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Plasma proteomic level in hypertensive patients before

and after valsartan treatment
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Abstract; Objective  To study the different plasma proteomic levels in essential hypertension
(EH) patients before and after valsartan treatment. Methods Twenty-one healthy normotensive
subjects served as a normal control group,21 untreated EH patients served as an EH group, 21
valsartan-treated EH patients with myocardial hypertrophy served as an EHT1 group and 21 val-
sartan-treated EH patients without myocardial hypertrophy served as an EHT2 group in this
study. Protein samples were prepared by isolating plasm with high abundant protein removed. The
plasm proteomic levels in different groups were analyzed by 2-dimensional electrophoresis in com-
bination with matrix-aided laser disaaociation spectrophy and identified by Western blot. Results
The plasma creatinine level was significantly higher in EH group and EHT1 group than in normal
control group (P <C0. 05). The systolic blood pressure was significantly higher in EH group.,
EHTI1 group and EHT2 group than in normal control group (P<0.05). The ST,PWT and LVMI
were much better in EHT2 group than in EHT1 group(P<C0. 05). The expression levels were
higher in 16,10,9 protein spots and lower in 6,2,2 protein spots in EH group and EHT1 group
than in normal control group,the expression level was lower in 6 protein spots in EHT1 group,
higher in 1 protein spot and lower in 7 protein spots in EHT1 group than in EH group (P<C
0. 05). Conclusion The plasma proteomic level is significantly different in EH patients and nor-
motensive subjects, which can be relieved but not completely recovered by valsartan.
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