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Determination of plasma acylation stimulating protein in children

Yu WEN, Hong-Wet WANG, Hui-Ling LU, Hong SHI, Xiu-Fen HU. Department of Pediatrics , Tongji Hospital , Tongji Medi-
cal College, Huazhong University of Science and Technology, Wuhan 430030, China( Wang H-W , Email ; hwwang54@ sina.

com. cn)

Abstract: Objective
stimulating protein (ASP) and to explore the value of plasma ASP determination. Methods

To introduce a simple, rapid and stable method for the determination of plasma acylation
Sixty-three simple obese
children and 98 healthy controls were included in this study. The ELISA technique was employed to determine the plasma
ASP concentration. Results The best linearity of test was between 0.5-10 ng/ml. The intra-assay coefficient of variation
(CV) was 8.17% and inter-assay CV, 9.72% . The average plasma ASP concentration in healthy children was 69. 14 +
25.58 nM and 95.64 +36.24 nM in obese children (P <0.001). Plasma ASP was positively correlated with body mass
index in both healthy and obese children (r =0.2883 and 0. 337, respectively, both P <0.01). Conclusions
ASP can be quantified by the ELISA method. Plasma ASP determination may be recommended as a new method for lipid

Plasma

metabolism determination in children.
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UL BT 96 FLAR (ASP FRifE il SRbi A\ ASP £ b [
Yl (Quide 23 7] USA 8f HBT /3 7] Netherands) ;2
XJ RN (HBT /4 F] Netherands ) ; @BfA i LY
BEpR 0 B F P AR 1eG (Sigma # A 4914) ; DR 2 —
fiiZ : Polyethylene glycol , PEG ( Fisher Scientific cata-
logue # P156B-3) ; &%} —Jf¢ : OPD 10mg/ i ( Sigma
# P-8287) .
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7K 500 mL) ; B %W (TR IR 9.6 g, 251 7K 500
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W UIMEL B A AR AL, H B g G &k R
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B H U 1k, 383 vk, e 45 S 43 51k 65 6. 05
nM(CV:9.31% ),79. 58 +8. 08 (CV:10. 15%)
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