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ZELXERGESEREMNRBKFERESRIFHESOBERES T
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(AL 5 28 3% T A KB TR 4% A% G o A i 48 3% 312000)

H OE.HE RiTE2FaRhikBR(SUAESRBEZLSEMS)ZERBEIVUMELER, Fix ¥ 147 A 5% KT 60 %
g dott MS & HFRESFRBPAN» T 54 MST I M. 04 3 B2 8 SUA £ 5 R w545k 4 SUA 5 4 4 40, b4k
4 B AR AL S 49 £ 5. KA Logistic )2 547 MS 2Kt 5 SUAZRMEZ X £, R MSI .45 MS 44 SUA
KPR, £ F A S E L (P<0.05);SUA 4 AR q25(<C44. 31 mg/L).q50(44. 31 ~53. 24 mg/L) .q75(>53. 24 ~62. 68
mg/L)F= q100(>>62. 68 mg/L) & # ¢4 2B M 4 JE (SBP) .47 7k JE (DBP) . = Bt H i (TG) . & % B g % & 2 B 5 (HDL-C) f= = I
045 (FPG) 18k , £ B WA %t 2 & L (P<0.05), 5 SUA < 44,31 mg/L 4 ,SUA 44. 31~53. 24.>>53. 24~62. 68.>>62. 68
mg/L 3 AR A6 MS % & K2 71 5 1. 87(95% CI 1. 35~2.59).2. 71(95% CI 1. 88~3. 91) #= 4. 88(95% CI 3. 12~7. 63).
SUA # e B £ A ME(OR=2.56,95%CI 1.52~4.31) ., TG(OR=2.21,95%CI 1. 63~3. 00) .SBP(OR=1. 68,95%CI 1. 33~
2.12) . DBP(OR=1.84,95%CI 1. 41~2.40) . FPG(OR=2.16,95%CI 1. 68~2. 78) o /X #t 20 5% & % & (OR=2. 87,95 % CI 1.
89~4.36),SUA # &4 B % A HDL-C(OR=0.48,95%CI 0.29~0.79), & SUAf MSRZ AN THAELELEMENKA.
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Correlation analysis between serum uric acid level and metabolic components in older female patients with metabolic syndrome
Zhong Lei s Song Xueping s Zhang Yuhong
(Comprehensive Wards s Shaoxing Municipal People’s Hospital s Shaoxing, Zhejiang 312000,China)

Abstract; Objective To discuss the relationship between serum uric acid(SUA) and the metabolic components in metabolic
syndrome(MS). Methods 147 female cases of MS aged >60 year old were divided into MS [ group, MS]l group and MS [l
group according to numbers of metabolic components,and the levels of SUA were compared among the three groups. These patients
were also subdivided into 4 groups according to the SUA levels by the quartile division,and the differences of the metabolic compo-
nents were compared among the 4 groups. The relationship between SUA and various metabolic components of MS was analyzed by
The SUA level had statistical difference among the MS [ group, MS]l group and MS [l
group(P<C0. 05) ; the four SUA intervals of q25(<C44. 31 mg/L).q50(44. 31 —53. 24 mg/L),q75(>53. 24 —62. 68 mg/L) and
ql00(=>62. 68 mg/L) showed significant differences in waistline, SBP,DBP, TG, HDL-C and FPG(P<C0. 05). Compared with the
SUA interval of <<44. 31 mg/L,the occurrence risk of MS in the SUA intervals of(44. 31—53. 24),>(53. 24—62. 68) and >62. 68
mg/L were 1.87(95%CI1.35—2.59),2. 71(95%CI 1. 88—3.91) and 4. 88(95%CI 3.12—7. 63) , respectively. Waistline(OR =
2.56,95%CI 1.52—4.31), TG(OR=2.21,95%CI 1.63—3.00) ,SBP(OR=1.68,95%CI 1.33—2.12) ,DBP(OR=1. 84,95 %CI
1.41—2.40) ,FPG(OR=2.16,95%CI 1. 68—2. 78) and numbers of metabolic components(OR=2. 87,95 % CI 1. 89—4. 36) were
the risk factors for SUA,and the HDL-C was the protective factor(OR=0. 48,95%CI 0. 29-0. 79). Conclusion There may be in-

teraction between SUA and the metabolic components of MS.

