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[Abstract] Objective To detect the methylation of pl6 gene promoter in peripheral blood mononuclear cell
(PMBCs) in patients with plaque psoriasis and to research its function and mechanism in the pathogenesis of plaque
psoriasis. Methods From 2011.4 to 2012. 5 collected and tested the PBMCs from 48 plaque psoriasis patients (ex-
periment group) and 18 healthy controls (control group) .and detected the methylation of p16 gene promoted in PB-
MCs with methylation specific PCR (MSP) ,and analyzed the relationship between pl6 gene methylation and course
of disease and PASI credits. Results The rates of pl6 gene methylation (31. 3%) in psoriatic patients was higher
compared with the controls (5.6%) (x*=4.71,P<C0.05) and demonstrated significant difference and significantly
coincident with PASI (¢=2. 63, P<C0. 05), but there was no significant difference compared with course of disease
(t=0.55,P>>0.05). Conclusion The rates of pl6 gene methylation in PBMCs in plaque psoriasis patients was sig-

nificantly higher than the controls,and it suggests that the hyper-methylation of p16 gene may play an important role
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in the pathogenesis of plaque psoriasis.
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%, 5 B0 il o0 L4 0 DRI R AR BT . i DNA R 3
T AL R S B R R B R IR ) E LR 2 — I BAE
FLO G ST R ME— AL . RS R W], — 2 B B S O
WA S RA CDAT M 2 B 5 %O B3
67 4878 DNA HIZEME 5 [ B G ff v 5 9 2 18] 72 75 A 5
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FATEA pl6 BP9 520 v F R4k . X W] PBMCs th pl6 HE [
1 57 HY Ak T R T 408 i A e 1 L A Ok A A H T Y AR
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