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Abstract Objective: To investigate the correlations between the levels of serum uric acid(SUA) and homo-
cysteine(Hcy) and arteriosclerosis (AS) in patients with chronic kidney disease stage 3(CKD3). Method: The
plasma SUA and Hcy levels of 140 CKD 3 patients were test. The carotid intima-media thickness(IMT), carotid
plaque and brachio ankle pulse wave velocity(ba-PWV) were measured and the patients were divided into the AS
group(n=78) and control group(n = 62) according to the IMT and carotid plaque. The correlations between
SUA, Hcy and AS indexes were analyzed and Logistic regression was used to analyze whether they were the influ-
encing factors of CKD3 patients complicated with AS. The performance of SUA and Hcy in the diagnosis of AS a-
lone and in combination were analyzed by ROC curve. Result: The levels of SUA and Hcy in AS group were sig-
nificantly higher than those in control group(P < 0. 05). The level of SUA and Hcy were significantly positively
correlated to IMT and ba-PWV. High SUA and Hcy were independent risk factors of AS. SUA combined with
Hcy was superior to single index in the diagnosis of AS of CKD3 patients. Conclusion: SUA and Hcy in CKD 3
patients were closely related to AS indexes and the combination of the two could be used for diagnosis of AS in
CKD 3 patients.
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1.2 WEAE R

et A — M GORE ; SR FH R e - il
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e 2 B R bk Pk % S 3 (brachial ankle-
pulse wave velocity, ba-PWV) : 3% ¥ 3 E fip , ;W F
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N T Bz 2 BT A O Ik 3 Ik Fn RS 3h ik B e
BH 8 Ak LI 52 ba-PWV , LUAS 0 B AR %) 00 52 i o
fii i Philips 1U22 #7512 Wi {4 . 7. 5MHz #8 3k il
JE B IMT FUESA S8 ke, IMT>1 mm B}
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FT A B 3% 1 SPSS 20. 0 #4748 40 47, 3
PR, 7+ R, WBCR RS HEAS ¢« K5, 11
BRI BRI R K5 s R ] Logistic 2 K 2 |
Hatr & KW E S AS B, BLL P<<0.05 4
EE N -
2 #R
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Table 1 General data %)t

Ef=R Xt FR A (62 1)) AS 4178 #1) t/y* P
E/ % 50.9849. 48 53.9749.00 1.911 0.058
P2R ¢ 38(61.3) 50(64. 1)

4 24(38.7) 28(35.9) 0. 117 0.732
R kg 61.73410.69 62.22+9.80 0.288 0.774
MBP/mmHg 104.45+7.25 107.6546.58 2. 730 0. 007
TC/(mmol » L) 5.0740. 11 5.1240. 16 2.778 0. 006
TG/(mmol » L") 2.04740. 23 2.1240.33 1.738 0.084
Alb/(g+ L™ 37.844+1. 34 38.4341.70 2. 253 0. 026
Hb/(g- L") 9.1641.00 9.0440. 84 0. 747 0. 456
FPG/(mmol - L) 5.2540. 47 5.2340. 54 0. 290 0.772
24h JREE M E #/mg 997.20+90. 44 1020.534+91. 18 1. 509 0.134
SUA/(pmol « L") 390.434-113. 88 466. 65495, 30 4.310 0. 000
Hcy/(pmol » L™1) 15.0249. 15 23.03412.28 4. 280 0. 000
ba-PWV/(cm « s 1) 1502. 50126. 29 1709. 68+151. 70 8. 634 0. 000

2.2 SUA.Hecy 5 gl Bkt 1k 45 b 09 AH &4 53 Bt
53 SUAL Hey K F 5 AS 845 ba-PWV,
IMT ., 2l Bk EE B (4 #H o 1 L 45 5 7R . SUA  Hey 4
A5 ba-PWV . IMT £ 8 #F EAH XM (r>0,P <
0.05), BLAh. ¥ AS 20 4% B JC 351 3l bk 58 e 43
Wil b W 4l SUA K Hey B, A Bt
SUA {H(499. 62+80. 75) umol/L . & & T LBt
4 (404.37 = 90.54) pmol/L (¢ = 3.501, P =

0.001) ; A BEH 40 Hey {8 (26. 34 +11. 58) pmol/L
0 3 TR 2 (16. 78 £ 11. 27) pmol /L (1 =
4.751,P=0.000),#& /xR~ SUA.Hey 5 AS HA &
FHXMEGE D,
2.3 Logistic [A1H 4 #7

