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1.24). (7.83£1.36) pg/L (P<<0.01). BEARIA.LALR DN (2.36£0.27) 4y, ZEFmE TXIEAM (0.18£0.04) 43 (P<
0.00). BEAZLOMANM NLRP3 FRIAVE /A (1.8240.24) 43, R @ FXTRAIA (0.16£0.03) 47 (P<0.01). FHIEHESHT
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Role of NLRP3 in viral myocarditis
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Technology, Wuhan 430000, China

Abstract: Objective To detect the role of NLRP3 in coxsackievirus induced viral myocarditis. Methods Forty BALB/c male mice
aged 6 — 8 weeks were randomly divided into control and viral myocarditis model groups, each group had 20 mice. The control
group were ip 0.1 mL normal saline, and the model group were ip containing CVB3 virus (1x10° PFU/mL) virus solution for
modeling. On the 7th day, all mice were killed. Elisa was used to detect serum NLRP3, IL-1p, and IL-18 inflammatory factors.
Results The expression levels of NLRP3, IL-1p and IL-18 in model group were (26.43 = 4.14), (31.25 + 5.63) and (38.57 + 6.45)
pg/L, which was significantly higher than that of (4.53 + 1.06), (6.35 + 1.24) and (7.83 £ 1.36) png/L in control group (P < 0.01). The
myocarditis score of model group was (2.36 + 0.27), which was significantly higher than that of (0.18 = 0.04) in control group (P <
0.01). The NLRP3 score of model group was (1.82 + 0.24), which was significantly higher than that of (0.16 = 0.03) in control group
(P < 0.01). NLRP3 was negatively correlated with body weight (r = -0.517, P < 0.05) and positively correlated with myocarditis
score (= 0.624, P < 0.05). Conclusion NLRP3 inflammatory bodies may be involved in the pathogenesis and development of viral
myocarditis in mice induced by Coxsackie B virus type 3.
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Table 1 Comparison on body mass between two groups of mice
b n/fl I
1d 3d 5d 7d
payict 20 22.43+2.24 23.07+2.32 23.7242.36 24.38+2.44
LY 20 22.16£2.13 21.08+1.93 19.14+1.62° 17.14+1.35"
L%t B4 A " P<<0.05 P<0.01
“P<0.05""P<0.01 vs control group
%2 FZENLRP3.IL-1 F1IL-18 RiX I LL 3% 25
Table 2 Comparison on expression of NLRP3, IL-1p and 20 .-
IL-18 between two groups ]ﬁ’ 15 it :f.
5l n/l NLRP3/(ug-L™") IL-1p(ug-L ™D IL-18/(ugL ™D E 10
HE 20 4.53+1.06 6.35+1.24 7.83+1.36 5
RS 20 26.43+4.147  31.2545.63"  38.57+6.45" 0

SR e P<0.01

P <0.01 vs control group
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Fig.1 Results of HE staining of myocardium between two

groups (x200)
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Fig.2 Immunohistochemical staining of NLRP3 expres-
sion in cardiomyocytes(200x)
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Fig. 3 Analysis of correlation between NLRP3 expression
and body weight in model mice
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Fig.4 Analysis of the correlation between NLRP3 expres-
sion and myocarditis score in model rats
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