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Correlation of Myeloperoxidase and Carotid Atherosclerosis in Non-diabetic Patients

with Maintenance Hemodialysis
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[ABSTRACT] Aim  To study possible clinical relationships of myeloperoxidase (MPO) and carotid atherosclerosis
in non-diabetic patients with maintenance hemodialysis (MHD) . Methods Levels of plasma MPO and serum elastase
(ELT) of non-diabetic patients with MHD were determined by ELISA.  Carotid intima-media thickness (IMT) , quantity
and area of carotid plaque were measured by B-mode ultrasonography. Results There was no significant difference of
serum ELT before and after hemodialysis (HD).  Plasma MPO was significantly higher after HD than before HD (P <
0.01). There was positive correlation between age, MPO level before HD and carotid IMT (P <0.01). There was no
correlation between the levels of plasma MPO after HD and serum ELT or carotid IMT. Conclusions MPO level be—
fore HD contributed to carotid atherosclerosis in patients on MHD.  In contrast, there was no relation between higher MPO
level after HD and carotid atherosclerosis. ~ This finding suggests that increased plasma MPO levels after HD do not reflect
increased activation/degranulation of leukocytes and supports the view that the increase in circulating MPO reflects the hep—

arin-induced release from the atherosclerotic vascular wall.
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Table 1. Parameters of patients and normality test

m A B tsdEE i P

R (2) 51.4  20.0 50 <0.05
HD #f ELT (pg/L) 177.5  80.2 — >0. 05
HD & MPO (pg/L) 147.7  141.2 96.7  <0.05
HD J5 ELT (pg/L) 185.0 103.5 181.2  <0.05
HD J& MPO (pg/L) 265.7 198.0  209.6 <0.05
AU I B0 8 S K IMT (mm) 0. 68 0.16 — >0.05
HANSE RT 0. 81 0.39 0.77  <0.05
EEAN ST 24 B B (A .90  2.32 1.0 <0.05

BN BRI A (mm?) 38.7 61.0 4.82  <0.05
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Table 2. Correlation analysis
ES HD §i ELT HD i MPO HD J§ ELT HD 5§ MPO

HD i ELT r 0.079 0.132 0. 741 -0.127

P 0.672 0.477 0. 000 0. 497
HD & MPO r 0.194 0.132 0. 343 0.278

P 0.295 0. 477 0.059 0.130
HD & ELT r 0. 069 0. 741 0. 343 0. 070

P 0.714 0. 000 0. 059 0. 707
HD 5 MPO r 0. 050 -0.127 0.278 0.070

P 0. 788 0. 497 0.130 0.707
BN SE IS B K IMT r 0. 708 -0.040 0. 560 0.092 0.228

P 0. 000 0. 833 0. 001 0.622 0.217
S RI r 0.472 0.215 0.263 0.131 0. 045

P 0. 007 0. 246 0.152 0. 481 0. 812
TR~ 25 B P r 0. 695 0. 095 0.281 0.030 0.190

P 0. 000 0.619 0.132 0.876 0.316
PA(N S 5 B B T AR r 0. 691 0. 055 0.228 -0.008 0. 156

P 0. 000 0.772 0.225 0. 966 0.410
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