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A comparative study of plasma level of folic acid between Kazakh and Han patients with hypertension

Chen Shaoze Wang Zhong” ‘Wang Li ,Zhang Wangqiang s Zhai Zhihong ,Li Jia
(Second Department of Cardiology ,First Af filiated Hospital ,Medical College ,
Shihezi Universtiy ,Shihezi, Xinjiang 832000, China)

Abstract: Objective
Methods

To compare the plasma level of folic acid between Kazakh and Han patients with primary hypertension.

100 Kazakh patients with hypertension and 100 healthy Kazakhs (control group) from Qingshuihe town of Manas coun-

ty.and 100 Han patients with hypertension and 100 patients without hypertension(control group) from the cardiology department

in the First Affiliated Hospital of the Medical College of Shihezi Universtiy were selected. They were all subjective to chemilumines-

cence detection for the plasma level of folic acid. Results

The plasma levels of folic acid of Kazakh and Han patients with hyperten-

sion were both lower than their control groups.respectively(P<C0. 01). The plasma level of folic acid of of Kazakh patients with hy-

pertension was lower than that of Han patients with hypertension(P<C0. 01). Conclusion Certain differences of plasma level of fo-

lic acid are found between Kazakh and Han patients with hypertension.
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