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Abstract: There is a growing body of evidence that hypertension is an inflammatory disease. As an acute phase protein which is asso-
ciated with inflammation , C-reactive protein is one of the most studied in the relationship of inflammation and hypertension. It has been shown

that C-reactive protein is not only related to hypertension but also to end-organ damage in hypertension, which supports the view that C-reac-

tive protein is a predictor for hypertension. But other evidence suggests that this viewpoint required further research although C-reactive pro-

tein is related to hypertension. So in this review the research progress is summarized.
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