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Effect of Dexamethasone on the Phosphorylation of Nephrin in Cultured Podocytes.  Nie Guoming, Zou Minshu, Yu Jian, Luo Liman,
Xu Hongtao, Mao Jiaojiao. Department of Pediatrics, Wuhan General Hospital of GuangZhou Command of PLA, Hubei 430070, China
Abstract Objective The phosphorylation of nephrin plays an important role in maintaining the normal structure and function in
podocytes. Glucocorticoid is a most common drug used to treat primary glomerular diseases with proteinuria. In this paper, we observated
the dexamethasone (Dex) on the level of nephrin phosphorylation in cultured podocytes in vitro. Methods In vitro cultured podocytes
were treated with various concentrations of Dex (Onmol/L, Inmol/L, 10nmol/L, 100nmol/L) for 24h, and Dex at concentration of
100nmol/L at different time points (0, 12, 24, 36h). Dex (100nmol/L) were cultured with podocytes, adding glucocorticoid receptor
antagonist and mineralocorticoid receptor antagonist, respectively. Nck or Fyn were silenced by small interfering RNA (siRNA) , and the
phosphorylation of nephrin was determined by immunoblot with the anti - pY1228 nephrin antibody. Results Dex at concentration of
10nmol/L, 100nmol/L treatment podocytes was significantly increased the phosphorylation of nephrin. The incubation of Dex at concentra-
tion of 100nmol/L and podocytes for 24h, 36h significantly increased the phosphorylation of nephrin. 100nmol/L Dex and podocytes incu-
bation for 24h resulted in phosphorylation of nephrin obviously. This increased phosphorylation was inhibited by glucocorticoid receptor an-
tagonist, but not by mineralocorticoid. 100nM Dex and podocytes incubation for 24h increased significantly phosphorylation of nephrin,
and siRNA silencing of Nck or Fyn. The former can be partially inhibited, and the latter completely inhibited nephrin phosphorylation.
Conclusion Glucocorticoid increases the phosphorylation of nephrin. Glucocorticoid treatment for human glomerulonephritis may exert its
function by regulating Nck and Fyn complex to promote phosphorylation of nephrin. These results elucidate a novel mechanism of glucocor-

ticoid treatment for glomerulonephritis.
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Effects of 1,25 — dihydroxyvitamin D; and Celebrex on Aapoptosis of Gastric Cancer Cell Line SGC -7901.
qing, Gu Miao. Chenzhou No. 1 People's Hospital, Hunan 423000, China
Abstract

Peng Changneng, Li Guo-
Objective This study explores the 1,25 — dihydroxyvitamin D, combined with celecoxib (CELE) on apoptosis and ex-
pression of Bel =2, Bax protein in gastric cancer cell line SGC —7901 and to explore whether the combination of synergistic anti — cancer
effect and to explore the possible mechanism of the combined application of VitD; and CELE against gastric cancer. It is seeking to provide
a theoretical basis for optimal therapeutic effect for the clinical development of rational combination chemotherapy. Methods To culture
gastric cancer cells SGC - 7901 in vitro to the exponential growth phase, adding a certain concentration CELE, VitD; and CELE and
VitD3. 48 h after, acridine orange staining was used to observe the cell apoptosis and Western blot was used to detect the expression of Bel
—2, Bax protein. The effects of two drugs on gastric cancer SGC — 7901 cells apoptosis and related gene expression were analyzed. Re-

sults Apoptotic cells were observed in morphology confirmed the effect of apoptosis induced by VitD, and CELE in gastric carcinoma cells
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