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Abstract: Objective To investigate the expression of serum lipoprotein related phospholipase A2( Lp-PLA2) and NOD-like
receptor family protein 3(NLRP3) in elderly patients with Alzheimer’s disease (AD) , and analyze its relationship with cogni-
tive impairment. Methods The expression levels of serum Lp-PLA2 and NLRP3 in 110 patients with AD ( AD group) and
50 healthy subjects ( control group) were measured, and the cognitive ability was evaluated by the Montreal cognitive assess-
ment scale (MoCA) , simple mental state scale (MMSE ) and clinical dementia scale (CDR). According to the CDR score,
patients in the AD group were divided into mild AD group (n =61) and moderate and severe AD group (n =49). The corre-
lation between serum Lp-PLA2 and NLRP3 expression and cognitive impairment was analyzed. Results Compared with the
mild AD group, MoCA and MMSE scores in the moderate and severe AD group were significantly decreased, and CDR scores
were significantly increased (¢ =10.21, 9.17 and 7.96, all P <0.05). Compared with the control group, serum Lp-PLA2
and NLRP3 levels in mild, moderate and severe AD groups were significantly increased ( P <0.05). Serum Lp-PLA2 and
NLRP3 levels were also significantly increased in the moderate to severe AD group compared with the mild AD group (P <
0.05). Pearson linear correlation analysis showed that serum Lp-PLA2 and NLRP3 levels were significantly positively correla-
ted with MoCA and MMSE scores and negatively correlated with CDR scores (P <0.05). Conclusion The levels of serum
Lp-PLA2 and NLRP3 in patients with AD was overexpressed, which was closely related to cognitive impairment and can be
used as early serological markers to reflect the degree of cognitive impairment.
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