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Characteristics and application of octreotide suppression test in acromegaly

LIU Jianqing, WU Keyang, GUO Weihong, HE Qing

(Department of Endocrinology and Metabolism , General Hospital , Tianjin Medical University , Tianjin 300052, China )

Abstract Objective: To explore the characteristics of octreotide suppression test (OST) in acromegaly and its application value in dis—
ease diagnosis and treatment. Methods: A total of 28 patients with acromegaly admitted to the Department of Endocrinology and

Metabolism , Tianjin Medical University General Hospital from December 2019 to December 2022 (including 20 patients who underwent

surgical treatment and had postoperative pathological reports of pituitary growth hormone tumors) were selected for the octreotide sup—
pression test. The growth hormone (GH) suppression rate at different time points of 0.5, 1, 1.5, 2, 4, 6, 8, 10, 12, 16, and 24

hours were calculated. Follow—up was conducted on 6 patients treated with somatostatin analogs (SSA) to analyze the decrease in GH

and insulin-like growth factor—1(IGF-1) levels before and after receiving SSA treatment, and to evaluate the predictive effect of OST on

SSA treatment in patients with acromegaly. Results: The levels of GH and IGF-1 in patients with acromegaly during laboratory biochemi—
cal tests were all higher than the normal range. During OST, except for 5 patients, the highest GH suppression rate was less than 50% ,

and all other patients were greater than 50% , with 12 patients having suppression rates greater than 75%. The average time required for
GH suppression rate to reach its highest point was (3.1£1.0) hours, and there was no significant correlation with the patients’ baseline

GH level (r=-0.196,P=0.467). At the same time, the GH level with the highest suppression rate was not significantly correlated with

the patients’ baseline GH level(r= —0.187,P=0.488 ). The levels of GH and IGF-1 in patients receiving treatment with octreotide acetate mi—
crospheres significantly decreased, with reduction rates of (58.58+15.20)% and (35.79+15.69)% , respectively. There was no signifi—
cant difference in the highest GH suppression rates between patients undergoing OST and those receiving treatment with octreotide ac—

etate microspheres (z=—1.32, P=0.207). Conclusion: OST has the characteristics of minimal trauma, low incidence of adverse reac—
tions, high operational safety, and relative cost—effectiveness. It can guide the subsequent drug treatment of patients with acromegaly
and has important reference value in the diagnosis and treatment of acromegaly.
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Fig.1 Imaging of pituitary growth hormone cell adenoma
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Tab.1 Clinical and demographic characteristics of 20 patients

with acromegaly
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GH(ng/mL) 12.30(5.95,23.68)
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PRL(ng/mL) 18.52(9.86,37.65)
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Fig.2 The suppression rate of each observation point compared
with the baseline GH level
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Fig.3 Changes of GH levels in patients during the OST
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