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Relationship between serum CREG and CXCLI16 levels with cognitive dysfunction in patients with acute myocardial
infarction ZHAI Chun-li, XU Han". Ninth Hospital of Xian, Xian 710054 , China

Abstract  Objective: To investigate the relationship between serum cellular repressor of E1A-stimulated genes
(CREG) and CXC chemokine Ligand 16 (CXCL16) with cognitive dysfunction in patients with acute myocardial infarction
(AMTI). Methods: Fifty patients with cognitive dysfunction after AMI were selected as cognitive dysfunction group. Fifty AMI
patients without cognitive dysfunction at the same period served as non-cognitive dysfunction group. Enzyme linked immu-
nosorbent assay was used to detect serum CREG and CXCL16 levels, and the correlation between the scores of Montreal cog-
nitive assessment (MOCA) and serum levels of CREG and CXCL16 was analyzed. Results: The serum CREG level in the
cognitive dysfunction group was (346.56 +24.71)ng/mL, which was significantly higher than (238. 64 +18.33)mg/L in
the non-cognitive dysfunction group (P <0.05). The serum CXCL16 level in the cognitive dysfunction group was (2.14 +
0.43)mg/L, which was significantly higher than (1.58 +0.37) mg/L in the non-cognitive dysfunction group (P <0.05).
Spearman correlation analysis showed that the serum CREG and CXCL16 levels in the cognitive dysfunction group were nega-
tively correlated with the total score of MOCA (P <0.05). The serum CREG and CXCL16 levels in the patients were nega-
tively correlated with visual space and executive ability, name, attention and computational ability, language and delayed re-
call (P <0.05), but had no correlation with abstract thinking and orientation (P >0.05). Conclusions: Serum CREG and
CXCLI6 levels are independent risk factors for cognitive dysfunction after AMI, and are closely related to cognitive impair-
ment in patients. High levels of serum CREG and CXCL16 can promote the occurrence and development of cognitive dysfunc-
tion after AMI.
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