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Fig 1 The effect on activity of human brain microvascular

endothelial cells damaged by different concentrations of AR, 4,

" P<0.05 **P<0.01 vs control group
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Fig 2 The effect on activity of human brain microvascular

endothelial cells damaged by AB,, on different time

" P<0.05 **P<0.01 vs control group

Tab 1 The effect of Tongxinluo on VEGF of Human

brain microvascular endothelial cells damaged by AB, 4, (x )

Group Dose VEGF /ng * L.7!
Normal - 395.02 +5.98
Model 20 wmol * L~! 341.00 +2.88 * *
TXL 400 mg * 17! 387.90 +1.33%
200 mg *+ L' 381.40 £6.36%
100 mg * 1.7 376.44 +6.62"*

** P <0.01 »s normal group;*P <0.05 *¥P <0.01 vs model group
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Fig 3 Western blot analysis of VEGF protein VEGF ( P <0. 01) HIFd o
in microvascular endo-thelial cells of 5 gro‘ups ‘ ( P <0.0 5) -
1:Normal control group; 2: Model group;3: Tongxinluo high-dose
group ;4 : Tongxinluo middle dose group;5: Tongxinluo low-dose group. VEGF (P <0.01 P
** P <0.01 vs normal group;*P <0.05 *P <0. 01 vs model group <0. 05) HIFd o (P <0. 01) °
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Fig 4 Western blot analysis of HIF « protein in
microvascular endo-thelial cells of 5 groups

Note see Fig 3. * P <0.05 vs normal ;*P <0. 01 vs model

AD
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Regulating effect of Tongxinluo on HIFd«a VEGF generated by

the human brain microvascular endothelial cells induced by p-amyloid1-42
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Abstract: Aim
Tongxinluo on HIFda VEGF that Generated by the
Human brain microvascular endothelial cells induced
by B-amyloid 1-42. Methods
cular endothelial cells were pre-incubated for 4h by
then injured by B-amyloid 142. VEGF
protein and HIF4 o were detected by Western blot. Re—

To study the regulating effect of

Human brain microvas—

Tongxinluo

sult In the AR treated Human brain microvascular

endothelial cells viable cells decreased. The expression

of VEGF was Reduced

the cells were treated with Tongxinluo

and HIFda elevated. After
all the above
indexes were improved. Conclusion Tongxinluo can
enhance the VEGF protein expressions by the HIFd «
and protect the Human brain microvascular endothelial
cells.

Key words: human brain microvascular endothelial

cells; Amyloid B protein; VEGF ; HIFd o ; Tongxinluo



