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[Abstract] Objective To observe the effects of ligustrazine (JI| % B§) on vascular endothelial growth
factor (VEGF) in rats with focal cerebral ischemia. Methods
randomly divided into three groups namely: sham operation group, model group, and ligustrazine group.

Fifteen Sprague-Dawley (SD) rats were

Focal cerebral infarction model was established by sodium laurate which may induce vascular endothelial cell
injury. Some indexes were detected such as VEGF mRNA expression examined by reverse transcription-
polymerase chain reaction (RT-PCR), the number of VEGF positive cells counted by immunohistochemical
methods. In the mean time, the neurological dysfunction score in rats was evaluated. Results The
highest neurological dysfunction score appeared in the model group (2.80+£0.45), while in the ligustrazine
group, it was decreased significantly (1.80 £ 0.45, P <0.01), showing neurological improvement. The
number of VEGF positive cells was barely detectable in the sham operation group ((11.70 +
1. 83) cells/mm?), while in the model group, both the number of the VEGF positive cells, and VEGF mRNA
were obviously increased ((35.28= 2. 88) cells/mm?, P<C0. 015 0.2640.08 vs. 0.20+0.053; compared to
those in the model group, the number of VEGF positive cells and the expression of VEGF mRNA in the
ligustrazine group were higher ((47.16+3. 78) cells/mm?, P<C0.01; 1.12+0.11, P<0.01], respectively.
Conclusion Ligustrazine may elevate the expression of VEGF in rats with focal cerebral ischemia that is one
of the mechanisms for its protective effect against cerebral ischemia.
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1.1 ZYEAFERN . AEMABAE LEERGER
bR A R (S F20070815) , h & )1l 2 88
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H20030553), VEGF ZHi kAR &0 T xig
BELEYHEARARAF,TRIzol WA EE INVIT-
ROGEN A &), # % ®-B 4§ 8#& X M (RT-PCR) &
&M EXE MBI A .

1.2 HYAHEL2.7~8 AR SD KR 15 B4
H 280~300 g BEHEARFR .M B LI ERLRHY
FRARF BELHEIEEXEIIBFARL ER
H)ERA, BH5 R, NIEEHEFRE2h
HEH 80 mg/kg HMIIEZHFEHR . BAL K EL
TBEFARAAMENARBAEFSEEREK.
1.3 MCAO P #AH & . BREHRE LR
HREEKE.WEMIBEFFERE L B EMNT L3
Bk . B4 3 Bk . BUA sh Bk B sh Bk O R B Bl ik . G543
S Bl BRI O3 K 53 SRR BBk Je P 2 LR B Bk A
HEDK EFTHMKEOHBTEADRKEE B
AERABHOHSFEZROERXZTATK. R
HSE LHOO B EEEKIFHEL.
1.4 WRMEFSF - RE6h B AXRECEE. B
HWEZA 1 m, WL F BB fh 16 5 . 1E 5% K BT
£ {8 7] . T , % Bederson %% il JF X R#F7
2T RE ik K P GEiF 0~5 ),

1.5 BREGRF®: SAARTFRE—KRRHGRE
1h R E 288 e 5 R EE, I 3k AL 5E 5 R 3 B
fdi . #RASy R0, — B KM Z B (DEPC)
KEEBRE IHNBEABRGHFEE BEATRE: S
—BoHEERBRKEREC KK EH.BE. €
BYE S5 pm BRERT L.

1.5.1 VEGF ®Z4Akil . RAS ALY isiric
HEBSMERGP)E,3,3-“EEBERDABE
o, Hh VEGF ¥k 1 : 200, VEGF FH ¥ 41 fa ffa
ERAGUEYEFXERINRAARTERINT,
B B0 %A A B X PR o 40 B SE BE (AN A

1.5.2 —# % RT-PCR ## VEGF mRNA &
B:O519E8R DR BSERRNEREFHOBHE
MEER B EBETEYTIRATASRAL. 5
) F 51 . IE L4531 % (VEGF-1) . 5'-GGCTTTACT
GCTGTACCTCCAC-3', |t X % 5| ¥ (VEGF-2).
5-TTTTTGCAGGAACATTTACACG-3', VEGF
PR/ 534 bp, NSR=BMHEMREE

B (GAPDH) 3191 5 : IE X 314 :5'-AACTCCC
TCAAGATTGTCAG-3', & X %% 8| #: 5'-GGGA
GTTGCTTGAAGTCACA-3' ,DNA ¥ #7=9 K /b
9 448 bp, QAL B RNA R, R Fl 5 5 W ALK
#. @PCR =Y 447 . B 5 ul PCR ¥4, £ &
B 2. sU MBS R BRIk T Myl
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SMTTHB R R X &F  BOEFEEAHNAMK
AR TEmBENPCR O SR, HAR
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_ VEGF F#i=tii A (A
T AR =R E W GAPDH F A~ BN A

1.6 ZHEFEHEUSKLIFEEEGLHE
7N R SPSS 11. 0 G538k i 17 47 » 4 6] L 5
REATEMN FFHLEMH g BB, P<0.05 HER
BRI EBX.
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AR 4 B B B (P<<0.01),

X100%

%1 FAXRBBSTHERKIRS VEGF Rt ARY
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WoTeEskk VEGF F¥4

By
an  Anx WG EHEA/mm?)
BFERA 5 0 11.70+1.83  0.20+0. 05
L SiE: 5 2.80+0.45 35.2842.88* 0.26=0.08
L 3 1.8040.45% 47.16+3.78% 1.1240.11

- 5BRFARL L, P<0.01; SHEH LR, P<0. 01

VEGF
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4 (P $<0.01),

3 8 #

11 % % 4 (angiogenesis) X SR E i &4, 2
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VEGF 2 R4, RE¥ 8% VEGF R&ik, H 88
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