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[ ABSTRACT]

nomolipidemic human subjects.

Apolipoprotein A 0u;

using a novel, validated enzyme linked immunosorbent assay.
rather low (5.4~ 455.6 He/L) .
-0.225, P= 0.031).

(HDLC) (r= 0.453, P< 0.001), and negatively related to body mass index ( BMI) (r= — 0.345, P= 0.001).

concentration was not related to low density lipoprotein cholesterol ( LDLC) and total cholesterol (TC) .

Lipid Homeostasis;

Body Mass Index;

Methods Lipids were measured enzymatically.

Enzyme linked Immunosorbent Assay;

Aim To determine apolipoprotein A 00 ( ApoA Ov) levels and study the correlation with lipid parameters in

Serum ApoA () levels were determined

Results  Serum ApoA 00 level in normolipidemic subjects was
An inverse correlation between serum ApoA OV and triglyceride (TG) levels was observed ( r=

In addition, ApoA 00 concentration was positively related to high density lipoprotein cholesterol

ApoA O
Conclusions The se

rum ApoA 0V level was rather low, and inversely related to TG and BMI, but positively related to HDLC.
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(PBS)-0. 1% Tween20 (PBST) %K =k . BJH 1%
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WX Z ) — RS 0 S I RRIR 3 3% 1, Lotk
HDLC & T 54, i LDLC.TG 1 BMI A& T 58 4.

% 1. BAmEAN—RERRMBSELE (v £s)

& tx B (n=50) LM (n=42 P&
T (%) 44.6%12.6 44.0%8.9  0.789
BMI (kg/m?) 23.6712.67  22.05%2.69 0.005
TG (mmol/L) 1.47%0.58 1.09+0.53  0.002
TC (mmol/L) 4.94%0. 66 4.85%0.51 0.441
HDLC (mmol/L) 1.17%0.28 1.36£0.26  0.002
LDLC (mmol/L) 3.0010. 48 2.75%0.47  0.013
25 IR MLFE (mmol/L) 4.95%0. 51 5.08%0.61 0.282
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