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neurological score increased (P <0.05) , the local infarction area appeared, the release of GDNF in peripheral and
central system increased (P <0.05), and the microglia activation was induced by IS, and the expression of neuro-
toxic and neuroprotective phenotype genes increased significantly (P <0.05). Compared with the IS group, the
neurological function score of the rats in the IS + Dex group significantly decreased (P <0.05), the local infarct
area was significantly reduced ( P <0.05) , and the release of GDNF further increased (P <0.05). The expression
of neurotoxic astrocyte phenotype genes significantly decreased (P <0.05) , while the expression of neuroprotective
astrocyte phenotype genes further increased (P <0.05). However, intervention with anti-GDNF antibody obviously
reversed the therapeutic effect of Dex compared with the IS + Dex group. Conclusion Dex can inhibit the pheno-
type of neurotoxic astrocytes, increase the proportion of neuroprotective astrocytes, further promote the release of
GDNF, and play an anti-ischemic stroke role.
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Behavioral seizure scores
W
T

a b c

1 HEBETAZIES
Fig.1 Tic behavioral score
a:LPS + PTZ group; b:LPS + PTZ + A-438079 group; c:LPS + PTZ
+NS group; “** P <0.001 vs LPS + PTZ group; ™ P <0.01 vs LPS +
PTZ + A-438079 group.
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Tab.1 The seizure time of three groups of rats was summarized (x +s)

Latency to stage

Latency to stage Duration of stage Duration of

group n
1 seizures (s) 5 seizures (s) 5 seizures (s) stage 1 —4 seizures (s)

LPS + PTZ 68.8+7.9 285.8 £40.3 40.4 £6.7 572.3 £160.4

LPS + PTZ + A-438079 7 178.6 £13.2™ " 318.2 £32.5 27.2+2.7" 560.3 +32.3

LPS + PTZ + NS 7 69.4+6.8 290.4 £34.9 38.6+7.1 580.4 +140.2

*P<0.05," " P<0.01 vs LPS + PTZ group.
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A B 3 s C 5
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< ~
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2 FAARIED P2X7.NLRP3 EH R
Fig.2 Expression of P2X7 and NLRP3 proteins in hippocampus of epileptic rats

A Protein expression electrophoretic map; B: Quantitative analysis of P2X7 protein relative expression; C: Quantitative analysis of NLRP3 protein

relative expression; a: P group ; b:LPS + PTZ group; c:LPS + PTZ + A438079 group; d:LPS + PTZ + NS group; “ P <0.05,

group; *P <0.05, * P <0.001 vs LPS + PTZ group.
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Fig.3 Concentration of TNF-«, IL-13, sFlt-1 and PIGF in serum of rats

A Serum TNF-a content of rats in each group; B: Serum IL-1B content of rats in each group; C: Serum sFlt-1 content of rats in each group; D

Serum PIGF content of rats in each group; a:P group ; b:LPS + PTZ group; c:LPS + PTZ + A-438079 group; d:LPS + PTZ + NS group; * P <0. 05,

**P<0.01 vs P group; *P <0.05 vs LPS + PTZ group.
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Role of antagonistic P2X7 receptor in reducing

hippocampal damage in epileptic rats
Li Xiaojing'?, Li Xiaolan'”’
(' Dept of Obstetrics and Gynecology, The First Affiliated Hospital of Anhui Medical University, Hefei 230022 ;
*NHC Key Laboratory of Study on Abnormal Gametes and Reproductive Tract ,Hefei 230022 )

Abstract Objective To investigate the mechanism of purinergic ion channel receptor 7(P2X7) intervention in
reducing hippocampal damage in epileptic convulsions. Methods A total of 28 SD female rats were divided into 4
groups (n =7 in each group) according to random number table method. The male and female rats were combined
with 2 : 1 cage. The sperm cells observed by vaginal smear on day 2 were marked as day O of pregnancy (GDO) ,
and the model of epileptic pregnant mice was prepared by injecting LPS into the tail vein of GD14 and PTZ into the
abdomen continuously on GD16 —18. The inhibitor group was prepared by intraperitoneal injection of P2X7 inhibi-
tor (A<438079) immediately after intraperitoneal injection of PTZ in GD18. They were divided into: (D normal
pregnancy group (P group); @ Epilepsy group (LPS + PTZ group) ; 3 P2X7 inhibitor group (LPS + PTZ + A-
438079 group) ; @ Eclampsia control group ( LPS + PTZ + NS group). Racine scoring criteria were used to deter-
mine the grade of epileptic seizure in rats to evaluate the degree of epileptic seizure in each group and record the
duration of each phase. The expression levels of P2X7 and NLRP3 in the hippocampus of pregnant mice were de-
tected by Western blot. The expression of TNF-a, IL-1, PIGF and sFli-1 inflammatory factors in serum of preg-
nant mice was determined by ELISA. Results The tic behavioral scores of rats in LPS + PTZ group and LPS + PTZ
+ NS group were significantly higher than those in P group. Compared with LPS + PTZ + A-438079 group, LPS +
PTZ + NS group and LPS + PTZ + NS group, the first stage of seizure latency, the fifth stage of seizure latency and
the duration of 1 —4 stages of seizure decreased. Both the rate of stage 5 seizures and the duration of stage 5 sei-
zures were prolonged. Western blot results showed that compared with LPS + PTZ group and LPS + PTZ + NS
group, the expressions of P2X7 and NLRP3 in hippocampus of pregnant rats in LPS + PTZ + A-438079 group in-
creased. ELISA results showed that compared with P group, serum inflammatory factor markers tumor necrosis fac-
tor-a (TNF-a) and interleukin (IL)-1B8 were detected in LPS + PTZ and LPS + PTZ + NS groups. Soluble FMS-
like tyrosine kinase 1 (sFli-1), a marker of preeclampsia; placental growth factor ( PIGF) increased, while P2X7
receptor inhibitors were used to reduce all indicators. Conclusion Intervention of P2X7 receptor may reduce the
systemic inflammatory response of epileptic pregnant mice, reduce neurohippocampal damage, increase the convul-
sive threshold, and inhibit the occurrence of epileptic convulsions.
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