DL EREAIF AS HIHA R, IR 1 hmidl
PR Gt 2 % (P<<0. D48 IR N A 722 8 HE 1T
Z N # Logistic M F4#r, 45 R 8w, & I3 HAR
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ZeRZ M5, TC.Alb.SUA & Hcey ¥ CKD 3
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Table 2 Correlation analysis

S ZE/P IMT baPWV
Pearson #H5& & %k 0.185% 0.403"
SUA
P OB 0.029 0. 000
Pearson #H& & %k 0. 339" 0. 254"
Hey P OB 0. 000 0.002

Y P<0.01,% P<C0. 05,
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Table 3 Multivariate regression analysis

Exp Exp(B)W 95%CI
2% B Wals P L ’

(B) TR LR

TC 0.934 4.700 0.030 2.546 1.094 5.925
Alb 0.942 5.042 0.025 2.566 1.127 5. 841
SUA 1.885 18.364 0.000 6.584 2.781 15.591
Hey  1.648 13.826 0.000 5.197 2.180  12.389

2.4 SUA.Hcy |l RIKA12W CKD 3 Ml & &
I AS Byt fE

K H Logistic [l 5 J5 #2118 SUA 1 Hey Bt
Hi2Wr AS BB A8 5, R A ROC #h €493 51l 4y
M SUA Hey K BCA7ZE X% AS AY12 Bt g L 4%
7R, SUA  Hey M6 A 28 5t (9 it £ °F 1 AR 45 31
0.697(95% CI:0.614~0.772).0.694(95% CI :
0.610~0.769).,0.764(95%CI; 0.685~0.831),
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Figure 1 ROC curve
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CKD 25 IE Th RE R DL K 5 e A 96 i 4 B AR
WERELLE A AE I PR 28 3R IR B8 1 HE it 23 5 DA ) —
RYVMIE LS, Y HJF B & ESRD B, 5 D) 68/
AL 28 4t 2 v 5 | R M EE I OE T a0 R
Azt e I A R R R L O R RE 2
—U . CKD 3 #] 2 3E 2 CKD #F @ & ESRD i %
SRR, 1A %) 0 2 R A o RN I B RE 1) T BT e
TaEE, SUA 225 R0 EZ 50, Ik
PROKE 5B P L R 2 K S =420 pmol/ L 22 1 1fn BR 2 7K
SE>>360 pmol/L & X HUA, 2 90% By HUA
AW E I REREA SR N AR B, IR E
AR HUA B9 B % 8.4% ~13. 3%, 1M
CKD & 1 R R ik 36.6% ~50.0%, H 5
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KR FATIG A 055 LW HUA 1 £ Bl 2k 95 0%
2 VA % L S A 45 Bl IOk o AR B Ak 7 P4 B It A 9
S B ST B R R R 22— A R 7R O
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A, DA T2 0 1L 2% SF- T UL 40 At 48 4, e X 5 B
SR FRAC AL S5 0 R AT . BIFSE R . SUA JKF
5Kk PWV &2 &8 E M HH S ba-PWV
AR S A A T v b B VD 4538 75 E ik — A 1
FEAESE ., AR R BR,AS 4 SUA B &&= T
XFHRZH, H SUA /K F 5 3l bk i 4k 45 5 IMT . ba-
PWV #B 5 0 IEM G, #4172 2 BE 50 A1 HEBR
AR M AR X SUA 19 52 m, 45 5 /R SUA &
CKD 3 g # & AS WSz 2 [ R L 5 3 AT i
FUE IR 3,

Hey &M RACHIE P EE =Y, Hey 5%
T © Bk I 52 2 = L iR S R B0 koo A A Ak A
O I A PR R SR R FR AR . B A 5T
T Hey X CKD 3 i % $50 H & 0 1 R &
S, SUERPEPOWEGE BN B R B E P2 Hey
K 55 A 0 5 e 0 B0 3 R G, R s AR
70 5 IR B kST e B PR 2R 5 IR HE by Y F 5
WR LR B E Hey KF 5 S D68 48 45 I 25 M
XK $En Hey AT RES 5 & I 5 B s 9 2 i 5 25 HH B3
B Bon, Hey 5 BB HGE 00 ' D) BE 46 br %
YIMIE ., ARBFoEss R ER.CKD 3 #if &b AS 4
Hey W& TXHB4L, H Hey & CKD 3 #1 & &
I AS By R R Z —, B, Hey 7T LIFE N
CKD /3 W K 12 Wi 45 8 40 55 91 & 0E 19 4 548
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