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Correlation study between insulin resistance and cortisol level in patients with pituitary adenoma*
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(Department of Clinical Laboratory ,Zhongnan Hospital of Wuhan University ,Wuhan , Hubei 430071, China)
[Abstract] Objective
tients with pituitary adenoma(PA). Methods

To explore the insulin resistance(IR), serum cortisol level and circadian secretion rhythm in the pa-
Sixty-seven patients with PA in this hospital from October 2016 to April 2017 were
selected as the observation group,including 23 cases of pituitary Cushing syndrome, 15 cases of growth hormone adenoma, 16 cases
of prolactinoma and 13 cases of non-functioning adenoma. Contemporaneous 49 individuals undergoing healthy physical examination
were selected as the control group. The biochemical indexes of fasting plasma glucose(FPG) . fasting insulin(FINS) and serum corti-
sol were measured and the homeostasis model assessment for insulin resistance (HOMA-IR) was determined. The correlation be-
tween insulin resistance and serum cortisol was analyzed. Results The incidence rate of cortisol circadian rhythm disorder in the ob-
servation group was 58. 21% ,the level of fasting serum cortisol in abnormal secretion rhythm of PA group was higher than that in
normal secretion rhythm of PA group and control group(P<C0. 05) ; the levels of FINS and HOMA-IR in the pituitary Cushing syn-
drome and growth hormone adenoma group were higher than those in the control group,the correlation analysis showed that HOMA-IR
in PA patients was positively correlated with fasting serum cortisol level and FINS level(P<C0. 05). Conclusion The IR occurrence exists in
pituitary Cushing syndrome and growth hormone adenoma, which may be closely correlated with serum cortisol increase.
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