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ABSTRACT

erated an in vitro model of macrophage-derived foam

Previous study proved that it gen-

cell, namely, the characteristic pathological cell in the
early atherosclerotic lesion to incubate Cs; BL/6J
mouse peritoneal macrophages with 10 mg + L7 oxi-
dized low density lipoprotein for 4 days. With the Ca**
fluorescent indicator technique and NADH-oxidizing-
coupling-spectrum-analysis method, we determined
the intracellular Ca’*-ATPase of the above cultured
foam-like cell. The results indicated that the [Ca®**]i
level was 2. 7 times higher than that of control group
cells, and the activity of Ca*t-ATPase was 24% of
that of the This

macrophage-derived foam cell formation is connected

later cells. supported that
with the slow Ca®* entry or release, which possibly
derived from long-lasting openings of membranous
Ca®* channels and the inactivating of Ca’t-ATPase at
the late stage.
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F A3k, L 4C .4 000 r » min' F A 30min, & f1 #
120 ml, /v A NaN, 24 mg. 100 mg « L"EDTA 0. 6 ml
B Sl Aft. fu#% % Hitachi 80P-7 B2 o # & #
BEFCMLEFABEES, UFK 1.019.4C.30
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%K 1.063,4C . 40000r - min" By 240, R L E#
ERBEREEREE).CRTARBEER AL R
AR —-R#¥. KE K %F & (ow density lipoprotein,
LDL)% 4C .4 EDTA 8 PBS %47 72 h, T BB H .
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Figure 1.
lar calcium. A, B or C represents the group cells derived
from Cs; BL/6] mouse peritoneal macrophages incubated with
control medium, 10 mg * L' low density lipoprotein or 10 mg
» L' oxidized low density lipoprotein, respectively. The Ca2+
fluorescent indicator Indo-1 was vsed to measure the intracel-
lular Ca?* level. EX wavelenth 355 nm, EX bandpass 5 nm;
EM wavelenth 485 nm, EM bandpass 5 nm; response 2 sec,

for more details see the contexts,
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Figure 2. Intraccllular calcium in different group of

cells. A. B or C represents the same group cells as figure 1.
{Ca**]i= Kd (F-Fmin)/(Fmax-F). According to the a!)ove
formula we can acquire the [Ca?* Ji value resulting from the
detected curves in figure 1. Each was the mean value of two

calculated results.
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Figuore 3. Detected curves for measuring the activi-

ties of Ca’>*-ATPase. A. Bor C represents the group cells
derived from Cs;BL/6J mouse peritoneal macrophage incubat-
ed with control medium, 10 mg « L-! low density lipoprotein
or 10 mg = L' oxidized low density lipoprotein, respectively.

For more details see the contexts.
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