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The tumor necrosis factor—« inhibits expression and secretion of pigment

epithelium—derived factor in 3T3-L1 adipocytes

XIA Wei,YANG Shu—min,LUO Mei,MEI Mei ,SONG Ying, CHENG Qing—feng,LI Qi—fu

(Department of Endocrinology ,the First Affilia‘ted Hospital ,Chongging Medical University)
[ Abstract ] Objective: To investigate the effect of tumor necrosis factor—a (TNF—a) intervention on the expression and secretion of
pigment epithelium—derived factor (PEDF) in 3T3-L1 adipocytes. Methods:3T3-L1 preadipocytes were cultured and differentiated
into the mature adipocyte.3T3-L1 adipocytes were incubated with TNF—a at different concentrations(0.1,1,10, 100 ng/ml) for differ—
ent periods of time (3,6,12,24 h).PEDF mRNA expression was detected by Real-time Quantitative PCR.Total protein of PEDF se—
creted by these adipocytes was evaluated by ELISA. Results: (1)Treatment of 3T3-L1 adipocytes with TNF~a at different concentra—
tions decreased PEDF mRNA expression and secretion along with the elevated TNF—a concentration in the culture medium(P<0.05).
(2)The inhibitive effect of TNF-a(10 ng/ml) on PEDF mRNA expression gradually strengthened with the increase of treatment time,
and reached the maximum at 12 h(P<0.05).(3)Treated with TNF-a (10 ng/ml) ,the inhibition rate of their secretion of PEDF was
15% at 6 h,and 33% at 24 h(P<0.05). Conclusion;TNF-a significantly decreases the expression and secretion of PEDF in 3T3-L1
adipocytes in a dose—and time~dependent manner.
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10 pg/ml B % 0.5 wmol/L HUZEARAAFN 10% 42 MLTE A 5
Y% DMEM 35387 .48 h /5 , 0 E 10 pg/ml BRI EM 10%85
4 M A B DMEM SE3RM, 4KER3E3T 48 h B R iR
e 10% 064 V8 W8 DMEM 53Rkt B 24
W, HEIE 8~12 d 90%LA_FKY 3T3-L1 AiAEH4EM 31k
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C 60 5.55°C 30 s.95°C 30 s(1 MER), BRMERN 10
mlo
1.2.5 PEDFZE A %/ ELISA i€ 41 1% PEDF
W, BMEE R 3 ANETL, SRS R R i
7o
13 %itFam

Bty e A SPSS 13.0 SR IT ST, XBE
83K GTERBUSBEATEEZERR , SHE B RE )T
EFURRHFLE, RAREEF 240, WA ERE
FH SNK—g RBRFTRIIR Hhd LA P<0.05 AR GITEER,

2 &4 B

2.1 RFREH TNF-o 2t 3T3-L1 IRy tm fe & ey R
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Effects of salvia miltiorrhiza on the kidney p38MAPK signal channel induced

by intestinal ischemia/reperfusion in rats
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[ Abstract JObjective: To observe the effects of salvia miltiorrhiza Bunge on the kidney p38MAPK signal channel induced by intestinal

ischemia/reperfusion in rats. Methods ; Thirty—six male Wistar
EENR:m  ¥(1983-), % , M+,

B 55 6 B Bk e T G IR 5% AR B 4G AR AU
EEEE: ¥ #,%,8 4K )F,Email; dongzhejinyi@sina.com,

rats were randomly divided into 3 equal groups:control group,

ischemia reperfusion injury group and salvia miltiorrhiza group.

[4] Fasshauer M,Klein J,Neumann S, et al. Tumor necrosis factor alpha
is a negative regulator of resistin gene expression and secretion in 3T3-
L1 adipocytes[J].Biochem Biophys Res Commun,2001,288 (4):1027 -
1031.

[S] Kralisch S, Weise S,Sommer G,et al.Interleukin—1beta induces the
novel adipokine chemerin in adipocytes in vitro[J].Regul Pept,2009,
154(1-3):102-106.

[6] Crowe S,Wu L E,Economou C,et al.Pigment epithelium~derived
factor contributes to insulin resistance in obesity[J].Cell Metab,2009,
10(1):40-47.

[71 Tombran-Tink J,Johnson L V.Neuronal differentiation of retinoblas—
toma cells induced by medium conditioned by human RPE cells[J].In-
vest Ophthalmol Vis Sci, 1989, 30(8):1700-1707.

[8] Yang S,Li Q,Zhong L, et al.Serum pigment epithelium—derived fac—
tor is elevated in women with polycystic ovary syndrome and correlates
with insulin resistance[J].] Clin Endocrinol Metab,2011,96(3):831-836.
[9] Joost H G,Schurmann A.Subcellular fractionation of adipocytes and

3T3-L1 cells[J].Methods in Molecular Biology,2001,155(1):77-82.
[10] Famulla S,Lamers D,Hartwig S,et al.Pigment epithelium-derived
factor is one of the most abundant proteins secreted by human
adipocytes and induces insulin resistance and inflammatory signaling in
muscle and fat cells[J].Int J Obes(Lond),2010,35(6):762-772.

[11]  Yamagishi S,Inagaki Y,Nakamura K,et al.Pigment epithelium-
derived factor inhibits TNF—alpha—induced interleukin—6 expression in
endothelial cells by suppressing NADPH oxidase ~mediated reactive
oxygen species generation[J].J Mol Cell Cardiol, 2004 ,37(2):497-506.
[12] Sanagi T,Yabe T,Yamada H.The regulation of pro-inflammatory
gene expression induced by pigment epithelium ~derived factor in rat
cultured microglial cells[J].Neurosci Lett, 2005 ,380(1-2):105-110.
[13] Yabe T,Sanagi T,Schwartz J P, et al.Pigment epithelium—derived
factor induces pro —inflammatory genes in neonatal astrocytes through

activation of NF~kappa B and CREB(J].Glia, 2005,50(3):223-234.
(FiEspt. 28R )



