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Effect of GABA on expression of VEGF and MMP-9 in monocrotaline-induced pulmonary hypertension rats
Chen Gang"'* ,Song Jun®,Xiong Hong*,Zhang Lujie* ,Lv Jinquan®*®
(1. School of Clinical Medicine , Jiangsu University , Zhenjiang ,Jiangsu 212001,China;
2. Department of Pediatrics ,the Af filiated Hospital of Jiangsu University ,Zhenjiang,Jiangsu 212001 ,China)

Abstract: Objective To study the therapeutical effect of y-aminobutyric acid on monocrotaline( MCT) induced pulmonary hy-
pertension rats,and to elucidate the expression of VEGF and MMP-9. Methods Thirty SD rats were randomly divided into 3
groups:a normal control group(control group) ,a MCT-induced pulmonary hypertension group(model control group) ,and an y-ami-
nobutyric acid treatment group(treatment group). The mean right ventricular pressure(mRVP) were detected, the right ventricular
hypertrophy index(RVHI) were measured, WT % and WA % were evaluated,and the expression of VEGF mRNA in the lung tissue
and MMP-9 were detected wtih FQ-PCR and immunohistochemical staining method respectively. Results mRVP,RVHI,WT%,
WA %and the expression of MMP-9 and VEGF mRNA of treatment group were lower than those in the model control group(P<<
0. 05) ,but higher than the control group(P<C0. 05). Conclusion GABA has a therapeutic effect on pulmonary hypertension rats
through regulating the expression of VEGF mRNA and MMP-9 protein.
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