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[ABSTRACT] Aim To mvestigate the correlation beween serum leptin level and ntimam edia thickness of carotid
artery m chronic kidney disease patients ( CKD). M ethods Seventy-nine non-dialytic CKD patients and fifteen
healthy volunteers were involved in the study ~ CKD patients were classified into three groups according to glam erular fik
tration rate (GFR): CKD 2~ 3 stage CKD 4 stage and CKD 5 stage the serum leptin was tested by the radio-mmun ity
method Intmamedial thickness ( MT) of carotid artery and the presence of atherosclerotic plaques were detem med by u-
sing nonnvasive high-resolution Bm ode ultrasonography. Results Semu leptin MT and prevalence of atherosclerot
ic plaques n CKD patients were significantly higher than those in healthy groups (P < Q 01). The serum leptin and CRP
concentrations w ere significantly ncreased n CKD patients w ith atherosclerosis of carotid artery group ( 17. 06 1 06 ng/L
vs 14 27 X0 70 ng/I; P< Q 05), (3 3223Q 19mg/L vs2 55 *0 17mg/I; P< Q 01). The linear correlation analysis
indicated the serum leptin was correlated positively w ith urea nitrogen, serum creatining C-reaction and body mass index
(r=0293P<00Lr=0324P<00Lr=0539P<00Lr=0312P<0Q05). The serum leptin levelwas corre-
lated negatively w ith glam emlar filtration ratg¢ hemoglbin and abunm (r= - Q 389, P<Q 0L r= - Q 454 P< Q OL r
= -0246 P<Q 05). Logistic regression analysis further mdicated that Leptmn (B= L 527, P < Q 05) was an mde-
pendent risk factor of atherosclerosis in non-dialytic CKD patients Conclusion The patients of CKD exist hyperlep-
tinem ia  The serum leptin was significantly correlated with MT.  Hyperleptinen ia was an independent risk factor and

m ight play a ole in pathogenesis and progression of atherosclerosis
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KA - BEE (MT): ShEF o fE 2 8] o R
BENBEEABWESE. MT2L Omm b WEHRE,
(2)F I A S 1A & R R MM Bl Bk BE B R,
HEEMIEAAXE MTED 506. Fshfk BHE
BT R A AR B MT 21 0 mm A2 /2557 2 fik
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a # n FR (%) 5 (B ) BM I( kg/m?) CRP(mg/L) Leptin( ng/L)
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CKD 52 S8l Bk s FE BT 1) S AS 23RN 31 6%, W

EETXEA 13 3% (P<Q01), #shk MTHEE
FEFEREH A BHPE R AE CKD B I SE B & (P <
Q03 % 2).
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CKD & M5 %= /K5 BM L Ser CRP £
IEAHS%; 5 Hb. GFR 2 i 2%, 54 # . BUN. ALB.
Chol TG ToRH R AHHE (R 4).
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o H r p

e Q 014 Q 895
BM I Q312 < Q05
BUN Q 293 < Q01
GFR - Q389 <Q o0l
Ser Q 324 <Q o0l
CRP Q 539 < Q01
Hb - Q454 <Q o0l
Chol Q 051 Q 626
TG - Q 055 Q 602
ALB - Q246 Q 029
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TG(B=0Q 79, P =0 01), Hb(B=0Q 532 P =
Q 002).

3 i

BIK A FEREAL P O L R 2 CKD J8 3% 5 8
W I RE, FoR AL UG T — NEE, R F R
Tl N R SR AT . AEAR IR S I L, AR
FE A U i LA 209 s U, S B0 CKD BB
AsHRE H BT A e 25, AL S E R R R
e ML 0 PR L RS, DA PR EEAE R A Y
K&, A s B M. TFERFHRE R B
CKD &3 O MLE B = o R R KA S e
A H R ORTE I A, B AU R U B TR A sHIR
AREY, 5 CKD B O MEEEE AL . 8
RS I 2550 ko A2 2 H AT DA AT S e IR B ik A
25 AsEIAMEBIEW T, BRL—MEZ K
RAUHERER, B 167N ERARN, 7+ TEN 16
kDa B ZIEMRE RN EESE L —, HHRIELUR
BB NS NERIE IS, HE T 5 /N S5 R B A i
TN L BE R, B8 Z B =0 eh SR A Y, &
B WP 3% B /D BRUE L T e 5B /NE Th e 1405 1)
A5 M A DA 2 )T ok 3 B 3R AE AR Y O RRUR,
[IRSEIRES 957 i

AR MUE(EE A s RERIHLEA: RS
P B 2 L PR 3R S AR S RT  RR HE P i
NO BT, K& NO BA A EAEH, S 8N KD
RE PR RS AN B LU RS (O 3R 04 RE 1) AR A 1k b
WEREEEOM 2 3EE/REAmAZHH Y
(1235, (Y R A s A A R R B Y,
T 3 R B % e TR AR R ) 7 S R A T G 2 R RS
B e, TR I TR LA G A IR K, i
¥, TN TR U, R AT A AN S L
M T AL GG, et AsHE G et
IR, (R AR T . B B T iR, B R B
RIEAEHS AsH K, — AN mEREFE B R A
BoR, BEEM CRMNEAMI K. GEE
2 VOVt 57 20 W T 8 2% I AT TNF-an [ 4l A
6L R 12 K& CR B A4k, 5l e
PER A 2R, T BB WK AL B K 42 R €. Ciccone
s @R 1204 (i BEABE RO S0 R B, (3 8 &
5&ishk MTEZIEMSS. KastarnenZs 5% CKD
AR3F M FE BT 70 S e 3 LAE AT 39 O ML 9
TR TR o TR R R 4 R M BOE AT



486

ISSN 1007-3949 Chin J A rterioscles Vol 18 No 6 2010

AR, H5 A %28 K3k & 5K Th A
TEH K.
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