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Expression of Angiopoietin-1 and Vascular Endothelial Growth Factor in Hippocampus of
Rats with Temporal Lobe Epilepsy and Its Effect on Temporal Lobe Epilepsy ZHANG Jing, ZHAI
Zhong-wen. Department of Neurosurgery, The Second Afftiliated Hospital of Inner Mongolia Medical University,
Huhhot 010030, China

Abstract Objective: To investigate the expression of angiopoietin-1 (Ang-1) and vascular endothelial growth
factor (VEGF) in the hippocampus of rats with temporal lobe epilepsy and its effect on temporal lobe epilepsy.
Methods: Sixty male Wistar rats were obtained. Intraperitoneal injections of LiCl-pilocarpine or normal saline
were administered to generate the temporal lobe epilepsy model group and control group, respectively. Rat
behavior change was observed, and dynamic changes in the expression of Ang-1 and VEGF in the hippocampus
were analyzed. Results: Epilepsy model group animals displayed sluggish behavior, decreased activity, fixed
gaze, scratching motion in forearms, or imbalance and other abnormal behaviors. A portion of these rats also
showed peripheral cholinergic reactions, but these symptoms presented at a lesser degree and spontaneously
resolved after several minutes. Control group animals displayed no seizures. At 1 hour, the model group showed
decreased Ang-1 expression compared to the control group (P<0.05); at 3 days, expression reached its lowest
level, then gradually increased (P<0.05); at 18 days, expression approached normal levels (P<0.05). At 1 day,
VEGF expression was increased (P<0.05); at 3 days, expression reached its highest level (P<0.05) then gradually
decreased; at 18 days, expression level was close to normal (P<0.05). Conclusion: Ang-1 expression decreases
with frequent tics and returns to normal levels with reduced tics. VEGF expression increases with frequent tics
and returns to normal levels with reduced tics. The expression of Ang-1 and VEGF demonstrates a negative
linear correlation.
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FRE AL 3R KIS (1 mg/kg) 4
IR BB I, R B R 344,30 min J5 A 4 TIE
RS IS S U NS I N -4 ) i R 4
N, T DA BB S T A BT R RSB EA

122 ATHMEE XR BT b2 A T I E -
9%, % FH Racine 43 VT br i - T30 H BR R & 122
2258 R T G5 AR B A Sk e o T4 —
T 2 A dh e o o T R A iy J 220 s LA 8 52 S IV
G5 VU H BHE  SOTATRE I R R R A Bk
BRENVERE ]V S, MRAT AR SFRAEN K VY, H
SR IR 3K 30 min, LA ZE T 10%7K 4 S
(4 mL/kg) 2 1k R AE. RAEFEIV I L T W AE T

445

PN RPN Rk
1.2.3  Western blotting % /X Il < FL i 25 X Ang-1.
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X HE 2 15
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WERE18d 15 0.418+0.025 0.326+0.014
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