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lusulin Resistance and Heart Rate Variability in hypertension

Jiang Zanli Niu Xiaolin Wang Shichen
( Department of Cardiovascular Internal Medicine, Second Teaching Heospital, Xian Medical University.
Xi’an)

ABSTRACT Aim To study the changes of indices of the insulin resisrance (IR) and heert rate variability (HRV) in
hypertension and the reletion between IR and HRV. Meibods The orel glucose tolerance test,blood insulin and
HRYV were investigated in thirty seven hypertensive patientss and 16 normal control subjects. Results 62 percent of
hypertensive patienrs hed hyperinsulinemia and insulin resistance. The mean of the standard deviation of all normal
RR intervals for all 5 minutes segments (SDNNI) in hypertension with IR was significantly higher than control sub-
jects. Howewver, standard deviation of all normal RR intervals in the entire 24 hours ECG recording(SDNN ) ,standard
deviation of average RR intervals for all 5 minutes segments in 24 hours recording (SDANNI) ,the root mean square
successive dilference (rMSSD), and the percent of difference between adjacent normal RR interval >50 ms { PNNg,)
were significantly lower. Conclusion Changes of the heart tate variability may be aseribed ro sympathetic hyperac-
tivity and parasympathetic withdrawal caused by [R.
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MATERIALS AND METHODS
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RESULTS
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Tab I Comparison of 5G.IS and AUC in three group
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Tab 2 Comparison of the HRY indices in three groups
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SDMM . stendard devietion of all normal RR Intervals in the entire 24
hours ECG recording; SDANNI;standard deviation of sverage normal
RR intervals for all 5 minutes segment in 24 hours recording , SDNNT,
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uies segments: rMSSD: root mean square successive difference;
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DISCUSSION
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The Therapeutic Efficacy of Riboflavin on Angina Pectoris

Jin Ming, Zuo Bachua, Zhou Zhiyong, Yang Huijie
(Institute of Cardiovascular Function Research \Wannan Medical Collage, WuiHu)

ABSTRACT Aim The therapentic efficacy of riboflavin (RBF) on angins was evaluated.  Methods 78 cases of
angina were divided into B group {»=28.RBF 75 mg *» d 7' 30.po). Group L{n=22. isosorbide dinitrate 15 mg » 4™’
% 30.podand C group (n=284, placebo for 30 days) . EKG ., platelet aggregation 1n blood and serum malondiadehyde
{MDA) content were examined before and after drug. The clinical mamfestations of angina were recorded before and
after treatment two weeks or four weeks. Results
was significantly higher in B group than that in C group (P<C0.01.P<C{, 01.respectively. ) But no sigaificant differ-
Conclusion

The total effective rate of EKG and cherapeutic effect of angina
ence was found between B and I group. Riboflavin is an effective drug for angina and (t’s mechanism
may be related to antiplatelet aggregation and inhibiting lipid peroxidation in patient with angina.
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