Logistic regression analysis. Results

Key words: metabolic syndrome; uric acid; correlation analysis; relationship

1L 3t 25 & fiF (metabolic syndrome, MS) & — 25 DI B B . =
A i 2R L L — M =l (TGO R (el w8 %5 B2 fi 26 1
JiF [ i CHDL-CO I A 1 5 I e 55 58 48 & 0 . ™ 25 5% W) J8 3 AL
A {04 WG PR 258 A5 AIE » 3K 4 21 4 AR B G B L M S 3G 0 T 3l kool
BT Ak 6 A0 2 BB DR Y R R KR, H R I IR BR
(SUA) 5§ MS &R0 53 22 18] ) N 7E 56 & B i 52 31 56 1 (3
THEZ B E R R GE A — . AT R A B 5T
%M MS 35 1 SUA £k K, LR F SUA %5k
KA Z B MS & AR 2 43 09 22 50 DA K 3% 22 (R 09 A L %
F,O0IER MS 2 Witk &%
1 #BREHE
L1 —f%R EARRE 2010 4 1 H % 2012 48 6 H &K
KEAiESE I MS Pk B3 147 . Al 61~88 ¥, AEBEY
HA MG IRBTR . MS 2B 4 B Brobl JR 99 B¢ 2 (interna-
tional diabetes federation, IDF) b i , i #9 AE ik - 8 e 98 % K

EEB N B 974 =) FIR BRI ARL ERN R 2R E A .

AT 90 em, LR F % F 80 cm; I [FI AT A LT 4 Wi
AT 2 WRI AT, (1) TG=1.7 mmol/L; (2) HDL-C, % /)
F 1. 03 mmol/L, 2 ¥E/NF 1. 29 mmol/L; (3) Y 4 J& (SBP) /&
ik i (DBP)>>130/85 mm Hg, 5 iFE 76 IR A BE R 25, 50CA & 1 &
5 5 5 (4) 23 JE I (FPG) =5, 6 mmol/L, siOM i & 5 4, 5812

W7 Ay 8 DR
1.2 Jiik
L2 1 WRRISFRATI e B i AN T 2 R E 18

SR H T 20K 0 AR I [ L I R AR AR S IR A
1L 3% 4 B 3 AU TG, HDL-C.FPG,SUA,

1.2.2 BE&AHH R MS i IDF 2 Wibs i, 4K 38 48 15 41 4
& IR B 53 R 3 4. 400 MS T 4  MSTT A MS I 41 (45
BRI 3.4.5 MU ) . SUA 232 R A3k, 3 4
HCOH QIl=(147+1) X0.25=37.Q2=(1474+1) X 0. 50="74,
Q3=(147+1)X0.75=111; SUA #3235 K ML FN =545 H
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1 SUA M 4 MMX i Z B R GESH LR (TLs)

X [8] SUA(mg/L) R Cem) SBP(mm Hg) DBP(mm Hg) TG(mmol/L) HDL-C(mmol/L) FPG(mmol/L)

q25 <44, 31 83.224+6.12 117.82413.87 75.16410. 82 1.2240. 34 1.5240.28 4.71+1.22

q50 44,31~53. 24 85.1046.53 119. 64416. 21 76.234+11.03 1.5240. 31 1.48+0.27 5.15+1.40

q75 =>53.24~62.68 86.7246. 26 122.844+15.03 77.23411. 64 1.74+0. 34 1.3640.31 5.22+1.53

ql00 =>62.68 88.2546.37 125.66+15. 30 79.81412.52 1.9240. 38 1.3140. 31 5.48+1.62

4 AN A], HHr SUA 7E 25,950, q75.q100 B 7k 3 38 [l 43 51
SN :<744.31 mg/L.44.31~53. 24 mg/L.>53.24~62. 68 mg/
L.>62.68 mg/L,

1.3 Siil2ehb 3 SR A SPSS12. 0 45 3 22 5k 1 3k 17 &b 38 4%
M G IEAA IR T+ R AR SUA %Kik
2R KX SUA 4 A~ X (8] 59488 4 4 19 22 5 5% L 7 22 00 s
SUA 5 MS [ # 2 5% il Logistic B 54> #7, L P<C0. 05 K
ZRAESITHEL.

