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[Abstract] Objective To study relationship between the level of serum IGF-1 in elderly patients with
type 2 diabetes mellitus combined with acute cerebral infarction, neurological function and carotid artery
plaque. Methods 60 elderly patients with type 2 diabetes mellitus combined with acute cerebral infarction trea-
ted in our hospital were selected as the research object from June 2014 to October 2015. According to the se-

verity of atherosclerosis, the patients were divided into three groups: 10 cases in no plaque group, 22 cases in
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stable plaque group, 28 cases in unstable plaque group. 40 cases of elderly patients with acute cerebral infarction
were chosen as the disease control group; 40 healthy elderly people were selected as healthy control group. The
level of IGF-1 was detected by ELISA. The U. S. National Institutes of Health Stroke Scale (NIHSS) neurolog-
ical assessment was performed at 1 week and 2 weeks. The modified Rankin table (MRS) was assessed at 90
days. Results Diabetes combined with cerebral infarction group has the lower IGF-1 level than cerebral infarction
group and control group at 1 week or 2 weeks. Patients in cerebral infarction group has the higher IGF-1 level
than the control group, the difference was statistically significant (P<C0. 05). NIHSS scores of diabetes compli-
cated with cerebral infarction patients were higher than those in patients with cerebral infarction at 1 week or 2
weeks, the difference is statistically significant (P <C0. 05). MRS scores were higher in cerebral infarction group
than cerebral infarction group at 90ds, the difference is statistically significant (P <C0. 05). In diabetes compli-
cated with cerebral infarction patients, the serum level of IGF-1 and NIHSS score showed a negative correlation
(r=-0.561, P =0.006;r= —0.672,P =0.000) at 1 week, 2 weeks. In diabetes complicated with cerebral in-
farction patients, the serum level of IGF — 1 and MRS score showed negative correlation (r = —0. 426, P =
0.0165; r = —0.445, P = 0.009) at 1 week, 2 weeks. With the aggravation of diabetes and atherosclerotic
plaque of carotid artery in patients with cerebral infarction severity and serum level of IGF — 1 decreased (P<C
0. 05). Conclusion Serum IGF — 1 in elderly patients with type 2 diabetes complicated with cerebral infarction pa-

tients showed abnormal expression. IGF — 1 levels in elderly patients with type 2 diabetes complicated with cere-
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bral infarction are closely related with neurological deficit and carotid artery plaque severity.
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