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Abstract

This research aimed to identify the correlation between the metabolic syndrome, which is one
of the cardiovascular risk factors and emerging as an issue in the society, and the serum uric
acid level. The research was conducted on a total of 1,444 patients who took a medical
examination at a health examination center. The research subjects were composed of 977 men
and 467 women. By conducting physical measurement and the blood test on the subjects, the
research identified the correlation between the serum uric acid level and the metabolic syndrome
and compared the number of the risk factors by dividing the class of the serum uric acid.

The average level of serum uric acid was identified higher in men at 6.30£1.39 mg/dL than
4.43+0.89 mg/dL in women. Men had a correlation between age, waist size, systolic blood
pressure, neutral fat, HDL-cholesterol, WBC count and ESR and the serum uric acid level
(p<0.05), while women had a correlation between waist size, diastolic blood pressure level,
neutral fat, HDL-cholesterol and ESR and the serum uric acid level (p<0.05). The number of the
risk factors depending on the serum uric acid level increased as the serum uric acid level rose.
The overall prevalence rate of the metabolic syndrome was higher in men at 17.4% than 10.2%
in women. This showed that there is a statistically relevant relevance between the metabolic
syndrome and the serum uric acid level, and the number of the risk factors of the metabolic
syndrome will go up with an increase in the serum uric acid level.
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H 1. Characteristics of the study population

ltem Male Female t-test | p-value
Total (n) 977 467

Ages 41.63+6.29 | 35.75+6.61 | 16.343 | <0.001
Uric acid
(mg/dL) 6.30+1.39 | 4.43+0.89 | 30.913 |[€0.001

WC (cm) 82.91+10.18|80.11+9.23 | 5.046 |¢0.001
SBP (mmHg) | 119.69+10.51 [115.86%9.05| 6.757 |<0.001
DBP (mmHg) | 75.63%7.21 | 71.77+7.02 | 9.595 |<0.001

Triglyceride
(ma/dL) | 16420102.76(93.43+50.23) 17.598 | (0.001
HDL—cholesterol
+ + -
mardL) | 41.14£7.91 [50.53£10.71|-16.876 (0.001
Glucose
(majdL) | 90-14+17.9686.60+15.22| 3.898 | <0.001
BUN (mg/dL) | 13.30+3.39 | 11.46+2.78 | 10.897 | 0.001
Creatinine
(maldL) 0.95+0.20 | 0.67+0.10 | 36.309 | (0.001
AST (U/L) | 26.46+13.27]19.99+6.79 | 12.244 | (0.001
ALT (IU/L) | 31.14%27.82[15.72+10.19] 15.315 | <0.001
GGT (U/L) |45.60+43.46[19.06+36.37] 12.158 | (0.001
Total
Cholesterol | 199.99+35.11 | 187.58+31.15| 6.794 |(0.001
(mg/dL)
|DL-cholesterol 41 67435 0p [ 110.49+27.95| 12.958 | (0.001
(mg/dL)
CRP (mg/dL) | 0.16+0.40 | 0.11+0.29 | 2.042 | 0.042
WBC count | g 144162 | 6.1749.91 | 0.812 | 0.417
(k/uQ)
ESR (mm/hr) | 5.89+4.95 | 9.29+6.76 | -9.672 | (0.001

WC : waist circumference, SBP : systolic blood ressure, DBP :
diastolic blood pressure, AST : aspartate aminotransferase,
ALT : alanine aminotransferase, GGT : gammal(y )—glutamyl
transferase, CRP : High—sensitivity C-reactive protein, ESR :
erythrocyte sedimentation rate

7] &<, Triglyceride, HDL-cholesterol, WBC count,
ESRe] %74]31 o2 fofgt dHAAT AATHPp<0.05)
S sjEl=d, o19] dst, Triglyceride,
ESRo] % %%74]7} AATHP<0.05)[ 3 4].
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H 2. Correlation between serum uric acid and
investigated variables

H 4. Characteristics of the participants according
to serum uric acid level in women

