« 1978 - ErthihES¥ Ak 20124 8 4% 33 %% 16 1 Int ] Lab Med, August 2012, Vol. 33,No. 16

B -
= PR B I AE S fe N BRI R4

£ X 45
(FHRERAEREMEARERAEIA 533600

 E:BW THSEAREE(HUADELSEAABALRE, AMX ARG EREHFRE, Fix AR C8000 4
B3 AL AT AL, dn ik Bk R A TBHBAGE R3O %40 B EF. B AL HiReRiTo. R 2945 W FHAARF.HUA &
HH 11936, BBmFEH 40.51%, HUA BEAFEAR Sl CH ShE SEAALL SELERABRTEARBREINY
31.57% .46.94% .51. 62% .42.39% .28. 69 % A= 20. 78% . it FHfMArE F LT RHA LA, Aot 2 E HUA, A T &4 40

BOm Y H R
KB kg, R#MESIE; ZHAEAF
DOI:10. 3969/j. issn. 1673-4130, 2012, 16. 028 MHEEFRIRED A XERS:1673-4130(2012)16-1978-01

Analysis on the test results of high-risk groups of hyperuricemia
Guan Wenjin
(Tianyang People’s Hospital , Tianyang ,Guangxi 533600, China)

Abstract: Objective To investigate the incidence of hyperuricaemia in its high-risk groups to provide evidence for clinical treat
and Control and Prevention in hyperuricaemia. Methods To detect by Abbott C8000 automatic biochemical analyzer. Uric acid
(UA) was detected by TBHBA methods. Patients with hyperuricemia were analyzed in accordance with international and domestic
diagnostic criteria. Results A total of 1 193 Cases Positive were detected from 2 945 cases of high-risk groups. The incidence rate of
hyperuricemia was 40. 51%. The rate of diabetes,hyperlipidemia, obesity, hypertension, urinary tract stones, cardiovascular and ce-
rebrovascular disease with HUA were 31.57 % ,46. 94 % ,51.62% ,42. 39% ,28. 69 % ,20. 78 % , respectively. Conclusion There is a
higher incidence rate of hyperuricemia in the metabolic syndrome. To rectify the abnormal uric acid,to turn and reduce complications
of patients with HUA.
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1~2 176 254(53.4)  211(44.3) 11(2.3)  99.71+31.75
2~3 245 32(13.1)  123(49.9)  90(37.0)  63.247424.23
3~6 466 61(13.1)  256(55.0) 149(37.5)  58.40432.40
&t 2812 1083(38.5) 1332(47.4) 397(14.1)  73.6835.20
P<0.05,
3 it it

3.1 VitD [ EEAT A Y. B SR 0 1E L SRR S
CEOLEE, VitD #0041 76 (R P 2k — 8 1 AR 5% A8, o T
PRI G A RE & HE A Wy 1 D B TR AL RO B B R AP AT,
NRPETE B VitD AU #8 4 (K100 R i F a8, R (=
90 %) &2 H G B IS 72 B2 T el 7 S0 e A A A i IR
TEms, B2 At 28 D3, B EERIR AL . BRI VitD 55 VitD &%
AEALG B BN, & 25-5 10 B /9 1F 1 5 45 0 25-
OHD.25-OHD fi 5 ¥ P He 5 DA EAS A A IES
laBRALEFAEL T i — 2528 2 1,25(0OH) 2D, B A 1R 4
B iEE S Z RE AEE FR R TN,

3.2 VitD k= MAEm L W F 0~3 % 824 L, VitD &M —
ST g BRSO P Y A AR L T AN AN TE . R
WERERRZHTEZMEARESBEN4EA R D AR, L
55 WAL, 51 — Bl LU 5 A O R AE 1 4 B e b R
PG . MR RGE , VieD 78 4E 5 S Tl & 4E AR O e
Bl gk . A B e g ME R RS . L, BB VitD B2 AR AR
RERE T Bl () 50 1 2 26 i ELRE TR &5 VitD Bl = A0 3¢ 1 50 .
3.3 AR ATE S 0~6 % B4 LM 25-OHD 1y
7Kk (73. 68 4 35. 20) nmol/L, 54t 5T 72 4] JL % 1l 5 25-
OHD 7K ¥ (103. 61 & 64. 81) nmol/L, 44 4 836 fi| (69. 3+
12. 4)nmol/L, 5 i 3 260 i (89. 40 + 29. 30) nmol/L, # §§
1 1104 (84. 37+29. 36)nmol /L Fr g , B st i LE 4= & D
B FRIRBLAL F AR B Z KK, Wkl 25-OHD<C50 nmol/L

