2019 4E7 1 4521 % 45T W HEBE 2 Mod Chin Med Jul. 2019 Vol.21 No.7

- SERRBTSE -
122 7 B 2o s PI3K/ Akt 388 6 410 1 e
BB /INE B A A T

ML, AAT
MAEG ¥R MBARER Baf, #k +HE 442000

[(WZE] B OZEEERER TS /ME 1R 0 (HK-2) Ak R0 A 5 0 T 5w R A LS. ik
TRAMEEFR /NG R4, TREVE F T BN R AN IR T, A o R B (30 mmol - L7 b Ab
B . AR (S5, 10 wmol -L™") (A WELL, LY294002 (PI3K I 51) 41(10 pmol-L™") . i Fi MTT 254610 45 20 48
MU3E Sy s A AA I A 2 AR T3 s JC-1 R ZR LR (MMP) 3 DHE ZESGHRE RN ROS AR fk; e iat
F G R LRI =BG (LDH) | TN _[E(MDA) | A LYEALAE(SOD) | iR JF A A I H K (GSH-PX) & & ; Western-blot
TR A A ZE C(CYT-C) | P B2 R K 4 2R 8 [ -3 ( Caspase-3) & [1 3R 75 7K F- LA S Ake 1 B R AL 1% 9L o
ER: 55 PO BRAA E RN G AL B 8 B S IR /N S ARG TS, B4 ROS fy & AU -2, LDH
(ZEMISh) . MDA & 2380, SOD, GSH-PX iEPEE 2 TR, [IATFEINEARABIRAL, 3T CYT-C, Caspase-3
feik, T p-Akt/ Akt FIKFEME(P <0.01) o A[FRIHSE 2B GRAGI R 5 wmol - L™, #5515 10 wmol - L™") FIEHHE
[P B /NG L AN, A0 M A7 76 S LT, ROS & i M UA T2 3Rz Wi T, LDH, MDA & &% #i K¢,
SOD. GSH-PX {fith bz b Ft, LRI BEm 42T, CYT-C, Caspase-3 Fik W% T, p-Akv/Akt kBN (P <
0.01), LY294002 ( PI3K #liifil 7] ) 20 LR F8 45 Ak I 25 R 5 2L P B4 AH I o 8538 12 it AT B 08 40 2 I T
PI3K/ Akt 38 B 3 fil A0 7 34 3% O U T, AT /N L i A R HE R PR o

[XBiIA] AFYE; B/ME LM, AT PIBK/AkG SRR

[FEHES] R285.5 [XXEiFRINA] A [XEHS] 1673-4890(2019)07-0913-07

doi:10. 13313/j. issn. 1673-4890. 20181022005

Resveratrol Inhibits Oxidative Stress-mediated Apoptosis in Renal Tubular Epithelial Cells by
Activating PI3K/Akt Pathway
YANG Sha-sha, ZHOU Li~
Depariment of Nephrology, Taihe Hospital Affiliated to Hubei Medical College, Shiyan 442000, China

[ Abstract]  Objective; To investigate the effect of resveratrol on oxidative stress-mediated apoptosis in renal tubular
epithelial cells( HK-2)under high glucose action and its mechanism of action. Methods: HK-2 was cultured in vitro. High glu-
cose acted on HK-2 to induce apoptosis mediated by oxidative stress. The cell viability of each group was detected by MTT
assay. The apoptosis rate of cells in each group was detected by flow cytometry. The MMP of each group was detected by JC-1.
The ROS of each group was detected by DHE. The LDH, MDA, SOD and GSH-PX of each group was detected by specific
kit. Western blot was used to detect the expression of protein( CYT-C, Caspase-3 and p-Akt/Akt)in each group. Results: Res-
veratrol significantly enhanced HK-2 viability and increased the activities of antioxidant enzymes ( superoxide dismutase, cata-
lase), scavenged reactive oxygen species ( ROS), raised MMP. Resveratrol also reduced the rate of apoptosis of
cells. Resveratrol downregulated oxidative stress( CYT-C) and its mediated apoptosis pathway related protein( Caspase-3 ) expres-
sion. Resveratrol also activated phosphorylation of Akt, whereas the addition of LY294002, a pharmacological inhibitor of
PI3K, blocked resveratrol-induced downregulation of protein( CYT-C, Caspase-3) expression and cytoprotection. Conclusion

Resveratrol can prevent apoptosis of HK-2 through inhibiting apoptosis mediated by oxidative stress, which may protect vascular
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endothelial cells and cardiovascular system. The main mechanism responsible for the inhibition of oxidative stress is the activa-

tion of the PI3K-Akt pathway.
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