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[ZE] B8 RN IEERHA (valproate , VPA) X K BUIGH IN-45 113 ihf 1 1 J5¢ i B £F 448 8 1 (glial fi-
bril protein, GFAP) iR . F7i%k  MEFRSAF (R SD MEMERC R 80 R, IBEHLECTRIE/ N A 41.B 41 .C
AL D 244520 H o A AR T W ; B 21 REAT Al iy VPA 3£ 5 C 400 8, A AT AR ih
I7 5D AHRAEL, W VPAJRYT o X EEA LR & CAL (CA2 [X GFAP FRYEANAEEL P32 a2 K
JEME  RBOLE LS EDU R . 88R 1EifFt CAL CA2 [X GFAP AR C.D 4134 T A B 41,
JFH D AT C4l. #SIX CAL CA2 X p-Pay ki R BBV LLFEDE#E C.D 4T A B 41, JF
HCHmT B4 C.D VA KEMART A B 4L JFH CA4RT B4, ZRIALRI=EL(P <
0.05). £t VPA HA R E MR K A S GRAP FRAIHOCR , IR il D K5 DR BE , 4 A R FE
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[ Abstract] Objective
tein( GFAP) in hippocampus of rats with epiltic brain injury. Methods

To explore the effect of sodium valproate( VPA) on the expressions of glial fibril pro-
Eighty adult male SD rats were randomly di-
vided into group A, group B, group C and group D, with 20 cases in each group. No intervention was given to group
A; group B was only treated with VPA gastric lavage; Epileptic rat’s models were established in both group C and
group D, with the treament of valproate in group D and without any intervention in group C. The number of CA1 posi-

tive cells in CA2 and GFAP regions, the average cross-sectional area, the average gray value, the accumulated opti-
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cal density, and the average optical density were compared among the four groups. Results The numbers of GFAP

positive cells in CA2 and CA were significantly higher in group C and group D than those in group A and group B,

and the number of GFAP cells in group D was significantly lower than that in group C. The mean cross-sectional area

of CAl or CA2, was significantly higher in group C or group D than that in group A or group B, and the mean area of

CA1 or CA2 in group C was higher than that in group B. The average gray values were significantly lower in group C

and group D than group A and group B, and the one in group C was lower than that in group B. Conclusion Val-

proate can significantly inhibit the expression of GFAP in rat model of epilepsy, and reduce the degree of brain dam-

age.

[ Key words] Epilepsy; Brain injury;
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