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[ABSTRACT] Aim To investigate the effects of hanocysteine (H ¢y) on cholesterol synthesis in THP-1 m acropha-
ges and its potential target loci M ethods The macrophages were mduced by phorbol 12-m yristate 13-acetate( PMA )
fran THP-1 mononuclear celly and treated by Smmol/L Hey forOh 4 h 8 h 18 h and 24 h respectively  The mRNA
expression of insulin-induced gene 1 ( Insigl) and 3-hydroxy-3methylglutaryl coenzyme A reductase(HMGCR) were deter

H amocysteing M acrophage Insulin-Induced Gene 1; 3H ydroxy-3M ethylglitaryl Coenzyme A Re-

m ned by reverse transcription polym erase chain reaction (RT-PCR).  Intracellular total cholesterol levels were exan ned

by enzym atic colorm etric assay Results Intracellular total cholesterol level ncreased significantly canpared w ith the
0 h group at 18 h and 24 h(P < Q 01) afterH cy-treament The expression of InsiglmRNA den onstrated a tin e-dependent
down-regulation afterH cy-treament 8 h 18 h and 24 h groups had significant lower InsiglmRNA level vs Oh group(P <

Q 05 andP< Q 01). TheHMGCR mRNA expression showed obvious upregulation at 18 h and 24 h canpared w ith the O
h group(P < Q 01). Conclusion

foan cell fomation m ay go through the follow ngway H cy down-regulates the expression of Insig] and sequentially up-reg-

A potential m echanism for H cy-induced lipid accumulation n m acrophage and

ulates the HM GCR expression, which eventually increases the cholesterol synthesis in THP-1 m acrophages
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Ff: AGTCCTTTAGAACCCAAT
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v Oh 4 h 8 h 18 h 24 h
Insigl 0 597 £0 023 Q 587 £a 025 Q 523 *q 056* Q 432 tq 026" Q 386 +a 032
HMGCR Q 801 *Q 035 Q 784 0 032 a 750 £a 043 1. 031 Xq 063" 1 129 a 108"

aNP<Q05 bAHP<QOL 5 0hdflE.

2 HeyfEAF THP-1 EEEMME A FAEE nsiglmRNA
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18 h4l Q 236 20 024°
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