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Abstract : Objective To explore the expression of paired immunogobin-like type 2 ceceptor alpha(PILRa) in peripheral blood

mononuclear cells(PBMCs) from patients with cryptococcal meningitis, primarily discussed its significance. Methods Pe-
ripheral blood samples from 30 patients receiving a diagnosis of cryptococcal meningitis in Changhai Hospital from May 2014
to November 2016 was regarded as the experimental subjects,and the diagnosis standardization was that the cerebrospinal
fluid dyeing was positive or the culturing was positive, while the specimens from 30 health individuals examined at the same
time were classified as the control. PBMCs was separated by density gradient centrifugation, PCR was used to test the level
of PILRa in PBMCs, the expression of PILRa and the related cytokines in plasm was examined by ELISA. Two independent
samples’ t test was used to compare the varies between the two groups. Pearson correlation coefficient was to show the co-
relationship for the two measurement data. Results The relative mRNA expression levels of PILRa in PBMCs in experimen-
tal and control groups were 2. 4940. 74 vs 1. 77£0. 69 (t=3. 898, P=0. 000 3) ,and the protein expression level of PILR«
in plasma was 33. 81£10. 21 ng/ml vs 20. 01 £6. 74 ng/ml (=6. 178, P<C0. 000 1) , both with statistical significance. In ex-
perimental group,the protein expression of PILRa in plasma was positively related with IL.-1,11.-6 and IFN-7,and there was
statistical significance (r=0.456,0.521,0. 467, P<{0. 05). Conclusion PILR« may participate in the immune-inflammatory
process in cryptococcal meningitis,and can be the potential biomarker for disease surveillance and the therapeutic target.
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