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Acrp30( 100 ng/ml) was selected to add into the cells after culturing for some hours the morphological changes
migration and autophagy level were quantified by invert microscope wound-healing assay and Western blot respec—
tively. The total apoptotic rate of added Acrp30 and pretreated with an autophagy inhibitor 3-methyladenine aggra—
vated ( MA) groups were analyzed by flow cytometry. Results (1) Compared with the control group the viability of
50 100 ng/ml cultured 72 h and 200 ng/ml cultured 48 72 h groups were lower( P <0. 05) ; 2 Compared with the
control group the migration lengths of Acrp30 added group 48 72 h were decreased ( P <0.01) ; 3 The level of
autophagy ( autophagy associated protein LC3B-Il /LC3B-I ) was up-regulated after Acrp30 added group cultured
24 48 h compared with the control group( P <0.05 P <0.01) but the ratio was reduced along with time after 72
h it had no difference with the control; @) The apoptotic rate of MCF-7 cells increased after 48 h 72 h treated with
100 ng/ml Acrp30 and pretreated with MA groups ( P <0.05 P <0.01) compared with the control group. Further-
more the 72 h apoptotic rate of ( Acrp30 + MA) group was increased compared with Acrp30 group ( P <0.05) .
Conclusion  Acrp30 can inhibit the growth and migration of MCF- cells and induce the autophagy and apoptosis.
Inhibit autophagy can promote the apoptosis which induced by adiponectin in MCF-7 cells.

Key words adiponectin; MCF-7 cell; proliferation; autophagy; apoptosis
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Effects of metformin on expression of renal tissue nephrin

in type 2 diabetes mellitus rats
Zhai Limin Ye Shandong Gu Junfei et al
( Dept of Endocrinology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To observe the effects of different doses of metformin( MET) on the expression of renal tis—
sue nephrin protein and mRNA in type 2 diabetes mellitus( T2DM) model rats and understand its protective effect
on glomerular podocytes. Methods The model rats of T2DM were established by being fed with high fat-diet and
intraperitoneal injection of low dose of streptozotocin ( STZ) . Diabetic rats were divided into different dose metform—
in groups ( group MET1 group MET2 and group MET3 150 300 500 mg/( kg * d) respectively) T2DM model
group ( T2DM group) and normal control group ( NC group) were also set up. After 8 weeks blood glucose ( BG)
glycated hemoglobin ( HbAlc) urinary albumin/urine creatinine ( UACR) urinary nephrin excretion renal tissue
pathological changed and nephrin expression were detected. Results The levels of BG HbAlec UACR glomerular
basement membrane thickness ( GBMT) and food process fusion ratio ( FRFP) in MET groups were significantly
lower than those of T2DM group while higher than those of NC group ( P <0.05) and those above in MET2
MET3 were lower significantly compared with MET1 group( P <0. 05) ; the levels of blood BUN and urinary neph—
rin/urine creatinine ( UNER) in MET groups were lower than those of T2DM group ( P <0.05) there was statisti—
cally significant difference between MET3 and MET1 group ( P <0. 05) ; the expression of renal tissue nephrin pro—
tein and mRNA in MET groups were significantly increased compared with that of T2DM group ( P <0.05) but
lower than that of NC group ( P <0.05) ; the expression of nephrin protein had no statistically significant difference
among MET groups while the expression of nephrin mRNA in MET3 group was higher than that of MET1 group ( P
<0.05) . Conclusion MET can alleviate the down-—regulation of renal tissue nephrin expression and provide some
protection against glomerular podocyte damage in T2DM rats with a dose-dependent manner.

Key words type 2 diabetes mellitus; diabetes; metformin; nephrin; podocyte



