoR TRY 4 ek $E} DA NEA
Q #AL] T2 AT Aol

HAEEE
WAZFTS AR Y3 Furgel AR 5 9)

= ofa] 98 IR Aol Al AL olu]
st IHA A= i’.: X (metabolic syndrome X) ¥+ A4+
N AFE % (cardiometabolic syndrome), 53 X (syndrome
X), ¢l %l #3853 < (insulin resistance syndrome, IRS), ]

HIZ 3 7 (Reaven’s syndrome) 5225 4#A gt} 714
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Figure 1. Patients with gout typically harbor multiple comor-
bidities. The prevalence of having O to 7 associated comorbidities
was determined among patients with gout in each of the 3 defined
cohorts.
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Figure 2. Gout conveys increased mortality.
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