BEXRERKFFIR 2025 £5 50 £ 10 25 (Journal of Chongging Medical University 2025.Vol.50 No.10 ) — 1303 —

P53 i AR
I i M R 5 T B b o ) F 7 308

FRATH I & L
(PUNT A AET BE g N 2 IR iR 610041)

DOI:10.13406/j.cnki.cyxb.003948

V./ al
(= DR R PR IE e 9 8 WIT RAE 2 — o B0 JORE 2B 35 WM AR 5 10 AR 2 13 T 16 ABE , & IR
(diabetes mellitus , DM ) B Ji 3 AU A S8 25 04 firb g 000 LA 0 SRR 2838 0 o A2 K IR (growth hormone , GH) FITER & ZAE AR K
PRI =1 X6 PRl i S R 6 3 ORI A S M AN — 380, 5 AR 7 Tl IS DA 19 TR sl 24 0 (A A A 28 A2 AR BC A 5] T B 23 X6
U N A ARSI LS s, W5 R o AR S5 ST IO I AR £8 M QS i i WG o7 SR G TR i g, & A W
B R AR T SRS LA b A8 BB NS KR B DA & 9

[ 368838 DA A s B IR 5 A R IR RARAE R I -1

(HESES]RS87.1 (cEkiRER A

Research advances in acromegaly comorbid with diabetes mellitus

Zhang Siyu, Tan Huiwen

(Department of Endocrinology and Metabolism , West China Hospital , Sichuan University )
[Abstract] Abnormal glucose metabolism is one of the common complications of acromegaly. Patients with acromegaly have a signifi-
cantly higher prevalence rate of abnormal glucose metabolism compared with the normal population, and the patients with acromegaly
and diabetes mellitus (DM) have significantly higher prevalence rates of tumor and cardiovascular diseases. Growth hormone and
insulin-like growth factor—1 have different effects on glucose metabolism in patients with acromegaly , and surgeries or drugs (such as
somatostatin receptor ligands) for the treatment of acromegaly may disturb or affect glucose metabolism in the body , which requires fur-
ther clarification. This article reviews the research advances in the diagnosis and treatment of abnormal glucose metabolism in patients
with acromegaly, in order to identify optimal treatment strategies and achieve better management of acromegaly and related metabolic
complications.
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