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Tab 1. Effect of microcystin-LR ( MC-LR) on
phagocytosis of peritoneal macrophages of mice
and RAW264.7 cells

Phagocytic activity (Assy )

MC-LR
/nmol L™ Peritoneal macrophages RAW264.7 cells
0 0.960 +0.082 2.24 £0.34
0.553 +0.087 ™ 2.23 +£0.36
10 0.378 £0.054 ™ 2.20£0.29
100 0.300 +£0.052 ™ 2.27 £0.32
1000 0.292 +0.013 ™ 2.23 £0.40

Peritoneal macrophages and RAW264. 7 cells were seeded, re-
spectively , into 96-well microplates at the density of 20 000 cells
per well. The cells were incubated with MC-LR for 4 h. And
then incubated with neutral red for 0.5 h to test the phagocytic
activity. x+s, n=3. ™ P <0.01, compared with medium con-
trol (0 nmol-L™").
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Tab 2. Effect of microcystin-LR on reactive oxy-
gen species level of peritoneal macrophages and
RAW264.7 cells

Fluorescence intensity

Group
Peritoneal macrophages RAW264.7 cells
Medium control 93 +3™ 90 +13 ™
DHR control 613 £42 704 + 145
DHR + MC-LR 1 529 +34 729 £58
10 457 £30” 691 +63
100 407 6™ 727 +100
1000 389 £15™ 706 + 132

Peritoneal macrophages and RAW264.7 cells were seeded, respec-
tively, into 96-well microplates at the density of 20 000 cells per
well. The cells were incubated with MC-LR 1, 10, 100 and 1000
nmom- L.™" | respectively, for 4 h. And then incubated with di-
hydrorhodamine 123 (DHR) for 0.5 h to test the reactive oxygen
species level indicated by fluorescence intensity. x +s, n = 3.

"P<0.05, " P<0.01, compared with DHR control.
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Effect of microcystin-LR on phagocytic function and reactive oxygen
species level of mouse macrophages

LIANG Yan, LU Yan, SHEN Ping-Ping "
( National Key Laboratory of Pharmaceutical Biotechnology, Nanjing University, Nanjing 210093, China)

Abstract; AIM  To investigate the effect of
microcystin-LR ( MC-LR ) on the phagocytic
function of mouse peritoneal macrophages and
RAW264.7 cells. METHODS Macrophages
were isolated from the peritoneal cavity of
BALB/¢ mice and primary culture was per-
formed. The macrophages were incubated with
MC-LR 1, 10, 100 and 1000 nmol - L', re-
spectively, for 4 h. Then, the phagocyte ability
of peritoneal macrophages to the dye neutral red
was measured. The level of reactive oxygen
species ( ROS) in macrophages was analyzed
with dihydrohodamin 123 staining assay. The
mouse RAW264.7 cells were treated with MC-
LR and the phagocyte ability and ROS level
were measured, too. RESULTS MC-LR sig-

nificantly decreased phagocytic function in a

concentration-depended manner, meanwhile the
level of ROS in macrophages was notably sup-
pressed when the MC-LR concentration was
higher than 10 nmol - L™'. However, MC-LR
didn’ t exhibit any obvious effect on mouse
RAW264. 7 cells. CONCLUSION MC-LR
suppresses the phagocytic function and ROS
generation of peritoneal macrophages. And the
peritoneal macrophages are more sensitive to
MC-LR than RAW264.7 cells.
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