TIPS 5T % Nat Prod Res Dev 2017 ,29 21222127

X E%HS:1001-6880(2017)12-2122-06

EREXSEES T RIRMER B &R0

ERSCEWE M L EEC AR5 F A
R BE R RS A R 2 TARRE s BRI 65050057 [ I BE R} K2 B 42 S e, 1 650051

T EARSCETER T R X W 7 T AR MR A A G A 0 400 4 O DA A W AR B A R BB B BLT. SR
CCK8 A I S X 2 W 175 22 RS 200 M 14 58 A 190 1 VE ), Wesstern blot 46 U 5 45 452 24 h 5 LC3-TL 26 1/
Feik R GFP-LC3 SR (05 LRI 25 SR % 2R A0 M 1 W AR 40 it s, 285 SR 36 B - 5 s A by R
H5%x10° 1 x10° 5 x 10" mol/L AEW] i 2lrs6 R AN AH (P <0.01) . SEpBEAIMIH, 2R 4525 24 h J5 5 x
107 .1 x 10° mol/L £ LC3-11 2R 1R A T E (P <0.05) , FRIFLAZ54H (1 x10° .2 x 10744 x107 8 x 10 mol/
L)1 h.3 h GFP-LC3 Gt sk ZOEH 3G 2 o SRR 2= R BA MG S g5 2 T 2R B 40 r 58 1R , HCALH1 AT
FE I I 1R AR P L Y W AT, AT 245 40 i P 85 T AU
SRR AT A 5 AR AN A PR B

RE S FE:R285.5 X ERFRIRAG A DOI:1016333/}..1001-6880. 2017. 12. 021

Effects of Mangiferin on Autophagy in Mesangial Cell
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Abstract: To study the anti-proliferative effect of mangiferin on mesangial cell with high glucose condition, and its role
on mesangial cell autophagy. CCK8 method was used to detect the anti-proliferative effect of mangiferin on mesangial cell
with high glucose condition. After tréatment with 24 hthe expression levels of autophagy marker LC3-II protein in these
five groups were detected by western blot. Thel GFP-LC3 green fluorescent trace method was used to detect autophagy of
mesangial cells. The results showed that compared with high glucose group, Mangiferin treatment group (5 x 1071 x
10°,5 x 10° mol/L) can significantly inhibit mesangial cell proliferation ( P <0.01). Compared with high glucose
group , LC3-IT protein expréssion level of mangiferin treatment group (5 x 107 ,1 x 10° mol/L) was higher (P <0.05).
Mangiferin treatment group (1 x 10,2 x 10°,4 x 10° 8 x 10° mol/L) , the green fluorescent dot significantly in-
creased. Mangiferin can inhibit the proliferation of mesangial cells with high glucose condition, its mechanism may be
through improving the autophagy level of mesangial cell, maintaining the stability of environment in mesangial cell.
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Fig. 3 | Mangiferin enhances the autophagy level of mesangial cells with high glucose condition
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