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Korean Guidelines for the Management of Gout
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Abstract

Gout is the most common arthritis with increasing prevalence worldwide. The present
treatment guideline provides recommendations on the appropriate treatment of acute gout,
management during inter-critical period, prevention of chronic complication and treatment of
asymptomatic hyperuricemia. The guideline was developed based on evidence-based medicine
and the draft recommendations were finalized after expert consensus. This guideline is designed

to provide clinicians with clinical evidence to enable efficient treatment of gout.
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Table 1. Level of Evidence and strength of recommendation

Class Explanation

High We are very confident that the true effect lies close to that of the estimate of the effect.
We are moderately confident in the effect estimate: the true effect is likely to be close to the estimate of the

Moderate . A o . .
effect, but there is a possibility that it is substantially different.

Low Our confidence in the effect estimate is limited: the true effect may be substantially different from the
estimate of the effect.

Very low We have very little confidence in the effect estimate: the true effect is likely to be substantially different

from the estimate of effect.

Grade classification

Explanation

Strong for

Weak for

Weak against

Strong against

No recommendation

The benefit of intervention is greater than harm with high or moderate level of evidence, which can be
strongly recommended in most clinical practice

The benefit and harm of intervention may vary depending on the clinical situation or patient/social value. It
is recommended conditionally according to the clinical situation.

The benefit and harm of intervention may vary depending on the clinical situation or patient/social value.
Intervention may not be recommended in clinical practice

It is not possible to determine the recommendation direction owing to a lack of evidence or discrepancy of
result. Thus further evidence is needed.

RCT; randomized controlled trials, SR; systemic review

Table 2. Recommendations

Recommendations LoE SoR

1. 24 2= SESH|(NSAD, colchicine, steroid)Q] 52 S5sI22, JiE 8kl QYEZE 12{510d

Low Weak for

e S SN SEEEA SHEM 2uMSIHIL] SA FHE 1

st & oirt Low Weak for
3. RHX‘I%I‘I‘”% APS"%EF [[H. % HEP&% 01|':35f7| 'cl)'lgH colchicine %1%50:‘% _T'_Eﬂ@'l:l' Moderate Weak for
4. SSZEXIOM QAKISIA AFBAl 5 24t s=5 6 mg/dL 0|2t 2 |X|sh= AS 12t Low Weak for
5. SSEAIM LK 6HA| XIRE ST 22, U2 YHo| AeB=E X|&EX F0E Tmaisicth Very low  Weak for
6. O ZAXFM SIT0IM THE AMSts A AXKQ SLMHESEIN MEi2 282o| SiXtolA F/SlsidsS
- ~ Very low No rec.
edsto] AHsCt

7. 24M5HHIE SEEXIIA 2RI AVs B3 St ooz EWst 2XiZ0|Lt 27[50]| glest

= SSEX0IM ARZS ESiT,

==

High Strong for

Rec., recommendation.
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