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Aim To explore the cellular mechanisms of free cholesterol ( FC)-induced macrophage apoptosis by activat-
Methods Macrophages were harvested from the peritonea of female C57BL&/ J mice,

then incubated in DMEM and 1% fetal bovine serum( FBS) medium alone, or medium containing acetyklow density lipoprotein

(acLDL) and compound 58035 (free cholesterotloading conditions), or medium containing ac LDL and compound 58035 plus

U18666A respectively.

Westerrr blot was used to determine expression of C/EBP homology protein ( CHOP) .

The apoptosis

percentages of macrophages were detected with flow cytometry (FCM) after the staining of AnnexirV and propidium ( PI) .
Results Macrophages incubated in DMEM and 1% FBS alone had no expression of CHOP and showed very little evidence of cell

apoptosis.

CHOP increased notably and about 21. 83% 2. 47% apoptosis of the cells had been detected.
markedly in free cholesterol loaded plus U18666A and also no CHOP expression had been detected.

tracellular FC accumulation plays an important role in macrophage apoptosis, and UPR is involved in this process.

After incubated with medium containing ac LDL and compound 58035 in our cell culture model, the expression of

But apoptosis was diminished
Conclusions Excess in-
But U18666A

can block FC transport into endoplasmic reticulum ( ER) to activate the CHOP and subsequent apoptosis.
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Rockland /A &]; 4 5 1 2 1 B & 30 17 %] | U18666A
B Biomol /A & # fit; 7. Bt (K5 & B & & (acetyllow
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Bending & & LA AN AN. ERKXEHRE
T 40 B A F 18 B, Annexine VT /PT 20 B 5 A
T (5B %) ; Amexine V' /PTT 28 L 4 37 3T, 4
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