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Even though the results from these two meta-analysis studies 
are inconsistent, Rubio-Moscardo et al. [17] has demonstrated that 
rare genetic variants, p.R154H and p.G330D, in CALHM1 disturb 
calcium homeostasis and may contribute to the risk of EOAD based 
on the sequencing date of all CALHM1coding genes obtained from 
three independent series consisting of 284 EOAD patients and 326 
controls and calcium imaging analyses. Moreover, the overexpression 
of CALHM family members in the nematode Caenorhabditis 
elegans touch neurons is su�cient to trigger necrotic-like neuronal 
death [18]. �ese evidences and our meta-analysis have presented 
that there is a signi�cant relationship between CALHM1 and the 
risk of AD. Although our meta-analysis has some limitations in 
terms of ethnicity, a number of included studies and age, the P86L 
polymorphism analysis of CALHM1 gene in our data may be useful 
potential biomarker for genetic association study in patients with 
AD. Furthermore, future studies should be needed to determine the 
association between the P86L polymorphism and AD risk in large-
scale of Asian populations. 
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