2 % ES

2.1 MSI.II.M4E#% SUA FikKFELHE MSI .V I.I
1 SUA 235K F 45k (55, 41411, 22) . (59. 3012, 47) |
(64.62413.33) mg/L,MS| [ 415 MS 41 L5, 2 R A 5
P12 X (P<<0.05),

2.2 SUA 4 A~ X (a1 Z B FC M 4 2 g 4 A X [a] i 1
SBP.DBP, TG, HDL-C #1 FPG W, % S W H R %8 X
(P<<0.05), L% 1,

2.3 MS kARK S5 SUA M XMW Logistic W44 5
SUA <44.31 mg/L M #5,44.31~53.24,>53. 24~62. 68,>
62.68 mg/L 3 4~ X [a] [ MS % A KU 4> 5 R 1.87 (95% CI
1.35~2.59).2. 71 (95% CI 1. 88~ 3. 91) il 4. 88(95% CI
3.12~7.63), W3 2,

®2 MSEERKE SUA KEEXME Logistic Y3454
SUA(mg/L) 8 95%CI  OR  Wald v P
<44. 31 - - 1.00 - -
44, 31~53. 24 0.63 1.35~2.59 1.87 3. 65 0.02
53.24~62.68  1.00 1.88~3.91 2.71 7.89 0. 00
=62, 68 1.59 3.12~7.63 4.88  12.26  0.00

— SR ITC R

2.4 SUA K5 MS &AM 4348 5GP Y Logistic [01)3 43 #r

4R SUA 1915 % £ 4 I Bl . TG . SBP. DBP. FPG FI
MR TS T 4 M (P<0.05),SUA IR HE £ R
HDL-C(P<0.05), W3 3,

x3 SUAKEES MS ERBATHEXEN
Logistic B35 #7

AW/ iR RGN B 95%CI OR Wald XZ P
oL ] 0. 94 1.52~4.31 2.56 6.95 0.01
TG 0.79 1.63~3.00 2.21 6.31 0.01
HDL-C —0.73 0.29~0.79 0.48 7.15 0.01
SBP 0.52 1.33~2.12 1.68 3.68 0.03
DBP 0.61 1.41~2.40 1.84 3.95 0.03
FPG 0.77 1.68~2.78 2.16 6. 14 0.02
=4 fp 1.05 1.89~4. 36 2. 87 8.33 0. 00
3 i e

AWESE R A i SUA K E#KBI BSR4 X
[E] L, AR BN 4 AR EHSRIPAT A ES IFHRHEZE
WG A A B MS i kB K EEE AT RE S SUA ik
k. Logistic 8 943 7 iE 52 T % — fi, 5 SUA <44, 31
mg/LEH# .44, 31~53. 24,>53. 24 ~62. 68,>62. 68 mg/L 3
A MS & A KB 43 90 R 1. 87, 2. 71, 4. 88, Ul W B &

SUA ZK P-4 35 MS KA I KB 3 i . PR 1R 5 02 MR P I 08
RAR =4 . o 80 %0 DA b el A MR A0 I 7= A= L i i B e A
AR 20% . JRER B 1E A B A B M, 1E % 7K F 1 SUA
R RARMIPUEACT 0T LI BR B by 4 5 20 40 M 1l P B A
JitL ) BL AL BE T 5 By 1k 40 SR A B A L BB AE — R R bl
S Y A  4E 27 Bl BkOR RE RE Ak B RECY L SR M T R,
SUA s Fak i v {2 ik 40 B R 0% 5%, A2 28 I A5 P9 B 200 i R ~F
T LA L S M 4 T 240 SR A 1 D i e B I A AR A
TR LA i R v PRI IMLAE B 550 I R o I PR W RO
JIE e 0 1 B 2 L I A 1 AL

