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and Cav-1/VEGF Signal Pathway in Brain Tissue of Rats with
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ABSTRACT Objective: To explore whether Huangqi-Honghua combination protect brain from cerebral ischemia reperfusion injury
through promoting angiogenesis by inducing the Cav-1/VEGF (Caveolin-1/vascular endothelial growth factor) signal pathway. Methods:
Sixty rats were randomly divided into five groups: control group, model group and Huangqi-Honghua 40:1, 20:1, 5:1groups (12 rats per
group ). The rat cerebral ischemia reperfusion injury models were induced by nylon monofilament. After 21 days of administration, the
neurological scores were evaluated, the infarct volumes were calculated. Immunohistochemical method was used to detect the
microvessel density (MVD) in brain tissue. RT-PCR and Western-blotting was used to detect the mRNA and protein expression levels of
Cav-1 and VEGF. Results: After 21 days of administration, the neurological scores of each group were decreased, especially the
Huangqi-Honghua groups (P<0.01), and infarct volume (P<0.05~ P<0.01 ) in Huangqi-Honghua groups were significantly lower than
the model group. Compared with model group, the level of MVD, Cav-1 and VEGF mRNA and protein expression levels were
significantly higher in Huangqi-Honghua treatment group( P<0.05~ P<0.01 ). Conclusions: Huangqi-Honghua combination has protective
against cerebral ischemia injury, the Cav-1/VEGF pathway may be involved and then promote the angiogenesis. Additionally, the best
proportion of Huangqi-Honghua was 5:1.
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Fig.1 Neurological scores after MCAO in each group(n=8)

Neurological scores were expressed as median(range); **P<0.0] compared

i

with control group, #P<0.01 compared with model group.
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Fig. 2 Infarct size in each group

**P<(.0] compared with sham group, “P<0.05, ’

i

P<0.01 compared with model group.

£ 1 XRBEEEEKREX MVD,VEGFmMRNA #1 Cav-1 mRNA 3} F£ix=(n=8)
Table 1 The number of MVD and relative expression of VEGF and Cav-1 mRNA(n=8)

Groups MVD VEGF mRNA Cav-1 mRNA

Sham 7.40% 0.02 1.00% 0.00 1.00% 0.00

Model 10.85% 0.03** 0.516% 0.14%* 0.435+ 0.05%*
40:1group 13.87% 0.027** 0.581% 0.08 0.548+ 0.13%
20:1group 14.92+ 0.05%** 0.723% 0.06" 0.666+ 0.03%
5:1group 18.52+ 0.03%** 0.910% 0.02% 0.932+ 0.03%

Note: **P<0.01 vs. Sham group, *P<0.01 compared with model group.

PDF L "pdfFactory Pro™ i FH AL www. fineprint.cn



http://www.fineprint.cn

REYES#HE biomed.cnjournals.com Progress in Modern Biomedicine Vol19 NO.6 MAR.2019

- 1019 -

‘l-‘la.:_ l-::: = s f .TI

2 o '\t; """i ::.;_;_' 2
o ek T T A o

[ T | LSS oyt :"f!-f'a
T Sl e, S R T =
'1“*;: +|.'-.;-1-? _:'-?.;i by T

- . .., lhl ": --\. ) n
..F_:':-‘ :1-“;;": -.."JI‘-;..-" e ;‘..-i i
el W RN g
YAt A RN ¢ H",‘..t‘ i

N T T AR
._I.n’ ‘ll_q.-_i! - '_.,.5.___“ "
. ':,.; TR ik et 1 X -F'.,"I'.u

A BOERI TR |

3R RAEE X R AL F s CD34 Rk R(x 200)
Fig.3 The CD34 expression in the cerebral cortex infarction by immunohistochemical staining (x 200)

A, Sham; B, Model; C, 40:1; D, 20:1; E, 5:1
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