CN 43-1262/ R HEFFkhEL 44 & 2004 26 12 E5 4 469

[SZEHRS]  10073949( 2004) 12- 04 0469-02

B3R

PREFE4E R VE MLBOE AT A IR S S G 8 H (a) FIR AR

BHER', 88, AL, kBEE, fhix
(SFHEMARFLREE—ERTAM, 2 REYW SR RFHTE,
3. MAF—ERARA, JSEEKEEREHTT 530021)

(£ AAE arEHEEMEERANEEG(a) BER, Sibkk MEERA BEG():
A i F AT
(8 E] AdIMNTREFEEFHRLRENEERRELEBITTONEEREZ () XA, TITRFEOMRK

HERERAEMBEE A (a) 9F 0, MBS0V REFRELEFE D RENEFHRXERTLFCALEE. A @EN
FOMBRERT a RISE G (a) KF, DM EMZ MM £ FR, F 530 EFAK., 2K, FEEEALFEC
BREO.QMIBANE 6 NMBIALEF a ZRIEE G(a) KF2 5 H 4.54 12,39 mg/1..130. 6 £104. 3 ng/L. 1. 60 F0. 64
Ug/I, #2 571.5F442. Tmg/L, 3R & T8 4u, ZFRALTFEL. AEEEFLFHEEFO () 5 CAEE G
BALRATFT afeamENE6 ZAREAX(r A5 A4 0.627.0.486 42 0.404, P < 0.01) » & R8T, RFELE
HhHbhrENEZAEREERS, RETREBE (0 R#FF Eta X,

[FESES] RS [ SCHRIRFRES] A

Relation between Microinflammatory State and Lipoprotein( a) in Maintained Hemodialy-
sis Patients

XIE KarQing', YANG Har Bo’, ZHOU Hong Wei', ZHANG ShacFeng’, and SUN Arr Yuan'

(1. Department f Nephrology, First Affiliated Hospital ; 2. Department o Medical Microbiology and Immunology ; 3. Department o Clinical Labora-
tory, First Affiliated Hospital, Guangxi Medical University, Nanning 530021, China)

[ KEY WORDS] Microinflammatory State;  Lipoprotein( a) ; Hemodialysis;  C-Reactive Protein;  Interleukir6;  Tu-
mor Necrotic Factora
[ ABSTRACT] Aim To explore the microinflammatory state and the effect of microinflammatory response on lipoprotein( a)

[Lp(a)] by analyzing chronic inflammatory indices and its correlation with Lp(a) in patients with maintained hemodialysis
(MHD) .
mor necrosis factor @ (TNF-a) and Lp( a) were measured in 50 MHD patients and 30 normal controls, the relationship among them
was analyzed. Results The serum CRP, 116, TNF-a and Lp (a) levels were 4. 54 £2. 39 mg/L, 130.6 X104. 3 ng/L,
1. 60 £0. 64 Ug/L and 571. 5 £442. 7 mg/L respectively in MHD group, and all of them were significantly higher in MHD group

Methods The serum chronic inflammatory indices including C-reactive protein ( CRP) , interleukir6 (1I-6), tu-

than those in control group.
respectively, each P< 0.01).
late to metabolic disorder of Lp( a) .
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Lp(a) positively correlated with CRP, TNF-a and 1176 ( r values were 0. 627, 0. 486 and 0. 404
Conclusions  There is microinflammatory state in MHD patients.
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*® 1. MESTWEIRIFLER
Table 1. Comparison of clinical and laboratory indices in MHD

and control group (x Ts)

I

JREIEA (n=50) XA (n= 30)

CRMEA (mg/L) 4.54 12 39 2.46 0. 74
HZ# M2 6 (ng/L) 130. 6 £104. 3° 85.1+69. 4
[ A BE R F a (Mg/L) 1. 60 X0. 64" 1.08 0. 43
JEE M (a) (mg/L) 571.5 £442. 7 157.21+184.3
JRE % (mmol/L) 31.2%16.4¢ 5.3%1.4

JULAT (Bmol//L) 1016. 4 +460. 6° 77.6+14.7

a: P< 0.05, b: P< 0.01, ¢: P< 0.001, 5xfB4IEL%.
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