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F TR BAT O A B B A (A M) Beh B E A A AT BAL(B 4L B f B2+ LPA2
WA A (C L) B FAEEHLPA2 ) A48 (D ), Lt /T8 A3 R — 201G F LA K 24 ho R A
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Role of LPA2 in apoptosis induced by ischemia-reperfusion injury in PC12 cells”
CHEN Zhihong ,CAI Xueping . ZHOU Xiaomei

(Laboratory Center s Nanhai Hospital o f Guangdong People’s Hospital sFoshan,Guangdong 528200 ,China)

Abstract: Objective To investigate the role of LPA2 receptor in apoptosis induced by ischemia-reperfu-
sion injury in PC12 cells. Methods This study was completed by experimental method. PC12 cells were cul-
tured in hypoxic environment for 0,3,6,9,12 and 15 hours to deprive of oxygen and glucose respectively. Then
they were re-cultured in high-sugar medium for 24 hours. Then MTT was used to detect the cell survival rate
and divided into normal group,ischemia reperfusion group (group A),ischemia reperfusion—+ solvent control
group (group B).ischemia reperfusion+LPA2 agonist group (group C),ischemia reperfusion+ LPA2 inhibi-
tor group (group D). The cells were cultured under hypoxia for a certain period of time and then reoxygenated
for 24 hours. MTT was used to detect the cell survival rate. Meanwhile, the expression of LPA2 receptor and
P-akt protein was detected. Results After 6 hours of glucose and oxygen deprivation culture, the survival rate
in ischemia-reperfusion cells decreased significantly than in the normal group(P<C0. 05) ,and the optimal time
of glucose and oxygen stripping treatment for ischemia-reperfusion injury was 12 hours. The expression level
of LPA2 in group A was significantly lower than that in group B. Compared with group B, the expression level
of LPA2 in group C was significantly higher,and the expression level of P-akt was significantly higher (P<C
0. 05). Conclusion L.PA2 receptor plays an important role in protecting PC12 cells from apoptosis induced by
ischemia-reperfusion injury,and increasing the expression level of LPA2 receptor is helpful to improve the sur-
vival rate of PC12 cells.
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PR TCRET- . ) AN 43 2 R i i 1 i A bR
RN R IR ATBIE9 AT A O Sz ke B Ak G I L R AR
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1.1 —gsert PCL2 41 B I K 4 56 i I
Be. BT &5 A & K % 0 ML (32 B Thermo /24 ],
FRESCO17) . T 1 15 ¥ #% OBt I B RS A 2% 4 PR 28 A
MK2000-1) | Hi F K- I g O B 22 A0 A BR A
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ANED AR E RS (KRR TR A R A
A (B PRI (Pemn Elmer) | % 71 3 $F 4% C# o 1 42 i
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1.2 @ FEFBM.6. 25 mL 1.0 mol/L Tris-
S A(pH=6.8)+73 mL 2/ /K+20 mL 10% +
TR FE BB 48 (SDS) + 10 % - HE 2 BEL 1. 0 mol/L
() e 4 e 22 M (pH=6.8), FREX 12. 11 g Tris B
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