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Effect of Calcium Signaling Pathway on Cholesterol Efflux Promoted by Lysophos-
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MeSH
ABSTRACT

and the function of calcium signaling pathway on this effect.

Lysophosphatidylcholine; M acrophage, Foam Cells;  Cholesterol;  Calcium

Aim To explore the effect of lysophosphatidylcholine on cholesterol efflux from macrophage foam cells,
Methods M acrophage foam cells were harvested from
female mice weighing 25~ 30 g.  Human LDL was separated from healthy subjects and isolated by differential ultracen-

trifugation. LDL was acytylated to ac— LDL to convert macrophage to foam cells.  Cholesterol mass of medium and

cells were quantified by enzymetic fluorometry. Intracellular calcium concentration was measured by fluorometry. In-
volvement of intracellular calcium and PKC on effect of cholesterol efflux from macrophages by LPC was measured by ap-
plying EGT A and H7 to adduct extracellular calcium and to inhibit the activity of PKC, then observed whether cholesterol
efflux could occur. Results Within the dosage of 10~ 80 Hmol/ L, LPC obviously promoted cholesterol efflux from
macrophage foam cells, and LPC increased intracellular calcium concentration.  When extracellular calcium was cleared
by EGTA or PKC activity was inhibited by H;7, LPC could not promote cholesterol efflux from macrophage foam cells.
Conclusions LPC could promote cholesterol efflux from macrophage foam cells within the dosage of 10~ 80 Hmol/ L,
this effect is related to influx of intracellular calcium. Calcium— PKC signaling pathway induced LPC’ s effect on choles-

terol efflux from macrophage foam cells.
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Table 1.
foam cells (mg/L, x L)

Effect of LPC on cholesterol efflux from macrophage

Groups n Medium free cholesterol
Control 3 0. 623 £0. 031

10 Hmol/ L LPC 3 1. 077 0. 064*

20 Hmol/ L LPC 3 1.690 0. 161°

40 Bmol/ L LPC 3 2.287 0. 035*

80 Hmol/ L LPC 3 2. 480 £0. 105

a: P< 0.01, compared with control group.
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F2. EGTA X EMER MM EEINRAOZMNx L)
Table 2. Effect of EGTA on cholesterol efflux from

macrophage foam cells(mg/ L, xt s)

Groups n Medium free cholesterol
Control 3 0. 623 £0. 031
40 Hmol/ L LPC 3 2.287 £0. 035°
1 mmol/L EGTA 3 0.543 0. 121
40 YUmol/LL LPC + 1 mmol/LL EGTA 3 0.795 £0. 134

a: P< 0.05, compared with control group.
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Table 3.  Effect of H; on cholesterol efflux promoted by LPC
(mg/L, » Ts)

Groups n Medium free cholesterol
Control 3 0. 623 0. 031
40 Hmol/ L LPC 3 2.287 £0. 035
40 Hmol/ L LPC+ H; 3 0. 817 £0. 149

a: P< 0.05, compared with control group or 40 Hmol/L LPC+ H;

group.
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Table 4. Effect of LPC on intracellular calcium of macrophage

foam cells( nmol/ L, ; *s)

LPC Dose n Before treat During treat
20 Bmol/ T, 4 525.5%+14.9 940. 0 *14. 0°
40 Bmol/ L 4 561.6%23.5 1219.5*118. 3*
60 Bmol/ L 4 528.0%*16.5 1302. 0 £133.7°
80 Bmol/ L 4 533.7%24.9  2116.8 £429. 1°

a: P< 0.01, compared with before treat.
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