Male Female ltem Female —vald
ltem Pearson valle Pearson —valie SUA range A B C D FP e
Atz |P s | P (mgd) | (<40 |40~<45)|457<5.1)]| (>5.)
Total (n) 977 467 Total (n) 136 122 108 106
Uric acid (mg/dL) 1.000 1.000 Ages 35.9+6.2 |36.5+7.1 | AHKO0 | (571 | 1.034 | Q377
Ages -0.110 | 0.001 | -0.037 | 0.426 WC (cm) | 77.947.6 | 79.1+82 | 798489 | 844+11.1 |11.457| Q001
WC (cm) 0.255 [€0.001| 0.251 | €0.001 SBP
1147490 [116.1+9.2| 1155191 | 1174488 | 199 | Q121
SBP (mmHg) 0.105 | 0.001 0.088 0.057 (mmHg)
DBP (mmHg) 0.061 | 0.059 | 0.122 | 0.009 OBF ) | 70647.2 | 721470 711366 | 75469 | 4ce0 |07
Triglyceride (mg/dL) | 0.200 [¢0.001] 0.188 | ¢0.001 (mmHg)
_ Triglycerid
(Hmfgll-ch)tholesterol ~0.067 | 0037 | 0105 | 0.023 e(ma/dL) |E5-3+42.7 |90.5:£502| 91.4+430 | 1092461.6| 5007 | 0002
Glucose (mg/dL) -0.015 | 0.649 | —0.042 | 0.360 HDL-chole 6110051 0% o B D .
CRP (mg/dL) 0.056 | 0.084 | 0.069 | 0.135 @f{gb PIOTLO PLOEIO) SO | A0RI3 1T
WBC count (k/u) 0.111 ] 0.001 | 0.079 | 0.089 Clucose
ESR (mm/hr) 0.109 | 0.001 0.107 0.021 (mg/dL) 88.0+19.8 86.5+14.2| & 7+11.7 | 868+125 | 0613 | 0607
WC : waist circumference, SBP : systolic blood pressure, DBP CRP
: diastolic blood pressure, CRP : High—sensitivity C-reactive (mg/dL) 0103 | 0101 | Q105 | Q1402 | 1.154 | Q37
protein, ESR : erythrocyte sedimentation rate. WBC t
i« /EE’)U 5.53:1.59 [5.52:£1.25| 568:H.40 |82342050| 1984 | Q116
_ o o , (ES/F:” 89475 | 84458 | 88+63 | 14470 | 458 | qo0n
H 3. Characteristics of the participants according mm/nr

to serum uric acid level in men

ltem Male
SUA range A (480 (55 D F | p-value
oo | («a0) | 50 | 42 15
Total () | 239 | 248 | 224 | 260
Ages féﬂ ié% i%i i%.% 7.924 €0.001
o | 985 | 457 | a5 | sog 28167 @001
(o) | 584 | w87 | s | e |4219) 0.008
(e | +o1 | 49 | xoq | aap |2540] 0055
T |48 T2 1885 oo
HDL-
eholesteral | 475 | 15 | 273 | 475 [4075| 0.007
(G*L:;C/%Tj 19211'?6 181%1?7 1910:'«;?1 19115;0 1.9041 0.127
(ot | 202 | 205 | 44 | o4 | 0825 0.480
i | i oa| +168| £ 86| +105| 2816| 0.038
)| wa | o1 | 245 | +og |3267| 0021

WC : waist circumference, SBP : systolic blood pressure, DBP
. diastolic blood pressure, CRP : High—sensitivity C-reactive
protein, ESR : erythrocyte sedimentation rate.

SUA @ Serum Uric acid, WC : waist circumference, SBP :
systolic blood pressure, DBP : diastolic blood pressure, CRP

High—sensitivity C-reactive protein, ESR : erythrocyte
sedimentation rate.

4. &Y U S HAESSE HeioikiE REE

Ao AE FEEU7 ASFAAE 31H AAT,
DM e Hoz Iy a4k SFol w WY F
7hatiom, Aot w3k ASHelAE 499 oAt D
SHAME TR ZUkEkdnk Triglyceridest
HDL-cholesterol& &% 8AF 527t vh& SHA L
=2 FYHES BIUE 5.

