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Effect of PGC-1x on the survival rate and reactive oxygen species of injured neurons

induced by oxygen-glucose deprivation

Han Yong',Sha Dujuan?, Gu Shuangshuang', Wang Luna',Li Jin?,Li Qiming?, Zhang Jun'?*

("Department of Emergency ,Affiliated Drum Tower Hospital of NJMU;? Department of Emergency,Drum Tower
Hospital ,Medical College of Nanjing University ,Nanjing 210008, China)

[Abstract] Objective:To explore the protective effects and mechanism of Peroxisome proliferative activated receptor-y activation of
auxiliary factor 1 Alpha (PGC-la) on injured neurons induced by oxygen-glucose deprivation (OGD) in embryonic mice.Methods:
Cortical neurons cultured for 7 days were randomly divided into four groups:normal control group,oxygen-glucose deprivation group
(OGD);0GD + PGC-la overexpression plasmid group (overexpression group) and OGD +no-load plasmid group (no-load group).
Overexpression group and the no-load group pretreatment with PGC-1a overexpression plasmid and no-load plasmid respectively before
OGD treatment. 24 hours after OGD, cell survival rate was detected by MTT (Methylthiazolyldiphenyl-tetrazolium bromide) ,observe the
expression of PGC-1aw was using Western blot technology,and the flow cytometry was used to monitor the content of Reactive Oxygen
Species (ROS). Results ; Compared with the normal control group,the cell survival rate in OGD group decreased (P < 0.01) ,the survival
rate was increased in overexpression group due to pretreatment of PGC-law overexpression plasmid,which was compared with OGD
group and no-load group with a significant difference (P < 0.01). The ROS of OGD groups were significantly higher than that of the
normal group (P < 0.01);the content of ROS was decreased in overexpression group,and was significantly lower than that of the OGD
group and no-load group (P < 0.01). Conclusion: The study indicated that PGC-la can significantly reduce the ROS content of
oxygen-glucose deprivation neurons and improve its survival rate, to protect the neurons.
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CO, MJ& 85%~98%)HiF%, Wik 24 h [F44 0, LA

JEEERE 2 d BB, 15 9R T do 5 T OB A SR AR
BEBLS> N 4 4. TE 5 4 AR #1557 (0GD) 4 (OGD
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Table 2 Comparison of neurons ROS content
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Table 1 Comparison of neurons survival rate
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Figure 1
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YRR B AT AT PERSTEIR TR A . AR ST A T
PZITTARIMERERI R WS PGC-1a X HZTT
TRIPER, SEIRA5 R BIR . OGD 4P & TufFis 5
IEH AW R, TLh PCC-1a i 63K Tk 5 kb P
2ot B PGC-la KV JE, HAFE RIS, 5
OGD #H Je x5 s W HA W& E 1 (P < 0.01);
5 Zhao ZEMHIFFE G5 FARPL s #E—2PHIESE PGC-1a

250
200
_ 150
=1
5 100
50
0
010! 10° 10° 10° 10°
FITSC-H
0GD £
250
200
_ 150
Z 100
50
0
010! 10? 10° 10° 10°
FITSC-H
SERA

OGD ZH K25 84 ROS 5 4 AR (WA A4t )
Comparement of ROS in OGD and no-load plasmid group



-326- [

NI

%3365 3
20134F3 A

XPANERIZE M 2T A R ER . PGC-1a I RZ AR
PVE BT AN 8, 78 098 & B 2 4
ML AT 855 FLAR SEL R A Bl il A R
R I G AE ) A AT RN AEREG

S A LA B B R A R A, EE W
YA AN BN R i R S e A ANIE R B S I |
Maga T MR R R A2, Kb Al
O P e L A AL 55 1) S B AR AR AL A
ZLAMMAR AT A A EEALAR S, A Ay [ 3T
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T 0 i) S 2 AR 1 St 28 e i 5, BRI A 22
JCHET 3R PR HAAE %

PGC-1a #117fi] ROS A= sHLHIASEH . HATA N
fif KA 1 2(UCP- 2) A ALY EAL G (SOD) i
ROS JE WA EEH 5, Wu SR IPGC- 1o figi
A EER L UCP2 AR A Sz A FIE i
BEDIRE, PGC-low A5 il b SR ZE M 40T
UCP2 FIKFEAE ROS 2B, A fp it — B FITIESE
25 LA, PGC-1a 2 11 MR 5 M 2 T A7
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