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Inflammatory factors in senile patients with obstructive sleep apnea syndrome and hypertension
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Abstract: Objective
syndrome (OSAHS) and hypertension. Methods

To study the inflammatory factors in the senile patients with moderate or severe obstructive sleep apnea

Eighty elderly patients (>>60year) were divided into OSAHS group (n=40) and

OSAHS with hypertension group (n=40) by the results of polysomnogram (PSG). The serum levels of TNF-a and hp-CRP were

measured by ELISA. Results
of OSAHS group ( P<C0. 05). Conclusion

The serum levels of TNF-a and hp-CRP in OSAHS with hypertension group were higher than those

The inflammatory factors level are different between OSAHS patients with hypertension

and without, which may play a role in the development of hypertension in OSAHS patients.
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