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Abstract: Objective To clarify the mechanism of nucleotide-binding oligomerization-2 (NOD2) receptor
in anti-B, glycoprotein I antibody (anti-B, GP I )-induced platelet inflammatory and thus promoting thrombo-
sis,and to explore the effect of NOD2 receptor as an intervention target on anti-8, GP I induced related throm-
bosis. Methods Sixty-nine patients with thrombus and anti-B, GP I positive diagnosed by CT.MRI or arterio-
venous angiography in the Second Affiliated Hospital of Harbin Medical University from January 2018 to
March 2021 were selected as the thrombus group. Contemporaneous healthy subjects undergoing physical ex-
amination were selected as the healthy control group. Platelet and plasma were extracted from the patients
with thrombus and healthy controls,and platelets from healthy controls were co-incubated with anti-g,GP I /
B,GP I . The real-time PCR was used to detect the expression of NOD2 receptor mRNA. The IL-18 level was
detected by ELISA. Toll-like receptor 4 (TLLR4),NOD2 receptor and p38 mitogen-activated protein kinase ac-
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tivation (MAPK) were detected by Western blot. FeCl; induced the formation of common carotid artery
thrombosis in mice,and the time of vascular occlusion was monitored by laser speckled ultrasonic flowmeter.
Results Compared with the healthy control group,the platelet NOD2 receptor mRNA expression and plasma
IL-18 level in the thrombus group were significantly increased (P <C0. 05). After anti-B,GP I /B,GP I stimula-
tion, the expression of platelet NOD2 receptor mRNA was increased,the level of I1L.-18 in stimulated superna-
tant was significantly increased,and the differences were statistically significant (P <C0. 05). Compared with
the anti-8,GP I /B,GP I stimulation, the level of I1.-138 was significantly decreased after the adding the p38
MAPK inhibitor SB203580. TLLR4 inhibitor TAK242 could partially inhibit NOD2 receptor protein expres-
sion, significantly inhibited the p38 MAPK phosphorylation and 11.-18 level. Curcumin could decrease p38
MAPK phosphorylation and 11.-18 level. Injecting curcumin into mice significantly prolonged the time of anti-
B,GP 1 /B,GP I -induced thrombosis. Conclusion Anti-3, GP I can influence IL-18 release through TLR4 reg-
ulating NOD2 receptor /p38 MAPK signaling axis. Curcumin can reduce p38 MAPK phosphorylation and IL-
1B level by inhibiting NOD2 receptor expression, and alleviate anti-B, GP I -induced inflammatory response
and thrombosis, which is expected to provide a new idea for the treatment of the patients with anti-8,GP I

positive thrombus.
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