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[ Abstract) Objective  To investigate the expression and significance of cortisol in the peripheral
blood and 11 B-hydroxy steroid dehydrogenase (11BHSD) mRNA in the peripheral blood mononuclear cell
(PBMC) in patients with obstructive sleep apnea hypopnea syndrome (OSAHS). Methods Enzyme-linked
immunoadsordent assay ( ELISA) and real-time fluorescent quantitative PCR (RT-PCR) were utilized to detect
the concentration of cortisol in the peripheral blood and the expression level of 118HSD mRNA in the PBMC
from 30 patients with moderate and severe OSAHS and 27 healthy male individuals. The relationship between
the levels of cortisol and 11Bhsd mRNA, and clinical parameters was analyzed. Results The concentration of
cortisol in the peripheral blood did not significantly differ between two groups (£ = -0.69, P =0.50). Com-
pared with the control group, the expression level of 11HSD1 mRNA in the OSAHS group was significantly
down-regulated (¢=2.35, P=0.02). However, 113HSD2 mRNA was not expressed in either group. In the
OSAHS group, no significant correlation was observed between the expression of 113HSD1 mRNA and clinical
parameters such as peripheral blood cortisol, TNF-«, et al. Conclusions The expression of 113HSD1 mRNA
in the PBMC from male patients with moderate to severe OSAHS was significantly down-regulated compared
with that in their healthy counterparts. The underlying mechanism remains unclear. Nevertheless, the concen-
tration of cortisol in OSAHS patients did not significantly differ from that in the healthy controls.
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