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[ABSTRACT] Aim To study the change of cerebral vascular m hippocan pus of vascular dem entia rats after hypo-
dem ic mjection of basic fibrob last grow th factor M ethods A fter the vascular dem entiam odelw as reproduced the 12
model rats were randan ly divided into basic fbroblast grow th factor ( bFGF) treament group nomal saline treament
group The 6 ratswere n shan group The vascular dementia rats i therapy group were treated by hypodem ic injection of
bFGF. A fier S weeks abilities of leaming and m emory of three section rats were tested by using the M orris water m aze
The changes of vascular endothelial grow th factor (VEGF) in rats’ sernm were tested Inmunochem istry staining of factor
(D-related antigen (F8) was used to observe the number of nestin positive neurons i hippocan pus Results The

tine spent on the platforn was 14.3 £3. 1§ 7.4 %2.9 s and 12.6 *2.7 s in the shan, bFGF treament group and nom al
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salne treament group The VEGF i rats’ senm was 8. 14 £1.53 6.07 £0.18 9.19 £0.29 ITtwasmore significantly n-

creased m bFGF treament group than that n nomal salne treament group (P < 0.05). The nunber of the F8 positive

neurons i the hippocanpus were 105. 38+ 1.45 101.32+ 1.28 43.03+ 2. 11 Itwasmore significantly increased mn bF-

GF treament group than that in nom al saline treament group

Conclusions bFGF by hypodem ic injection can m r

grate to hippocan pus area and mduce hippocanpus to create cerebral vascular bFGF can ncrease abilities of leam ing and

m enory of rats significantly
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linked mmunosorbent assay ELISA )| & & 41 i1 7&
VEGFH & E. KAEM T RN &ELN T, BHFH®
BYHF#T. EEEARILKARS, FLIA
100 VL B9 # & 2 AT, #5578\ 100 WL B # &, 3B
AmEHDO, EEBE 2hEF K. FFEEFE 3
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1. BFARA FRAMATE TRZEAREBRENESR (v )
Table 1. Escape latency anong sham, VD and treatment groups over 7 days(;c *5)

4 W YR Hgp 2 1R 2R3 %3R3 4R #5K1 #6R1 ®TR?

RFARA 6 43.9%6.9 43.9%6.9 30.2%3.6 20.0%4.7 6.2 £1.9¢ 6.4 *1.8° 6.2 %1.8° 5.2%1.7°
iR 6 54.4%7.3*  53.736.9  40.8*2.6° 27.0F3.6* 24.1F6.6° 20.7%7.3° 17.7%1.4° 16.0F4.7*
RITHA 6 55.245.5°  44.7%6.8° 34.6F4.5" 22.4F4.6™ 8.9F4.4" g gF0.5"  7.1ELT 6.4t1.4

Pia 0.016 0.035 0. 004 0.023 < 0.001 < 0.001 < 0.001 < 0.001

AWM EL N E T 2R RRIEREHMEANZ AN ZER. a SRPRHEILE, FHRP KK, P< 0.05 b GHRCRALE, AR RKE, P
< 0.0 o FI Tl I i) ARV HE A0 2 3 (X 008 T2 52 007 26 40 W AR, P < 0. 03 P AEAR A * T 22 03 0 S B M4 i 13 31

2.4 HE#®&

TEI6 S BB, U 30 = 30 ik 25 LK BRI i
5y CALIX, U HE 2 R B, B4 1E & HE 4 40 i %0 =
WD, AMIAZE 48, G iR, S5ANE, R IETR %A
(H 2).

2.2 MERREKEAFESE
BFRA R GEITHN VEGF & &5 7 2
8.14 *1.53 6.07 £0.18. 9. 19 £0.29 777 4 5 %
RAWE, P<0.03 B4it¥a L. WIrdA5EBF
RALE, P> 0.03 B4 %= X, R 5T
RAE, P< 0.03 BLiHHE N (K 2).

