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HEHACERER 8T 5 B R S48 R B ] 7 L3S (P<<0. 05) 5 59 AR 4 4L, Pentamidine 2055 1.
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Effects of valproic acid on cognitive function and NMDARI levels in juvenile epileptic rats by regulating
S100B protein expression Feng Jiao, Huang Li, Hou Ning, et al. Children’s Hospital , Maternal and
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[ Abstract] Objective To investigate the effects of valproic acid on cognitive function and NMDARI1 lev-
els in juvenile epileptic rats by regulating S100B protein expression. Methods Fifty young rats were randomly
divided into the control group, model group, valproic acid group, pentamidine group, and valproic acid plus
pentamidine group with 10 rats in each group. Except for the control group, the epilepsy model was estab-
lished in the other groups. After modeling., the VPA group was orally administered VPA (1 mg/kg) by ga-
vage. The pentamidine group was injected through the tail vein with 5 mg/kg pentamidine. The valproic acid
plus pentamidine group was orally administered 1 mg/kg valproic acid and injected with 5 mg/kg pentamidine
through the tail vein. The water maze test was used to detect cognitive function. The morphology of the hippo-

campus was observed by Nissl staining. Terminal deoxynucleotidyl transferase-mediated dUTP nick end labe-
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ling (TUNEL) was employed to determine the apoptotic rate. Immunohistochemical staining was used to de-
tect NMDAR1-positive cells, S100 calcium-binding protein B (S100B) , cyclooxygenase-2 (COX-2), and inter-
leukin (Interleukin, II-1B) protein expression levels in the hippocampus. Results Compared with the control
group, the platform searching time, nerve cell apoptotic rate, NMDARI1-positive cell rate, and S100B, COX-2
and IL-1B protein levels were increased in the model group on day 1, day 2, day 3 and day 4, while the times
of crossing the platform and the proportion of searching time on the original platform were decreased with sta-
tistical significance (P<Z0. 05). Compared with the model group, the platform searching time, nerve cell apop-
totic rate, NMDARI1-positive cell rate and S100B, COX-2 and IL-18 protein levels of young mice in the valproic
acid group decreased on day 1, day 2, day 3 and day 4. while the times of crossing the platform and the pro-
portion of searching time on the original platform increased with statistical significance (P<<0. 05). Compared
with the valproic acid group, the pentamidine group spent less time searching on days 1, 2, 3 and 4, and the
number of platform crossings and the time spent searching for the original platform were increased. There was
no significant difference in the apoptotic rate of nerve cells, the rate of NMDAR1-positive cells or the protein
expression of S100B, COX-2 and IL.-1B3 between the valproic acid group and the pentamidine group (P=>0. 05).
Compared with the pentamidine group, the platform searching time, nerve cell apoptotic rate, NMDAR1-posi-
tive cell rate and protein levels of S100B, COX-2 and IL-1B in the valproic acid plus pentamidine group de-
creased on day 1, day 2, day 3 and day 4, and the times of crossing the platform and the proportion of search-
ing time on the original platform were increased, and the differences were statistically significant (P<Z0. 05).
Conclusion Valproic acid can significantly improve cognitive function, reduce the expression of NMDARI1 and
inhibit the apoptosis of nerve cells in juvenile epileptic rats, and the mechanism might be related to its regula-
tion of S100B expression.
[Key words] Epilepsy Valproic acid Cognitive function Nerve cell S100B  NMDARI1
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KW 78 23°C Fi#FA19EF 30 min; PBS #pik 5 7%
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Yot LGS R S . Y S VA ) B R
KIS R PBS #hik 3 YK [E] B 5 min, 37 CF I
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i1, LA Tmage pro plus 6. 0 B 5HF RGETHR A
R R R 5 > 200 A5 ALET OB BEF 1
EAERZ P 7 AR 6% B A
1.9 Hoge B3 4G 45 41 4 BT o5 41 21 S100B,
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