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[ABSTRACT] Aim To mvestigate the effects of asymm etric din ethylarginine (ADMA) on the expression ofm acro-
phage m igration mhbitory factor (M IF) m THP-1 monocyte-derived m acrophage cells M ethods A fter mduced by
150 mmol/L photbol 12 myristate 13 acetate (PMA) for 48 h THP-1 monocyte cells differentiated mto m acrophage cells
And THP-1 monocyte-derived m acrophage cells were identified by mmunocytochan istry w ith antrhun an CD68 A fier
TH P-1 monocyte-derived m acrophage cells were ncubated with ADM A of different concentrations ( 1 Bmol/L, 5 Bmol/L,
10 Hmol/L, 20 Hmol/L, 30 Hmol/L) for24 h and 20 Hmol/L ADMA forOh 6h 12h 24 h and 48 hh the expressions
ofM IF inmRNA and protein were m easured by m eans of RT-PCR and enzym e-linked mm unosorbent assay respectively
Results Treaments of THP-1 m acrophage cellswith 5 Pmol/l, 10 Hmol/I, 20 Pmol/I, 30 Hmol/. ADMA for24 h
resulted n an ncrease n the mRNA and protemn levels of M [.  Treaments of THP-1 m acrophage cells w ith 20 Pmol/L
ADMA for12h 24 h 48 h Conclusion ADMA
upregu lated the expression levels ofM IF in culured TH P-1 monocyte-derived m acrophage cells in a dose-and tim e-depend-

A symm etric D im ethy largining A therosclerosis

resulted m an mcrease m the mRNA and proten levels of M IF.
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entmanner which may result n the atherosclerosis.
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