H 5. Prevalence of patients according to the

increasing number of metabolic risk
factors in men
SUA Bp
range | WC (cm) ( Triglyceride | HDL-Chol | Glucose
mmHg)
(mg/dL
A 31 49 98 95 18
B 37 48 91 99 12
C 62 59 108 102 12
D 82 77 149 122 17

A Grade : (4.8 mg/dL, B Grade : 4.8~¢5.6 mg/dL,

C Grade : 5.6~¢6.5 mg/dL, D Grade : =6.5 mg/dL

SUA : Serum Uric acid, WC : waist circumference, BP : blood
pressure.



17 No. 2

X| '17 Vol.

gk

[e]

]—E

xel
=4

7}

il o™, Solymoss 512812 #H - A

1

0
i

7}3

T X ] K N o No @ o W) M EE W R B N
o2 22 I S i e B N =R C R
g @ ® 2e FTED R o % B YT I o =
Qi3 ) oo 44 ) R X ~n ﬁﬁ% 9
iOTE 95 d DT WEramdm° w ¥ Lo 7 XK
29 YA BT o X o=y Eo ST E e =
ER 2% FEI P LA Neds OB 0 pIx s
N 147u.§ﬂol|dﬂdro#o ,l_ﬁluMﬁDﬂ@u%@JE
3?2 of _m%zo&oﬂ,ﬁVEmMLwﬂzo%wmﬁLovGrJau
c o 8o _ﬂ%eg%_@zM.WTlMu_wmﬂaaioﬂLHumangu
g3 9 o P E T E e DGR D w vk ow -
%%n.BN ﬂLoW,Dloglek.oNrﬁﬁongw‘_t.U_Lbo.m,_mmo
= o 048 ! o ok B < ) o i = B 9 I
%mmMm Mu,mamoﬂimﬂwii ﬂodﬁmmoiﬂua
o 2E5 B AR EsY o e nn T ooy
o 203 S VI B R S L o ST
o5 EI2 Nyl .ﬂnﬂu’ﬁ_oﬂﬂi.%m ﬂ%%.ﬂrﬂ@@ﬂr&%
Sy lur Rl & dxn g ™FLE ol dw
= 3o o = No =1 &~ N o9y = X Ko ™ oof K
5838 e S T S - B O I e R
388658 ™ LW T 5T e E L N R
X O+« e .LI_ ‘_.&E N8R B ‘_.«ma\;b
<o Kl 3 8 ook T T om R W ™ oo & o
N R S e N e . T LA
; H 22 s8ad B hus " Exmaxg
o R R I B I - B -l VI - I S
i = TR R T RH N W U w
T M K o x B R AR RN oR
T o mw £ 2 8 e N = I
Hon mo A ° 8 || || 5 of T M no o] wo s
%%ﬂom o ° J38 %_ﬂﬂo@%w%ﬂ
c _ S5 T To —
T T P 52 = 52¢ WMo AT e g2
= oJ mm (S I e I I Iy = fod - gn X N
otz B G E =1 B I I g IS R
<o 2 @ 1.3 oo o Mo 3 ™ 1
o 2 2% I 385 NI N SN g
woE ok S+ |=8|Y2l=|2|.58 G B N N
w A- P 25 2 293 < & = RS
owoa Tagc L& g2 ur_n%%ATdefr7
V]../lmiz pmm Dumg27 5G&.C e.a_o_lﬁa7ﬂil
BoNo Y S Eo |mE|TITI~N 2= i . T of oF .o rn
W X o_3| £ JET _._uwv - T F b
TEeT 22 [ BN o " O & o =2 e
3 ~ o o B OE|lo|n|w|lm] EY O o o X jdiy T
w T 8L |F2TTTC245 ST N A
T X 553 (= SYeE o of ya &k md
= % 5 & LES8 |25 203U zo Mo o XN N g
o B g K . £S5 <|olo|o|88Y 3 a___ﬁmﬁo%mmzam g1 38838 8°
TS LA © =3 GRS TS X o T s
2o 1 H @ <oma o Eom N oo o<

>6.5 mg/dL

A Grade : (4.8 mg/dL, B Grade : 4.8~¢5.6 mg/dL,

Relationship between Serum uric acid
C Grade : 5.6~¢6.5 mg/dL, D Grade :

grade and metabolic syndrome risk

factors in men.

Fig. 1.
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