ASCARHE IDF X MS #4712 W, I MR 4512 Wi 2 R % MS 43
KT SHERERME MS & IHACHA S Y 2,
SUA k34, 7f B 25 7 W3 5 M Logistic [0 9 43 #7 7R % /R
SUA JKF- 52 A 4 43 KA I A4 o0 i B 396 W) B o6
F o MS (5 3 AR B LAl R R I R AKHT L B R AT DL BE R R
B B HE N /N X DR R 1 R s, DT I SUA JKSF . B R
BHIE 52, 76 P B AR CB G 8l 5 308 BOR) L v e AR 1
SUA I 25 B, 30 A 1 B8 (46 17 F 3 165 7% Jige 5 2 Ik bt T
REJE 1M SUA MAEM) FZEEHNZ —. ERIEREER . I IRE W
N MS R A A S 2 R R HCHL AT AR
FEE R AR SUA i 55 K1 SUA XML 18 B85 455 .

o JBE 85 ZR KT AT DA 5 B0 S /0 A R DR R AR A
T 35 J 4 I8 B8 R i SUA IILRE T 8 v 7 2 o0 I PR R A6 1 R %2
B s W B ) SUA CRIR #E B K i A i 3k, 2 5 RIE R
R A 4 Bk 3 A B Ak R L SRR 7 A DY . A B
5% - SUA 7k -4 34 i 5. 95 mmol/L. & Il JE & 2E X K 38 A
23%07, AW N B SUA MLJE /Y 5B B K B R B iR 5 Y
B )i . 8E 5 B DA I S R = SOl T R 5 TR T R SUA I
i T2 W o 45 I1 w8 I HE 1 S0 3t i R i 0 I A R TR R A i
fifi 41 4] 77 Cangiotensin-converting enzyme inhibitors, ACEID) B,
I8 5k £ 37 (K 35 31 5 (angiotensin receptor blocker, ARB),
X B D RE A AR L AT LR G B D RE E— 2B PR AR . RIS
K SUFIE e i, B8 25 L 8 () B A7 A 3k g mT DA R A A
i SUA 5 MM | A8 25 6L T A7 — Mk RIIEAR 5 7T LA
N Tk R G U S N8 05 R AKF- 51 R TR AR DT B2 A LT
i % A I /38 JR B 4 B I (nicotinamide-adenine dinucleotide
phosphate/reduced nicotinamide-adenine dinucleotide phos-
phate, NADP/NADPH) /- S R G o] LA 3 80 TG FRBR I &
BLTCHE L B FE R SUA JK L 42 2 B8 R A9 o 0460, B
FAY 1 0 E o M A8 2 A O L X SCERGE A — A B
EDRTAZN 187 N = N = A N = 1 L (AR 12 S
Sk 0 900 0 %ok R R ) EE IR L AR SUA S5 B B AR 6T
PEF N B IE DL 5223 T B T Rg IE & i, 24 moE R 7t =
e 3508 S I X I W RN DR TR Y EE A R R B
5,5 E R ERHE M 2, S8 SUA 8w . B % T4 68 IR
HSUA 38 5 iy (835, o S i Wi 0 0 24 1 il Jig 35 6L, o 2 2 g
1Ewm TG Ui AE HDL-C MAE 5 i 6F 4 JF il 25 LA SUA
T RRCE NIRRT ) B R M 1 A B TR A T
S HIEE X PE TR YT .

25 TR B SUA JKF A3 . MS 1 CF 4% 45 1334 50
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TR HK2 M e 4% 2 A Coa RIW G TL-17 RXWI
EE A 5.6) R IIAMATE 67 ) C5a W] B2 4F H] T HK2 20
i & TL-17 {97 A2 e BEHE R SR .

B A Coa 75 B ML B 9103 P B9 AE LA 1087 i L
it » SR RN VA A 590 360 75 RS AR OGS 6 BRI T gk — 2 i
WA . AWEFE AL Z A AE T I PR R A A 2 o 1A S 24
T 56T C5a/ChaR A HK2 41 TL-17 4 1915 558
A HE— 2 R .
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