R 2 BREARAFRAFBTEANFONEAREKEFS
2 (x ) 5 '|‘\,“
Table 2. The changes of VEGF in rats’ serum among
sham, VD and treaim ent groups(x Ts)
5H Wyl 4 BFARA % &
n 6 6 6 ‘ i
)

x T 9.1910.29  6.07 10.18 8. 14 *1.53 _\'

BITH SRR AEE, P< 0.03 T HSBFARALLE, P> 0.03 SN
FiRH 5HRFARUALE, P<0.05

2 RETRMBDFPREIKRRIED CAIXHEXMEM

2.3 WM TS KE FHAR AN

EFOCRME T, 7D CA1X AT WA A 3
SR J6H) bFGF AT, BondMEYE bFGF Al iE it
I g o B 4t 1 S e 22 e B (B 1)

. RABHIBEF B bFCFHEZ T ( x400)
Figure 1. bFGF-positive neurons w ith yellow-green fluo-

rescence under fluorescentm icroscope( x 400)

( x400)
Figure 2 Pyram idal cells in CA1 region of the hippocam -
pus in rodentm odel of ischaan ic encephalopathy( x 400)

2.5 BRBALAKERE
P8GR AL et 5 R BN, IRITHI S CA1
XA W% F8 5 I B B 4 T, R F AR AL
CAIXA LA £ F8 G S N FH 4 i 2 Ja, i &
H F8 AP I N FH 1 #4480 40 A W B, 0= B 5 R
b, 3 HINED CALIXEME AT AR 3/
ARALET, 7E 15 x 100658 N F e Je BLFHYE M £2 n it
BB FARAGETH FRHED CALIX F8HE
SRR Z TG E 2 B 105. 38 £1..45, 101. 32
+1.28.43.03 2. 11, GITHEE RAAMERFH
EEM (P<0.01), BFERHAGHERAAN ZRH
BEM (P<0.01), BITHSBEFARAAMZERT
SFEME (P> 0.01) (B 3~ 5),

2
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B3 BFREAXBRHNEDI CAI X8 28R MPHMEAR
( x400)
Figure 3. F8-positive neurons in CAl region of the hippo-

campus in sham group ( x400)

B4 gRAKXBAED CAl X FB & ~& PRI ( x400)
Figure 4. F8-positive neurons in CAl region of the hippo-

campus in VD group ( x400)

6

B 5 RTAXRAED CAl X F8 %% & A PRMELRA ( x400)
Figure 5. F8-positive neurons in CAl region of the hippo-

campus in treatment group ( x400)
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VO IR ST R BN RY, D HE AR A A5 51
KA, KRFECIZAE TFREY .

LA N B AR Rl A A 9 — s A ) A T
AR, RE BRI S 5 B A . VEGF 18
5 VEGF2k4: &, 5lie— RINUGE 515 T, BilE
T AR A DR N4 L DR 1, gk A R A P 3G B S o
. R&SEIMEHEIE. VEGF 58 HIECH i E 40 1ML
B, Sk AE sh Ik i 41t i [X g S7 55 Bk it i . 3h4)
SEIGAE B, K AP EE VEGE VE AR/ B Y, A%
FARESEIX AT A K8 VEGF ik, #4010 437 4E
I A2 i B S 3 0, A BEE B 45 /1N, VEGE 38 ] 5 i
MR E BRI ER, Wb 2 hmpste . =
fESEH TR, VEGF 2K B 3+ X — 1154G /A L
B GGIHEFEEARE VD KRl E &R,

ol 2 S T 24 4 L 2 K R o L A A PR KR
BER G —, BERZ, AR IE .
P IE A (R B A JE R @I EA . BRGE 52
— T 1) I A YR AR K R, AT R AT 4 4R A 1T
BN AR I IR AR A . BRGEF 7] 2 3%
50 N S AR B IR L - I L (2 i A A
A A, bFGF g it oe B i I i 57
( blod-brain barrier BBB)'"' . ASZIGF A 2-VO i
F 7 LR P SR A 2R T e K s R I s B, 3 )
% BBB 545, A o 1 48 0, 3 4 B iR AR 45 2 K
NATRE . ASEEGIE B TR S bRGE T I 14 i R
KB, 7E#F D CA L. CA2. CA3IX ¥yw] W3 H % 4
BRG] bBFGF 22T, T B B RS bRGF 1] LLiE
o A R K R AR L i R B, 9 T DA Bk .
bFGF & L8 & A [ 8 sh IR 7, i 2 2 B4 M,
MR LA s E 8, ARSLIIRYT A ML VEGE
SEWHE S THEARA, Y8 bFGF #8 4% i ¥ i 5
VEGFA . RN bFGF ] LLE Y7 41K B 34k
VB R YR I I B> TR R4, T & RBRIG T
Py BR A 1A) B B i T R AL, VR T A FSFHMEMR A T
5 H femioR 20 B AR R, U8 bFGF Beff Iy VEGF
EE L, R M A, o A PR RO R A i
I &, B 2 v I MR R K R 22 )2 B8 T
RELIGEE R BoR, R ES bFGF Al PRIE I 7 T
YR YT MR R TSI Ak
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