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Effect of Sarcandra Glabra Injection on the Expression of Costimulatory Molecules of U937 Cells and
Its Mechanism

CHEN Xiaohong, GAO Ruilan, SHEN Yiping, WO Like, WANG Xiao(Research Institute of Hematology, the First
Affiliated Hospital of Zhejiang Chinese Medical University, Hangzhou 310006 , China)

ABSTRACT: OBJECTIVE To explore the effect of Sarcandra Glabra injection(SGI) on the expression of costimulatory
molecules of U937 cells and its potential mechanism. METHODS The total RNA was extracted when monocytic leukemia
U937 cells were treated with different concentration(1.83, 2.75, 3.66, 5.49, 7.32 g~L’1) of SGI for 48 h. The expressions of
costimulatory molecules CD86 and B7-H1 mRNA were detected by RT-PCR. The level of CD86 and NF-«kB protein in cytoplasm
or intranuclear was measured by Western blotting. RESULTS When treated with SGI for 48 h, the expression of B7-H1 mRNA
decreased, the concentration of CD86 protein increased as the concentration of SGI increased, the expression of CD86 mRNA
increased when the concentration of SGI were 3.66—7.32 gL', the concentration of intracytoplasmic NF-kB protein decreased,
the intranuclear NF-kB protein increased. CONCLUSION SGI could enhance the expression of CD86 of U937 cells, and

reduce the expression of B7-H1. Its mechanisms might be related to the increase of content of intranuclear NF-«kB protein.
KEY WORDS: Sarcandra Glabra injection; U937cells; CD86; B7-H1; NF-«xB
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Fig. 1 The expression of CD86 mRNA in U937 cells after
treated with different concentration of SGI for 48 hours
l1—control; 2-1.83 g-L™'; 3-2.75 g'L™'; 4-3.66 g'L™"; 5-549 gL™;
6-7.32 g'L™'; M—marker; compared with control group, “P<0.05,
p<0.01.

2.2 Western blot £ ill SGI 4L ¥ U937 4 il J5 CD86
I RIE K& NF-«B & F7E 2R i A 1R 1E
SN PR AR FE 1) SGI AbHE 48 h J5, it
JEENERS I . CD86. NF-xB FiJR 745 CD86.
NF-xB $uik =456 B, o e P2k
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Fig. 2 The expression of B7-H1 mRNA in U937 cells after
treated with different concentrations of SGI for 48 hours
1-control; 2-1.83 g'L™'; 3-2.75 g'L™"; 4-3.66 gL', 5-5.49 gL™';
6-7.32 g'L”'; M—marker; compared with control group, P<0.05,
2p<0.01.
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Fig. 3 The expression of CD86 protein in U937 cells after
treated with different concentrations of SGI for 48 hours
1-control; 2-1.83 g'L™'; 3-2.75 g'L™"; 4-3.66 gL', 5-5.49 g'L™';
6-7.32 g'L™'; MW-molecular weight; compared with control group,
DP<0.05, 2P<0.01.
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Fig. 4 The expression of NF-kB protein in the cytoplasm of
U937 cells after treated with different concentrations of SGI
for 48 hours

I—control; 2-1.83 g-L™'; 3-2.75 g'L7'; 4-3.66 g'L™"; 5-549 gL;
6-7.32 g'L”"; MW-molecular weight; compared with control group,
Dp<0.05, 2P<0.01.

MW 1 203 4 5 6
50 kDa - e
37kDa -
50 kDa - .
D GEND GRED GEED GRS SN - [-actin
37 kDa -
]4 ]
Z:"‘ 13 2 13
:‘:3? Py [}]
i 12
® LI
o 1.0
0.9
0770 183 275 366 549 7.32
SGI /gL
5 [ WE SGI AT U937 41 48 h J& 48 i A% W NF-«B
EH KA
1-%f18; 2-1.83 g'L™'; 3-2.75 g¢L™'; 4-3.66 gL ™'; 5-5.49 gL ";
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Fig. 5 The expression of NF-kB protein in the nuclei of
U937 cells after treated with different concentrations of SGI
for 48 hours

I—control; 2-1.83 g-L™'; 3-2.75 g'L™'; 4-3.66 g'L™"; 5-549 gL;
6-7.32 g'L™'; MW-molecular weight; compared with control group,
Dp<0.05, 2P<0.01.
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