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[Abstract] Objective
268 cases of non-diabetic hypertension were selected. The level of TG, TC, HDL, LDL, FPG,

Fins and HbAlc were examined. The same tests were examined in the control group of 243 cases of normal blood

Clinical value of HbAlc test in patients with non-diabetic hypertension

To investigate the clinical value of HbAlc test in the patients with non-diabetic hyper-
tension. Methods
samples to compare with the hypertension group. Results No significant differences in the average levels of TG,
TC, HDL, LDL and FPG were found between the hypertension group and the control group(P>>0. 05). There were
significant differences in Fins and HbAlc level between the hypertension group and the control group(8. 2444, 55)
mU/L.6.92% +1.83% wvs. (6. 74+3.98) mU/L, 5.07% £0. 81%,P< 0. 05). Also. significant differences in
HbAlc level was found among the hypertension group I, hypertension group Il and hypertension group Il (6. 43 % =+

o

1.55%, 6.95% +1.67%, 7.32% +1.76 % ,P<C0. 05). Conclusion

hypertension and is a risk factor for primary hypertension.
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HbAlc level is closely related with non-diabetic
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