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Purpose: This study was conducted to investigate the prevalence and risk of gout in healthy workers.
Methods: This cross-sectional analysis was conducted in 1,876 subjects (1,515 men and 361 women) enrolled in the Healthy Worker
Cohort Study at Daegu, South Korea. Relationships between serum uric acid levels and independent risk factors were evaluated using

multiple linear regression analysis after adjustment for covariates.

Results: Among study participants, the prevalence of gout was 22.9% in men and 2.5% in women (based on a serum uric acid level
>7.0 mg/dL for men and > 6.0 mg/dL for women). Among men, increased ALT, GGT, total cholesterol, and triglycerides were associated
with increased risk of gout (p < 0.05) by multiple linear regression analysis; however, increased age and HDL-cholesterol/triglyceride ratio
were associated with decreased risk of gout (p<0.05). In women, increased triglycerides were associated with increased risk of gout

(p<0.05).

Conclusion: Our findings suggest that increased triglycerides were significantly associated with the risk of gout in men and women.
Moreover, a high HDL-cholesterol/triglyceride ratio in men may reduce the risk of gout.
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Table 1. The prevalence of gout by gender

Gender No. of subject No. of hyperuricemia® Prevalence (%)
Men 1,515 347 229
Women 361 9 25

*gout (men 7 [mg/dL] <, women 6 [mg/dL] <)

Table 2. Frequency distribution of study subjects by gender

) Men (N=1,515) Women (N=361)
Independent variable : :
No. of subject % No. of subject %

Age (year)

20-29 182 12.0 42 1.6

30-39 476 314 68 18.8

40-49 440 29.0 185 51.2

50-59 356 235 62 17.2

60-69 61 40 4 1.1
Smoking

No 742 49.0 339 93.9

Yes 773 51.0 22 6.1
Alcohol drinking

No 402 26.5 215 59.6

Yes 1,113 73.5 146 404
Vigorous exercise

No 1,285 84.8 320 88.6

Yes 230 15.2 41 14
Moderate exercise

No 1,274 84.1 298 82.5

Yes 241 15.9 63 175
Mild exercise

No 996 65.7 226 62.6

Yes 519 343 135 374
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Table 3. The prevalence of gout by independent variable and gender

Men Women

Independent No.of No.of

vanable hyperuricemia Prevalence hyperuricemia Prevalence

/No. of (%) /No. of (%)
subject subject

Age (year)*

20-29 56/182 30.8 2/42 4.8

30-39 115/476 242 1/68 1.5

40-49 99/440 225 4/185 2.2

50-59 69/356 194 2/62 32

60-69 8/61 131 0/4 0.0
Smoking

No 184/742 248 9/339 2.7

Yes 163/773 211 0/22 0.0
Alcohol drinking

No 82/402 204 6/215 2.8

Yes 265/1,113 238 3/146 2.1
Vigorous exercise

No 286/1,285 223 7/320 22

Yes 61/230 26.5 2/41 49
Moderate exercise

No 290/1,274 228 7/298 2.3

Yes 57/241 237 2/63 32
Mild exercise

No 221/996 222 4/226 1.8

Yes 126/519 243 5/135 3.7

*p<0.05 by Chi-Square test.

Table 4. Correlation coefficient of uric acid and independent variable
by gender

Independent Variable Uricacid
Men Women

AST (unit/liter) 0.09* 0.17*
ALT (unit/liter) 0.18" 0.18"
GGT (unit/liter) 0.14* 0.18"
HDL-cholesterol (mg/dL) -0.11" -0.04
Total-cholesterol (mg/dL) 0.14 0.17*
Triglyceride (mg/dL) 0.20° 0.19
Glucose (mg/dL) -0.05 0.05
HDL-C/Total-C -0.15" -0.15*
HDL-C/Triglyceride -0.19 -0.14*

AST: aspartate aminotransferase, ALT: alanine aminotransferase, GGT: gamma-
glutamyl transpeptidase, HDL-C: HDL-cholesterol, Total-C: total cholesterol.
"p<0.05.
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Table 5. The result of multiple regression analysis by gender

Men \Women

B t B t
Age (year) -0.19 -7.34" - -
AST (unit/liter) -0.05 -1.32 0.05 0.45
ALT (unit/liter) 0.11 3.03" 0.07 0.59
GGT (unit/liter) 0.07 2.45 0.08 127
HDL Cholesterol (mg/dL) -0.06 -1.07 - -
Total Cholesterol (mg/dL) 0.12 274" 0.09 1.41
Triglyceride (mg/dL) 0.08 2.54" 0.15 2.09"
HDL-C/Total-C 0.06 1.08 -0.04 -0.51
HDL-C/Triglyceride -0.11 -2.60 0.03 0.36
Adjusted R? 0.1 0.06
Fvalue 20.7 44

AST: aspartate aminotransferase, ALT: alanine aminotransferase, GGT: gamma-
glutamyl transpeptidase, HDL-C: HDL-cholesterol, Total-C: total cholesterol.
*p<0.05.
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