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Lipoprotein profiles and inflammatory markers in
chronic hemodialysis patients
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Mayumi Idei” and Takashi Miida”

Summary Hemodialysis patients are at high risk for cardiovascular events. Although dyslipidemia
and chronic mild inflammation are characteristic features in these patients, recent technical advances
in hemodialysis may alleviate such abnormalities. To address these issues, we measured lipoprotein
concentrations as well as inflammatory markers in 17 hemodialysis patients (64.4 + 11.1 years) and
17 healthy controls (62.1 £ 7.5 years). We found that hemodialysis patients had lower LDL-choles-
terol (p<0.005) and HDL-cholesterol (p<0.05), and a higher apolipoprotein (apo)C Il /apoC II ratio than
controls (p<0.001). Unexpectedly, triglyceride concentration did not differ between the two groups.
The high-sensitivity C-reactive protein and serum amyloid A protein were about 4-fold and 2-fold
greater in the hemodialysis patients than in the controls (p<0.005, and p<0.005). In conclusion,
hemodialysis patients showed low HDL-C without hypertriglyceridemia together with increased inflam-
matory markers. These abnormalities may contribute to accelerated atherosclerosis in hemodialysis

patients.
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#1 BEER

ENTRE (n=17) IEERE (n=17)
s (%) 66.2 (10.1) 62.1(7.6)
HBri 10/7 8/9
& (m) 1.55 (0.09) 1.61 (0.08)
fREE (kg) 46.6 (9.9)%* 58.6 (11.3)
BMI (kg/m?) 19.3 (4.1)%* 22.5(2.7)
IS EA I+ (mmHg) 157.6 (16.5)** 125.6 (15.6)
PEERIAINE (mmHg) 83.1 (14.2) 79.4 (12.3)
7 L7 F = (mg/dL) 6.36 (2.36)%* 0.72 (0.16)
7 V7 2 (mg/dL) 3.2 (0.5)%* 43(0.4)
ERTHIR (F) 89.1 (65.7) N/A
FEPR I (%) 65.0 0

Bl IEF1 (BEE (R 22).

** p<0.005%* vs. IEH
BMI, body mass index; N/A, not applicable
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#2 YREHTO T 4 =V ERFEY— T — DI
EHTHE (n=17) IEEH (n=17)

TC (mg/dL) 159.4 (36.4)** 212.2 (30.9)
TG (mg/dL) 98.0 (81.0-118.3) 100.7 (78.4-134.1)
PL (mg/dL) 180.2 (37.3)%* 221.7 (27.7)
HDL-C (mg/dL) 46.7 (11.4)% 60.2 (16.3)
LDL-C (mg/dL) 82.9 (26.2)** 115.8 (19.7)
apoA I (mg/dL) 108.9 (28.1)%* 153.3 (26.1)
apoA I (mg/dL) 18.7 (4.6)** 29.2 (3.6)
apoB (mg/dL) 77.6 (18.4)%* 94.8 (13.0)
apoC I (mg/dL) 2.7 (1.1)* 3.9 (1.4)
apoC 1l (mg/dL) 10.4 (3.5) 93(2.2)
apoE (mg/dL) 4.0 (0.9) 4.5(1.5)
LCAT ( AFC/min) 61.7 (27.7)%* 91.4 (15.6)
hs-CRP (mg/dL) 1.70 (0.45-6.68)** 0.44 (0.24-0.51)
SAA (y g/mL) 10.8 (5.0-27.8)%* 5.4 (3.1-6.8)

BEIZ T BRERE) 72132 U7 > (U REEPH). #* p<0.005%* vs. IEFHE.
TC, total cholesterol; TG, triglyceride; PL, phospholipid; HDL-C, high-density lipoprotein-

cholesterol; LDL-C, low-density lipoprotein-cholesterol; apo, apolipoprotein; LCAT,

lecithin:cholesterol acyltransferase; hs-CRP, high sensitivity C-reactive protein; SAA,

serum amyloid A protein.
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