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Association between hyperuricemia and metabolic syndrome
Li Jiaping . Yu Qiaoyun
(Department o f Clinical Laboratory sthe People’s Hospital of Dawu County , Hubei 432800, China)
Abstract: Objective To investigate the relationship between hyperuricemia( HUA) and metabolic syndrome(MS). Methods 8
759 cases of healthy people were analyzed for the correlation of the incidence rate between HUA and MS and MS related compo-
nents. Results Among all subjects, the morbidity rate of HUA was 14. 7% , there was statistical difference between that of male
and female(P<C0. 05) , the morbidity rate of MS was 15. 0% and there was no statistical difference between male and female. men
and women was no significant difference in the incidence( P>>0. 05). There was significant difference of the morbidity rate of HUA
and blood uric acid level between individuals with MS and those without MS(P<C0. 05). The difference of the morbidity of MS be-
tween individuals with HUA and those without HUA was statistical (P<Z0. 05). All subjects were divided into four groups,accord-

ing to the quartile intervals of BUA,and it was confirmed that the detection rates of hypertension, mild obesity,dyslipidemia,hyper-

glycosemia gradually increased with the increase of BUA level (P<C0. 05). Conclusion

and are causative factor for each other.
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1.4 ZWitsE  (1)BMI<{18.5 kg/m* N{K{AFE.18. 5~
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tus, DM) B ifif & i/ (impaired glucose tolerance, IGT) ., 55 I
Ifil 4 1 & (impaired fasting blood glucose, IFG) . IGT & 3f
IFG. (5)R F A8 R 24 S DR 2 22 2004 AR5 Aii (1) MS 12 Wy
PR, RN AS Wi 3 Wk LA B BLR W & 2 KN MS.



E et E# 204 2011 42 8 F % 32 %% 12 3  Int ] Lab Med, August 2011, Vol. 32,No. 12 e 1323 -

OBP=140/90 mmHg 5§ T\ 12 Wi R B & 1 & 1 K 35 5 @ 25 i 1
## (fasting blood glucose, FBG) K F 8% % F 6. 1 mmol/L s{%&
JE MBE R T2 % F 7.8 mmol/L 8,2l 2 DM 3% ; @ 7% J§
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RJEA SR MS B R N 15.22% (3 17. 3%, 4 13. 2% ;

g T AT I8 B s X AL MS R # 9. 57%, HUA
B R A 23, 739 (5 46, 9%, 4 4. 8% s kI 2 18 K
T 3 650 {4 filt e A A BEH , HUA # 5 %k 13% (5 18.25% .
1. 3%) sk EOR R AR 3 E B T AR A BE HUA UG %
J17% (B8 25. 8% 2t 4.9%) . A TE A 45 B R L AS M
R AR MS B RN 15. 0%, B LB R (H
16.1% .4 13. 2%) Z R LG i % B L HUA #m RN
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FLRE L IE LL . 135 BNPLNT-proBNP 7K - 2 88 57 W 15 72 BF
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