YER4EA: 3 D Bz Mbs e R RN 1415,

HE— TG R, M5 25-OHD 7K - [ 4F & 38 Jn i 7+ 5
B 1~2 % kBN, BB AT A b Ll g SR SR N L 0~
1A R84 LM 25-OHD K5 1~2 % %84 JL i 25-
OHD 7K HL AR AT E E B 52 4F R B LA Kl B, &
YIRIEA R, HE VD £, H /NG S A IR, m bk P 6, H
BRI A7 560, i 2~6 2 JLIEAY M3 25-OHD /K - Fifi 4F i
8 T 9B R D B 22 1 e T L i O S R L A
R g £ D sl
3.4 ARWFRERIER . HREM0~6 2 Bah LI 254k &
D KFEAK, DL 3~6 % 4L 25-OHD I35 K VPl 44 %
D 5 FRARBUAH X B =, BF LA 500 28 2 DAY b T L T B {2
97 I R

S ik

(1] mfh. 445 D BeZ Fude /R R D G2 A i va kL) ). e
JLBF 2 5 ,2008,46(3) : 195-197.

(2] Froedl AR4E5, £ % 2 M BN B E 25 4k 4k 3 D3 K742
PR, EBRR 5 PR 2 ¢ . 2012,33(1) : 10-11.

[3] Holick MF. Resurrection of vitamin D deficiency and rickets[J]. J
Clin Invest,2006,116(8) :2062-2072.

L4l JBr, imde. e R A A e s (M. 3 M. deat: A
[ TR AL . 2006 :334-335.

(5] ZEmHIE .9 E 38755 W pg i X 4 )L 25-%4EE R D3 IE W &
FE TR, 55 BB BE %, 2008,15(6) :1957-1958.

(6] Th2, S-foK, DL, 5. B4 )L IMiE 25-% 428 R D KV 54 4 95
2 F 1] SEMILRHIG R 28 2 . 2007, 22(19) - 1473-1474,

(7] WG . THE. 2 X 3 260 4 JL3E M3 25-%8 4k 4 & D KF
P, AR S g e A5 Ak, 2010, 18(9) 1122,

[8] Challa A, Ntourntoufi A, Cholevas V,et al. Breastfeeding and vi-
tamin D status in Greece during the first 6 months of life[ J]. Eur ]
Pediatr,2005,164(12) :724-729.

(9] HPHaE . R Rt XL 4 il i it oo 2 K 0 25 31 4y pr ).
6] o A 6 P25 2 4% 75, 2010,31(11) : 1302-1303.

Wi H 3 :2012-03-16)

55 1978 30
— b5 8 5 5 Oy AR £ G A T I

A BT IR AR B2 B9 RS R | 5 IR ILAE 5 0 AR A Y
HUA %5 AR UCHE1E 9 37 W R AR SR 45 40 L0 Il L 38 98 5 7
FATERER I A 25 IR A7 AE HUA & 3 2 Bl b3 50 16 95 9]«
PRI S SORE DR BR AR D L 3 B 14 i ML T R B R 3
v o TE P T 5 AR A9 3 AR TP O T TR T e e A R R 0
2 IE R R T R D R A 9 R

2 % 30k

(1] shsiaE. ) F 2R G L v DR R I A8 95 8 g 8 & 43 A LT . [ Bk
By pE 235 ,2011,32(10) :1104-1105.

(2] BhFF2c, s, WRAIM 7 f dbat: AR TUA: ke . 2008
831-832.

[3] Riegersperger M, Covic A, Goldsmith D. Allopurinol, uric acid,
and oxidative stress in cardiorenal disease[ J]. Int Urol Nephrol,
2011,43(2) :441-449.

[4] Nakagawa T,Hu H,Zharikov S,et al. A causal role for uric acid

in fructose-induced metabolic syndrome[]J]. Am ] Physiol Renal
Physiol ,2006,290(3) :625-631.

(5] VFB, 24=3%, R E AR, I HE A8 3 0L DR R R I i 7K P 1 AH 6 #5¢ 1)
(1], E PR B B 2 25 7, 2011, 32(11) : 1261-1262.

(6] FEAEG. BRpi, WA . 4%, 5 JR R AL AE X 1l 7K P B g i B
A )], o E i R AR 2 2009, 12(6) :580-582.

(7] 2P X5 2. & BRER I AE 5 A0 28 & AR I AH SC PE DR e LT ). [
PRI S 2 24 35,2011, 32(12) :1322-1323.

(8] ¥ . MLV PR R ¥ 2 A AV 17 W IR 28 SC LT 1. I R A 3 2% 3 5 2000, 18
(6):380-381.

[9] Hari Kumar KV, Modi KD. Analysis of risk factors for uric acid
nephrolithiasis in type 2 diabetes[ J]. Saudi J] Kidney Dis Transpl,
2011,22(3) :482-487.

[10] Schlesinger N. Dietary factors and hyperuricaemial ] ]. Curr Pharm
Des,2005,11(32): 4133-4138.

s H B :2011-12-03)





